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Keyora Female Chrono-Nutrition

When Premenstrual Symptoms Become a Recurrent Functional

Burden

Why timing, recurrence, menstrual reset, and functional impairment matter more than any isolated symptom name

Premenstrual symptoms become clinically meaningful not because irritability, insomnia, fatigue, brain fog, bloating,
headache, or emotional tension occurs on a single day, but because these experiences recur in a recognizable

relationship to the menstrual cycle.

A symptom pattern becomes biologically readable when emotional volatility, stress sensitivity, sleep disruption,
cognitive slowing, physical heaviness, and generalized discomfort cluster before menstruation, lessen after

menstrual onset, and return across subsequent cycles.

The same symptom can carry different clinical implications depending on its timing. Irritability that persists
throughout the month may reflect a different problem from irritability that predictably intensifies during the late
luteal phase and then recedes.

Sleep disruption, anxiety-like tension, fatigue, headache, and reduced concentration should therefore not be
assigned a premenstrual explanation without evidence of recurrence, cycle linkage, and a recognizable menstrual

reset.
Functional impairment gives this pattern its practical and clinical significance.

Premenstrual burden becomes more than ordinary discomfort when it reduces work accuracy, academic
performance, sustained attention, family participation, social confidence, relational stability, or the ability to recover

from everyday stress. The number of symptoms alone is insufficient.
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One severe symptom may be more disruptive than several mild symptoms, while a broad cluster may indicate that

several physiological systems are amplifying the same late-luteal signal.
Prospective symptom observation is therefore not an administrative afterthought.

Tracking symptoms across cycles helps distinguish recurrent PMS / PMDD-domain patterns from continuous

psychiatric, sleep, endocrine, pain, or metabolic concerns that merely worsen before menstruation.

It also identifies the dominant burden, whether that burden is emotional volatility, hyperarousal, disturbed sleep,

cognitive fatigue, body fatigue, bloating, headache, or generalized physical discomfort.
The starting point of a defensible intervention is therefore recognition rather than supplementation.

The first question is not which product should be added, but whether the symptoms are cyclic, clustered, followed by
a menstrual reset, severe enough to impair daily function, and measurable through changes in the number and

intensity of high-burden days.

Premenstrual symptoms become biologically meaningful when cycle-linked recurrence, menstrual reset, and daily functional impact

align, with Keyora PMS Physical-Symptom Timing Map framing symptom patterns through timing-based interpretation.
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From a Single-Hormone Explanation to a Multi-System Symptom
Architecture

How late-luteal signals are translated through neural, receptor, stress, metabolic, redox, and membrane environments

PMS / PMDD-domain symptom burden cannot be adequately explained by one hormone, one neurotransmitter, one
inflammatory mediator, one nutrient deficiency, or one isolated tissue.

Similar ovarian-steroid changes occur across many menstrual cycles, yet symptom intensity varies widely among
individuals. This variation indicates that the final clinical phenotype depends not only on the incoming endocrine

signal, but also on the biological environment through which that signal is interpreted and executed.

In the Keyora Female Chrono-Nutrition framework, this problem is organized through Keyora [The PMS / PMDD Multi-
Nutrient Symptom-Resolution Matrix], a symptom-centered model connecting late-luteal timing, system-specific
sensitivity, dominant symptom phenotype, functional impairment, mechanism-matched nutritional support, and

prospective reassessment.

The framework treats the menstrual cycle as a recurring biological context in which neural excitability, receptor
responsiveness, stress reactivity, circadian continuity, mitochondrial energy availability, micronutrient cofactor
sufficiency, redox balance, inflammatory tone, and membrane organization can alter the final expression of

symptoms.
This interpretation helps explain why women at a similar cycle stage may experience different dominant problems.

One individual may develop irritability, feeling overwhelmed, repeated waking, and hyperarousal. Another may

experience brain fog, impaired attention, body fatigue, and poor recovery.

A third may be more affected by bloating, heaviness, headache, breast discomfort, or generalized physical strain.
These presentations may share a common menstrual timing context, but they should not be collapsed into a generic

claim of “hormone imbalance.”
The multi-system view also changes how improvement is evaluated.

¢ Abiologically rational intervention should be judged by whether the dominant symptom burden decreases,
high-burden days become fewer, sleep and cognitive endurance improve, physical discomfort becomes less

disruptive, and daily function is restored.

e Areduction in one symptom is useful, but meaningful resolution requires a wider assessment of the reader’s

ability to work, study, maintain relationships, participate in family life, and recover between periods of stress.

Mechanistic complementarity may justify a structured multi-nutrient architecture, but it does not establish the

efficacy of an exact product combination.

Keyora [The PMS / PMDD Multi-Nutrient Symptom-Resolution Matrix] therefore does not replace diagnostic criteria,

clinical guidelines, psychiatric assessment, or gynecological evaluation.

It provides a disciplined method for translating a recurrent cyclic pattern into an evidence-informed nutritional
question while preserving the distinction between biological plausibility, ingredient-specific evidence, preparation-

specific evidence, and finished-formulation clinical proof.



PMS and PMDD-domain symptoms reflect multi-system sensitivity across neural regulation, stress response, metabolism, and redox

balance, with Keyora PMS/PMDD Multi-Nutrient Symptom-Resolution Matrix organizing evidence-informed symptom architecture.

The Vitex-Soy Isoflavone Dual-Core Re-Synchronization Logic

Separating endocrine-feedback timing from ER- receptor context and tissue-level signal sensitivity
Within this symptom-centered architecture, Vitex and Soy Isoflavones occupy distinct but complementary positions.

Vitex is linked to the timing and endocrine-feedback dimension of recurrent premenstrual symptoms, including
dopamine - prolactin communication, pituitary and HPG rhythm context, late-luteal clustering, cycle-to-cycle

recurrence, and the reduction or reset of symptoms after menstrual onset.

Its relevance is strongest when the complaint is not random or continuous, but repeatedly appears as a coherent

premenstrual pattern.

Soy Isoflavones address a different question: why a similar cyclical signal may be translated with different intensity

across neural, vascular, metabolic, inflammatory, and circadian tissues.
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Their role is interpreted through ER-3 receptor context, ovarian-steroid signal sensitivity, serotonin - melatonin
continuity, vascular and metabolic execution, redox responsiveness, and interindividual variability in isoflavone

metabolism. This is a receptor-context and tissue-sensitivity pathway, not a form of estrogen replacement.
Together, these mechanisms form Keyora [The Vitex-Soy Dual-Core Re-Synchronization Gate].

The first axis asks whether the symptom pattern is temporally coherent and compatible with an endocrine-feedback
interpretation.

The second asks whether receptor, neural, metabolic, and tissue environments amplify the incoming late-luteal

signal.
Timing and sensitivity are connected, but they are not interchangeable.
This distinction prevents two common interpretive errors.

e Thefirstis to reduce every premenstrual complaint to prolactin, progesterone, or one simplified endocrine

narrative.

¢ The second is to assume that ER-B-oriented nutritional biology proves hormone restoration or guarantees
symptom improvement.

Vitex and Soy Isoflavones must each remain linked to the endpoints, preparations, doses, populations, and evidence

domains in which they have actually been investigated.
The dual-core model also avoids the assumption that every woman requires both pathways simultaneously.

Some symptom patterns may be dominated by timing and recurrence, while others may reveal a stronger receptor-

sensitivity, stress, sleep, metabolic, inflammatory, or vascular component.

The purpose of the dual-core architecture is not to mandate a fixed combination. It is to identify the biological

questions that must be answered before complementary pathways are selected.



PMS symptom architecture involves both endocrine-feedback timing and ER-f3 receptor context, with Vitex and soy isoflavones positioned

as complementary pathways within the Keyora Vitex-Soy Dual-Core Re-Synchronization Gate framework.

From Dual-Core Interpretation to Phenotype-Matched Symptom
Resolution

Why complementary formulas enter only when unresolved mood, sleep, cognition, fatigue, redox, inflammatory, or
membrane mechanisms remain visible

The dual-core analysis establishes the temporal and sensitivity context of PMS / PMDD-domain symptoms, but it does

not assume that every remaining symptom arises from those two axes.

Persistent hyperarousal, repeated waking, anxiety-like tension, cognitive fatigue, poor physical recovery, oxidative
strain, inflammatory discomfort, or membrane-related nutritional insufficiency may indicate that an additional

biological pathway remains unresolved.

e MoodFlow 8 in 1 enters the framework when mood, sleep, stress reactivity, and cognition form the dominant
phenotype. Its complete formulation is interpreted through neurotransmitter synthesis, GABA / NMDA

balance, neuronal excitability, HPA stress buffering, serotonin - melatonin continuity, and cognitive resilience.
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It should not be reduced to magnesium alone, because magnesium glycinate represents only one component
of a wider neuro-circadian formula that also includes 5-HTP, L-Theanine, Ashwagandha, vitamin D, and B-

vitamin cofactors.

¢ C0-Q1017in 1 becomes more relevant when the visible burden centers on body fatigue, reduced cognitive
endurance, poor recovery, mitochondrial electron transport, Mg - ATP utilization, metabolic coenzyme
availability, oxygen-transport context, and antioxidant recycling. Its role is not adequately described as
“CoQ10 for fatigue.” It is a CoQ10-centered multivitamin - mineral - fatty-acid formula in which B vitamins,
minerals, antioxidant nutrients, and lipid substrates help determine whether mitochondrial energy

production can be translated into sustained physical and cognitive function.

e Asta 16MG occupies a redox - fatty-acid position through natural Astaxanthin, transmembrane antioxidant
defense, mitochondrial and neuronal redox protection, lipid-peroxidation control, and an ALA / LA / OA fatty-
acid environment. Its relevance becomes more visible when oxidative burden, inflammatory physical

discomfort, lipid-membrane strain, and poor recovery appear alongside the premenstrual symptom pattern.

 Antarctic Krill Oil addresses a different lipid problem by providing preformed EPA, DHA, and DPA within a
phospholipid and phosphatidylcholine matrix, together with choline-related membrane and neurotransmitter
support. This structure is relevant to neural and mitochondrial membrane organization, long-chain Omega-3
availability, phospholipid remodeling, and the generation of lipid mediators involved in inflammatory

resolution.

¢ Plant-derived ALA in Asta 16MG or Co-Q10 17 in 1 is not equivalent to phospholipid-bound EPA, DHA, and DPA.
These formulas contain different fatty-acid objects, molecular carriers, metabolic pathways, and tissue-
delivery implications. The presence of an Omega-3-related ingredient in more than one formula therefore

does not make those formulations functionally interchangeable.

A phenotype-matched approach does not require every formula, nor does it presume that simultaneous use is

superior.

One pathway may be selected while another is deferred, and sequential reassessment may provide clearer

information than immediate multi-product use.

Overlapping nutrients, medications, dietary intake, tolerability, symptom severity, and the absence of direct trials

evaluating the exact combination must remain part of the interpretation.
Within EP-28, symptom resolution means measurable improvement rather than cure.

Relevant outcomes include fewer high-burden days, reduced irritability, improved sleep continuity, better attention
and endurance, lower fatigue, less physical discomfort, and improved work, study, family, social, and relational

function.

Severe impairment, persistent symptoms outside the premenstrual window, suspected PMDD, psychiatric risk, or

other clinically concerning features require appropriate medical evaluation.

A scientifically defensible multi-nutrient strategy therefore begins not with the number of products selected, but with
accurate timing, phenotype recognition, unresolved-mechanism identification, evidence grading, safety review, and

prospective functional reassessment.



PMS symptom support requires matching mood, sleep, cognition, fatigue, redox, and membrane mechanisms with appropriate

nutritional pathways, structured by the Keyora phenotype-matched symptom resolution framework.

Chapter 1: Reading The Premenstrual
Symptom Cluster Before Selecting Nutrients

Timing, Recurrence, Menstrual Reset, Phenotype
Differentiation, and Functional Impairment

Establishing Keyora [The Premenstrual Symptom Cluster Map] Before Mechanism-
Matched Nutrient Selection
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Premenstrual symptoms are often described by name rather than by pattern. Irritability, poor sleep, brain fog,
fatigue, bloating, headache, breast discomfort, and reduced stress tolerance are all common experiences, but none

becomes specifically premenstrual simply because it occurs near a menstrual period.

The clinically meaningful question is whether these symptoms repeatedly emerge or intensify within a recognizable

premenstrual window, lessen after menstrual onset, and return across subsequent cycles.

In the Keyora Female Chrono-Nutrition framework, this process is interpreted through Keyora [The Premenstrual
Symptom Cluster Map], a symptom-centered model connecting timing, recurrence, menstrual reset, dominant

phenotype, severity, functional impairment, and prospective confirmation.

The framework begins with the pattern itself because the same symptom can carry different implications when it is

continuous, randomly intermittent, or predictably concentrated during the late luteal phase.
Menstrual reset is especially important.

A substantial reduction in symptoms after menstruation begins helps distinguish a predominantly cyclic burden from
a condition that remains active throughout the month and merely worsens premenstrually. This distinction is
necessary when separating PMS-domain symptoms from PMDD-level impairment, premenstrual exacerbation of an

existing psychiatric or medical condition, and ordinary cycle-to-cycle variation.
The pattern must also be organized by its dominant functional burden.

Some women are primarily affected by irritability and emotional volatility, while others experience hyperarousal and
repeated waking, impaired attention and cognitive fatigue, physical heaviness and discomfort, or a stress-amplified
mixture of several domains. These phenotypes may overlap, but they should not be treated as permanent diagnostic

identities or as proof of one underlying mechanism.
Accurate interpretation therefore requires prospective daily observation rather than retrospective impressions alone.

Recording symptom onset, peak burden, menstrual transition, postmenstrual improvement, and interference with
work, study, family life, relationships, and social participation creates the baseline needed for later clinical and

nutritional reassessment.

Nutrient selection becomes scientifically defensible only after the cyclic pattern, dominant phenotype, and level of

impairment have been established.



PMS symptoms require cycle-based interpretation through timing, recurrence, menstrual reset, and phenotype differentiation, with

Keyora Premenstrual Symptom Cluster Map establishing a structured foundation for mechanism-matched nutritional support.

Section 1.1: The Premenstrual Pattern Is Defined by
Timing, Recurrence, and Reset

Why the same symptom has different meaning when it repeatedly

appears before menstruation

Distinguishing a reproducible late-luteal pattern from isolated discomfort and
persistent non-cyclic burden

A symptom becomes meaningfully premenstrual only when its relationship to the menstrual cycle is reproducible.
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Irritability, sleep disruption, fatigue, headache, bloating, poor concentration, and emotional tension are not specific
to PMS or PMDD when considered alone. Their interpretive value emerges when they repeatedly intensify before

menstruation, lessen after menstrual onset, and form a recognizable pattern across cycles.

In the Keyora Female Chrono-Nutrition framework, this pattern is interpreted through Keyora [Late-Luteal
Readability], the principle that symptoms must be located in time before they can be assigned biological or

nutritional meaning.

Timing does not diagnose a disorder by itself, but it distinguishes a coherent premenstrual pattern from isolated

discomfort, random fluctuation, and persistent conditions that become more severe before menstruation.

International consensus similarly places symptom timing, recurrence, and prospective measurement at the center of

premenstrual-disorder interpretation.

PMS symptoms gain biological meaning when timing, recurrence, and menstrual reset align across cycles, with Keyora Late-Luteal

Readability framing reproducible premenstrual patterns before nutritional decisions.

Subsection 1.1.1: The Late-Luteal Timing Window
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A symptom becomes cycle-readable when its onset and escalation repeatedly align with the premenstrual phase
The late-luteal window is defined by repeated temporal concentration rather than one difficult day.

Symptoms emerge or intensify before menstruation, reach their greatest burden within that interval, and then

decline as the cycle transitions.

This structure gives the symptom cluster biological readability without requiring every menstrual cycle to be
identical.

I. Symptom Names Do Not Establish Cycle Linkage

Irritability may arise from stress, sleep loss, psychiatric illness, pain, medication effects, or ordinary interpersonal

strain.
Fatigue, headache, bloating, and cognitive slowing are similarly nonspecific.

A premenstrual interpretation therefore requires more than proximity to menstruation; it requires a repeated

relationship between symptom onset, escalation, functional interference, and cycle timing.

This distinction prevents ordinary or persistent symptoms from being assigned a cyclic explanation merely because
they occur during the same month as menstruation. The symptom name identifies the experience, while timing

determines whether that experience belongs to a reproducible premenstrual pattern.

Il. Repeated Premenstrual Concentration Creates Biological Readability

When symptoms repeatedly become more intense before menstruation, timing begins to function as a biological
signal. The important observation is not perfect calendar precision, but a recognizable concentration of burden

followed by a lower-burden interval.

Mood, sleep, cognitive, fatigue, and physical symptoms can then be interpreted as a connected cluster rather than as

unrelated events.

Repeated timing also creates the first measurable reference point against which later improvement, worsening, or
loss of pattern coherence can be evaluated.

l1l. One Difficult Cycle Is a Signal to Observe, Not a Final Classification

Asingle difficult cycle may reflect acute stress, illness, disrupted sleep, travel, dietary change, unusually high
workload, or ordinary cycle-to-cycle variation. It should prompt observation rather than immediate diagnostic or

nutritional conclusions.
Prospective daily records across consecutive cycles help determine whether the pattern persists.

RCOG patient guidance recommends recording symptoms over at least two menstrual cycles so that the timing and

consistency of the pattern can be reviewed rather than reconstructed from memory.



PMS symptom clusters become cycle-readable when late-luteal timing, repeated escalation, and symptom tracking align, with Keyora

Late-Luteal Readability distinguishing patterns from isolated monthly discomfort.

Subsection 1.1.2: Menstrual Reset and the Lower-Burden Interval

Improvement after menstrual onset helps distinguish a cyclic disorder from a continuously active condition
Menstrual onset provides an important interpretive checkpoint.

A substantial reduction in symptoms, or a return toward the individual’s lower-burden baseline, supports the

presence of a cyclic pattern.

The absence of meaningful improvement does not invalidate the symptoms, but it changes the clinical question by
raising the possibility of an ongoing condition with premenstrual worsening.

A. Symptom Reduction After Menstrual Onset Tests Cyclicity

When irritability, hyperarousal, sleep disruption, cognitive fatigue, or physical discomfort declines after menstruation
begins, the change strengthens the interpretation of a recurrent premenstrual pattern. The transition demonstrates

that symptom intensity is linked to cycle phase rather than remaining constant throughout the month.
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Reset should not be interpreted as an all-or-nothing event.

Residual symptoms may remain when sleep debt, pain, stress exposure, or another condition continues beyond the
premenstrual phase. The relevant question is whether there is a meaningful reduction toward the person’s usual
baseline.

B. The Lower-Burden Interval Reveals the Inter-Cycle Baseline

The days outside the high-burden window reveal what ordinary function looks like for the individual. This

comparison is essential because severity cannot be interpreted from peak symptoms alone.

A clear lower-burden interval suggests that the pre phase adds a distinct layer of vulnerability.

Continuous impairment across the month, by contrast, requires consideration of a persistent psychiatric, sleep,
endocrine, pain, neurological, or general medical condition.

C. Persistent Symptoms Require a Different Interpretive Path

Premenstrual exacerbation describes an existing condition that remains active throughout the cycle but becomes
more severe before menstruation. This differs from a predominantly cyclic pattern in which symptoms are largely

concentrated within the premenstrual phase.
The distinction matters because the underlying condition remains the primary clinical target.

Cycle-linked worsening should not be used to relabel persistent depression, anxiety, insomnia, migraine, endocrine

disease, or chronic pain as a purely premenstrual problem.

ISPMD classification specifically separates core premenstrual disorders from variants involving exacerbation of an

ongoing condition.



Menstrual reset and lower-burden intervals clarify whether PMS symptoms follow a cyclic pattern or persistent condition, with Keyora

Late-Luteal Readability mapping phase-dependent symptom changes.

Subsection 1.1.3: Timing Records as the First Intervention Decision

Tool

Daily pattern data should precede assumptions about mechanisms, nutrients, or response
Daily tracking converts remembered distress into analyzable information.

It records when symptoms begin, when they peak, how they change at menstrual onset, and how strongly they

interfere with function.

This baseline should be established before later changes are attributed to a nutrient, formula, medication, or
behavioral intervention.

Firstly. Retrospective Memory Can Overweight the Most Difficult Days

Intense or disruptive days are often remembered more clearly than moderate or lower-burden days.
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Retrospective recall can therefore make a pattern appear more continuous or severe than daily records show.

Prospective tracking preserves both high-burden and lower-burden days. It allows the pattern to be evaluated from

recorded data rather than reconstructed from the emotional weight of the most difficult experiences.

Secondly. High-Burden Days Must Be Located Across the Cycle

Useful records should capture symptom severity, menstrual timing, sleep quality, stress exposure, and functional

interference.

The purpose is to determine whether high-burden days cluster before menstruation, whether a meaningful reset

follows, and which symptom domain causes the greatest impairment.

This timing map also separates symptom presence from symptom significance.

A mild symptom may occur frequently without disrupting function, while a shorter but severe episode may
substantially impair work, study, relationships, or family participation.

Thirdly. Pattern Confirmation Comes Before Nutrient Selection

A defensible intervention begins with pattern before pathway.

Without confirmed timing, recurrence, menstrual reset, and functional impact, selecting an endocrine, receptor,

neuro-circadian, mitochondrial, redox, or membrane pathway becomes speculative.
Prospective confirmation does not determine the intervention by itself.

It provides the structured evidence needed to judge whether nutritional investigation is appropriate, whether clinical
assessment should take priority, and how later response should be measured without confusing natural cycle

variation with intervention-related improvement.



Prospective PMS tracking transforms symptom memory into measurable cycle patterns, revealing timing, recurrence, and functional

burden through the Keyora Premenstrual Symptom Cluster Map before mechanism-matched nutrition.

Section 1.2: The Five Premenstrual Symptom
Phenotypes

Identifying the dominant mood, sleep, cognitive, physical, or stress-

amplified burden

Using symptom phenotypes to improve intervention precision without turning them

into permanent diagnostic labels

Premenstrual symptoms rarely appear as one isolated complaint. Irritability may coexist with disrupted sleep,

cognitive slowing may accompany body fatigue, and physical discomfort may become more difficult to tolerate when


https://www.keyorahealth.com/cdnfiles/2026/07/24075944/8191b15a-32b9-4860-b187-8ec8442885c0_1254x1254.webp
https://www.keyorahealth.com/cdnfiles/2026/07/24075944/8191b15a-32b9-4860-b187-8ec8442885c0_1254x1254.webp

stress reactivity is elevated.

The clinically useful question is therefore not simply which symptoms are present, but which symptom domain most

consistently drives distress, functional interference, and loss of resilience during the premenstrual window.

In Keyora [The Premenstrual Symptom Cluster Map], five phenotypes organize this burden: mood - irritability, sleep -

hyperarousal, cognitive - fatigue, physical - inflammatory, and stress-amplified mixed.

These categories are not permanent identities or formal diagnostic subtypes. They are practical interpretive domains
that help separate the most impairing problem from secondary symptoms, clarify which mechanism requires later
investigation, and prevent the automatic selection of multiple nutritional pathways when one dominant burden

remains clinically most important.

PMS symptom burden is better understood by dominant phenotype rather than symptom count, with Keyora Premenstrual Symptom

Cluster Map separating mood, sleep, cognitive, physical, and stress-amplified patterns for precision.

Subsection 1.2.1: The Mood - Irritability Phenotype
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Emotional volatility becomes the dominant burden when irritability, tension, and reduced emotional control drive
impairment

The mood - irritability phenotype is defined less by the mere presence of negative emotion than by a recurrent

reduction in emotional buffering before menstruation.

Irritability, impatience, anxiety-like tension, anger reactivity, emotional volatility, and feeling overwhelmed may
become the most visible features, particularly when they disrupt communication, decision-making, or the ability to
tolerate ordinary demands.

. Irritability May Be More Functionally Disruptive Than Low Mood

Premenstrual emotional burden is often described through sadness or depressed mood, yet irritability may produce
greater day-to-day impairment.

A lower threshold for frustration can alter conversations, increase conflict, reduce work tolerance, and make minor

setbacks feel disproportionately difficult.
This pattern should not be reduced to personality or lack of self-control.

When irritability repeatedly intensifies during the same cycle phase and then diminishes, it becomes part of a

biologically readable symptom pattern.

Even so, timing alone does not establish PMDD or identify one specific neurotransmitter abnormality.

Il. Feeling Overwhelmed Reflects Reduced Emotional Buffering

Feeling overwhelmed can arise when ordinary cognitive, emotional, or social demands exceed the reduced coping

capacity of the premenstrual phase.

The external workload may remain unchanged, while the internal effort required to regulate attention, emotion, and

stress increases.

This distinction is important because the burden may be experienced as personal failure rather than phase-linked

vulnerability.

The phenotype becomes clinically meaningful when the same tasks repeatedly produce greater emotional strain
before menstruation and interfere with ordinary functioning.

l1l. Relational and Occupational Consequences Define Practical Severity

The severity of mood symptoms is not determined only by subjective discomfort. Their practical significance is
revealed through communication breakdown, interpersonal conflict, avoidance, reduced concentration, mistakes,

missed obligations, or withdrawal from family and social roles.
A person may report only moderate irritability while experiencing substantial relational consequences.

Functional interference therefore provides a more useful measure of burden than symptom intensity in isolation and

becomes a central endpoint for later reassessment.



PMS irritability becomes meaningful when recurrent emotional volatility affects daily function, with Keyora Premenstrual Symptom

Cluster Map connecting mood phenotype, cycle timing, and stress-sensitive symptom interpretation.

Subsection 1.2.2: The Sleep - Hyperarousal Phenotype

Difficulty initiating or maintaining sleep may form a distinct premenstrual burden when arousal remains elevated at
night

The sleep - hyperarousal phenotype becomes dominant when the nervous system fails to downshift at the expected
time.

Difficulty falling asleep, repeated waking, light or unrefreshing sleep, racing thoughts, bodily tension, and heightened
sensitivity to noise or stress can extend the premenstrual burden into the night and intensify daytime symptoms.

A. Sleep-Onset Difficulty Reflects Failure to Downshift
Sleep initiation requires a transition from daytime activation toward reduced cognitive and physiological arousal.

During a vulnerable premenstrual phase, mental rehearsal, worry, irritability, muscular tension, or persistent

alertness may delay this transition even when adequate time for sleep is available.
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This presentation differs from simply choosing a late bedtime or having insufficient sleep opportunity. The defining
feature is an inability to disengage despite the intention to sleep, especially when it recurs in a recognizable

relationship to the menstrual cycle.

B. Repeated Waking Extends the Burden Into the Night

Some individuals fall asleep normally but wake repeatedly, experience early morning awakening, or remain
unusually alert after a brief disturbance. These interruptions reduce sleep continuity and may prevent adequate

restoration even when total time in bed appears sufficient.

Repeated waking should be recorded separately from sleep-onset difficulty because the two patterns may not arise

from the same mechanism.

A precise symptom record improves later interpretation and avoids treating all sleep complaints as one uniform

problem.

C. Daytime Irritability and Fatigue May Be Secondary to Sleep Disruption

Poor sleep can amplify emotional reactivity, cognitive slowing, pain sensitivity, and fatigue during the following day.

A presentation that appears primarily mood-related may therefore be partly maintained by an unresolved nocturnal

burden.

This relationship is bidirectional. Irritability and stress can disrupt sleep, while fragmented sleep further reduces
emotional control.

Identifying which component appears first and which causes greater impairment helps determine whether sleep is

the dominant phenotype or one part of a broader mixed pattern.



PMS-related sleep burden involves difficulty downshifting, repeated waking, and stress-sensitive arousal, with Keyora Premenstrual

Symptom Cluster Map connecting sleep phenotype, cycle timing, and functional impact.

Subsection 1.2.3: The Cognitive - Fatigue Phenotype

Brain fog, impaired attention, and reduced endurance must be separated from ordinary sleepiness and generalized

physical fatigue

The cognitive - fatigue phenotype is characterized by reduced mental clarity, slower processing, difficulty sustaining

attention, diminished working efficiency, and a greater effort cost for ordinary tasks.

It may occur with body fatigue, but the two should not be assumed to represent the same physiological problem.

Firstly. Brain Fog Is a Functional Description Rather Than a Single Mechanism

Brain fog may include word-finding difficulty, reduced working memory, slower decision-making, distractibility, or
the sense that familiar tasks require unusual mental effort. It describes an experience rather than a confirmed

biological cause.

The term should therefore remain linked to measurable function.
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Errors, slower task completion, difficulty following conversations, and reduced academic or occupational endurance
provide more useful information than the label alone.
Secondly. Cognitive Fatigue and Body Fatigue May Diverge

Some individuals retain physical energy but struggle to concentrate, while others experience bodily heaviness

despite relatively preserved mental clarity.
A third group may show both forms of fatigue within the same premenstrual window.

Separating these experiences matters because cognitive endurance, muscular recovery, sleep quality, iron status,

metabolic health, mood burden, and general medical factors may contribute differently.

The presence of fatigue does not by itself establish mitochondrial dysfunction or indicate a particular nutritional
formula.

Thirdly. Recovery Failure May Be More Informative Than Raw Energy Level

The ability to recover after rest can reveal whether fatigue reflects temporary workload or a more persistent cycle-

linked vulnerability.

A person may complete necessary tasks but require disproportionately long recovery, lose evening function, or

experience cumulative decline across several premenstrual days.

Tracking recovery therefore adds a temporal dimension to fatigue assessment. Improvement should later be judged
not only by feeling more energetic, but also by restored endurance, reduced post-task depletion, and more reliable

daily functioning.



PMS cognitive fatigue requires distinguishing brain fog from physical exhaustion, with Keyora Premenstrual Symptom Cluster Map

linking attention, recovery capacity, and premenstrual functional burden.

Subsection 1.2.4: The Physical - Inflammatory Phenotype

Bloating, heaviness, headache, tenderness, and generalized discomfort form a physical burden without proving one
inflammatory cause

The physical - inflammatory phenotype includes recurrent bloating, heaviness, breast discomfort, headache,

muscular tension, generalized soreness, fluid-related sensations, and reduced bodily comfort.

The term “inflammatory” describes a plausible physiological terrain rather than a confirmed laboratory diagnosis,

and it must not be used to assign one mechanism to every physical symptom.

I. Physical Symptoms Often Cluster Rather Than Appear Independently
Bloating may occur with breast tenderness, headache, heaviness, and reduced exercise tolerance.

When several symptoms intensify together, the burden may be experienced as a whole-body change rather than a

collection of unrelated complaints.
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Clustering provides useful information because it identifies a physical phenotype that may require different later
interpretation from a predominantly emotional or sleep-related presentation. It does not establish that every

symptom shares the same biological pathway.

Il. Inflammatory and Fluid-Sensitivity Language Must Remain Interpretive

Changes in inflammatory signaling, vascular permeability, fluid handling, pain sensitivity, and tissue responsiveness

may contribute to physical symptoms.

However, symptom reports alone cannot determine which pathway is dominant or confirm systemic inflammation.
A careful manuscript therefore separates mechanistic plausibility from clinical proof.

Bloating does not automatically indicate abnormal fluid retention, headache does not automatically establish
neuroinflammation, and generalized discomfort does not prove oxidative injury.

Ill. Persistent, Progressive, Focal, or Severe Symptoms Require Reclassification

A predictable cyclic pattern may support a premenstrual interpretation, but persistent or worsening symptoms

require additional evaluation.

Severe headache, focal neurological symptoms, marked swelling, unusual bleeding, progressive pain, a new breast

finding, or symptoms that remain active across the cycle should not be absorbed into a general PMS explanation.

The physical phenotype is useful only when it improves recognition without delaying appropriate clinical

assessment.

Pattern classification must remain subordinate to safety, differential diagnosis, and the severity of the presenting

concern.



PMS physical burden involves recurring bloating, headache, tenderness, and discomfort patterns that require careful interpretation, with

Keyora Premenstrual Symptom Cluster Map separating symptom clusters from assumed mechanisms.

Subsection 1.2.5: The Stress-Amplified Mixed Phenotype

Stress can intensify several premenstrual domains simultaneously without becoming the sole explanation for the cycle
pattern

The stress-amplified mixed phenotype appears when emotional reactivity, sleep disruption, cognitive fatigue,

physical discomfort, and reduced resilience intensify together.
Stress acts as an amplifier within an already readable premenstrual pattern, increasing the gain of several systems

without necessarily serving as the original cause of cyclicity.

A. Stress Amplifies an Existing Timing Pattern Rather Than Creating Cyclicity by
Itself

High workload, caregiving pressure, interpersonal conflict, disrupted routines, or insufficient recovery can worsen

premenstrual symptoms.
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Yet stress alone does not establish a menstrual pattern, because similar stressors may occur throughout the month.
The defining observation is whether stress produces disproportionate burden during the same premenstrual interval.
Cycle-linked amplification preserves the distinction between general chronic stress and a stress-sensitive
premenstrual phenotype.

B. Mood, Sleep, and Cognition Can Form a Self-Reinforcing Loop

Stress may increase irritability and cognitive arousal, making it harder to initiate or maintain sleep.

Poor sleep then reduces attention, emotional regulation, and tolerance for subsequent stress, creating a reinforcing

cycle of daytime and nighttime impairment.

This loop can make one dominant mechanism difficult to identify from retrospective memory.

Daily records help determine whether sleep disruption precedes irritability, emotional strain disrupts sleep, or both
emerge simultaneously within the late-luteal window.

C. Physical Burden and Fatigue Can Join the Same Mixed Pattern

Stress amplification is not limited to mood and sleep. Headache, muscular tension, fatigue, bloating, gastrointestinal

discomfort, and reduced recovery may become more visible when stress load is high.

The resulting presentation can feel system-wide, but broad symptom expression does not justify automatic multi-

product use.

It first requires prioritization of the symptom domain that causes the greatest and most reproducible functional
impairment.

D. The Dominant Burden May Change Between Cycles

One cycle may be dominated by repeated waking and irritability, while another may present primarily as fatigue,

headache, or cognitive slowing.

Changes in workload, sleep opportunity, illness, diet, travel, or interpersonal stress can alter which domain becomes
most visible.

Phenotype classification should therefore remain flexible. The purpose is not to assign a permanent label, but to

identify the most clinically important pattern within the period being assessed.

E. Mixed Phenotypes Require Prioritization Rather Than Automatic Multi-

Product Use

The presence of several symptom domains does not mean that every possible pathway requires simultaneous

intervention.

A more defensible approach identifies the most impairing domain, clarifies its timing, examines whether it is primary

or secondary, and establishes measurable outcomes before additional mechanisms are considered.

Keyora [The Premenstrual Symptom Cluster Map] therefore uses phenotype differentiation to improve precision, not

to increase the number of selected products.



The dominant symptom phenotype establishes the next scientific question, while severity and functional impairment

determine whether nutritional investigation is appropriate or clinical management should take priority.

PMS stress amplification can intensify multiple symptom domains without defining their cause, with Keyora Premenstrual Symptom

Cluster Map prioritizing timing, phenotype, and functional burden before intervention.

Section 1.3: PMS, PMDD, Premenstrual Exacerbation,
and Functional Impairment

Separating symptom burden, disorder-level severity, and worsening

of an existing condition
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Determining when a cyclic pattern remains within nutritional support and when

clinical management takes priority

Arecurrent premenstrual pattern can range from noticeable but manageable discomfort to severe affective and

functional disruption.

PMS, PMDD, and premenstrual exacerbation are therefore not interchangeable labels. They describe different
relationships among symptom timing, baseline function, severity, persistence, and the degree to which daily life
becomes impaired.

In Keyora [The Premenstrual Symptom Cluster Map], classification begins with pattern and function rather than

symptom count alone.

The central questions are whether symptoms are predominantly confined to the premenstrual phase, whether a
lower-burden interval follows menstruation, whether an existing condition remains active throughout the cycle, and

how strongly the pattern interferes with work, study, relationships, family responsibilities, and self-management.

Clinical consensus similarly emphasizes prospective pattern confirmation and differentiation between core

premenstrual disorders and variants such as premenstrual exacerbation.
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PMS, PMDD, and premenstrual exacerbation require distinction through timing, severity, baseline function, and impairment, with Keyora

Premenstrual Symptom Cluster Map organizing evidence-informed symptom classification.

Subsection 1.3.1: PMS-Domain Symptoms Exist Across a Spectrum

Clinical significance depends on recurrent burden and impairment rather than the presence of one universal symptom
profile

PMS-domain symptoms encompass emotional, cognitive, behavioral, sleep-related, and physical experiences that

recur in relation to the menstrual cycle.

The spectrum can include relatively mild discomfort as well as substantial disruption, but a broad label should not
obscure the need to assess timing, severity, functional consequences, and the lower-burden interval separately.

I. Physical and Psychological Symptoms Can Coexist

Premenstrual burden is not exclusively emotional or physical. Irritability, tension, low mood, impaired concentration,
sleep disruption, fatigue, bloating, headache, breast discomfort, and generalized heaviness may coexist within the

same cycle-linked cluster.
The relative balance among these symptoms differs between individuals and may change across cycles.

A person with prominent physical discomfort may still experience meaningful emotional strain, while a mood-

dominant presentation may include sleep, cognitive, or somatic symptoms that amplify the overall burden.

Il. Symptom Count Does Not Equal Symptom Severity
A long symptom list does not automatically indicate a more severe disorder.

Several mild symptoms may be less disabling than one recurrent symptom that substantially disrupts occupational

performance, academic work, relationships, or basic daily responsibilities.

Severity should therefore be interpreted through intensity, duration, recurrence, and functional interference. This
prevents symptom counting from replacing a more clinically meaningful assessment of what the person can no

longer do reliably during the high-burden phase.

l1l. A Spectrum Model Must Not Erase Diagnostic Distinctions

Using PMS-domain language is useful when describing the wider field of recurrent premenstrual symptoms, but it

does not provide a diagnosis by itself.

PMDD has a more specific pattern of severe affective symptoms and clinically significant impairment, while
premenstrual exacerbation involves worsening of a condition that remains present outside the premenstrual

window.

A spectrum model should therefore organize burden without flattening clinically important differences. The purpose
is to improve recognition and guide appropriate assessment, not to convert every recurrent symptom cluster into the

same disorder category.



PMS symptom burden varies by timing, severity, and functional impact rather than symptom count alone, with Keyora Premenstrual

Symptom Cluster Map distinguishing spectrum patterns from disorder-level concerns.

Subsection 1.3.2: PMDD-Level Burden Is Defined by Severity and

Functional Disruption

Severe affective symptoms require a higher level of diagnostic and clinical attention

PMDD-level burden involves more than an intensified form of ordinary premenstrual discomfort. Its interpretation
depends on severe affective symptoms, clear cycle linkage, clinically meaningful impairment, and prospective

confirmation.

The diagnostic process must also consider whether another psychiatric or medical condition better explains the

presentation or remains active throughout the rest of the cycle.

A. Severe Irritability, Depression, Anxiety, or Emotional Instability Changes the

Clinical Priority
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When emotional symptoms become intense, recurrent, and difficult to regulate, the clinical priority changes.

Severe irritability, marked mood decline, pronounced anxiety, or substantial emotional instability should not be

approached as an ordinary wellness concern simply because the symptoms occur before menstruation.

The presence of a cyclic pattern remains relevant, but severity requires formal assessment.

Nutritional interpretation may remain complementary, yet it should not delay evaluation of psychiatric symptoms,
medication needs, comorbid conditions, or other factors contributing to the burden.

B. Functional Impairment Is Central to Disorder-Level Interpretation

Functional impairment distinguishes distress from disorder-level disruption.

The most important evidence may appear in missed work, reduced academic performance, repeated interpersonal
conflict, withdrawal from family or social participation, inability to complete routine responsibilities, or a predictable

collapse in daily reliability.
The degree of interference may not always match the number of reported symptoms.
Emotional, psychological, and physical symptoms may relate differently to impairment, reinforcing the need to

measure function directly rather than infer it from a symptom total.

C. Prospective Confirmation Is Required Because Retrospective Severity Can
Misclassify the Pattern

Retrospective reports may accurately communicate suffering while still providing an incomplete picture of timing and
cyclicity. The most difficult days can dominate memory, making symptoms appear more continuous, more

consistently severe, or more tightly linked to menstruation than daily records demonstrate.

Prospective ratings across at least two symptomatic cycles are commonly used to assess whether the required

timing, severity, and impairment pattern is reproducible.

Structured approaches can apply diagnostic criteria to daily symptom records rather than relying on retrospective
impressions alone.

D. Psychiatric Risk Overrides a Nutrition-First Sequence

Severe emotional deterioration, acute safety concerns, loss of ordinary functioning, or rapidly worsening psychiatric
symptoms require prompt professional evaluation. The fact that symptoms appear cyclically does not reduce their

seriousness or justify waiting for a nutritional intervention to take effect.

A nutrition-support framework can coexist with psychiatric and gynecological care, but it cannot replace crisis

assessment, diagnostic evaluation, or evidence-based medical management.

The appropriate sequence is determined by severity and safety, not by a preference for one intervention category.



PMDD-level burden is defined by severe affective symptoms, reproducible cycle linkage, and functional disruption, with Keyora

Premenstrual Symptom Cluster Map separating symptom patterns from clinical priorities.

Subsection 1.3.3: Premenstrual Exacerbation Is Not the Same as a

Core Cyclic Disorder

An existing condition may worsen before menstruation while remaining active throughout the rest of the cycle

Premenstrual exacerbation describes the premenstrual worsening of a condition that is already present during other

cycle phases.
The condition may involve mood, anxiety, sleep, attention, pain, migraine, or another medical domain.

The cycle acts as an amplifier, but it does not fully define the underlying disorder.

Firstly. Continuous Baseline Symptoms Change the Pattern Identity

If depression, anxiety, insomnia, cognitive difficulty, headache, or pain remains clinically significant throughout the

month, the pattern differs from one that largely emerges before menstruation and recedes afterward.
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A premenstrual increase may still be important, but it is layered onto an ongoing baseline condition.

This distinction prevents the menstrual cycle from becoming an overly broad explanation. The cycle may alter

symptom intensity, yet persistent baseline symptoms require their own diagnostic and therapeutic interpretation.

Secondly. The Postmenstrual Baseline Helps Reveal Premenstrual Exacerbation

The lower-burden interval after menstruation provides a comparison point. In a predominantly cyclic disorder,

symptoms should meaningfully decline toward baseline.

In premenstrual exacerbation, some improvement may occur, but the underlying symptoms remain present and

functionally relevant.

Daily tracking across the entire cycle is therefore essential.

Recording only the premenstrual days may capture worsening while concealing the continuing burden that identifies
an existing condition.

Thirdly. The Underlying Disorder Remains the Primary Clinical Target

When an established psychiatric, neurological, sleep, pain, or endocrine condition worsens premenstrually,

treatment should remain directed toward that condition as well as its cyclic amplification.
Relabeling the entire presentation as PMS or PMDD can narrow the clinical view and delay appropriate management.

Nutritional support may address selected biological vulnerabilities, but it should be integrated around the underlying
diagnosis rather than used to bypass it. The central intervention question becomes how to manage both the

continuous condition and its premenstrual increase.



Premenstrual exacerbation occurs when existing mood, sleep, pain, or cognitive conditions intensify before menstruation while

remaining active across the cycle, with Keyora Premenstrual Symptom Cluster Map clarifying pattern differences.

Subsection 1.3.4: The Boundary Between Nutritional Support and
Medical Management

The appropriate pathway depends on severity, persistence, diagnostic uncertainty, and risk

Nutritional support is most defensible when the pattern has been clarified, severe or dangerous conditions have been

excluded, and the intended outcomes are specific and measurable.

Clinical management takes priority when symptoms are severe, persistent, diagnostically uncertain, rapidly

worsening, or associated with substantial loss of function.

l. Mild-to-Moderate Readable Patterns May Support Nutritional Investigation

A recurrent, prospectively visible pattern with mild-to-moderate impairment may justify investigation of diet, sleep,

stress exposure, nutrient sufficiency, and mechanism-matched nutritional support.
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This process should begin with a clear baseline and defined outcomes rather than a broad promise of “hormone

balance.”

The aim is to determine whether high-burden days, dominant symptoms, and functional interference improve over

time.

Nutritional investigation remains an evidence-informed support strategy, not a substitute for diagnosis.

Il. Severe or Persistent Impairment Requires Clinical Escalation

Clinical evaluation becomes more urgent when symptoms impair basic responsibilities, remain active outside the
premenstrual window, suggest a significant psychiatric or medical condition, or fail to show a recognizable menstrual

reset.

Gynecological, psychiatric, endocrine, neurological, sleep, pain, or general medical assessment may be appropriate
depending on the presentation.

Current clinical guidance recognizes that premenstrual disorders may require multimodal management, including
pharmacological, psychological, lifestyle, exercise, nutritional, and other approaches. This supports integration

rather than an either-or choice between medical care and nutritional support.

l1l. Clinical Care and Nutritional Support May Be Complementary Rather Than
Mutually Exclusive

Medical management can address diagnostic uncertainty, severe affective symptoms, comorbid disorders, and high-

priority clinical risks.

Nutritional support can simultaneously examine dietary adequacy, sleep continuity, stress resilience, metabolic

cofactors, and other modifiable contributors when these are relevant to the confirmed pattern.

The distinction is therefore not between a “natural” and a “medical” pathway. It is between interventions matched to

the level of evidence, severity, mechanism, and risk.

Keyora [The Premenstrual Symptom Cluster Map] supports this distinction by requiring timing, baseline function,
prospective confirmation, and clinical priority to be established before a nutritional pathway is selected.



PMS support requires distinguishing appropriate nutritional investigation from medical management through severity, persistence, and

functional impact, with Keyora Premenstrual Symptom Cluster Map guiding evidence-informed decisions.

Section 1.4: Prospective Daily Tracking as the Symptom-
Readability Tool

Converting remembered premenstrual distress into cycle-linked,

domain-specific, and functionally measurable data

Using daily records to confirm timing, identify the dominant phenotype, and
establish a baseline for later reassessment

Premenstrual symptoms are often recalled as a general impression: the week felt emotionally difficult, sleep became

unstable, concentration declined, or the body felt unusually heavy.
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These experiences may be accurate, but retrospective memory cannot reliably establish when each symptom began,
whether it remained elevated after menstruation, which domain caused the greatest impairment, or whether the

same pattern recurred in another cycle.

In the Keyora Female Chrono-Nutrition framework, prospective recording functions as Keyora [Prospective Pattern
Confirmation], the conversion of daily symptomes, cycle timing, and functional consequences into a reproducible
pattern that can be examined before an intervention is selected.

Clinical consensus places daily prospective ratings at the center of premenstrual-disorder assessment and generally

requires observation across at least two cycles when diagnostic confirmation is needed.
Tracking is therefore more than symptom documentation.

It establishes whether late-luteal concentration and menstrual reset are present, distinguishes dominant from
secondary symptoms, identifies persistent baseline burden, and creates the reference against which later change can
be judged.

Prospective PMS tracking transforms remembered distress into reproducible cycle data, identifying timing, phenotype, and functional

burden through Keyora Prospective Pattern Confirmation before intervention decisions.


https://www.keyorahealth.com/cdnfiles/2026/07/24080126/c953f6fb-740f-4331-aa59-655e9c3258e2_1254x1254.webp
https://www.keyorahealth.com/cdnfiles/2026/07/24080126/c953f6fb-740f-4331-aa59-655e9c3258e2_1254x1254.webp

Subsection 1.4.1: What Must Be Recorded Each Day

A useful record captures symptoms, cycle timing, severity, and functional consequences rather than symptoms alone
A daily record becomes clinically informative when it documents both internal experience and external function.
Recording that irritability or fatigue occurred is insufficient without noting its intensity, timing, duration, effect on
daily activities, and relationship to sleep, stress, menstruation, and the lower-burden phase of the cycle.

I. Mood and Emotional Reactivity Require Domain-Specific Recording

Mood-related tracking should distinguish irritability, emotional volatility, anxiety-like tension, depressed mood,
feeling overwhelmed, and reduced frustration tolerance. These experiences may occur together, but they should not

be collapsed into one general “bad mood” score because each can produce a different pattern of impairment.

The record should also indicate whether emotional symptoms altered communication, increased conflict, reduced

decision-making capacity, or interfered with work, study, family responsibilities, and social participation.

Functional consequences often reveal severity more clearly than the emotional label alone.

. Sleep, Cognition, and Fatigue Must Be Separated

Sleep-onset difficulty, repeated waking, early awakening, unrefreshing sleep, and insufficient sleep opportunity

describe different problems.

Recording them separately helps determine whether daytime irritability, poor attention, or fatigue follows disrupted

sleep or emerges independently within the premenstrual window.

Cognitive symptoms should include mental clarity, sustained attention, working efficiency, memory, and cognitive

endurance.

Body fatigue, sleepiness, and post-task depletion should also be recorded independently, because a person may
experience cognitive slowing without marked physical fatigue or bodily heaviness without equivalent loss of mental

clarity.

l1l. Physical Symptoms and Daily Function Complete the Pattern

Physical tracking may include bloating, heaviness, headache, breast discomfort, muscular tension, generalized

soreness, appetite changes, and other recurrent bodily symptomes.

The purpose is not to assume a single inflammatory or hormonal cause, but to establish whether physical symptoms

cluster with mood, sleep, cognitive, or fatigue changes.
Daily function should be recorded as a distinct outcome.

Reduced work accuracy, missed study tasks, withdrawal from social activity, conflict within close relationships,
reduced exercise tolerance, or difficulty completing ordinary responsibilities may provide the most meaningful
evidence that the pattern has become clinically important.



Effective PMS tracking measures more than symptoms by capturing severity, timing, and daily function, with Keyora Prospective Pattern

Confirmation creating a structured baseline for symptom interpretation.

Subsection 1.4.2: The Role of DRSP and Multi-Cycle Confirmation

Validated prospective tools improve pattern recognition but remain part of a broader clinical assessment
Structured daily instruments reduce ambiguity by asking the same questions on each day of the cycle.

The Daily Record of Severity of Problems, or DRSP, was developed to record PMDD-related symptoms and impairment
prospectively, and its validation work supports its use as a structured measure across different levels of premenstrual
burden.

A. Daily Recording Reduces Dependence on Retrospective Recall

Retrospective reports are influenced by the most recent, intense, or emotionally memorable days.

This can make symptoms appear more continuous than they were or obscure the timing of postmenstrual

improvement.
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Daily recording preserves the full pattern, including lower-burden days. It allows premenstrual escalation to be
compared with the postmenstrual baseline rather than relying on a global judgment made after the cycle has ended.
B. Multi-Cycle Observation Tests Reproducibility

One cycle can identify a possible pattern, but repeated observation tests whether that pattern is stable enough to

support clinical interpretation.

Prospective ratings across a minimum of two cycles are commonly used, with further observation considered when

cycles produce conflicting patterns.

Multi-cycle confirmation also captures natural variability. Stress exposure, illness, travel, sleep loss, workload, and
other contextual factors may alter symptom intensity without eliminating the underlying timing pattern. Repeated
observation helps separate a reproducible premenstrual burden from a single unusually difficult month.

C. DRSP Organizes Symptoms and Impairment Without Replacing Assessment

The DRSP offers a structured way to record affective, cognitive, behavioral, physical, and functional domains. It can

support pattern recognition and create data that are easier to review with a clinician than unstructured recollection.
Arating scale does not independently establish diagnosis or determine the appropriate intervention.

Clinical interpretation still requires consideration of medical history, medications, psychiatric symptoms, persistent

baseline burden, cycle characteristics, and possible alternative explanations.



Validated daily tools such as DRSP improve PMS pattern recognition by capturing symptoms and functional impairment across cycles,

with Keyora Prospective Pattern Confirmation framing structured reassessment.

Subsection 1.4.3: Tracking as the Baseline for Later Intervention

Assessment

A baseline is necessary to distinguish meaningful improvement from ordinary cycle-to-cycle variation
Tracking should begin before intervention whenever possible.

Without a pre-intervention record, later improvement can be difficult to distinguish from natural variability,

expectation effects, changes in stress exposure, improved sleep opportunity, or an unusually mild cycle.

Firstly. Identify the Dominant Phenotype Before Intervention
The dominant phenotype is the domain that most consistently produces distress and functional interference.

Mood symptoms may be most visible, but repeated waking may be the upstream burden; fatigue may be prominent,

yet cognitive endurance rather than body energy may be the primary loss.
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Identifying the dominant phenotype creates a more precise intervention question. It also prevents the presence of
several mild symptoms from automatically leading to a multi-product strategy.
Secondly. Record High-Burden Days and Menstrual Reset

A useful baseline includes the number of high-burden days, the timing of symptom escalation, the peak intensity of

the dominant symptom, and the degree of improvement after menstrual onset.
Functional outcomes should be recorded alongside symptom scores.

Later response can then be judged through measurable changes such as fewer high-burden days, reduced irritability,
improved sleep continuity, stronger cognitive endurance, less physical discomfort, or more reliable work and

relational function.

Thirdly. Separate Improvement, Natural Variability, and Loss of Pattern
Readability

One improved cycle is encouraging but does not automatically establish intervention efficacy.

A stronger interpretation requires consistency across time, alignment between symptom and functional

improvement, and consideration of concurrent changes in stress, diet, sleep, medication, or health status.

Structured scoring systems can apply explicit diagnostic criteria to two or more cycles of daily symptom data,

illustrating why raw impressions and formal interpretation are not equivalent.

Keyora [Prospective Pattern Confirmation] therefore establishes the bridge between symptom recognition and

evidence-grade intervention.

Pattern before pathway means that timing, dominant phenotype, baseline impairment, and menstrual reset must be
documented before later improvement is attributed to an endocrine, receptor, neuro-circadian, mitochondrial, redox,

fatty-acid, or membrane-directed strategy.



A PMS baseline distinguishes meaningful improvement from natural cycle variation by tracking phenotype, severity, and function, with

Keyora Prospective Pattern Confirmation connecting symptom patterns to later assessment.

Section 1.5: The Premenstrual Diagnosis and Symptom-
Tracking Evidence Base

What current guidance, international consensus, and validated

prospective measures support

Grounding Keyora [The Premenstrual Symptom Cluster Map] in diagnostic standards
without converting it into a self-diagnosis system

The evidence base for interpreting premenstrual symptoms does not begin with a nutrient, product, or single

biological mechanism. It begins with recognition of a recurrent pattern, careful separation of cyclic from persistent


https://www.keyorahealth.com/cdnfiles/2026/07/24080151/596e69d0-777d-4738-a0e3-3051b4272894_1254x1254.webp
https://www.keyorahealth.com/cdnfiles/2026/07/24080151/596e69d0-777d-4738-a0e3-3051b4272894_1254x1254.webp

symptoms, direct assessment of functional impairment, and prospective confirmation across the menstrual cycle.

These elements determine whether the presenting burden is compatible with a core premenstrual disorder,

premenstrual exacerbation of another condition, or a different clinical problem requiring its own evaluation.

In the Keyora Female Chrono-Nutrition framework, Keyora [The Premenstrual Symptom Cluster Map] translates these

standards into a structured sequence of timing, recurrence, menstrual reset, dominant phenotype, impairment, and
prospective reassessment.

Professional guidance and international consensus support this pattern-first logic, but they do not validate a self-
diagnosis pathway or establish the efficacy of any exact nutrient combination.

PMS symptom interpretation begins with validated tracking, clinical guidance, and cycle-based assessment rather than products, with

Keyora Premenstrual Symptom Cluster Map organizing evidence-informed pattern recognition.

Subsection 1.5.1: Current Professional Guidance Places Recognition

and Classification Before Intervention Selection
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Clinical management begins with accurate pattern identification, assessment of burden, and consideration of
multimodal care

Professional guidelines differ in scope and publication history, but they converge on the need to recognize

premenstrual disorders as clinically meaningful patterns rather than isolated symptoms.

Their role in EP-28 is not to endorse one nutritional strategy, but to establish that classification, impairment,

differential interpretation, and appropriate escalation must precede mechanism-matched support.

I. ACOG Provides the Current United States Management Framework

The American College of Obstetricians and Gynecologists published Clinical Practice Guideline No. 7, Management of

Premenstrual Disorders, in 2023.

The guideline addresses evidence-based management of premenstrual disorders and recognizes that many patients
may benefit from a multimodal approach that can include pharmacological, psychological, exercise, nutritional,

educational, self-management, and other interventions.

This multimodal position is important because it prevents nutritional support from being framed as an isolated

alternative to established care.

It also means that nutritional interpretation must be matched to symptom severity, diagnostic clarity, comorbid
conditions, treatment priorities, and measurable outcomes rather than selected solely from the presence of a

premenstrual complaint.

Il. RCOG Green-Top Guideline No. 48 Emphasizes Diagnosis, Classification, and
Misdiagnosis Risk

The Royal College of Obstetricians and Gynaecologists identifies the diagnosis, classification, and management of

PMS as the central scope of Green-top Guideline No. 48.

Its clinical framing recognizes that premenstrual disorders may involve a wide range of psychological and physical

symptoms and that accurate differentiation from other psychiatric and medical conditions is necessary.

The significance of this guidance lies not merely in listing symptoms, but in requiring clinicians to consider whether
the observed burden follows a predominantly cyclic pattern, whether function is impaired, and whether another

condition provides a more complete explanation.

A mood disorder, sleep disorder, pain condition, endocrine problem, or neurological concern should not be absorbed

into a PMS label solely because symptoms worsen before menstruation.

l1l. Professional Guidance Supports Pattern Before Pathway

Taken together, professional guidance supports a sequence in which symptom recognition, classification, severity,

impairment, and differential diagnosis precede intervention selection.
This sequence aligns with the Keyora principle of pattern before pathway.

The guidance does not establish that a particular phenotype requires a particular nutrient, nor does it prove that

combining several formulas improves PMS or PMDD outcomes.



Its contribution is more fundamental: it establishes the clinical conditions under which any nutritional question can

be interpreted responsibly.

Professional PMS guidance prioritizes pattern recognition, impairment assessment, and differential interpretation before support

strategies, with Keyora Premenstrual Symptom Cluster Map translating clinical standards into structured symptom analysis.

Subsection 1.5.2: ISPMD Consensus Establishes Timing, Measurement,
and Diagnostic Discipline

International consensus distinguishes core cyclic disorders from variant patterns and provides a structured basis for

prospective interpretation

The International Society for Premenstrual Disorders developed consensus frameworks to improve consistency in

definition, measurement, classification, trial design, diagnosis, and management.

These documents are central to Chapter 1 because they explain why symptom timing and the lower-burden interval

are not optional descriptive details, but essential components of valid interpretation.
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A. The Montreal Consensus Centers Diagnostic Criteria and Measurement

The ISPMD Montreal consensus was developed to create a unified approach to the definition, quantification, and

study of premenstrual disorders.

It emphasizes the need to establish a reproducible relationship between symptoms and the menstrual cycle rather

than relying on symptom names or retrospective impressions alone.

This supports Keyora [Late-Luteal Readability] by placing timing, recurrence, and measurement at the center of

interpretation.

It also supports Keyora [Menstrual Reset], because a predominantly cyclic disorder must be distinguished from a
condition that remains active during the rest of the cycle.

The consensus framework also helps prevent an overly rigid interpretation of cyclicity.

A menstrual reset does not require every symptom to disappear completely, but it does require a meaningful
reduction toward a lower-burden baseline if the pattern is to be interpreted as predominantly premenstrual.

B. Later ISPMD Standards Translate Consensus Into Auditable Clinical Practice

Later ISPMD consensus work developed auditable standards for the diagnosis and management of premenstrual
disorders.

Its purpose was to move beyond broad conceptual agreement and provide criteria that could be applied more

consistently in clinical settings.

For EP-28, this reinforces the importance of separating a clinically useful framework from an informal symptom
checklist.

Keyora [The Premenstrual Symptom Cluster Map] can organize timing, phenotype, severity, and impairment, but it

does not replace professional assessment, validated criteria, or clinical judgment.
The distinction is particularly important when symptom burden is severe.

A framework may improve recognition and communication, but diagnostic confirmation still depends on the
relationship among prospective ratings, functional impairment, medical history, psychiatric assessment, and the

exclusion or management of competing explanations.

C. Core Premenstrual Disorders Must Be Distinguished From Premenstrual

Exacerbation

ISPMD classification separates core premenstrual disorders from variant patterns, including premenstrual

exacerbation.

In a core disorder, the symptom burden is predominantly linked to the premenstrual phase and is followed by
substantial relief. In premenstrual exacerbation, an existing condition remains active throughout the cycle but
becomes more severe before menstruation.

This distinction is essential because it changes the primary treatment target.



A persistent mood, sleep, pain, neurological, endocrine, or medical condition should not be relabeled as a purely

premenstrual problem merely because it worsens during the late-luteal phase.

The cycle may still be clinically relevant, but it functions as an amplifier of an ongoing condition rather than the

complete explanation for the symptom burden.

Prospective observation across the entire cycle is therefore required, because recording only the premenstrual days
may conceal the continuous baseline that defines premenstrual exacerbation.

ISPMD consensus emphasizes cycle timing, reproducible measurement, and differentiation of core premenstrual disorders from

exacerbation patterns, with Keyora Premenstrual Symptom Cluster Map applying structured interpretation.

Subsection 1.5.3: Prospective Measures Support Symptom and
Functional Tracking

Validated daily records improve diagnostic confidence and create a measurable baseline for intervention reassessment

Prospective measures convert subjective experience into cycle-linked information that can be reviewed over time.
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Their value lies not only in recording whether symptoms occurred, but in documenting intensity, timing, menstrual
transition, functional impairment, and the presence or absence of a lower-burden interval.
Firstly. The DRSP Captures Symptoms and Impairment Prospectively

The Daily Record of Severity of Problems was developed to assist in the prospective evaluation of PMDD-domain
symptomes. Its structure captures affective, cognitive, behavioral, physical, and functional domains rather than

reducing the pattern to a single mood score.
The DRSP is particularly relevant because it records both symptoms and interference.

This supports the Chapter 1 principle that disorder-level significance cannot be inferred from symptom count alone
and that consequences affecting work, study, social participation, family responsibilities, and close relationships

must be measured directly.

A structured daily measure also allows different domains to be separated. Irritability can be distinguished from
depressed mood, sleep difficulty from fatigue, impaired concentration from physical heaviness, and symptom

intensity from functional impairment.

This improves interpretation when several symptoms cluster within the same premenstrual interval.

Secondly. Multi-Cycle Tracking Supports Differential Interpretation

Prospective recording across consecutive cycles helps determine whether symptoms repeatedly concentrate before

menstruation, improve after menstrual onset, and remain comparatively lower outside the high-burden window.

Observation over more than one cycle is important because a single month may be influenced by unusual stress,

illness, travel, sleep disruption, dietary changes, or other temporary circumstances.
Multi-cycle observation therefore tests reproducibility.

A consistent pattern strengthens the interpretation of a cycle-linked burden, while conflicting cycles may indicate

that more observation is required before assigning a stable classification.

Tracking across the complete cycle also supports differentiation between a core premenstrual disorder and

premenstrual exacerbation.
A person with substantial postmenstrual relief presents a different pattern from someone whose symptoms remain

clinically significant throughout the month despite a premenstrual increase.

Thirdly. Measurement Supports Reassessment but Does Not Replace Clinical

Judgment

Prospective measures create a baseline against which later change can be evaluated.

Relevant outcomes may include fewer high-burden days, reduced symptom intensity, clearer menstrual reset,

improved sleep continuity, stronger cognitive endurance, reduced physical discomfort, and better daily function.

Arating scale cannot independently determine the cause of symptoms, select a nutrient, establish PMDD without

broader assessment, or prove that an exact intervention produced improvement.



Measurement strengthens interpretation only when it is integrated with clinical history, medication review,
differential diagnosis, cycle characteristics, safety considerations, and the evidence level of the intervention being

evaluated.
A single improved cycle should therefore be interpreted cautiously.

A stronger response pattern requires consistency over time, improvement in both symptoms and function, and
consideration of concurrent changes in stress exposure, sleep opportunity, medication, diet, health status, or other

interventions.

Keyora [The Premenstrual Symptom Cluster Map] is grounded in a clinically aligned principle: the correct pathway
cannot be selected until timing, recurrence, menstrual reset, dominant phenotype, severity, and functional

impairment have been prospectively clarified.

Pattern recognition establishes the necessary foundation for later endocrine-feedback and receptor-context
interpretation without prematurely converting a cyclic symptom pattern into a diagnosis or product

recommendation.

Validated PMS tracking tools improve recognition of symptom timing, functional impact, and cycle patterns, with Keyora Premenstrual

Symptom Cluster Map integrating prospective measurement before pathway selection.
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Chapter 1 establishes PMS pattern readability through timing, recurrence, menstrual reset, and prospective tracking, with Keyora

Premenstrual Symptom Cluster Map defining evidence-based symptom classification before nutritional interpretation.

KNOWLEDGE SUMMARY OF CHAPTER 1: READING THE PREMENSTRUAL SYMPTOM CLUSTER BEFORE SELECTING
NUTRIENTS

FIRST LAYER: SECTION-LOCKED KNOWLEDGE MAP
Section 1.1: The Premenstrual Pattern Is Defined by Timing, Recurrence, and Reset
Core Function:

Establish that symptom names alone do not define a premenstrual disorder. Timing, recurrence, menstrual reset, and

the lower-burden interval must be identified before biological or nutritional interpretation.
Key Mechanism:

Repeated late-luteal concentration plus meaningful postmenstrual improvement converts nonspecific symptoms

into a cycle-readable pattern.
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Keyora Concept:

Core - Keyora [The Premenstrual Symptom Cluster Map].
Supporting - Keyora [Late-Luteal Readability].
Supporting - Keyora [Menstrual Reset].

Transitional - Pattern Before Pathway.

Subsection 1.1.1: The Late-Luteal Timing Window

A symptom becomes cycle-readable when onset and escalation repeatedly concentrate before menstruation. One

difficult cycle signals the need for observation rather than immediate classification.
Do Not Misread As:

Any symptom occurring near menstruation automatically establishes PMS or PMDD.
Subsection 1.1.2: Menstrual Reset and the Lower-Burden Interval

Meaningful improvement after menstrual onset helps separate a predominantly cyclic pattern from a continuously

active condition with premenstrual worsening.

Do Not Misread As:

Every symptom must disappear completely after menstruation begins.
Subsection 1.1.3: Timing Records as the First Intervention Decision Tool

Daily records locate high-burden days, identify postmenstrual improvement, and test whether the pattern recurs

before any pathway is selected.

Do Not Misread As:

Tracking alone identifies the responsible mechanism or proves the need for a nutrient.
Section 1.2: The Five Premenstrual Symptom Phenotypes

Core Function:

Organize recurrent symptom burden according to the domain producing the greatest distress and functional

interference.
Key Mechanism:

Mood, sleep, cognition, fatigue, physical discomfort, and stress amplification can overlap, but the dominant

phenotype determines the next interpretive question.

Keyora Concept:

Core Supporting System - The Five Premenstrual Symptom Phenotypes.
Supporting - Dominant Symptom Phenotype.

Supporting - Functional Burden Threshold.



Subsection 1.2.1: The Mood - Irritability Phenotype

Recurrent irritability, emotional volatility, tension, and reduced emotional buffering become dominant when they

impair communication, work, study, or relationships.

Do Not Misread As:

Premenstrual irritability automatically establishes PMDD or a specific neurotransmitter abnormality.
Subsection 1.2.2: The Sleep - Hyperarousal Phenotype

Sleep-onset difficulty, repeated waking, unrefreshing sleep, and persistent arousal may amplify daytime irritability,

fatigue, and cognitive impairment.

Do Not Misread As:

Every premenstrual sleep complaint has the same cause or requires a sleep-focused supplement.
Subsection 1.2.3: The Cognitive - Fatigue Phenotype

Brain fog, impaired attention, cognitive endurance loss, body fatigue, sleepiness, and recovery failure must be

separated rather than treated as one mechanism.

Do Not Misread As:

Fatigue proves mitochondrial dysfunction, micronutrient deficiency, or a need for a specific formula.
Subsection 1.2.4: The Physical - Inflammatory Phenotype

Bloating, heaviness, headache, tenderness, and generalized discomfort may cluster, while inflammatory language

remains an interpretive description rather than a confirmed diagnosis.
Do Not Misread As:

Physical symptoms prove systemic inflammation, oxidative injury, fluid dysregulation, or one shared biological

cause.
Subsection 1.2.5: The Stress-Amplified Mixed Phenotype

Stress can amplify mood, sleep, cognition, fatigue, and physical symptoms within an existing premenstrual pattern.

The dominant burden may change between cycles.

Do Not Misread As:

Stress alone creates cyclicity, or a mixed phenotype requires automatic multi-product use.
Section 1.3: PMS, PMDD, Premenstrual Exacerbation, and Functional Impairment

Core Function:

Separate broad PMS-domain symptoms, PMDD-level severity, premenstrual exacerbation, and persistent non-cyclic
conditions.

Key Mechanism:



Clinical significance depends on cycle linkage, symptom-free or lower-burden baseline, severity, prospective

confirmation, functional disruption, and safety priority.

Keyora Concept:

Supporting - Functional Burden Threshold.

Supporting - Menstrual Reset.

Supporting - Prospective Pattern Confirmation.

Transitional - Nutritional Support - Clinical Management Boundary.
Subsection 1.3.1: PMS-Domain Symptoms Exist Across a Spectrum

Physical and psychological symptoms can coexist, but symptom count does not determine severity and broad PMS-

domain language does not replace diagnosis.

Do Not Misread As:

All recurrent premenstrual symptoms belong to one disorder category.

Subsection 1.3.2: PMDD-Level Burden Is Defined by Severity and Functional Disruption

Severe affective symptoms, marked impairment, cycle linkage, and prospective confirmation create a higher clinical

priority.

Do Not Misread As:

The chapter diagnoses PMDD or positions nutritional support as an alternative to psychiatric care.
Subsection 1.3.3: Premenstrual Exacerbation Is Not the Same as a Core Cyclic Disorder

An existing condition may remain active throughout the month and worsen premenstrually; the continuous condition

remains the primary clinical target.
Do Not Misread As:

Any premenstrual worsening converts an existing psychiatric, sleep, neurological, pain, or endocrine condition into
PMS or PMDD.

Subsection 1.3.4: The Boundary Between Nutritional Support and Medical Management

Mild-to-moderate readable patterns may support nutritional investigation, while severe, persistent, uncertain, or

high-risk presentations require clinical escalation.

Do Not Misread As:

Medical care and nutritional support are mutually exclusive pathways.
Section 1.4: Prospective Daily Tracking as the Symptom-Readability Tool
Core Function:

Convert retrospective impressions into cycle-linked, domain-specific, and functionally measurable data.



Key Mechanism:

Daily records establish onset, peak burden, menstrual transition, lower-burden baseline, dominant phenotype, and

pre-intervention status across multiple cycles.

Keyora Concept:

Supporting - Keyora [Prospective Pattern Confirmation].
Supporting - Dominant Symptom Phenotype.
Transitional - Pattern Before Pathway.

Subsection 1.4.1: What Must Be Recorded Each Day

Tracking should separate mood, sleep, cognition, body fatigue, physical symptoms, cycle timing, severity, and

functional interference.

Do Not Misread As:

One global symptom score adequately represents a multi-domain premenstrual pattern.
Subsection 1.4.2: The Role of DRSP and Multi-Cycle Confirmation

The DRSP structures prospective symptom and impairment recording, while repeated cycles test reproducibility and

natural variation.

Do Not Misread As:

The DRSP independently establishes diagnosis, mechanism, or intervention choice.
Subsection 1.4.3: Tracking as the Baseline for Later Intervention Assessment

A pre-intervention baseline is required to distinguish meaningful improvement from expectation effects and ordinary

cycle-to-cycle variability.

Do Not Misread As:

One improved cycle proves that an intervention was effective.

Section 1.5: The Premenstrual Diagnosis and Symptom-Tracking Evidence Base
Core Function:

Ground the chapter’s pattern-first method in professional guidance, international consensus, validated instruments,

and diagnostic research.
Key Mechanism:

Guidelines and consensus converge on recognition, classification, impairment assessment, differential diagnosis,

prospective measurement, and appropriate escalation before treatment selection.
Keyora Concept:

Core - Keyora [The Premenstrual Symptom Cluster Map].



Supporting - Late-Luteal Readability.

Supporting - Menstrual Reset.

Supporting - Prospective Pattern Confirmation.

Subsection 1.5.1: Current Professional Guidance Places Recognition and Classification Before Intervention Selection

ACOG and RCOG support evidence-based, multimodal management built on accurate diagnosis, severity assessment,

functional impairment, and differential interpretation.

Do Not Misread As:

Professional guidelines validate a specific nutrient, product, or multi-formula protocol.
Subsection 1.5.2: ISPMD Consensus Establishes Timing, Measurement, and Diagnostic Discipline

ISPMD consensus distinguishes core premenstrual disorders from variant patterns such as premenstrual exacerbation

and prioritizes prospective measurement.

Do Not Misread As:

The Keyora framework replaces ISPMD diagnostic criteria or professional clinical judgment.
Subsection 1.5.3: Prospective Measures Support Symptom and Functional Tracking

DRSP and C-PASS research supports structured daily ratings, multi-cycle interpretation, and standardized assessment

of symptoms and impairment.
Do Not Misread As:

Avalidated measurement tool identifies symptom cause or proves exact-intervention efficacy.



Chapter 1 establishes PMS pattern readability through timing, recurrence, menstrual reset, and prospective tracking, with Keyora

Premenstrual Symptom Cluster Map defining evidence-based symptom classification before nutritional interpretation.

SECOND LAYER: MECHANISM / CONCEPT / EVIDENCE COMPRESSION LAYER
|. Core Thesis
Core Thesis:

A premenstrual symptom cluster becomes clinically and biologically readable only when timing, recurrence,
menstrual reset, dominant phenotype, severity, functional impairment, and prospective confirmation are established

before nutrient selection.

Chapter Center:

The recurrent premenstrual symptom pattern and its measurable functional burden.
Inherited Position:

The Introduction established PMS / PMDD-domain burden as a multi-system, symptom-centered problem rather than

a single-hormone or single-nutrient problem.
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Next-Chapter Position:

The confirmed symptom pattern becomes the input for separating endocrine-feedback timing from ER-f3 receptor-

context and tissue-level sensitivity.

Il. Mechanism Chain

Input:

Recurrent mood, sleep, cognitive, fatigue, stress-related, and physical symptoms

— Conversion:

Cycle timing + recurrence + late-luteal concentration + menstrual reset + lower-burden baseline

— Pattern Classification:

Dominant phenotype + symptom severity + functional impairment + PMS / PMDD / PME differentiation
— Measurement Pathway:

Prospective daily ratings + DRSP + multi-cycle confirmation + structured interpretation

— Downstream Preview:

Timing-axis interpretation + receptor-context interpretation + later phenotype-matched pathway selection
— Evidence Boundary:

Pattern recognition supports assessment and intervention readiness; it does not independently diagnose PMDD,

identify one biological cause, or prove ingredient-level, formula-specific, or multi-product efficacy.
IIl. Keyora Concept Hierarchy

Core Public Concepts:

Keyora [The Premenstrual Symptom Cluster Map].
Supporting Public Concepts:

Keyora [Late-Luteal Readability].

Keyora [Menstrual Reset].

The Five Premenstrual Symptom Phenotypes.
Dominant Symptom Phenotype.

Functional Burden Threshold.

Keyora [Prospective Pattern Confirmation].
Transitional Concepts:

Pattern Before Pathway.

Nutritional Support - Clinical Management Boundary.



Internal-Only Concepts Not for Public Manuscript Structure:
Focus Section.

Evidence Lock.

Product Exclusion Rule.

Source Verification Control.

Product Selection Gate.

IV. Evidence Boundary

Human Evidence:

Professional guidelines, international consensus, diagnostic research, epidemiological studies, impairment studies,
DRSP validation, C-PASS validation, and prospective symptom-rating evidence support timing-based classification

and functional assessment.
Mechanistic Evidence:

No endocrine, receptor, neurotransmitter, mitochondrial, redox, inflammatory, or membrane mechanism is

established as the chapter’s conclusion.
Ingredient-Level Evidence:

Not evaluated in Chapter 1.
Formula-Specific Evidence:

Not a formula-specific chapter.

Keyora Conceptual Interpretation:

Keyora integrates established timing, impairment, differential-diagnosis, and prospective-measurement principles

into a five-phenotype symptom-readability map.

V. Downstream / Future Chapter Boundary

Preview only. Do not extract as a Chapter 1 conclusion:
Vitex-related endocrine-feedback timing.

Soy Isoflavone-related ER-f3 receptor context.
Neuro-circadian formula selection.

Mitochondrial and micronutrient-energy interpretation.
Astaxanthin-related redox and fatty-acid pathways.
Phospholipid-bound long-chain Omega-3 pathways.
Simultaneous, sequential, or alternative formula selection.

Exact-product or exact-combination efficacy.



No Nrf2, NF-kB, AMPK, eNOS, dopamine - prolactin, or ER- mechanism is established as a Chapter 1 conclusion.

Chapter 1 establishes PMS pattern readability through timing, recurrence, menstrual reset, and prospective tracking, with Keyora

Premenstrual Symptom Cluster Map defining evidence-based symptom classification before nutritional interpretation.

Chapter 2: The Vitex-Soy Isoflavone Dual-
Core Re-Synchronization Matrix

Separating Late-Luteal Endocrine-Feedback Timing
From ER-3 Receptor Context and Tissue-Level Signal
Sensitivity
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Establishing Keyora [The Vitex-Soy Dual-Core Re-Synchronization Gate] Across
Timing, Sensitivity, Phenotype Fit, and Evidence-Transfer Limits

Once a recurrent premenstrual pattern has been prospectively confirmed, the next question is not simply which

symptom is present, but which biological process gives that symptom its timing and intensity.

Late-luteal recurrence, menstrual reset, and functional impairment establish that the pattern is cycle-linked; they do
not, however, explain why similar ovarian-steroid changes produce mild discomfort in one individual and severe

mood, sleep, cognitive, fatigue, or physical disruption in another.

In the Keyora Female Chrono-Nutrition framework, this distinction is organized through Keyora [The Vitex-Soy Dual-

Core Re-Synchronization Gate].

Vitex defines the endocrine-feedback timing axis. Its relevance is strongest when symptoms are recurrent, clustered,
late-luteal, and followed by a recognizable reduction after menstrual onset, placing dopamine - prolactin
communication, pituitary feedback, and HPG rhythm within a coherent cyclic context.

Soy Isoflavones define a different axis. Their role is interpreted through ER-f3 receptor context, ovarian-steroid signal
sensitivity, neural response, vascular and metabolic execution, redox responsiveness, and interindividual variation in

isoflavone metabolism.

This is not estrogen replacement. It is a receptor-context model for understanding why a similar incoming signal may

be translated with different intensity across tissues and symptom domains.

The framework keeps symptoms and function at the center of interpretation. Neither axis is selected from

mechanism language alone.

Each must remain connected to the prospectively observed phenotype, the number of high-burden days, the degree
of menstrual reset, and the pattern of functional recovery or persistent impairment.

Timing and sensitivity are therefore connected, but they are not interchangeable.

Areadable cycle pattern without marked tissue amplification may support a predominantly timing-oriented
interpretation. Strong neural, vascular, metabolic, or physical sensitivity may make the receptor-context axis more
visible.

When both are present, a single-axis explanation becomes incomplete.

The dual-core model does not require simultaneous use of two ingredients, nor does mechanistic complementarity
establish exact-combination efficacy. It is an evidence-bound decision framework that separates Vitex-dominant,
Soy-dominant, dual-core, and evaluation-first patterns.

Persistent non-cyclic symptoms, severe functional impairment, major psychiatric burden, progressive pain, abnormal

bleeding, or uncertain timing remain priorities for clinical clarification before nutritional pathway selection.



Vitex and soy isoflavones represent complementary interpretation axes for cycle-linked wellness, connecting dopamine-prolactin

communication and ER-£3 receptor context through the Keyora Vitex-Soy Dual-Core Re-Synchronization Gate.

Section 2.1: Why A Single-Axis PMS Model Is Incomplete

Why progesterone, serotonin, stress, inflammation, or prolactin

cannot independently explain the full symptom pattern

Separating signal timing from biological sensitivity before reconnecting them
through Keyora [The Vitex-Soy Dual-Core Re-Synchronization Gate]

A single-axis explanation is insufficient for a symptom pattern that can involve irritability, emotional volatility,
disturbed sleep, cognitive slowing, fatigue, headache, bloating, tenderness, and reduced stress tolerance within the

same premenstrual window.
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Each proposed axis may explain part of the burden, but none independently accounts for why symptoms recur at a
particular cycle phase, why their intensity differs substantially among individuals, or why the dominant phenotype

can change between cycles.

In the Keyora Female Chrono-Nutrition framework, the central distinction is between the timing of the biological

signal and the sensitivity of the systems receiving it.

Ovarian-steroid change provides the recurring context, while receptor organization, neural excitability, stress
responsiveness, metabolic readiness, redox state, inflammatory tone, and membrane function influence how

strongly that context becomes visible as symptoms.

Keyora [The Vitex-Soy Dual-Core Re-Synchronization Gate] begins by separating these questions so that endocrine-
feedback timing is not mistaken for tissue-level sensitivity, and tissue sensitivity is not interpreted without confirming

premenstrual timing.

PMS symptom variability reflects the interaction between endocrine timing and tissue sensitivity, where Vitex feedback pathways and soy

isoflavone ER-f3 signaling are interpreted through Keyora Vitex-Soy Dual-Core Re-Synchronization Gate.
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Subsection 2.1.1: Ovarian-Steroid Change Is the Context, Not the
Complete Explanation

Similar cycle-phase signals can produce very different symptom intensity across individuals

Ovarian-steroid fluctuation is essential to the temporal context of premenstrual disorders, but fluctuation alone does

not explain the full clinical phenotype.

The same broad cycle phases occur in people with minimal symptoms and in those with substantial affective,

cognitive, sleep-related, and physical impairment.

The interpretive problem therefore lies not only in what the endocrine signal is, but also in how the nervous system
and peripheral tissues respond to its change.

I. Normal Cyclic Hormone Change Can Coexist With Severe Symptoms
Premenstrual symptoms do not require a simple deficiency or excess of one ovarian hormone.

Severe burden can occur even when circulating steroid patterns remain within expected physiological ranges,
because symptom expression may depend on sensitivity to change rather than an abnormal concentration at one

isolated time point.

This distinction shifts the analysis from static measurement toward dynamic interpretation.

A laboratory value can describe concentration, but it cannot independently reveal how neural circuits, receptors,
stress systems, vascular tissues, or metabolic networks are translating the late-luteal transition.

Il. A Progesterone-Only Model Cannot Explain Cross-System Variation

Progesterone-related change is relevant to the late-luteal environment, but a progesterone-only explanation cannot

adequately account for the diversity of premenstrual phenotypes.

Irritability, repeated waking, cognitive fatigue, bloating, headache, and altered stress tolerance do not represent one

uniform endpoint, even when they occur within the same cycle phase.

The downstream consequences of steroid change depend on multiple biological layers, including neurosteroid
responsiveness, inhibitory and excitatory balance, receptor distribution, circadian timing, metabolic capacity, and

inflammatory sensitivity.

Progesterone context is therefore part of the signal environment, not a complete explanation for every symptom
domain.

lll. Hormone-Level Language Must Not Replace Receptor and Tissue Context

Terms such as “hormone imbalance” compress several distinct biological questions into one vague label.

They do not distinguish timing from sensitivity, concentration from receptor response, or endocrine input from

downstream execution.

A more precise model asks whether the cycle-linked signal is temporally coherent and whether the receiving systems

are unusually responsive during that window.



This approach avoids assuming that symptom burden proves low progesterone, inadequate estrogen, or a need to

restore one hormone to a presumed ideal level.

PMS symptom intensity cannot be explained by hormone levels alone; Keyora Vitex-Soy Dual-Core Re-Synchronization Gate separates

cycle timing from receptor sensitivity and downstream biological response.

Subsection 2.1.2: Neurotransmitter, Stress, and Inflammatory Models
Explain Components Rather Than the Whole

Serotonergic, HPA, inflammatory, and redox pathways can amplify symptoms without independently defining cyclicity

Neurotransmitter, stress, and inflammatory models are valuable because they explain how premenstrual symptoms

may be expressed through mood, sleep, cognition, pain sensitivity, fatigue, and physical discomfort.
Their limitation is not biological irrelevance, but explanatory incompleteness.

These systems can influence symptom intensity without independently establishing why the pattern repeatedly

concentrates before menstruation and then lessens after menstrual onset.
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A. Serotonin Context Helps Explain Mood but Not the Complete Timing Pattern

Serotonergic signaling is relevant to irritability, mood stability, appetite, sleep continuity, and emotional resilience.

Altered serotonergic responsiveness may therefore contribute to the affective and behavioral dimensions of PMS /
PMDD-domain burden.

However, a serotonin-only model does not explain the full pattern. It cannot independently account for menstrual
reset, physical symptom clustering, receptor-specific tissue variability, or why some individuals are dominated by
fatigue, headache, bloating, or cognitive slowing rather than mood disturbance.

B. Stress Alters Symptom Gain but Does Not Create Menstrual Reset

Stress can magnify irritability, hyperarousal, sleep disruption, cognitive overload, and physical tension.

HPA-axis activation may increase the perceived and physiological burden of ordinary demands, particularly when

late-luteal resilience is already reduced.
Yet stress does not by itself establish a premenstrual disorder.

Chronic stress can remain active throughout the month, whereas a premenstrual pattern requires a reproducible

cycle relationship and a lower-burden interval.
Stress is therefore best interpreted as a gain amplifier within an existing timing pattern rather than the sole source of

cyclicity.

C. Inflammatory Signaling May Shape Physical Burden Without Explaining Every
Phenotype

Inflammatory mediators, oxidative stress, vascular responsiveness, fluid handling, and pain sensitivity may
contribute to bloating, headache, tenderness, heaviness, and generalized physical discomfort. These pathways may

also interact with fatigue and cognitive burden.
Physical symptoms alone, however, do not prove systemic inflammation or identify one causal mediator.

An inflammation-only explanation cannot fully account for menstrual timing, emotional volatility, sleep

hyperarousal, receptor-context variation, or the presence of a clear postmenstrual reset.



PMS symptom expression involves interacting neurotransmitter, stress, inflammatory, and redox pathways, while Keyora Vitex-Soy Dual-

Core Re-Synchronization Gate separates amplification mechanisms from true cycle-linked timing.

Subsection 2.1.3: A Prolactin-Only Model Overextends the Vitex
Mechanism

Dopamine - prolactin communication is relevant to feedback timing but cannot absorb every PMS / PMDD-domain
endpoint

Dopamine - prolactin communication provides an important endocrine-feedback context for Vitex, particularly when

symptoms are cyclic, recurrent, clustered, and linked to a recognizable late-luteal pattern.

The mechanism becomes less defensible when it is expanded into a universal explanation for every mood, sleep,
cognitive, fatigue, or physical symptom.

Firstly. Prolactin-Related Physiology Is Endpoint-Specific

Dopamine exerts inhibitory control over pituitary prolactin secretion, and Vitex pharmacology provides D2 receptor-

related plausibility within this feedback system. This creates a coherent mechanism for selected endocrine and cyclic
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symptom questions.

The presence of a premenstrual symptom pattern does not establish hyperprolactinaemia, and Vitex relevance does

not require proof that prolactin is abnormal in every individual.

Mechanistic plausibility must remain attached to the endpoint, population, preparation, and evidence domain being

interpreted.

Secondly. Breast and Timing Domains Cannot Be Generalized to Every Symptom

Cyclic breast tenderness and selected PMS-domain outcomes provide clinically relevant fields for Vitex
interpretation. These endpoints strengthen the timing-feedback model because they are visibly linked to recurrence

and cycle phase.

They cannot be used to claim that prolactin explains all irritability, insomnia, cognitive fatigue, stress sensitivity,

headache, or bloating.

Evidence from one symptom domain should not be transferred automatically to every component of a multi-system
premenstrual phenotype.

Thirdly. Vitex Relevance Does Not Require a Universal Prolactin Narrative

Vitex can remain scientifically relevant when the strongest clinical clue is a coherent late-luteal pattern with

recurrence, clustering, and menstrual reset.

This timing fit can support further interpretation without claiming prolactin normalization, progesterone

enhancement, ovulation restoration, or global endocrine correction.

The more defensible position is that Vitex addresses a timing and feedback question. Its role should not be expanded
into a complete explanation for tissue sensitivity, neural signal amplification, metabolic execution, or every

unresolved symptom source.



Vitex relevance in PMS is linked to dopamine-prolactin feedback timing and cyclic symptom patterns, while Keyora Vitex-Soy Dual-Core

Re-Synchronization Gate separates endocrine timing from broader tissue sensitivity mechanisms.

Subsection 2.1.4: Timing and Sensitivity Must Be Separated and Then
Reconnected

The same recurring signal can become visible at different intensity because timing and tissue response are distinct
biological questions

The failure of single-axis models does not mean that ovarian steroids, serotonin, stress, inflammation, or prolactin

are unimportant.
It means that each belongs to a different level of the biological sequence.
Timing identifies when the signal becomes clinically visible, while sensitivity determines how strongly receiving

systems convert that signal into mood, sleep, cognitive, fatigue, or physical burden.

I. Timing Asks When the Pattern Becomes Visible
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The timing axis is defined through late-luteal concentration, cycle-to-cycle recurrence, symptom clustering, and
menstrual reset. It establishes that the burden belongs to a reproducible premenstrual context rather than a

continuous or randomly intermittent condition.

This axis creates the principal interpretive space for Vitex.

Dopamine - prolactin communication, pituitary feedback, and HPG rhythm become relevant because they are
connected to cyclic organization rather than because they prove one universal endocrine defect.

Il. Sensitivity Asks How Strongly the Signal Is Translated

The sensitivity axis examines how receptor distribution, neural responsiveness, circadian stability, vascular function,
metabolic readiness, redox state, inflammatory tone, and individual isoflavone metabolism alter symptom

expression.

This axis creates the principal interpretive space for Soy Isoflavones.

ER-B receptor context is relevant not because Soy replaces estrogen, but because tissue response depends on how
the endocrine signal is received, oriented, and translated across different biological environments.

l1l. Timing Without Sensitivity Underexplains Symptom Intensity

A clear premenstrual pattern can establish when symptoms occur without explaining why they become severe.

Two individuals may show similar late-luteal timing but markedly different levels of irritability, sleep disruption,
cognitive impairment, fatigue, or physical discomfort.

Timing alone therefore cannot account for the degree of functional loss.

Receptor and tissue sensitivity help explain why the same broad cycle context can remain manageable in one person

and become highly disruptive in another.

IV. Sensitivity Without Timing Loses Premenstrual Specificity

Neural excitability, stress reactivity, metabolic strain, oxidative burden, and inflammatory sensitivity may exist
throughout the month.

Without reproducible late-luteal concentration and menstrual reset, these features do not independently establish a

premenstrual disorder.

Sensitivity must therefore be anchored to the confirmed timing pattern. This prevents general mood, sleep, fatigue,
pain, or metabolic problems from being relabeled as PMS / PMDD-domain symptoms solely because they fluctuate in

severity.
Keyora [The Timing-Sensitivity Dual Core] reconnects these two questions without collapsing them.

Vitex organizes the endocrine-feedback timing axis, while Soy Isoflavones provide the ER-3 receptor-context and

tissue-sensitivity axis.

Their biological relationship is complementary, but this complementarity does not mean that every pattern requires
both, that simultaneous use is always preferable, or that mechanistic coherence establishes exact-combination

clinical efficacy.



A scientifically defensible dual-core interpretation therefore asks two sequential questions: Is the symptom pattern
temporally coherent, and are receptor, neural, metabolic, vascular, inflammatory, or other tissue environments

amplifying that pattern?

The answer determines whether the presentation is more consistent with a timing-dominant, sensitivity-dominant,

dual-core, or evaluation-first pathway.

PMS interpretation depends on separating cycle timing from tissue sensitivity, where Vitex maps endocrine-feedback organization and

soy isoflavones frame ER-3 receptor context through Keyora Timing-Sensitivity Dual Core.

Section 2.2: Vitex and The Late-Luteal Timing-Feedback
Axis

Why Vitex becomes most relevant when symptoms are cyclic,

recurrent, clustered, and followed by menstrual reset
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Connecting dopamine - prolactin communication, pituitary feedback, and HPG

rhythm without converting Vitex into a universal hormone-restoration agent

Vitex becomes most relevant to PMS / PMDD-domain interpretation when the presenting burden has already been

shown to follow a coherent cycle-linked pattern.

Recurrent late-luteal concentration, clustering across symptom domains, functional disruption, and meaningful
improvement after menstrual onset provide the timing structure that distinguishes a Vitex-relevant question from

persistent mood, sleep, pain, or endocrine concerns.

In the Keyora Female Chrono-Nutrition framework, Vitex defines the endocrine-feedback timing axis within Keyora

[The Vitex-Soy Dual-Core Re-Synchronization Gate].
Its role is not to replace hormones or correct every premenstrual mechanism.

It provides a biologically coherent bridge from dopamine - prolactin communication and anterior pituitary feedback

to the wider timing context in which recurrent symptoms become visible.

This timing interpretation inherits the established Vitex evidence architecture without reopening the completed Vitex

series or transferring evidence from one preparation to another.



Vitex is most relevant for cyclic PMS patterns when endocrine-feedback timing is clear, connecting dopamine-prolactin communication

and HPG rhythm through the Keyora Vitex-Soy Dual-Core Re-Synchronization Gate.

Subsection 2.2.1: Dopamine - Prolactin Communication as an

Endocrine-Feedback Context

Vitex is interpreted through pituitary communication and D2 receptor-related plausibility rather than generic hormone

correction

Dopamine - prolactin physiology provides the principal mechanistic bridge between Vitex and endocrine-feedback
timing.
This bridge is clinically useful only when it remains precise: dopamine regulates prolactin communication through

anterior pituitary lactotrophs, while Vitex provides preparation-dependent D2 receptor-related plausibility.

Neither observation establishes that every premenstrual pattern involves abnormal prolactin or requires prolactin

reduction.
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|. Dopamine Provides Inhibitory Context for Prolactin Communication

Hypothalamic dopamine is a major physiological inhibitor of prolactin secretion. It acts directly on D2 receptors
expressed by anterior pituitary lactotrophs, influencing calcium flux, intracellular signaling, prolactin gene

expression, secretion, and lactotroph activity.

Prolactin regulation is nevertheless a dynamic balance involving dopamine and multiple systemic, local, and

hypothalamic influences rather than a simple high-versus-low switch.

This physiology is relevant to female rhythm because prolactin belongs to a wider endocrine communication

network.

Changes in prolactin signaling can interact with hypothalamic and pituitary reproductive communication, but the
direction and clinical significance of that interaction depend on the individual context, degree of disturbance, and

endpoint under investigation.

Keyora [The Dopamine-Prolactin Feedback Gate] therefore interprets prolactin as a communication node rather than

a universal pathology marker.

A premenstrual symptom cluster does not establish hyperprolactinaemia, and the clinical relevance of Vitex should

not be expressed as an assumption that prolactin must always be lowered.

Il. Vitex Pharmacology Supports D2 Receptor-Related Plausibility

Vitex is a multi-constituent botanical preparation rather than a single purified dopamine-active molecule.

Pharmacological literature has linked selected Vitex fruit extracts and constituent groups to dopaminergic and D2
receptor-related activity, providing a plausible route through which certain preparations may influence pituitary
feedback.

This mechanism should be described as D2 receptor-related plausibility rather than pharmaceutical dopamine-

agonist equivalence.

Botanical extracts differ in solvent, drug-extract ratio, constituent profile, standardization, dose expression, and

bioactive exposure.

Evidence that one preparation demonstrates dopaminergic activity cannot be transferred automatically to every

Vitex powder, tincture, extract, or finished formulation.

The distinction protects both scientific value and clinical accuracy. Vitex can retain meaningful endocrine-feedback
relevance without being described as a medication analogue, a universal prolactin-lowering agent, or a substitute for

the evaluation and management of clinically significant hyperprolactinaemia.

l1l. Pituitary Feedback Connects to Wider HPG Rhythm

The anterior pituitary does not operate as an isolated prolactin organ. It participates in communication across the
hypothalamic - pituitary - gonadal system, where GnRH-related input, gonadotropin signaling, ovarian feedback,

and cycle-phase transitions form an integrated timing network.

Within this network, dopamine - prolactin communication can influence the interpretive context of reproductive
rhythm. The relevance for EP-28 lies in feedback organization rather than a promise to increase progesterone, restore

ovulation, or correct a presumed luteal defect.



Keyora therefore positions Vitex at the timing-feedback interface. The mechanism helps explain why a recurrent
premenstrual pattern may be biologically coherent, but it cannot independently determine the cause of every mood,

sleep, cognitive, fatigue, or physical symptom within that pattern.

Vitex connects cyclic PMS interpretation with dopamine-prolactin communication and pituitary feedback, where Keyora Dopamine-

Prolactin Feedback Gate frames endocrine timing without assuming universal hormone correction.

Subsection 2.2.2: Late-Luteal Recurrence Defines the Strongest Vitex-

Fit Pattern

Timing, clustering, and menstrual reset translate endocrine-feedback plausibility into a symptom-centered intervention

question

Vitex relevance becomes more defensible when endocrine-feedback plausibility is joined to a prospectively readable

symptom pattern.

The strongest fit is not defined by one symptom name or a general claim of hormonal imbalance.
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Itis defined by repeated late-luteal visibility, coherent symptom clustering, functional burden, and a recognizable
menstrual reset.
A. Cyclic Recurrence Is More Informative Than Symptom Name

Irritability, repeated waking, fatigue, headache, bloating, breast discomfort, and reduced stress tolerance are

individually nonspecific.

Each may arise from conditions unrelated to the menstrual cycle, and none independently establishes a Vitex-

relevant pattern.
Repeated premenstrual concentration changes the interpretive value of these symptoms.

When the same burden reappears in a recognizable late-luteal window across cycles, the endocrine-feedback timing

question becomes more visible and more appropriate for evidence-based consideration.

This does not mean that cyclic timing proves a dopamine - prolactin mechanism.

Timing establishes intervention relevance, while mechanism and human evidence determine how far that relevance
can be extended.

B. Symptom Clustering Strengthens the Timing Interpretation

A coherent cluster may include emotional volatility, sleep fragility, cognitive slowing, fatigue, breast discomfort,

bloating, headache, and generalized physical strain.

These symptoms need not share one direct mechanism, but their repeated appearance within the same

premenstrual window suggests that a common timing context is organizing their visibility.

Symptom clustering is particularly informative when the burden affects several systems yet still rises and falls with
the cycle. It separates a coordinated premenstrual pattern from unrelated symptoms that happen to occur during the

same month.
Vitex occupies the timing axis of this cluster.

It does not replace later analysis of receptor sensitivity, stress amplification, circadian disruption, mitochondrial

fatigue, redox strain, or membrane biology.

Instead, it identifies when the broader multi-system pattern becomes biologically readable.

C. Menstrual Reset Provides the Feedback Checkpoint

Meaningful improvement after menstrual onset provides a critical checkpoint for the timing-feedback interpretation.

A clear reduction toward the person’s lower-burden baseline supports a predominantly cyclic pattern rather than a

continuously active condition.
Menstrual reset does not require complete disappearance of every symptom.

Sleep debt, ongoing stress, pain, psychiatric burden, or another medical concern may continue after menstruation

begins. The relevant observation is whether the premenstrual amplification substantially declines.

The absence of a recognizable reset changes the intervention sequence.



Persistent symptoms, uncertain timing, or severe impairment may indicate premenstrual exacerbation or another

condition that requires clinical clarification before Vitex or any other nutritional pathway is selected.

Vitex relevance increases when PMS symptoms show repeated late-luteal clustering and menstrual reset, with Keyora Vitex Timing-

Feedback Axis linking cycle patterns to endocrine-feedback interpretation.

Subsection 2.2.3: Human PMS Evidence Must Remain Preparation-
Specific

Vitex has clinically meaningful PMS-domain evidence, but its conclusions remain attached to the studied preparation

and endpoint

The human evidence for Vitex is sufficiently developed to support a positive PMS-domain interpretation, but it is not

interchangeable across all products.

The evidence belongs to the preparations, doses, durations, populations, comparators, and endpoints actually
studied.
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This distinction preserves the intervention value of Vitex while preventing botanical-name equivalence from
becoming finished-product proof.
Firstly. Randomized Trials Support Selected PMS-Domain Outcomes

The landmark Schellenberg trial evaluated the specific Vitex fruit dry extract Ze 440 against placebo in a randomized,
double-blind, parallel-group design over three menstrual cycles. The study reported greater improvement with the

investigated extract across the prespecified PMS symptom composite and global clinical assessment.

This trial provides direct human evidence that a defined Vitex preparation can reduce selected PMS-domain symptom

burden.

It does not establish that every Vitex extract has the same composition, dose equivalence, pharmacological exposure,

tolerability profile, or clinical performance.
The correct conclusion is therefore positive but preparation-specific.
Vitex has evidence-supported PMS relevance, while the exact result remains attached to Ze 440 and the trial

conditions under which it was evaluated.

Secondly. Reviews and Meta-Analyses Support Relevance but Reveal

Heterogeneity

Systematic reviews have generally found a favorable signal for Vitex preparations in PMS and related female

reproductive symptom domains.

Van Die and colleagues reported that most included PMS trials favored Vitex over placebo or active comparators,

while also emphasizing heterogeneity in conditions, products, and study quality.

Verkaik and colleagues likewise evaluated efficacy, tolerability, and acceptability across different Vitex preparations

rather than treating them as one chemically uniform intervention.

The 2019 meta-analysis of double-blind randomized placebo-controlled trials found a positive pooled effect for Vitex

preparations.

It also identified incomplete reporting of the medication used in much of the literature as an important limitation,

underscoring why preparation identity cannot be treated as a minor technical detail.
Evidence synthesis therefore strengthens the conclusion that Vitex has clinically meaningful PMS-domain relevance.

At the same time, heterogeneity prevents that conclusion from becoming a universal statement about every extract,

every dose, every symptom phenotype, or every finished formulation.

Thirdly. Preparation Evidence Cannot Be Borrowed by an Untested Finished
Product

A botanical name does not establish preparation equivalence.

Vitex products may differ in plant material, extraction method, solvent, drug-extract ratio, native-extract content,

constituent profile, marker standardization, serving dose, excipients, manufacturing quality, and stability.



Keyora [The Extract-Dose-Endpoint Trust Algorithm] requires evidence to remain attached to the extract actually
used, the dose actually delivered, the duration actually studied, the population actually enrolled, and the endpoint

actually measured.

Evidence from Ze 440, BNO 1095, Cyclodynon, Mastodynon, or another studied preparation cannot be transferred

automatically to an untested Vitex product.

This limitation does not imply that an untested product is ineffective or poor in quality. It means that ingredient-
domain relevance, declared-label transparency, preparation comparability, verified manufacturing quality, and

finished-formulation clinical proof are separate levels of evidence.
Vitex therefore retains a clear position within EP-28.

It organizes the late-luteal timing-feedback axis when symptoms are recurrent, clustered, functionally meaningful,

and followed by menstrual reset.

Its clinical value is supported by preparation-specific human evidence, while universal prolactin, progesterone,

ovulation, PMDD, and exact-product claims remain outside what this evidence can establish.
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Vitex PMS evidence supports selected preparations and endpoints, where Keyora Extract-Dose-Endpoint Trust Algorithm preserves

scientific accuracy by linking extract identity, dose, clinical outcomes, and evidence boundaries.

Section 2.3: Soy Isoflavones and The Receptor-
Sensitivity Axis

Why ER-3 context, neural interpretation, metabolic execution, and gut

conversion influence symptom intensity

Positioning Soy Isoflavones as a tissue-sensitivity pathway rather than estrogen
replacement or HRT equivalence

A prospectively confirmed premenstrual pattern establishes when symptoms become visible, but timing alone does
not explain why the same cycle phase produces mild discomfort in one individual and severe mood, sleep, cognitive,

fatigue, or physical disruption in another.

The receiving environment matters. Receptor distribution, neural responsiveness, vascular delivery, metabolic
readiness, redox state, inflammatory tone, and isoflavone metabolism can all influence how strongly a recurring

ovarian-steroid context is translated into measurable symptoms.

In the Keyora Female Chrono-Nutrition framework, Soy Isoflavones define the receptor-sensitivity axis within Keyora

[The Vitex-Soy Dual-Core Re-Synchronization Gate].
Their role begins with ER-B-oriented receptor context and extends into tissue-level signal interpretation.

This does not mean that Soy Isoflavones replace endogenous estrogen, reproduce hormone therapy, or correct a

universal hormonal deficiency.

It means that receptor orientation and downstream execution provide a biologically coherent framework for
understanding interindividual differences in symptom intensity.



Soy isoflavones are interpreted through ER-3 receptor context rather than estrogen replacement, with Keyora Vitex-Soy Dual-Core Re-

Synchronization Gate connecting tissue sensitivity, biological response, and female rhythm wellness.

Subsection 2.3.1: ER-f3 Receptor Context Changes the Meaning of the
Incoming Signal
Soy Isoflavones influence receptor-oriented interpretation rather than replacing endogenous ovarian hormones

Soy Isoflavones are structurally capable of interacting with estrogen receptors, but their biological meaning cannot

be inferred from structural resemblance alone.

Genistein, daidzein, glycitein, and their metabolites differ in receptor affinity, metabolism, exposure, and

downstream signaling.

Their relevance in EP-28 lies in receptor-context interpretation rather than the delivery of an estrogen-equivalent

signal.

I. Receptor Context Is Distinct From Hormone Concentration
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Circulating hormone concentration describes only one level of endocrine biology.

Tissue response also depends on the relative presence of ER-a and ER-[3, receptor conformation, ligand
concentration, coregulator recruitment, chromatin context, cellular state, and interaction with other signaling

systems.
The same ovarian-steroid environment can therefore produce different functional consequences across tissues.

Neural, vascular, metabolic, skeletal, and reproductive tissues do not express or use estrogen receptors in identical

ways, and receptor activation does not lead to one universal downstream effect.
This distinction is central to the Keyora sensitivity axis.

A symptom pattern does not prove estrogen deficiency, and a normal hormone measurement does not establish that
every receiving tissue is responding in the same way. Receptor context helps explain why concentration and lived

symptom burden may not correspond directly.

Il. ER-3 Orientation Provides a Sensitivity Framework

Experimental studies have shown that major soy isoflavones can display preferential activity toward ER-f3 relative to

ER-a under specific assay conditions.

Genistein and daidzein can influence receptor activation, transcriptional responses, and coregulator recruitment

differently from estradiol, while ligand dose and cellular context alter the resulting gene-expression pattern.
This supports ER-f3 orientation as a mechanistic framework, but it does not establish a uniform clinical outcome.

Receptor selectivity measured in molecular systems cannot independently predict whether an individual will

experience reduced irritability, improved sleep, stronger concentration, lower fatigue, or less physical discomfort.

Keyora [The ER-3 Receptor-Context Axis] therefore describes a direction of signal interpretation rather than a

treatment guarantee.
It identifies a plausible biological layer through which Soy Isoflavones may influence tissue sensitivity while

preserving the distinction between receptor pharmacology and direct PMS / PMDD-domain evidence.

lll. Soy Isoflavones Must Not Be Described as Estrogen Replacement

Soy Isoflavones are not equivalent to endogenous estradiol, conventional menopausal hormone therapy, or a general

hormone-restoration intervention.

They differ in potency, receptor preference, metabolism, tissue exposure, circulating conjugation, and transcriptional

consequences.
The term “phytoestrogen” can become misleading when it is interpreted as “plant estrogen replacement.”

A more accurate description is that soy isoflavones are receptor-active dietary compounds whose effects depend on

molecular form, dose, metabolism, receptor subtype, tissue context, and endpoint.

Their position in EP-28 is therefore specific: Soy Isoflavones may contribute to the interpretation of receptor and

tissue sensitivity within a confirmed premenstrual pattern.

This position does not establish HRT equivalence, estrogen normalization, or universal suitability.



Soy isoflavones shape receptor-oriented interpretation through ER-B signaling and tissue sensitivity, with Keyora ER-3 Receptor-Context

Axis distinguishing biological signal modulation from hormone replacement concepts.

Subsection 2.3.2: Neural, Vascular, Metabolic, and Redox
Environments Shape Tissue-Level Expression

The receptor signal must still be translated through multiple execution systems before symptoms become measurable
Receptor interaction is the beginning of a signaling sequence rather than its final clinical outcome.

A receptor-oriented signal must be translated through neural circuits, vascular delivery, energy metabolism, redox
regulation, inflammatory control, and membrane organization before it can influence mood, sleep, cognition, fatigue,

or physical comfort.

These downstream systems help explain why receptor relevance does not produce identical responses across

individuals.

A. Neural Interpretation Connects to Mood, Sleep, and Cognition
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ER- is expressed within neural systems involved in affective regulation, stress responsiveness, cognition, and

neuroendocrine communication.

Soy-isoflavone-related receptor context may therefore be biologically relevant to how late-luteal signals are

interpreted within mood, sleep, and cognitive domains.

This relationship remains indirect at the current stage of the article. Serotonin - melatonin continuity, inhibitory and
excitatory balance, HPA stress buffering, and sleep-related hyperarousal require their own analysis.

Receptor-context evidence can explain why neural sensitivity may differ, but it cannot establish that Soy Isoflavones

independently resolve irritability, insomnia, anxiety-like tension, or brain fog.

The correct bridge is that ER-f3 orientation may influence the neural environment through which the cycle signal is
received. It does not replace the need to identify whether sleep disruption, stress amplification, serotonergic

continuity, or another unresolved pathway is driving the dominant symptom phenotype.

B. Vascular and Metabolic Execution Influences Functional Expression

A receptor signal cannot produce reliable tissue-level function if vascular delivery and metabolic execution remain

inadequate.

Endothelial responsiveness, nitric oxide bioavailability, microvascular perfusion, glucose handling, energy sensing,
and mitochondrial substrate use can influence whether neural and peripheral tissues maintain function during a

vulnerable premenstrual interval.

Human studies in postmenopausal populations have reported mixed but biologically relevant findings concerning

soy isoflavones and endothelial function.

Some randomized trials found improvement in endothelium-dependent vasodilation or vascular markers, while
others found no significant benefit, showing that preparation, population, duration, baseline vascular status, and

endpoint selection materially affect interpretation.

These vascular studies do not prove PMS efficacy.

They support the narrower proposition that tissue execution is a legitimate part of soy-isoflavone biology and that
receptor signaling cannot be separated from the biological systems responsible for perfusion and metabolic function.
C. Redox Responsiveness Modifies Signal Amplification

Oxidative and inflammatory environments can alter receptor signaling, membrane behavior, endothelial function,

mitochondrial performance, and neural responsiveness.

A tissue under greater redox strain may translate the same incoming signal differently from a tissue with stronger

antioxidant and inflammatory regulation.

Nrf2, NF-kB, lipid peroxidation, antioxidant-enzyme activity, and cytokine signaling are therefore relevant

downstream contexts. They remain preview pathways in Chapter 2 rather than established PMS outcomes.

Mechanistic coherence does not demonstrate that Soy Isoflavones will clinically reduce oxidative stress,

inflammation, or physical symptoms in a particular premenstrual population.



Within Keyora [The ER-3 Receptor-Context Axis], redox biology functions as a response environment. It helps explain
why receptor orientation may require protected cellular and membrane conditions before it can be translated into

stable tissue function.

Soy isoflavone biology extends beyond receptor binding, where ER-S signaling interacts with neural, vascular, metabolic, and redox

systems through the Keyora ER-3 Receptor-Context Axis to interpret tissue sensitivity.

Subsection 2.3.3: Gut Conversion and Formula Architecture Create

Response Variability

Isoflavone metabolism and complementary formula components can modify the response environment without
replacing the Soy Isoflavone center

The internal exposure created by soy isoflavone intake depends on digestion, absorption, conjugation, microbial

metabolism, and clearance.

Equal intake does not guarantee equal circulating metabolite profiles, and a finished formula can add

complementary pathways without converting those components into coequal centers of the Soy Isoflavone
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mechanism.

Firstly. Daidzein-to-Equol Conversion Creates Interindividual Variability

Daidzein can be converted by compatible intestinal microbial functions into S-equol, a metabolite with distinct

receptor-relevant properties.

Not every adult produces measurable equol after soy exposure, and human studies have repeatedly documented

substantial interindividual variation in isoflavone metabolism and circulating concentrations.

This variability supports Keyora [The Equol Response Divide], which distinguishes individuals who demonstrate
measurable equol production under tested conditions from those who do not. It should not be interpreted as a

diagnosis, a permanent superiority label, or a guaranteed predictor of symptom response.

Equol status is one contributor to response heterogeneity, not a complete explanation.

Food matrix, isoflavone form, intestinal transit, microbial ecology, habitual diet, exposure duration, and host
metabolism can also influence the internal isoflavone profile.

Secondly. Direct PMS Evidence for Soy Remains Limited and Endpoint-Specific

Direct human evidence for soy isoflavones in prospectively confirmed PMS is substantially narrower than the wider

mechanistic literature.

A double-blind, placebo-controlled crossover study evaluated isolated soy protein providing 68 mg daily of soy
isoflavones expressed as aglycone equivalents in women with prospectively confirmed PMS.

The study reported significant improvement in cramps and swelling during active treatment, while the evidence did

not establish broad efficacy across every behavioral, affective, somatic, or PMDD-level endpoint.
This trial supports a positive but limited conclusion.

Soy-isoflavone exposure has been investigated directly in a PMS population and may influence selected physical
symptom domains. It does not prove universal symptom resolution, establish superiority to standard care, or

demonstrate efficacy for the exact Keyora finished formulation.

The dose object must also remain attached to the study.

An amount expressed as aglycone equivalents cannot be assumed to be identical to extract weight, standardized
total isoflavones, or another product’s label declaration.

Thirdly. Keyora Soy Formula Components Remain Complementary Pathways

Keyora Soy Isoflavone Eternal Vitality is organized around 80 mg standardized isoflavones as the ER-[3 receptor-
context center. Its confirmed formula also includes 5-HTP, Ginkgo biloba extract, vitamin E, selenium, and calcium.
These components extend the formulation into neurochemical, microvascular, antioxidant, and micronutrient

pathways without replacing the Soy Isoflavone center.
5-HTP provides a serotonin-related substrate context relevant to later mood, sleep, and circadian interpretation.

Ginkgo contributes a vascular-neural execution pathway.



Vitamin E and selenium provide complementary lipid-phase and enzyme-related antioxidant contexts, while calcium

contributes a micronutrient and neuromuscular layer.

These roles are biologically ordered, but they should not be interpreted as proof that the complete formula improves
PMS or PMDD outcomes.

The formula architecture therefore follows a clear hierarchy:

Soy Isoflavones orient the ER-3 receptor-context signal

— metabolism and gut conversion shape internal exposure

— neural, vascular, metabolic, and redox systems influence execution

— complementary nutrients support selected downstream environments

— clinical conclusions remain preparation-specific and endpoint-specific.

Soy Isoflavones occupy the sensitivity axis because they help explain how a recurring cycle signal may be received

and translated differently across individuals.
Their role complements the Vitex timing axis, but the two mechanisms remain distinct.

ER- orientation does not prove estrogen replacement, Equol production does not guarantee response, and product

architecture does not establish finished-formulation efficacy.



Soy isoflavone response depends on ER-3 signaling, gut microbiome conversion, and tissue execution, with Keyora Equol Response Divide

explaining individual variability while preserving evidence boundaries.

Section 2.4: How The Dual Core Resolves Different
Premenstrual Phenotypes

Distinguishing Vitex-dominant, Soy-dominant, dual-core, and

evaluation-first patterns

Using timing and sensitivity as connected decision axes without creating a default
two-product regimen

The Vitex-Soy dual core becomes clinically useful only when it improves interpretation of the prospectively

confirmed symptom pattern.
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Its purpose is not to place every premenstrual presentation into a two-ingredient protocol.

Itis to determine whether the dominant biological question concerns the timing of symptom visibility, the sensitivity
of receiving tissues, the coexistence of both axes, or a presentation that requires clinical clarification before

nutritional selection.

In the Keyora Female Chrono-Nutrition framework, Keyora [The Vitex-Soy Dual-Core Re-Synchronization Gate]
applies two connected questions.

The timing axis asks whether symptoms repeatedly cluster in a late-luteal window and substantially lessen after

menstrual onset.

The sensitivity axis asks whether neural, receptor, vascular, metabolic, redox, inflammatory, or physical
environments appear to amplify that recurring signal into disproportionate symptom burden and functional

impairment.
This produces four evidence-informed patterns: Vitex-dominant, Soy-dominant, dual-core, and evaluation-first.

These patterns are not diagnoses, permanent biological identities, or automatic prescribing categories. They are
decision structures for separating mechanistic fit from product assumption and for determining what question

should be answered next.



The Vitex-Soy Dual-Core Re-Synchronization Gate interprets PMS patterns by separating endocrine timing from tissue sensitivity, guiding

Vitex-dominant, Soy-dominant, dual-core, or evaluation-first pathways.

Subsection 2.4.1: The Timing-Sensitivity Decision Rule

Two biological questions must be answered before either axis is selected
A dual-core interpretation should begin with disciplined separation rather than immediate combination.
The first question tests temporal coherence. The second evaluates the apparent strength of tissue-level amplification.

Only after both questions have been answered can the pattern be interpreted as predominantly timing-oriented,

predominantly sensitivity-oriented, dual-core, or unsuitable for immediate nutritional classification.

l. Is the Pattern Temporally Coherent?
Temporal coherence requires more than symptoms occurring near menstruation.

The burden should repeatedly emerge or intensify within a recognizable premenstrual interval, form a sufficiently

consistent cluster across cycles, and show meaningful improvement after menstrual onset.
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Recurrence and menstrual reset are especially important because they distinguish a cycle-linked pattern from
continuous anxiety, depression, insomnia, fatigue, headache, pain, or metabolic burden that happens to worsen
before menstruation. The timing axis becomes more convincing as the high-burden interval becomes clearer and the

postmenstrual baseline becomes more readable.

A coherent timing pattern creates the main interpretive space for Vitex. It does not prove a dopamine - prolactin

disturbance or guarantee a Vitex response.

It establishes that endocrine-feedback timing is a biologically relevant question rather than an arbitrary mechanism
imposed on nonspecific symptoms.

. Is Tissue-Level Amplification Prominent?

The sensitivity question asks whether symptom intensity appears disproportionate to the underlying cycle signal.

Evidence of amplification may include severe irritability, marked sleep fragility, cognitive slowing, fatigue, headache,

physical discomfort, vascular sensitivity, or reduced recovery despite a broadly recognizable menstrual pattern.
These features point toward the systems receiving and executing the endocrine signal.

ER-B receptor context, neural responsiveness, circadian continuity, vascular delivery, metabolic capacity, redox
status, inflammatory tone, and individual isoflavone metabolism may all influence how strongly the premenstrual

signal becomes visible.
This creates the main interpretive space for Soy Isoflavones.

The sensitivity axis does not establish estrogen deficiency, HRT equivalence, or guaranteed symptom reduction. It
identifies receptor-context and tissue translation as relevant biological questions.

l1l. Is One Axis Sufficient to Explain the Dominant Burden?

The presence of both timing and sensitivity in the same framework does not mean that both must receive equal

intervention priority.

A strongly readable cyclic pattern with relatively limited tissue-amplification features may be interpreted primarily

through the timing axis.

A less convincing Vitex timing fit with prominent receptor, neural, vascular, or metabolic sensitivity may place greater

empbhasis on the Soy axis.
The decision should follow the dominant burden rather than the total number of symptoms.

One severe and consistently timed complaint may be more informative than several mild symptoms distributed

across multiple systems.

Keyora [The Timing-Sensitivity Dual Core] therefore functions as a sorting mechanism. It prevents timing from

absorbing every sensitivity problem and prevents sensitivity biology from being applied without cycle confirmation.



The Keyora Timing-Sensitivity Dual Core evaluates PMS patterns by asking whether symptoms are cycle-timed or tissue-amplified,

connecting Vitex endocrine feedback with soy isoflavone ER-f3 receptor context.

Subsection 2.4.2: The Vitex-Dominant Pattern

Timing and endocrine-feedback coherence are prominent while receptor or metabolic amplification remains less visible

AVitex-dominant pattern is characterized by strong temporal readability. Symptoms repeatedly appear within a

recognizable late-luteal window, cluster in a coherent manner, and substantially decline after menstrual onset.
The pattern is not defined by one symptom or by an assumed prolactin abnormality. It is defined by the visibility of
the timing-feedback architecture.

A. Clear Late-Luteal Timing Creates the Primary Fit Signal

The strongest Vitex-oriented clue is repeated premenstrual concentration. Irritability, sleep fragility, breast
discomfort, fatigue, bloating, headache, or another PMS-domain symptom may be present, but the symptom name is

less important than its recurring temporal organization.

A clear pattern reduces the likelihood that Vitex is being selected for a continuous or randomly fluctuating problem.
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It also creates a measurable baseline against which changes in high-burden days, symptom intensity, and functional

interference can later be assessed.

Late-luteal timing supports Vitex relevance, but it does not independently prove the responsible mechanism or

establish exact-product efficacy.

The interpretation remains an evidence-informed fit assessment.

B. Strong Menstrual Reset Reinforces the Timing Interpretation

Meaningful postmenstrual improvement indicates that the high-burden state is not continuously active.

A clearer reset strengthens the distinction between a core cyclic pattern and premenstrual exacerbation of an

ongoing psychiatric, sleep, pain, neurological, or medical condition.

The reset need not be absolute. Residual tiredness, accumulated sleep debt, persistent life stress, or another

condition may continue after menstruation begins.
What matters is a reproducible reduction toward a lower-burden baseline.
Where no meaningful reset is visible, the Vitex-dominant interpretation becomes weaker.

Persistent symptoms require renewed assessment of the original classification rather than a stronger assumption

that the endocrine-feedback axis must be corrected.

C. Coherent Symptom Clustering Supports a Timing-Organized Pattern

Several symptoms may rise together because the cycle provides a shared timing context.

Mood changes, sleep disruption, fatigue, breast discomfort, headache, and bloating do not need to arise from one

identical mechanism to form a temporally coherent cluster.

In a Vitex-dominant presentation, this cluster is readable primarily through recurrence and reset. Receptor, vascular,

metabolic, or redox amplification may still exist, but it is not the most visible unresolved question.

This pattern should not be interpreted as confirmed hyperprolactinaemia, low progesterone, ovulatory failure, or a

universal need for Vitex.

Itindicates that the endocrine-feedback timing axis has the strongest initial mechanistic fit.



A Vitex-dominant PMS pattern is defined by repeated late-luteal timing and menstrual reset, where Keyora Timing-Sensitivity Dual Core

prioritizes endocrine-feedback organization over unconfirmed hormone assumptions.

Subsection 2.4.3: The Soy-Dominant Pattern

Receptor, neural, vascular, metabolic, or tissue-sensitivity features are more prominent than endocrine-feedback timing
fit

A Soy-dominant pattern remains connected to the menstrual cycle, but the dominant interpretive problem lies in the

intensity and tissue expression of the symptoms rather than in a particularly strong Vitex timing signature.

The pattern may be cyclic and prospectively confirmed, yet receptor-context, neural sensitivity, vascular execution,

metabolic resilience, or redox responsiveness appears more prominent.

Firstly. Signal Sensitivity Is the Primary Interpretive Problem

Some individuals experience disproportionately intense emotional, cognitive, sleep-related, vascular, or physical

symptoms within an otherwise readable cycle.
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The cycle identifies when vulnerability becomes visible, but the severity of the response suggests that the receiving

systems require closer interpretation.

This does not mean that timing is absent. It means that timing alone underexplains the functional burden. The

central question becomes why a recurring ovarian-steroid context is translated into such marked disruption.

Soy Isoflavones become relevant through this sensitivity question because ER-B-oriented signaling may influence

how neural and peripheral tissues interpret the incoming endocrine environment.

Secondly. ER-B and Tissue Execution Provide the Main Mechanistic Question
Receptor-context biology extends beyond receptor binding.

Neural response, vascular delivery, metabolic energy sensing, redox regulation, inflammatory tone, and gut-derived

isoflavone metabolites all influence whether the upstream signal is translated efficiently or amplified into symptomes.

A Soy-dominant interpretation is therefore most coherent when these tissue-level features are more visible than a

strong dopamine - prolactin or pituitary-feedback fit.

Cognitive strain, vascular sensitivity, fluctuating fatigue, broad tissue responsiveness, or marked interindividual

variability may strengthen the rationale for examining this axis.

The conclusion must remain narrower than a clinical efficacy promise.

ER-f relevance supports mechanistic coherence, not estrogen replacement, HRT equivalence, or guaranteed PMS /
PMDD improvement.

Thirdly. Weak Vitex Timing Fit Does Not Eliminate a Premenstrual Pattern

A pattern may remain meaningfully premenstrual even when it does not strongly resemble a Vitex-dominant timing-

feedback presentation.

The symptoms may still recur before menstruation and improve afterward, while the strongest unresolved feature

lies in neural, receptor, vascular, metabolic, or physical sensitivity.

This distinction prevents the dual-core model from forcing every cyclic pattern into a Vitex-first sequence. It also

prevents the absence of a strong Vitex fit from being mistaken for the absence of premenstrual biology.

A Soy-dominant classification remains provisional and phenotype-dependent. It does not prove low estrogen,

receptor dysfunction, or predictable response to a specific isoflavone preparation.



A Soy-dominant PMS interpretation focuses on receptor and tissue sensitivity, where ER-B signaling, neural, vascular, and metabolic

pathways are organized through Keyora Timing-Sensitivity Dual Core.

Subsection 2.4.4: The Dual-Core Pattern

Clear cyclic timing and strong tissue-level sensitivity coexist, making a single-axis explanation incomplete

The dual-core pattern is present when the symptom cluster is both temporally coherent and disproportionately

amplified.

Late-luteal recurrence and menstrual reset clearly establish when the burden becomes visible, while marked
emotional, sleep, cognitive, fatigue, vascular, or physical sensitivity shows that timing alone cannot explain its

intensity.

I. Timing Confirms the Premenstrual Pattern

The first requirement remains a prospectively readable cycle pattern. Symptoms should repeatedly concentrate

before menstruation, interfere with function, and show meaningful postmenstrual improvement.
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Without this foundation, the addition of receptor, neural, metabolic, or inflammatory mechanisms would create a
broad systems model without premenstrual specificity.

Timing preserves the identity of the problem.

Vitex occupies this axis because its strongest evidence-aligned relevance appears when cyclicity, clustering, and reset

are already established.

Il. Sensitivity Explains Disproportionate Symptom Intensity

The second requirement is evidence of amplification across receiving systems.

The person may experience unusually severe irritability, repeated waking, cognitive collapse, fatigue, headache,

bloating, or physical discomfort relative to the otherwise expected cycle transition.
This is where ER-P receptor context and tissue-level execution become important.

Soy Isoflavones occupy this axis because they provide a biologically coherent framework for understanding how the

signal may be translated differently across neural, vascular, metabolic, inflammatory, and redox environments.

Sensitivity does not replace timing. It explains why the confirmed timing pattern becomes highly disruptive.

l1l. Vitex and Soy Occupy Different Mechanistic Positions

Vitex and Soy Isoflavones are not interchangeable solutions for the same biological target.

Vitex is interpreted through endocrine-feedback timing, while Soy Isoflavones are interpreted through receptor
context and tissue sensitivity.

This distinction prevents a generic “hormone balance” narrative. It also prevents evidence for one ingredient from

being used to support the mechanism or clinical outcome of the other.

A dual-core pattern means that both questions are scientifically relevant. It does not mean that both ingredients have

been proven necessary for every person with the pattern.

IV. Dual-Core Relevance Does Not Mandate Simultaneous Use

Simultaneous use is only one possible implementation.

Sequential use may provide clearer response attribution, reduce unnecessary overlap, simplify tolerability

assessment, or allow the more dominant axis to be evaluated first.

Alternative use may also be appropriate when one axis has stronger clinical fit, when medication or supplement

interactions require caution, when the symptom burden is mild, or when the person prefers a simpler intervention.

The dual-core model defines biological relevance rather than a compulsory regimen. Intervention order should be

determined by phenotype, evidence strength, safety, existing treatments, and the need for measurable reassessment.



The dual-core PMS pattern connects late-luteal timing with amplified tissue response, where Vitex endocrine feedback and soy isoflavone

ER-Bsignaling are separated and integrated through Keyora Vitex-Soy Dual-Core Re-Synchronization Gate.

Subsection 2.4.5: The Evaluation-First Pattern

Persistent, severe, progressive, or diagnostically uncertain symptoms require clinical clarification before dual-core
selection

The evaluation-first pattern protects the framework from being applied where nutritional selection is not yet the

primary question.

It includes presentations in which cyclic timing is unclear, symptoms persist across the month, functional impairment

is severe, or new clinical features suggest a condition requiring separate assessment.

A. Persistent Non-Cyclic Symptoms Change the Primary Question

When depression, anxiety, insomnia, fatigue, headache, pain, or cognitive impairment remains clinically significant

throughout the cycle, the presentation may reflect premenstrual exacerbation or another ongoing condition.

The menstrual phase may still influence severity, but the underlying disorder remains the principal clinical target.
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Vitex or Soy selection should not be used to bypass that target.

B. Severe Functional or Psychiatric Burden Overrides Supplement Selection

Marked loss of function, severe affective symptoms, rapidly worsening distress, or acute psychiatric risk requires

professional evaluation.
The presence of menstrual timing does not reduce the clinical priority of these features.
Nutritional support may later complement care, but the immediate sequence should follow severity, safety, and

diagnostic need rather than the dual-core algorithm.

C. Abnormal Bleeding, Progressive Pain, or New Clinical Features Require

Evaluation

Abnormal bleeding, progressive or severe pain, focal neurological symptoms, a new breast finding, persistent

swelling, or other concerning changes should not be absorbed into a general PMS explanation.
These features may require gynecological, neurological, endocrine, pain, or general medical assessment.

A phenotype framework is useful only when it improves recognition without delaying appropriate care.

D. Uncertain Timing or Inadequate Tracking Prevents Valid Axis Selection

Where cycle timing has not been prospectively recorded, the apparent pattern may reflect retrospective recall,

expectation, or one unusually difficult month.

The correct response is to strengthen pattern confirmation rather than force a Vitex-dominant, Soy-dominant, or

dual-core interpretation.

Keyora [The Vitex-Soy Dual-Core Re-Synchronization Gate] therefore resolves premenstrual phenotypes through a

four-way decision structure:
 clear timing with limited visible sensitivity amplification supports a Vitex-dominant interpretation;
* prominent receptor and tissue sensitivity with weaker Vitex timing fit supports a Soy-dominant interpretation;
¢ clear timing combined with strong tissue amplification supports a dual-core interpretation;

 persistent, severe, progressive, or uncertain symptoms support an evaluation-first pathway.

The framework does not determine a product regimen from symptoms alone.

It identifies which biological question is most relevant, which evidence level is required, and whether nutritional
selection is appropriate before later mood, sleep, cognition, energy, redox, fatty-acid, or membrane pathways are

considered.



The evaluation-first PMS pattern prioritizes clinical clarification when symptoms are persistent, severe, progressive, or uncertain, using

Keyora Vitex-Soy Dual-Core Re-Synchronization Gate to guide evidence-based interpretation.

Section 2.5;: The Dual-Core Evidence and Transfer Limits

What Vitex trials, Soy evidence, receptor physiology, and direct

combination research can legitimately support

Separating preparation-specific human evidence, mechanistic coherence, finished-
formulation proof, and exact Keyora combination evidence

The evidence supporting the Vitex-Soy dual-core framework is positive but unevenly distributed. Vitex has a
comparatively developed human evidence base for selected PMS-domain outcomes, including randomized trials and

evidence syntheses.
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Direct Soy Isoflavone research in prospectively confirmed PMS is much narrower, while the broader ER-f literature

primarily supports receptor-context and tissue-sensitivity plausibility rather than comprehensive symptom efficacy.
The evidence map also changed with the publication of a direct Vitagnus-soy combination trial in 2025.

This trial provides a clinically relevant combination signal and means that the Vitex-Soy relationship can no longer be

described as lacking all direct human combination research.

Its conclusions nevertheless remain attached to the exact preparations, student population, duration, symptom
instrument, and intervention design studied. It does not establish the efficacy of the exact Keyora Vitex and Soy

products or validate universal simultaneous use.

In the Keyora Female Chrono-Nutrition framework, Keyora [The Vitex-Soy Dual-Core Re-Synchronization Gate]
therefore rests on four distinct evidence objects: preparation-specific Vitex outcomes, narrower Soy PMS findings,

receptor and tissue-sensitivity physiology, and one emerging direct combination evidence domain.

These layers can support a coherent dual-axis interpretation only when ingredient evidence, mechanistic evidence,

finished-formulation evidence, and exact-combination proof remain clearly separated.
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Vitex and soy isoflavone evidence requires separation of clinical trials, receptor mechanisms, and combination data, with Keyora Vitex-

Soy Dual-Core Re-Synchronization Gate defining evidence transfer boundaries.

Subsection 2.5.1: Vitex Has Preparation-Specific Human Evidence for

Selected PMS-Domain Outcomes

Randomized trials and evidence syntheses support Vitex relevance while preserving extract heterogeneity and endpoint
specificity

The Vitex evidence base supports a clear intervention-relevance conclusion for selected PMS-domain patterns.

This conclusion is stronger than mechanism alone because it includes randomized human trials, systematic reviews,

and meta-analysis.

Itis also narrower than a universal Vitex claim because the studies evaluated different preparations, comparators,

diagnostic methods, durations, and outcomes.

I. Landmark Randomized Evidence Supports a Studied Vitex Preparation

Schellenberg’s 2001 randomized, double-blind, placebo-controlled trial evaluated the Vitex fruit dry extract Ze 440

over three menstrual cycles.

The study reported greater improvement with the investigated preparation in the prespecified PMS symptom
composite and global clinical assessment than with placebo. This provides direct human evidence that a defined

Vitex preparation can reduce selected recurrent PMS symptoms.

The trial does not establish botanical-name equivalence. Its findings belong to Ze 440, the dose and duration

administered, the population enrolled, and the endpoints measured.

They cannot automatically be transferred to a tincture, whole-fruit powder, differently extracted material, another

proprietary preparation, or an untested finished product.

The evidence-supported conclusion is therefore precise: Vitex has meaningful PMS-domain intervention value, but
the magnitude and certainty of that value remain preparation-specific.

Il. Systematic Reviews Support a Positive Signal With Important Heterogeneity

Van Die and colleagues reviewed randomized controlled trials of Vitex extracts across female reproductive disorders

and found that most included PMS studies favored Vitex over placebo or active comparators.

The review also emphasized differences in products, clinical conditions, study quality, and reporting, preventing the

evidence from being treated as one chemically uniform intervention.

The Verkaik systematic review and meta-analysis similarly found that most included studies reported favorable

effects on total PMS symptoms.

However, the authors identified high risk of bias, extreme statistical heterogeneity, and possible publication bias.
These limitations mean that the overall positive signal is clinically relevant but does not provide a stable universal

effect estimate for every Vitex preparation.

Evidence synthesis therefore strengthens the timing-feedback axis without erasing preparation differences.



It supports Vitex relevance for selected recurrent PMS patterns, not universal efficacy across PMS, PMDD, sleep

disturbance, cognitive symptoms, breast symptoms, or every physical complaint.

l1l. Meta-Analytic Evidence Reinforces Relevance but Also Exposes Reporting

Weakness

The 2019 meta-analysis of double-blind randomized placebo-controlled trials reported a favorable pooled PMS

outcome for Vitex preparations.

At the same time, it found that many otherwise relevant trials could not be used because reporting of the

investigated medication was incomplete, particularly regarding preparation identity.
This limitation is central rather than technical.

When the extract, dose object, standardization, or preparation is unclear, a clinical result cannot be transferred

confidently into product interpretation.

Keyora [The Extract-Dose-Endpoint Trust Algorithm] therefore remains the controlling evidence-transfer rule:
botanical identity must be followed by preparation comparability, dose alignment, duration matching, population fit,

and endpoint matching before a human result can support a specific finished product.

Ingredient-domain relevance does not establish exact Keyora Vitex 10000 efficacy.



Vitex PMS research supports selected preparations through human trials and evidence synthesis, while Keyora Extract-Dose-Endpoint

Trust Algorithm preserves extract, dose, endpoint, and product-specific evidence boundaries.

Subsection 2.5.2: Soy Evidence Supports a Sensitivity Hypothesis

More Strongly Than a Universal PMS Outcome Claim

Direct PMS evidence remains narrow, while ER-8 and isoflavone-metabolism research provides the wider mechanistic
context

The Soy Isoflavone evidence architecture differs from that of Vitex.

Direct PMS research exists, but the evidence base is smaller and does not support a broad claim across every

affective, cognitive, sleep-related, or physical domain.

The wider scientific rationale is instead built through receptor-context biology, tissue execution, and variability in

isoflavone metabolism.
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A. Human PMS Evidence Is Positive for Selected Symptoms but Not Uniform

Across the Full Syndrome

Bryant and colleagues conducted a seven-cycle, double-blind, placebo-controlled crossover study in women with
prospectively confirmed PMS. The active intervention used isolated soy protein providing 68 mg daily of isoflavones
expressed as aglycone equivalents.

Compared with placebo, active treatment produced statistically significant improvements in cramps and swelling,
while total and overall physical symptom reductions did not differ significantly between active treatment and

placebo.

The study therefore supports a limited positive conclusion: soy-isoflavone exposure may influence selected
premenstrual physical symptoms. It does not establish comprehensive PMS efficacy, PMDD efficacy, improvement in

every symptom phenotype, or superiority across behavioral and affective domains.

The dose object also matters. Sixty-eight milligrams expressed as aglycone equivalents is not interchangeable with
extract weight, dry-soy equivalence, or a label declaration of standardized total isoflavones. These values describe

different material objects and should not be equated through numerical similarity.

B. Isoflavone Metabolism May Contribute to Response Variability Without

Predicting Individual Success
Daidzein can be metabolized by compatible intestinal microbial communities into S-equol.

However, equol production varies among individuals, and equal intake does not create equal circulating exposure to

daidzein, genistein, equol, or their conjugated metabolites.

In the Bryant trial, urinary genistein and daidzein increased during active treatment, but equol production did not
produce greater symptom reduction. This prevents equol-producer status from being interpreted as a guaranteed

PMS response marker.
Equol status remains useful as a response-variability concept rather than a permanent biological ranking.

Gut ecology, food matrix, exposure duration, isoflavone form, absorption, conjugation, and host metabolism can all

influence the internal exposure generated by a Soy intervention.

C. ER-B3 Physiology Supports Mechanistic Coherence Rather Than Clinical

Outcome Certainty

Soy Isoflavones can interact with estrogen receptors and may display preferential ER-B-oriented activity under

specific experimental conditions.

This supports the receptor-context axis by showing that isoflavones do not act as simple replacements for
endogenous estradiol and that their downstream effects depend on receptor subtype, ligand concentration, tissue
state, and cellular signaling context.

Receptor physiology can explain why similar ovarian-steroid changes may be translated differently across neural,
vascular, metabolic, redox, and physical tissues. It cannot independently demonstrate that Soy Isoflavones reduce

irritability, improve sleep, restore cognition, correct fatigue, or resolve PMDD.



The correct evidence-grade conclusion is that ER- biology strengthens the scientific coherence of the sensitivity axis,

while direct clinical outcomes must remain attached to the exact Soy preparation and symptom endpoint studied.

Soy isoflavone evidence supports a receptor-sensitivity hypothesis through ER-B signaling and metabolic variability, while Keyora ER-3

Receptor-Context Axis separates mechanistic plausibility from universal PMS outcome claims.

Subsection 2.5.3: Direct Combination Evidence Exists, but Exact
Keyora Proof Remains Unestablished

A recent external trial changes the evidence map without establishing universal or product-specific dual-core efficacy
The publication of a direct Vitagnus-soy trial provides a new human evidence layer for the dual-core framework.

It moves the combination argument beyond mechanism alone, but it does not remove the need for preparation,
population, duration, comparator, and product-transfer controls.

Firstly. The 2025 Trial Provides a Direct Vitagnus-Soy Combination Signal
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Partovi Golshan and colleagues conducted a triple-blind, three-arm randomized clinical trial in 108 university

students with moderate-to-severe PMS confirmed over two cycles.
Participants received one daily capsule of Vitagnus, Soy, or a Vitagnus-soy combination for two menstrual cycles.

All three groups showed reductions in PMS symptoms. The combination group showed greater reductions in

psychological and total PMS scores than either monotherapy group.
For physical symptoms, the combination was superior to Vitagnus but was not significantly different from Soy.

These findings support the proposition that a Vitagnus-soy combination can produce greater improvement in

selected PMS outcomes than the specific single interventions evaluated under the trial conditions.

Secondly. One Trial Does Not Establish a Universal Dual-Core Standard

The study population consisted of university students living in a defined setting, and treatment continued for two

menstrual cycles.

Participants were selected through specific inclusion and exclusion criteria, and symptom change was measured

using the Calendar of Premenstrual Experiences.

These conditions shape what the findings can support. The trial does not demonstrate the same result in older
populations, clinically diagnosed PMDD, premenstrual exacerbation, irregular cycles, severe psychiatric

presentations, or individuals using different medications and nutritional interventions.

Replication, longer follow-up, broader populations, and independently reproduced findings would be required

before the trial could support a universal dual-core treatment standard.

Thirdly. The Trial Is Not Exact Keyora Finished-Product Evidence

The study did not evaluate Keyora Vitex 10000 or Keyora Soy Isoflavone Eternal Vitality.

It did not use the exact Keyora preparations, dose objects, complete formulas, complementary ingredients,

manufacturing specifications, or proposed product sequence.
The findings therefore cannot establish:
¢ exact Keyora Vitex efficacy;
» exact Keyora Soy finished-formulation efficacy;
» safety or efficacy of the two exact Keyora products together;
¢ equivalence between the investigated Vitagnus and Keyora Vitex;
e equivalence between the investigated Soy capsule and the Keyora Soy formula;

* universal superiority of simultaneous dual-product use.

Keyora project controls explicitly distinguish ingredient-domain, preparation-specific, finished-formulation, and

exact-combination evidence.



Direct Vitex-soy combination research expands PMS evidence while remaining preparation-specific, with Keyora Vitex-Soy Dual-Core Re-

Synchronization Gate separating clinical signals from exact product validation.
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The Vitex-Soy Dual-Core Re-Synchronization Gate integrates PMS timing and tissue sensitivity by separating endocrine-feedback

evidence, ER-[3 receptor context, and preparation-specific clinical validation.

KNOWLEDGE SUMMARY OF CHAPTER 2: THE VITEX-SOY ISOFLAVONE DUAL-CORE RE-SYNCHRONIZATION MATRIX
FIRST LAYER: SECTION-LOCKED KNOWLEDGE MAP

Section 2.1: Why A Single-Axis PMS Model Is Incomplete

Core Function:

Reject single-hormone, single-neurotransmitter, stress-only, inflammation-only, and prolactin-only explanations

while preserving the legitimate contribution of each biological axis.
Key Mechanism:

Premenstrual symptom expression depends on two distinct questions: when the recurring cycle signal becomes

visible and how strongly receptor, neural, metabolic, vascular, redox, and inflammatory systems translate it.

Keyora Concept:
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Core - Keyora [The Vitex-Soy Dual-Core Re-Synchronization Gate].

Secondary - Keyora [The Timing-Sensitivity Dual Core].

Supporting - Signal Translation Amplification.

Subsection 2.1.1: Ovarian-Steroid Change Is the Context, Not the Complete Explanation

Physiological ovarian-steroid fluctuation creates the recurring context, but symptom intensity depends on receptor

and tissue response rather than hormone concentration alone.

Do Not Misread As:

Ovarian steroids are irrelevant, or severe symptoms prove progesterone or estrogen deficiency.

Subsection 2.1.2: Neurotransmitter, Stress, and Inflammatory Models Explain Components Rather Than the Whole

Serotonergic, HPA, inflammatory, and redox pathways may amplify selected symptoms but do not independently

establish cyclicity or menstrual reset.

Do Not Misread As:

PMS / PMDD is caused solely by serotonin deficiency, stress, or inflammation.
Subsection 2.1.3: A Prolactin-Only Model Overextends the Vitex Mechanism

Dopamine - prolactin communication supports a Vitex timing-feedback rationale, but breast, prolactin, or timing

evidence cannot be generalized to every symptom endpoint.

Do Not Misread As:

Every premenstrual pattern involves hyperprolactinaemia or requires prolactin normalization.
Subsection 2.1.4: Timing and Sensitivity Must Be Separated and Then Reconnected

Timing identifies when the pattern becomes visible; sensitivity explains why the same cycle context produces

different symptom intensity and functional burden.

Do Not Misread As:

Timing and sensitivity are interchangeable, or biological complementarity proves combination efficacy.
Section 2.2: Vitex and The Late-Luteal Timing-Feedback Axis

Core Function:

Establish Vitex as the endocrine-feedback timing axis for recurrent, late-luteal, clustered symptoms followed by

menstrual reset.
Key Mechanism:

Dopamine - prolactin communication and D2 receptor-related plausibility connect pituitary feedback to a wider HPG
timing context, while clinical conclusions remain preparation-specific.

Keyora Concept:



Supporting - Endocrine-Feedback Timing Axis.

Inherited - Keyora [The Dopamine-Prolactin Feedback Gate].

Inherited - Keyora [The Extract-Dose-Endpoint Trust Algorithm].

Subsection 2.2.1: Dopamine - Prolactin Communication as an Endocrine-Feedback Context

Hypothalamic dopamine provides inhibitory regulation of prolactin communication, while selected Vitex
preparations show D2 receptor-related pharmacological plausibility.

Do Not Misread As:
Vitex is equivalent to a pharmaceutical dopamine agonist or treats clinical hyperprolactinaemia.
Subsection 2.2.2: Late-Luteal Recurrence Defines the Strongest Vitex-Fit Pattern

Vitex relevance is strongest when recurrence, symptom clustering, functional burden, and menstrual reset establish a

coherent timing pattern.

Do Not Misread As:

Cyclic timing proves one dopamine - prolactin mechanism or automatically establishes exact-product suitability.
Subsection 2.2.3: Human PMS Evidence Must Remain Preparation-Specific

Vitex RCTs, systematic reviews, and meta-analysis support selected PMS-domain outcomes, but results remain

attached to the studied extract, dose object, duration, population, comparator, and endpoint.
Do Not Misread As:

Evidence for Ze 440, BNO 1095, or another studied preparation proves efficacy of all Vitex products or Keyora Vitex
10000.

Section 2.3: Soy Isoflavones and The Receptor-Sensitivity Axis
Core Function:

Establish Soy Isoflavones as the ER-[3 receptor-context and tissue-sensitivity axis within a confirmed premenstrual

pattern.
Key Mechanism:

Isoflavone effects depend on receptor subtype, ligand form, tissue state, downstream execution, gut conversion, and

interindividual metabolite exposure.

Keyora Concept:

Supporting - Keyora [The ER-3 Receptor-Context Axis].
Supporting - Keyora [The Equol Response Divide].
Supporting - Signal Translation Amplification.

Subsection 2.3.1: ER-3 Receptor Context Changes the Meaning of the Incoming Signal



Genistein, daidzein, glycitein, and their metabolites interact with estrogen-receptor biology in a context-dependent

manner that differs from endogenous estradiol.

Do Not Misread As:

Soy Isoflavones replace estrogen, restore hormones, or are equivalent to HRT.

Subsection 2.3.2: Neural, Vascular, Metabolic, and Redox Environments Shape Tissue-Level Expression

Receptor signaling must be translated through neural, vascular, metabolic, redox, inflammatory, and membrane

systems before symptoms or functional outcomes become measurable.
Do Not Misread As:

ER-f activity proves clinical improvement in mood, sleep, cognition, fatigue, inflammation, or vascular outcomes in
PMS / PMDD.

Subsection 2.3.3: Gut Conversion and Formula Architecture Create Response Variability

Daidzein-to-S-equol conversion varies between individuals; complementary formula components can support

selected execution pathways without replacing the Soy Isoflavone center.
Do Not Misread As:

Equol-producer status guarantees response, or the Keyora Soy complete formula has direct finished-formulation PMS

efficacy.
Section 2.4: How The Dual Core Resolves Different Premenstrual Phenotypes
Core Function:

Translate the timing and sensitivity axes into four practical interpretations: Vitex-dominant, Soy-dominant, dual-core,

and evaluation-first.
Key Mechanism:

Pattern classification depends on temporal coherence, menstrual reset, tissue-level amplification, functional burden,

safety, and whether one or both axes are necessary to explain the dominant phenotype.
Keyora Concept:

Core - Keyora [The Vitex-Soy Dual-Core Re-Synchronization Gate].

Secondary - Timing-Sensitivity Decision Rule.

Supporting - Dual-Core Phenotype Fit.

Transitional - Formula Selection by Unresolved Symptom Source.

Subsection 2.4.1: The Timing-Sensitivity Decision Rule

The framework asks whether the pattern is temporally coherent, whether tissue-level amplification is prominent, and

whether one axis sufficiently explains the dominant burden.

Do Not Misread As:



The presence of both axes means that both ingredients should be used.
Subsection 2.4.2: The Vitex-Dominant Pattern

Clear late-luteal timing, coherent symptom clustering, and strong menstrual reset make endocrine-feedback timing

the primary interpretive question.

Do Not Misread As:

The pattern confirms abnormal prolactin, progesterone deficiency, or universal Vitex response.
Subsection 2.4.3: The Soy-Dominant Pattern

Receptor, neural, vascular, metabolic, or tissue-sensitivity features are more prominent than a strong Vitex timing-
feedback fit.

Do Not Misread As:

The pattern proves estrogen deficiency, receptor dysfunction, or guaranteed benefit from Soy Isoflavones.
Subsection 2.4.4: The Dual-Core Pattern

Clear cyclic timing and disproportionate tissue amplification coexist, making a single-axis explanation incomplete.
Do Not Misread As:

Dual-core relevance mandates simultaneous use, proves synergy, or establishes exact Keyora product-combination

efficacy.
Subsection 2.4.5: The Evaluation-First Pattern

Persistent, severe, progressive, high-risk, or poorly tracked symptoms require clinical clarification before either

nutritional axis is selected.

Do Not Misread As:

Every prospectively reported premenstrual symptom belongs in a supplement-first pathway.
Section 2.5: The Dual-Core Evidence and Transfer Limits

Core Function:

Integrate Vitex trials, Soy PMS evidence, ER-3 physiology, equol variability, and direct combination research while

preventing evidence transfer across preparations and finished products.
Key Mechanism:

Evidence exists at distinct levels: mechanism, ingredient, studied preparation, finished formulation, and exact

combination. These levels cannot be collapsed.
Keyora Concept:
Core - Keyora [The Vitex-Soy Dual-Core Re-Synchronization Gate].

Inherited - Keyora [The Extract-Dose-Endpoint Trust Algorithm].



Supporting - Evidence-Transfer Separation.
Subsection 2.5.1: Vitex Has Preparation-Specific Human Evidence for Selected PMS-Domain Outcomes

Randomized trials and evidence syntheses support Vitex relevance, while extract heterogeneity and incomplete

product reporting restrict transferability.
Do Not Misread As:
Positive Vitex evidence applies equally to every extract, dose, product, PMS phenotype, or PMDD outcome.

Subsection 2.5.2: Soy Evidence Supports a Sensitivity Hypothesis More Strongly Than a Universal PMS Outcome

Claim

Direct Soy PMS evidence supports selected symptom outcomes, while ER- and equol research provide a wider

mechanistic context.

Do Not Misread As:

Receptor plausibility or selected physical-symptom improvement proves comprehensive PMS / PMDD efficacy.
Subsection 2.5.3: Direct Combination Evidence Exists, but Exact Keyora Proof Remains Unestablished

A 2025 Vitagnus-soy trial provides a preparation-specific human combination signal, but it does not evaluate the
exact Keyora Vitex and Soy products.

Do Not Misread As:

One external trial establishes universal dual-core superiority, simultaneous-use necessity, or exact Keyora finished-

product efficacy.



The Vitex-Soy Dual-Core Re-Synchronization Gate integrates PMS timing and tissue sensitivity by separating endocrine-feedback

evidence, ER-[3 receptor context, and preparation-specific clinical validation.

SECOND LAYER: MECHANISM / CONCEPT / EVIDENCE COMPRESSION LAYER
|. Core Thesis
Core Thesis:

Vitex and Soy Isoflavones address related but non-identical premenstrual mechanisms: Vitex organizes late-luteal

endocrine-feedback timing, while Soy Isoflavones organize ER-3 receptor context and tissue-level signal sensitivity.
Chapter Center:

The Vitex timing axis and Soy Isoflavone sensitivity axis interpreted within prospectively confirmed PMS / PMDD-

domain symptoms and functional burden.
Inherited Position:

Chapter 1 established timing, recurrence, menstrual reset, dominant phenotype, functional impairment, prospective

confirmation, and clinical-escalation boundaries.
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Next-Chapter Position:

Residual mood, sleep, stress, hyperarousal, and cognitive symptoms become inputs for neuro-circadian and

MoodFlow pathway analysis.

Il. Mechanism Chain

Input:

Prospectively confirmed recurrent premenstrual symptom cluster

— Timing Conversion:

Late-luteal concentration + recurrence + clustering + menstrual reset

— Vitex Pathway:

Dopamine - prolactin communication + D2 receptor-related plausibility + pituitary feedback + HPG timing context
— Sensitivity Conversion:

Disproportionate neural, vascular, metabolic, redox, inflammatory, or physical symptom expression
— Soy Pathway:

Genistein / daidzein / glycitein exposure + ER-3 receptor context + tissue execution + gut conversion + S-equol

variability

— Phenotype Resolution:

Vitex-dominant / Soy-dominant / dual-core / evaluation-first
— Downstream Preview:

Serotonin - melatonin continuity + GABA / NMDA balance + HPA buffering + mitochondrial ATP readiness + redox and

membrane pathways
— Evidence Boundary:

Mechanistic complementarity and external preparation-specific trials do not establish exact Keyora finished-

formulation or exact dual-product efficacy.

IIl. Keyora Concept Hierarchy

Core Public Concepts:

Keyora [The Vitex-Soy Dual-Core Re-Synchronization Gate].
Secondary Public Concepts:

Keyora [The Timing-Sensitivity Dual Core].
Timing-Sensitivity Decision Rule.

Dual-Core Phenotype Fit.

Supporting Public Concepts:



Endocrine-Feedback Timing Axis.

Keyora [The ER-f3 Receptor-Context Axis].

Signal Translation Amplification.

Keyora [The Equol Response Divide].

Inherited Public Concepts:

Keyora [The Dopamine-Prolactin Feedback Gate].
Keyora [The Extract-Dose-Endpoint Trust Algorithm].
Keyora [Late-Luteal Readability].

Keyora [Menstrual Reset].

Transitional Concepts:

Formula Selection by Unresolved Symptom Source.
Premenstrual Mood-Sleep-Cognition Resolution Matrix.
Premenstrual Sleep-Stress-Mood Amplification Loop.
Internal-Only Concepts Not for Public Manuscript Structure:
Product stack.

Co-protagonist.

Focus Section.

Evidence lock.

Automatic combination gate.

IV. Evidence Boundary

Human Evidence:

Preparation-specific Vitex RCTs, systematic reviews, and meta-analysis support selected PMS-domain outcomes. One
Soy crossover trial supports selected physical symptom outcomes. One 2025 Vitagnus-soy randomized trial provides

an external preparation-specific combination signal.
Mechanistic Evidence:

Dopamine - prolactin physiology, D2 receptor-related Vitex pharmacology, ER-3 receptor biology, isoflavone

metabolism, equol formation, vascular execution, and redox context support biological coherence.
Ingredient-Level Evidence:

Vitex and Soy Isoflavones each have ingredient or preparation-specific evidence, but the strength and breadth of

evidence differ between the two axes.

Formula-Specific Evidence:



No direct clinical evidence in this chapter establishes PMS / PMDD efficacy for Keyora Vitex 10000, Keyora Soy

Isoflavone Eternal Vitality, or their exact complete formulations.
Exact-Combination Evidence:

The external Vitagnus-soy trial does not establish safety, efficacy, equivalence, or superiority for the exact Keyora

products used together.
Keyora Conceptual Interpretation:

Keyora integrates timing and sensitivity as two connected decision axes and classifies patterns as Vitex-dominant,

Soy-dominant, dual-core, or evaluation-first.

V. Downstream / Future Chapter Boundary

Preview only. Do not extract as a Chapter 2 conclusion:
Serotonin - melatonin continuity.

GABA / NMDA balance.

HPA-axis stress buffering.

MoodFlow 8 in 1 symptom-resolution architecture.
Nrf2 / NF-kB redox regulation.

AMPK energy sensing.

eNOS / NO vascular execution.

Mitochondrial ATP readiness.

Astaxanthin redox - fatty-acid pathways.
Phospholipid-bound EPA / DHA / DPA pathways.
Antarctic Krill Oil membrane integration.
Simultaneous, sequential, or alternative full-formula algorithms.

Chapter 2 does not establish Nrf2, NF-kB, AMPK, eNOS, GABA, NMDA, mitochondrial, or long-chain Omega-3
outcomes in PMS / PMDD.



The Vitex-Soy Dual-Core Re-Synchronization Gate integrates PMS timing and tissue sensitivity by separating endocrine-feedback

evidence, ER-f8 receptor context, and preparation-specific clinical validation.

Chapter 3: Resolving Mood, Sleep, Stress, and Cognitive
Symptoms

Late-Luteal Irritability, Hyperarousal, Sleep Fragmentation, Stress

Amplification, and Brain Fog as a Connected Neuro-Circadian Cluster

Establishing Keyora [The Premenstrual Mood-Sleep-Cognition Resolution Matrix]
Through Vitex-Soy Timing-Sensitivity Interpretation and MoodFlow 8 in 1 Pathway
Matching

The premenstrual mood, sleep, stress, and cognitive cluster is rarely experienced as a set of isolated complaints.
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Irritability can intensify after fragmented sleep, repeated waking can follow sustained hyperarousal, and the resulting

loss of overnight recovery can reduce concentration, emotional inhibition, and stress tolerance the next day.

As this burden accumulates, ordinary demands may feel harder to regulate, increasing anticipatory tension and

reinforcing the following night’s arousal.

In the Keyora Female Chrono-Nutrition framework, this connected pattern is organized through Keyora [The

Premenstrual Mood-Sleep-Cognition Resolution Matrix].
The framework begins with the timing and sensitivity principles established earlier.

» Vitex remains positioned upstream as the endocrine-feedback timing axis, identifying when a recurrent late-

luteal pattern becomes visible.

» Soy Isoflavones remain positioned as the ER-[3 receptor-context and tissue-sensitivity axis, helping explain
why similar cycle-linked signals may be translated with different intensity across neural, vascular, metabolic,

and physical systems.

Chapter 3 moves from those upstream conditions into neuro-circadian execution. Its central question is whether the
unresolved symptom burden is being amplified through reduced regulatory reserve, stress-system activation, sleep-

rhythm disruption, serotonergic continuity, excitatory-inhibitory context, or impaired cognitive recovery.

MoodFlow 8 in 1 becomes relevant only when this neuro-circadian bottleneck is dominant. It must be interpreted as a
complete mood-sleep-stress-cognition formula rather than as a magnesium product, a 5-HTP product, or a sleep-

only intervention.
Brain fog and fatigue require further separation.

When cognitive difficulty is primarily linked to hyperarousal, fragmented sleep, or stress-related executive overload, a

neuro-circadian pathway is coherent.

When persistent weakness, redox strain, micronutrient insufficiency, mitochondrial limitation, or membrane-related
features dominate, the symptom belongs to a different pathway and should not be forced into the MoodFlow

framework.

This chapter therefore centers on a measurable amplification system: late-luteal sensitivity can weaken emotional
regulation, hyperarousal can disrupt sleep continuity, poor sleep can impair next-day mood and cognition, and

increased stress can perpetuate the loop.

Severe PMDD-level impairment, persistent non-cyclic symptoms, major psychiatric burden, or acute safety concerns

remain priorities for clinical evaluation rather than supplement-first interpretation.



PMS mood sensitivity, disrupted sleep quality, and cognitive fatigue are interpreted through HPA-axis regulation, stress recovery, and

neuro-circadian pathways within the Keyora Premenstrual Mood-Sleep-Cognition Resolution Matrix.

Section 3.1: Irritability, Emotional Reactivity, and The
Loss of Regulatory Reserve

Why premenstrual irritability reflects reduced emotional inhibition

and stress tolerance rather than a personality change

Connecting late-luteal sensitivity, neurosteroid response, serotonergic context, sleep
debt, and the Vitex-Soy dual core

Premenstrual irritability is often described as an isolated mood complaint, yet its functional significance is broader.
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It may appear as reduced patience, heightened sensitivity to interruption, disproportionate frustration, difficulty

recovering after conflict, or a sense that ordinary demands require unusually high emotional effort.

When this pattern repeatedly concentrates in the late-luteal phase and improves after menstrual onset, the change is

better interpreted as a temporary reduction in regulatory reserve than as a stable personality trait.

Keyora [The Premenstrual Mood-Sleep-Cognition Resolution Matrix] defines regulatory reserve as the remaining
capacity to inhibit reactive responses, tolerate stress, redirect attention, and return to baseline after stimulation.

This reserve is shaped by cycle timing, receptor and neurosteroid sensitivity, serotonergic context, sleep continuity,

and current stress load.

Vitex and Soy Isoflavones remain upstream within this interpretation: Vitex identifies the timing-feedback pattern,
while Soy Isoflavones contribute to the receptor-context and tissue-sensitivity question. Neither axis alone

determines whether irritability will become functionally disruptive.

PMS irritability reflects changing emotional regulation capacity influenced by neurosteroid sensitivity, serotonergic context, and stress

load, mapped through the Keyora Premenstrual Mood-Sleep-Cognition Resolution Matrix.
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Subsection 3.1.1: Irritability Is a Loss of Regulatory Reserve

The symptom becomes clinically meaningful when ordinary demands exceed the remaining capacity for emotional
inhibition

Irritability should be interpreted through the difference between incoming demand and available regulatory capacity.

A conversation, deadline, interruption, sound, mistake, or minor disagreement may not become objectively more
severe before menstruation. Instead, the emotional and cognitive resources required to manage that event may

become temporarily less available.

. Irritability Is a Functional Endpoint

Irritability becomes clinically meaningful when it changes behavior or impairs function. The relevant outcomes
include avoidable conflict, reduced work or study efficiency, difficulty communicating, withdrawal from family or
social interaction, and impaired ability to pause before responding.

This is why symptom intensity cannot be judged only by whether irritability is present. A brief increase in frustration
that remains manageable is different from recurrent emotional reactivity that disrupts relationships, decision-

making, concentration, or daily responsibilities.

Functional measurement should therefore ask what the irritability prevents, damages, or makes harder. It should also
record whether the person can recover after the trigger passes or remains emotionally activated for an extended

period.

Il. The Late-Luteal Window Can Lower the Response Threshold

A premenstrual interpretation requires repeated timing. Irritability that remains equally severe throughout the month
may reflect a persistent psychiatric, sleep-related, environmental, or medical burden rather than a core cyclic

disorder.

When irritability repeatedly intensifies during the late-luteal phase and substantially declines after menstrual onset,
the pattern suggests sensitivity to the changing ovarian-steroid and neurosteroid environment rather than a

permanent alteration in identity.

PMDD research supports a model of altered sensitivity to normal cyclical neuroactive-steroid change, particularly
involving allopregnanolone and GABA-A receptor modulation, rather than a simple abnormality in circulating

hormone concentration.

The timing pattern does not establish one mechanism in every individual. It identifies the window in which emotional
regulation becomes more vulnerable and provides the baseline required for later pathway selection.

l1l. Emotional Reactivity Must Not Be Interpreted as Character Failure

Premenstrual irritability can be misread as intentional hostility, poor discipline, or a permanently unstable
temperament. This interpretation confuses a recurrent state-dependent reduction in regulatory capacity with a fixed

personal trait.

Biological interpretation does not remove responsibility for behavior, but it can improve prevention.



Recognizing a repeatable high-vulnerability window allows earlier reduction of avoidable stress, stronger sleep

protection, clearer communication, and more accurate assessment of whether an intervention changes the pattern.

The person is not replaced by a different personality before menstruation. The more accurate interpretation is that
the effort required to maintain emotional control may temporarily increase while the available reserve for doing so

decreases.

PMS irritability is framed as a temporary shift in emotional requlation reserve involving neurosteroid sensitivity, GABA-A signaling

context, and late-luteal vulnerability within the Keyora Premenstrual Mood-Sleep-Cognition Resolution Matrix.

Subsection 3.1.2: Ovarian-Steroid Sensitivity Enters Through
Neurosteroid and Serotonergic Context
The central question is sensitivity to cyclic change rather than an abnormal hormone concentration alone

The late-luteal endocrine environment provides the recurring context, but symptom expression depends on how the

brain responds to change.
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Neurosteroid and serotonergic systems offer two important, interacting explanations for affective sensitivity without
requiring a universal hormone or neurotransmitter deficiency.

A. Hormone Sensitivity Is Distinct From Hormone Deficiency

A hormone-level model asks whether estrogen or progesterone is abnormally high or low.

A sensitivity model asks whether an expected cyclical transition produces an atypically disruptive neural response.

This distinction explains why severe symptoms can occur despite broadly physiological ovarian-steroid patterns. It
also prevents the conclusion that irritability proves low progesterone, estrogen deficiency, or a need for hormone

replacement.

Within Keyora [The Timing-Sensitivity Dual Core], Vitex addresses when the recurring pattern becomes visible, while
the Soy Isoflavone axis examines receptor context and the intensity of tissue-level signal translation. The two

questions are connected, but neither should be collapsed into generic “hormone balance” language.
B. Allopregnanolone-GABA-A Response Provides a PMDD-Relevant Model

Allopregnanolone is a progesterone-derived neuroactive steroid that modulates GABA-A receptors.

Because GABA-A signaling is closely involved in inhibitory neural regulation, altered sensitivity to fluctuations in
allopregnanolone may affect arousal, emotional reactivity, tension, and stress responsiveness in susceptible

individuals.
The PMDD model is therefore not accurately summarized as “low GABA” or “low allopregnanolone.”

Evidence instead points toward dysregulated sensitivity to neuroactive-steroid fluctuation and altered GABA-A

receptor response across the cycle.

This mechanism is clinically important but not universal. It does not prove that every person with premenstrual

irritability has the same receptor adaptation, neurosteroid exposure, or treatment requirement.

C. Serotonergic Biology Supports Mood Relevance Without Creating a Deficiency

Narrative

Serotonergic pathways are relevant to mood regulation, impulse control, appetite, sleep continuity, and emotional

processing.

The established clinical responsiveness of PMDD symptoms to serotonergic medications supports the importance of
this pathway, but treatment responsiveness does not prove that the disorder is caused by a simple serotonin

deficiency.

Serotonin should therefore be interpreted as part of a dynamic regulatory system influenced by ovarian-steroid

sensitivity, receptor function, sleep, stress, and neural circuitry.

A substrate-focused nutritional pathway may be relevant in selected contexts, but it cannot be treated as equivalent

to evidence-based pharmacological treatment or as a complete explanation for PMDD.

This boundary becomes especially important when 5-HTP-containing formulas are considered later. The presence of

a serotonin-pathway substrate does not guarantee predictable central serotonin change, symptom resolution, or



greater benefit from greater cumulative exposure.

PMS mood sensitivity is linked to ovarian-steroid fluctuation, neurosteroid GABA-A signaling, and serotonergic requlation, interpreted

through the Keyora Timing-Sensitivity Dual Core rather than a simple hormone deficiency model.

Subsection 3.1.3: Sleep Debt and Stress Reduce Emotional Inhibition

The same late-luteal signal becomes louder when overnight recovery and daytime stress tolerance decline
Late-luteal sensitivity does not operate in isolation from daily life.

Sleep loss, workload, interpersonal stress, academic pressure, caregiving demands, and prolonged cognitive effort

can reduce the reserve available for emotional regulation.

The same cycle-linked vulnerability may therefore remain manageable in one month and become much more

disruptive in another.

Firstly. Poor Sleep Reduces Next-Day Regulatory Capacity

Sleep supports attention, inhibitory control, emotional processing, and the ability to reinterpret stressful events.
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Experimental and meta-analytic evidence shows that sleep loss adversely affects emotional functioning and can

weaken the cognitive processes needed for adaptive emotional regulation.

After delayed sleep, repeated waking, or non-restorative sleep, ordinary demands may generate a stronger reaction
because the cognitive effort required to inhibit, reframe, or disengage from that reaction has become more

expensive.

Sleep debt can therefore amplify premenstrual irritability without being its sole origin. The cycle defines the
vulnerability window, while impaired overnight recovery reduces the capacity available within that window.
Secondly. Stress Raises the Cost of Emotional Control

Stress increases monitoring demands.

The person must track unfinished tasks, anticipate problems, suppress distractions, manage interpersonal
expectations, and sustain performance despite reduced reserve.

When late-luteal sensitivity and inadequate sleep are already present, this additional demand may push the

regulatory system beyond its current capacity.

Irritability then appears not because the stressor is imaginary, but because the margin for absorbing it has narrowed.
Stress does not independently create menstrual timing or menstrual reset. It functions as an amplifier whose effect
becomes more visible within an already confirmed premenstrual pattern.

Thirdly. The Dual Core Defines Timing and Sensitivity

Vitex remains relevant to the question of when the irritability repeatedly emerges and whether it belongs to a

coherent late-luteal feedback pattern.

Soy Isoflavones remain relevant to the question of how receptor, neural, vascular, and metabolic environments

influence the intensity with which that pattern is expressed.
MoodFlow 8 in 1 does not replace these upstream axes.

It becomes relevant only when the unresolved bottleneck lies in downstream neuro-circadian execution, including

hyperarousal, impaired sleep continuity, reduced stress buffering, and incomplete cognitive recovery.
Keyora [Premenstrual Regulatory Reserve] therefore connects the symptom to a measurable mechanism sequence:

late-luteal sensitivity

— reduced inhibitory reserve

— greater reactivity to ordinary demands

— increased interpersonal and cognitive stress
— impaired recovery

— stronger vulnerability to the next trigger.

This sequence explains why irritability can be both biologically meaningful and functionally measurable without

being interpreted as a personality defect.

It also prepares the next question: whether sleep disruption and stress activation are reinforcing the emotional
burden through a self-sustaining amplification loop.



PMS emotional reactivity increases when sleep quality, stress regulation, and inhibitory capacity decline, creating a neuro-circadian

amplification loop interpreted through the Keyora Premenstrual Regulatory Reserve framework.

Section 3.2: The Sleep-Stress—-Mood Amplification Loop

How hyperarousal, fragmented sleep, stress-system signaling, and

impaired emotional recovery reinforce one another

Defining Keyora [The Premenstrual Sleep-Stress-Mood Amplification Loop] without
reducing sleep disruption to independent insomnia

Premenstrual sleep disturbance is rarely confined to the night.

Difficulty falling asleep, repeated waking, shallow sleep, and non-restorative sleep can reduce emotional inhibition,

attention, cognitive endurance, and stress tolerance the following day.
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Increased irritability and perceived overload can then heighten evening arousal, making the next period of sleep

more difficult and allowing the symptom burden to reinforce itself across consecutive days.
Keyora [The Premenstrual Sleep-Stress—-Mood Amplification Loop] describes this reciprocal process.

The loop begins within a prospectively confirmed late-luteal vulnerability window, but its intensity depends on the
interaction between ovarian-steroid sensitivity, neurosteroid response, stress-system activation, circadian timing,

sleep continuity, and daytime recovery demands.

Vitex retains its upstream role in defining when the pattern becomes visible, while Soy Isoflavones remain relevant to

receptor context and tissue-level sensitivity.

MoodFlow 8 in 1 enters only when hyperarousal, sleep disruption, stress amplification, and impaired cognitive

recovery form the dominant unresolved bottleneck.

PMS sleep quality and mood sensitivity are connected through hyperarousal, HPA-axis stress signaling, and circadian recovery pathways,

organized by the Keyora Premenstrual Sleep-Stress-Mood Amplification Loop framework.
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Subsection 3.2.1: Late-Luteal Sensitivity Opens the Amplification

Window

The loop requires a confirmed premenstrual timing pattern before stress or sleep mechanisms are assigned
Sleep disruption and stress reactivity can occur at any time of the month.

They become part of a premenstrual amplification loop only when they repeatedly intensify within a recognizable

late-luteal interval and substantially lessen after menstrual onset.

Timing protects the interpretation from converting ordinary insomnia, persistent anxiety, chronic stress, or

continuous fatigue into a cycle-specific problem.

I. Timing Preserves Premenstrual Specificity

A person may experience several nights of poor sleep during illness, travel, workload escalation, environmental
disruption, or interpersonal stress. These episodes may produce irritability and brain fog, but they do not establish a

premenstrual mechanism unless the same pattern repeatedly concentrates before menstruation.

Prospective tracking should therefore identify when sleep-onset difficulty begins, whether waking frequency
increases during the late-luteal phase, and whether restorative sleep returns after menstrual onset. The lower-burden
interval remains essential because it shows whether the neuro-circadian disturbance is predominantly cyclic or

persistently active.

Vitex remains relevant at this level because it organizes the timing-feedback question. Its role is not to function as a
sedative or direct insomnia intervention. It helps determine whether the sleep and mood cluster belongs to a
coherent premenstrual rhythm.

Il. Sensitivity Determines the Arousal Threshold

Timing alone does not explain why a person becomes unusually alert, tense, emotionally reactive, or unable to
disengage from thought before sleep. The sensitivity axis asks whether the nervous system is responding more

strongly to internal and external stimulation during the late-luteal window.

Ovarian-steroid and neurosteroid change may alter the response threshold of systems involved in inhibition, arousal,
stress processing, and emotional regulation.

A sound, unfinished task, interpersonal concern, or minor physical sensation may therefore produce greater

activation than it would during a lower-burden phase.

Soy Isoflavones remain relevant to this sensitivity question through ER- receptor context and tissue-level signal
translation. This does not establish that Soy Isoflavones treat sleep disturbance. It identifies receptor and neural
response as one biological layer influencing how strongly the premenstrual signal is expressed.

l1l. Stress Amplifies an Existing Pattern Rather Than Creating Cyclicity Alone

Stress can intensify the loop by increasing cognitive monitoring, autonomic activation, anticipatory concern, and the

perceived urgency of unresolved demands.

However, stress does not independently explain why symptoms follow a recurring menstrual pattern.



A continuous stressor may remain present throughout the month while its emotional and sleep consequences
become more difficult to regulate before menstruation. The cycle-linked vulnerability and the external stressor

therefore interact rather than replace one another as explanations.

Keyora [The Premenstrual Sleep-Stress—-Mood Amplification Loop] begins only when this interaction is visible: the

timing pattern creates the vulnerable interval, and stress increases the gain applied within that interval.

PMS sleep disturbance emerges when late-luteal sensitivity interacts with stress activation, HPA-axis signaling, and receptor context,

forming the Keyora Premenstrual Sleep-Stress-Mood Amplification Loop.

Subsection 3.2.2: Hyperarousal Disrupts Sleep Initiation and
Continuity

The sleep problem may begin before bedtime through sustained cognitive, autonomic, and emotional activation
Hyperarousal refers to difficulty shifting from alertness into a state compatible with sleep.

It may involve persistent thinking, emotional tension, physical restlessness, heightened awareness of sound or

sensation, or a sense that the body remains prepared to respond even after the day has ended.
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A. Difficulty Falling Asleep Reflects Failure to Downshift

Sleep initiation requires a coordinated reduction in cognitive engagement, emotional activation, autonomic
alertness, and environmental monitoring. During a vulnerable late-luteal interval, this downshift may become less

efficient.
The person may feel tired yet unable to sleep because fatigue and arousal are not opposites.

Physical exhaustion can coexist with persistent mental activity, bodily tension, or emotional vigilance. The complaint

is therefore not always insufficient tiredness, but an inability to transition from effort and monitoring into recovery.
This distinction matters for intervention selection.

A purely sedative interpretation may miss the stress, emotional, and circadian processes sustaining the arousal state.

B. Repeated Waking Extends the Nighttime Burden
The loop can also operate after sleep begins.

Repeated waking may arise from heightened responsiveness to internal sensations, environmental stimuli,

temperature changes, discomfort, dreams, or unresolved cognitive activation.

Each waking episode can become longer when the person begins monitoring the time, predicting next-day
impairment, or worrying about the inability to return to sleep. The original disruption is then followed by a second

layer of anticipatory arousal.

Repeated waking also fragments sleep continuity even when total time in bed appears adequate. The person may
report having slept for many hours while still awakening without a sense of restoration.

C. Non-Restorative Sleep Carries the Burden Into the Next Day

Sleep quantity and restorative quality are not interchangeable.

A night containing repeated transitions, shallow sleep, prolonged wakefulness, or sustained arousal may provide

insufficient emotional and cognitive recovery.

The next day may involve slower attention, reduced frustration tolerance, greater sensitivity to interruption, lower
motivation, and difficulty sustaining complex tasks. These consequences increase functional impairment even when

the original sleep complaint appears moderate.

Non-restorative sleep therefore becomes a bridge between nighttime hyperarousal and daytime mood, stress, and

cognitive symptoms. It is not merely an additional symptom within the cluster.



PMS sleep quality is influenced by hyperarousal, cognitive activation, and fragmented recovery, connecting nighttime arousal with

daytime mood and cognition through the Keyora Premenstrual Sleep-Stress-Mood Amplification Loop.

Subsection 3.2.3: Cortisol-Melatonin Timing Shapes Recovery

Stress alertness and sleep timing can become misaligned during the vulnerable premenstrual interval
The sleep-stress interaction cannot be reduced to one hormone concentration.

Cortisol and melatonin belong to coordinated daily rhythms whose timing, slope, environmental responsiveness, and

relationship to behavior matter more than one isolated high or low value.

Firstly. Cortisol Belongs to a Rhythm, Not a Single High or Low Value

Cortisol supports waking, energy mobilization, and adaptive responses to demand. Its biological meaning depends

on the time of day, the pattern of secretion, the duration of activation, and the context in which it is measured.

Prolonged cognitive or emotional activation in the evening may maintain an alertness state that is incompatible with
efficient sleep initiation. This does not mean that every person with premenstrual insomnia has excessive cortisol or

that a nutritional formula can be assumed to normalize the HPA axis.


https://www.keyorahealth.com/cdnfiles/2026/07/24080353/f06caf4e-a691-4ba7-822e-8754b7e9cd66_1254x1254.webp
https://www.keyorahealth.com/cdnfiles/2026/07/24080353/f06caf4e-a691-4ba7-822e-8754b7e9cd66_1254x1254.webp

The more defensible interpretation is that stress-system timing may contribute to persistent evening arousal and

incomplete recovery within an already confirmed late-luteal pattern.

Secondly. Melatonin Timing Supports Sleep Initiation and Continuity

Melatonin contributes to the biological signaling of night and supports the transition toward sleep. Its timing is

influenced by light exposure, behavioral schedule, circadian phase, and interaction with other arousal systems.

A delayed or weakened sleep-ready state may increase the gap between physical tiredness and actual sleep
initiation. This gap can become especially important when late-evening light, irregular schedules, emotional

activation, and premenstrual sensitivity occur together.

Serotonin and melatonin belong to a connected biochemical pathway, but substrate availability alone does not
guarantee predictable central synthesis, release, receptor response, or clinical improvement. The pathway should
therefore be interpreted as a continuity system rather than a simple deficiency model.

Thirdly. Recovery Mismatch Can Persist After the Original Stressor Ends

The physiological effects of stress do not always stop when the external demand ends.

A difficult conversation, deadline, or emotionally demanding day may be over, yet the body and mind may remain

activated into the sleep period.
This creates a recovery mismatch. The environment now permits rest, but internal alertness remains elevated.

When this mismatch repeats across several late-luteal nights, sleep debt accumulates and emotional regulation

becomes progressively more difficult.

The problem is therefore not only exposure to stress. It is insufficient transition from activation into recovery.



PMS-related sleep disruption reflects misaligned stress alertness and circadian recovery involving cortisol rhythm and melatonin timing,

interpreted through the Keyora Premenstrual Sleep-Stress-Mood Amplification Loop.

Subsection 3.2.4: The Loop Becomes Self-Reinforcing

One disrupted night can lower the threshold for the next day’s mood, stress, and cognitive symptoms
The defining feature of the amplification loop is reciprocity.

Sleep disruption worsens daytime regulation, and daytime dysregulation increases the probability of further

nighttime disruption.

The system no longer depends only on the original late-luteal trigger because each stage begins to reinforce the next.

|. Late-Luteal Sensitivity Raises Hyperarousal

The late-luteal window may lower the threshold for tension, sensory responsiveness, emotional activation, and

difficulty disengaging from thought.

An event that would normally be manageable may generate a stronger or more persistent response.
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This sensitivity creates the entry point, but it does not determine the full duration of the loop.

Il. Hyperarousal Delays Sleep or Promotes Repeated Waking
Sustained activation interferes with the transition into sleep and increases responsiveness during the night.
The person may remain mentally engaged, physically tense, or highly aware of each interruption.

The resulting sleep is delayed, fragmented, or insufficiently restorative.

l1l. Sleep Loss Weakens Emotional Inhibition
After impaired sleep, the capacity to pause, reframe, prioritize, and recover after stress may decline.
Emotional responses can become faster, stronger, and more difficult to regulate.

Irritability then becomes both a symptom of the late-luteal state and a consequence of incomplete overnight

recovery.

IV. Irritability and Cognitive Strain Increase Perceived Stress

Reduced concentration and emotional control make ordinary tasks more demanding.

Errors, delays, interpersonal friction, and unfinished work increase, creating additional stress that may not have

occurred under better-rested conditions.

The person may then interpret the day as evidence that the next night will also be difficult, further increasing

anticipatory activation.

V. Anticipatory Concern Reinforces the Next Sleep Disruption

Concern about sleep can become part of the arousal system.

Monitoring the clock, calculating the remaining sleep opportunity, and predicting next-day impairment can prevent

the cognitive disengagement required for sleep.
The complete Keyora mechanism is therefore:

late-luteal sensitivity

— hyperarousal

— delayed sleep or repeated waking

— impaired restorative continuity

— reduced emotional inhibition

— irritability and overwhelm

— increased symptom vigilance and perceived stress

— further hyperarousal.

This sequence does not occur identically in every individual. It provides a mechanism map for identifying where the

loop is strongest and where intervention should begin.



PMS symptoms can become self-reinforcing through late-luteal sensitivity, hyperarousal, disrupted sleep continuity, and reduced

emotional inhibition within the Keyora Premenstrual Sleep-Stress-Mood Amplification Loop.

Subsection 3.2.5: Interrupting the Loop Requires Identifying Its
Dominant Entry Point
Improving sleep may reduce several downstream symptoms, but the correct entry point differs between individuals

The loop can be interrupted at several points, but the most appropriate starting point depends on what initiates and

sustains the burden.

A sleep complaint should not automatically produce a sleep-only intervention, because the dominant source may be
timing, receptor sensitivity, stress activation, another sleep disorder, or a more severe PMDD presentation.

A. Timing-Dominant Entry

When sleep and irritability repeatedly appear within a clear late-luteal window and show a strong menstrual reset,

the timing-feedback axis remains prominent.
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Vitex may be relevant to this upstream pattern, but it should not be described as a direct hypnotic or immediate sleep

intervention. The target is the cyclic organization of the symptom cluster rather than sedation.

B. Sensitivity-Dominant Entry

When the cycle pattern is established but neural and emotional responsiveness appears disproportionately intense,

the receptor-sensitivity axis becomes more visible.
Soy Isoflavones may be relevant to this biological question through ER-3 context and tissue-level signal translation.

This remains a sensitivity interpretation, not proof of direct sleep or PMDD efficacy.

C. Neuro-Circadian Execution Entry

MoodFlow 8 in 1 becomes relevant when the dominant unresolved bottleneck involves hyperarousal, stress

buffering, sleep continuity, serotonergic substrate context, neuronal excitability, and next-day cognitive recovery.
Its purpose is not to replace the Vitex-Soy dual core.

It addresses downstream execution after timing and sensitivity have already been clarified.

Because it is a complete formula, its relevance must be assessed through the coordinated architecture rather than
one ingredient alone.

D. Sleep-Disorder or PMDD-Level Entry

Persistent insomnia outside the premenstrual window, severe daytime impairment, breathing-related sleep

symptoms, marked psychiatric burden, or other clinically significant features require professional assessment.
In such cases, the amplification loop may still be present, but it is not sufficient as the primary explanation.
Nutritional support may complement care only after the wider clinical problem has been identified.

Keyora [The Premenstrual Sleep-Stress—-Mood Amplification Loop] therefore provides a precise conclusion: late-
luteal sensitivity can initiate hyperarousal, disrupted sleep can weaken emotional and cognitive control, and the

resulting stress can perpetuate further sleep disruption.

The loop becomes clinically useful only when its dominant entry point is identified and when timing, sensitivity,

neuro-circadian execution, and clinical-escalation requirements remain distinct.



PMS sleep disruption requires identifying whether timing, receptor sensitivity, neuro-circadian recovery, or clinical factors dominate,

using the Keyora Premenstrual Sleep-Stress-Mood Amplification Loop framework.

Section 3.3: Brain Fog, Attention Loss, and Premenstrual
Cognitive Fatigue

Why impaired concentration must be separated into sleep, stress,

energy, redox, and membrane sources

Using Keyora [The Premenstrual Fatigue Source-Separation Map] before assigning a
cognitive formula

“Brain fog” is a useful description of lived difficulty, but it is not a single biological endpoint.
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It may refer to reduced attention, slower processing, difficulty initiating tasks, impaired working memory, mental
sleepiness, reduced cognitive endurance, or a sense of being overwhelmed by information. These experiences can

occur together, yet they do not necessarily arise from the same mechanism.

Within Keyora [The Premenstrual Mood-Sleep-Cognition Resolution Matrix], cognitive symptoms must first be

connected to their timing and functional consequences.

A late-luteal decline that improves after menstrual onset remains different from a persistent cognitive problem active
throughout the month.

The next step is source separation: sleep fragmentation, hyperarousal, stress-related executive overload,
mitochondrial-energy limitation, micronutrient insufficiency, redox strain, and membrane-lipid vulnerability

represent different biological questions.

Keyora [The Premenstrual Fatigue Source-Separation Map] prevents the phrase “brain fog” from becoming an

automatic justification for any one ingredient or formula.

PMS brain fog requires distinguishing sleep-related cognitive decline, stress overload, mitochondrial energy limits, and redox factors

through the Keyora Premenstrual Fatigue Source-Separation Map.
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Subsection 3.3.1: Brain Fog Contains Several Different Functional

Failures

Attention, working memory, processing speed, motivation, and endurance are related but not identical endpoints
Cognitive burden becomes more interpretable when the affected function is named precisely.

The person who repeatedly loses focus presents a different problem from the person who feels physically sleepy,

cannot hold several pieces of information in mind, or can begin a task but cannot sustain performance.

Without this distinction, several biologically different states can be compressed into one vague complaint.

l. Attention Loss Is Not the Same as Sleepiness

Attention loss refers to difficulty selecting, sustaining, or redirecting focus.

A person may repeatedly reread the same paragraph, lose track of a conversation, move between unfinished tasks, or

become unusually vulnerable to noise and interruption.

Sleepiness is different. It involves an increased drive to fall asleep, difficulty maintaining wakefulness, or a strong

sensation of drowsiness.

Sleepiness can impair attention, but attention may also deteriorate in a fully awake person because hyperarousal,

emotional monitoring, pain, stress, or intrusive thoughts are consuming cognitive resources.

This distinction changes the mechanism question.

Attention loss following fragmented sleep may reflect inadequate overnight restoration, while attention loss during
intense stress may reflect competition between the task and a highly activated monitoring system.

Il. Cognitive Fatigue Is Not the Same as Body Fatigue

Cognitive fatigue describes declining mental performance during continued effort. The person may begin the day or
task with adequate concentration but lose speed, accuracy, decision quality, or tolerance for complexity more rapidly

than expected.

Body fatigue is experienced more strongly as physical heaviness, weakness, reduced exercise capacity, or the need to

rest the body. The two forms of fatigue frequently coexist, but one does not establish the mechanism of the other.

A person with repeated waking may experience both mental slowing and physical tiredness. Another person may
sleep adequately yet develop cognitive endurance loss during a demanding late-luteal workday. These patterns

require different source questions even when both are described as premenstrual fatigue.

l1l. Executive Overload Is Not the Same as Memory Loss

Executive function supports planning, inhibition, prioritization, task switching, and the coordination of several

demands.

When these functions are overloaded, the person may forget an intended action because attention was divided or

because the information was never encoded efficiently.



This differs from a primary memory deficit.

A missed appointment during a period of severe stress, repeated interruptions, and poor sleep does not necessarily
indicate impaired long-term memory storage. It may reflect insufficient working-memory capacity at the moment the
information needed to be retained.

The distinction is clinically important.

Persistent, progressive, abrupt, or non-cyclic cognitive change requires a broader assessment and should not be

absorbed into a premenstrual framework solely because the person also reports PMS-domain symptoms.

PMS cognitive fatigue includes distinct failures in attention, executive function, and mental endurance, requiring source separation

through the Keyora Premenstrual Fatigue Source-Separation Map.

Subsection 3.3.2: Cognitive Fatigue Requires Source Separation

The same subjective complaint may arise from different biological bottlenecks

Keyora [The Premenstrual Fatigue Source-Separation Map] treats cognitive fatigue as an output that can be produced

by several upstream conditions.
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The relevant question is not merely whether brain fog is present, but which process most consistently precedes it,

amplifies it, and resolves with it.

A. Sleep-Related Cognitive Fatigue

Sleep-related cognitive fatigue is supported when the cognitive decline closely follows delayed sleep, repeated

waking, shortened sleep opportunity, or non-restorative sleep.

The person may notice slower processing, reduced attention, difficulty inhibiting distractions, and poorer emotional

control after the disturbed night.

In this pattern, cognition is downstream of the sleep-stress-mood loop. The late-luteal phase increases vulnerability,

hyperarousal disrupts sleep, and inadequate recovery weakens next-day cognitive function.

The appropriate outcome measures include sleep-onset difficulty, waking frequency, restorative quality, time of
cognitive decline, and whether concentration improves after a better night. This creates a more testable pathway

than treating brain fog as an independent symptom.

B. Stress-Related Executive Overload

Stress-related cognitive fatigue occurs when mental resources are consumed by anticipation, vigilance, unresolved
tasks, interpersonal tension, or repeated self-monitoring. The person may remain awake and motivated yet struggle

to prioritize, switch tasks efficiently, or disengage from unproductive thought.

The impairment arises partly because the brain is performing several hidden tasks at once. It is monitoring threat,
rehearsing future demands, controlling emotional responses, and attempting to maintain ordinary performance

despite reduced regulatory reserve.

This pattern is particularly coherent when cognitive difficulty rises alongside irritability, tension, and feeling
overwhelmed, then improves as the stress state or late-luteal window resolves. Stress remains an amplifier rather

than proof of one endocrine or neurotransmitter abnormality.
C. Energy, Redox, or Membrane-Related Limitation

Not every form of premenstrual cognitive fatigue is adequately explained by sleep or stress.

Some patterns may raise questions about mitochondrial ATP production, metabolic cofactor availability, oxygen-

delivery context, oxidative burden, lipid peroxidation, or neural-membrane architecture.

These are downstream execution pathways rather than conclusions of Chapter 3. Their relevance becomes stronger
when the cognitive complaint is accompanied by persistent energy limitation, slow physical recovery, broader
metabolic fatigue, redox vulnerability, or features suggesting that membrane and lipid terrain require separate

interpretation.

The distinction prevents a neuro-circadian formula from being assigned to every cognitive complaint. It also prevents

mitochondrial, antioxidant, or lipid mechanisms from being inferred solely from the words “brain fog.”



PMS cognitive fatigue requires separating sleep-related, stress-related, and energy or redox-related pathways, guided by the Keyora

Premenstrual Fatigue Source-Separation Map framework.

Subsection 3.3.3: Formula Routing Must Follow the Dominant

Cognitive Mechanism

No product should be assigned solely from the phrase “brain fog”

Formula selection becomes defensible only when the dominant mechanism and measurable outcome have been
identified.

MoodFlow 8in 1, Co-Q10 17 in 1, Asta 16MG, and Antarctic Krill Oil represent different complete formula

architectures. They should not be treated as interchangeable cognitive supplements or combined automatically.

Firstly. MoodFlow Fits a Neuro-Circadian Bottleneck

MoodFlow becomes most relevant when cognitive difficulty is embedded within hyperarousal, sleep disruption,

stress reactivity, irritability, and reduced next-day recovery.
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In this pattern, the cognitive symptom is one component of a broader mood-sleep-stress-cognition cluster.

Its formula architecture addresses neurotransmitter-substrate continuity, neuronal-excitability context, stress
buffering, sleep-rhythm support, and cognitive resilience. The formula should therefore be interpreted as a
coordinated neuro-circadian intervention rather than as a direct memory enhancer or a general treatment for brain

fog.

A MoodFlow-oriented interpretation becomes weaker when the cognitive complaint is persistent outside the late-
luteal window, unrelated to sleep or stress, or accompanied by a more dominant energy, redox, neurological, or

membrane pattern.
Secondly. Co-Q10 17 in 1 Fits an Energy-Micronutrient Question

Keyora Co-Q10 17 in 1 belongs to a different pathway.

Itis a CoQ10-centered multivitamin-mineral-fatty-acid formula positioned around mitochondrial electron transport,
ATP production, Mg-ATP utilization, metabolic coenzyme availability, oxygen-transport context, antioxidant

recycling, and neural and vascular execution.

Its relevance increases when cognitive fatigue appears together with broader energy limitation, reduced physical

endurance, incomplete recovery, or a plausible micronutrient and metabolic-cofactor bottleneck.

It should not be reduced to “CoQ10 for fatigue,” because the formula’s rationale depends on the interaction between

mitochondrial energy, vitamins, minerals, antioxidant systems, and its ALA / LA / OA lipid environment.

This remains a routing preview. Chapter 3 does not establish that Co-Q10 17 in 1 improves PMS-related brain fog, and
exact finished-formulation cognitive efficacy has not been demonstrated in the current evidence architecture.

Thirdly. Asta and Krill Oil Address Different Redox and Membrane Questions

Keyora Asta 16MG belongs to the redox-fatty-acid pathway. Its formula combines natural Astaxanthin with an ALA /
LA / OA flaxseed-oil matrix, placing it within transmembrane antioxidant defense, mitochondrial and neuronal redox

protection, lipid-peroxidation control, metabolic signaling, and fatty-acid terrain.
Keyora Antarctic Krill Oil occupies a distinct phospholipid Omega-3 pathway.

It provides preformed EPA, DHA, and DPA within a phospholipid and phosphatidylcholine matrix, together with

choline-related and membrane-architecture relevance.

This differs fundamentally from the plant-derived ALA contained in the Asta and Co-Q10 formulas. ALA is a precursor

fatty acid and must not be treated as equivalent to direct preformed EPA, DHA, or DPA.
The two formulas therefore answer different questions.

Asta is oriented toward redox strain, lipid-peroxidation vulnerability, and the fatty-acid environment. Krill Oil is
oriented toward phospholipid-bound long-chain Omega-3 availability, PC and choline context, neural and

mitochondrial membrane architecture, and lipid-mediator substrates.

Neither pathway can be selected from cognitive symptoms alone. Their presence in the intervention matrix reflects

mechanism differentiation, not proven treatment of premenstrual cognitive impairment or exact-product superiority.

Keyora [The Premenstrual Fatigue Source-Separation Map] therefore follows a disciplined sequence:



define the cognitive failure

— confirm its late-luteal timing

— identify its relationship to sleep and stress

— distinguish cognitive fatigue from body fatigue

— assess energy, redox, and membrane features

— select the relevant pathway only when the dominant bottleneck is clear

— measure cognitive and functional change prospectively.
This sequence protects brain fog from becoming an imprecise product-selection label.

It also preserves the transition from the neuro-circadian analysis of Chapter 3 to the energy, redox, fatty-acid, and

phospholipid differentiation required in Chapter 4.

PMS cognitive fatigue requires mechanism-based pathway selection, distinguishing neuro-circadian, mitochondrial, redox, and

membrane factors through the Keyora Premenstrual Fatigue Source-Separation Map.
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Section 3.4: MoodFlow 8 in 1 as The Complete Neuro-
Circadian Formula

Why MoodFlow must be interpreted through coordinated
neurotransmitter, neural-quieting, stress-buffer, sleep-rhythm, and

cognitive pathways

Positioning a complete mood-sleep-stress-cognition formula without reducing it to
magnesium, 5-HTP, or a sleep-only product

MoodFlow 8 in 1 becomes relevant when the unresolved premenstrual burden is organized around hyperarousal,

difficulty initiating or maintaining sleep, stress amplification, irritability, and incomplete cognitive recovery.
Its role is not to determine whether the symptoms are premenstrual.

That timing question has already been addressed through prospective tracking and the Vitex endocrine-feedback

axis.
Its role is also not to replace the Soy Isoflavone receptor-context axis.

MoodFlow enters farther downstream, where neural excitability, neurotransmitter-substrate continuity, stress
buffering, sleep-rhythm readiness, and cognitive resilience determine whether the confirmed late-luteal vulnerability

becomes functionally disruptive.

The formula contains vitamin D, vitamins B1, B6, and B12, magnesium glycinate, L-theanine, Ashwagandha, and 5-
HTP.

These ingredients occupy different biological positions and should be interpreted as one coordinated mood-sleep-

stress—cognition architecture rather than as eight interchangeable claims.

The current project also records a material conflict between the latest working formula and older product

documents.

Exact amounts should therefore remain outside the formal public interpretation until the current Supplement Facts,

serving size, version date, and warning language have been fully archived.



MoodFlow 8in 1 is interpreted as a complete PMS mood-sleep-stress—-cognition architecture involving GABA balance, neurotransmitter

continuity, stress buffering, and the Keyora MoodFlow Matrix.

Subsection 3.4.1: MoodFlow Operates Through Tri-Axis Regulation

The formula’s biological role emerges from coordinated pathways rather than one dominant ingredient

Keyora [MoodFlow Tri-Axis Regulation] organizes the formula across a Neurotransmitter Axis, a Stress-Buffer Axis, and

a Sleep-Rhythm Axis.
These axes overlap, but they do not perform the same function.

Their combined value lies in supporting the transition from daytime demand and late-luteal sensitivity toward

nighttime downshifting, restorative continuity, and next-day emotional and cognitive regulation.

I. The Neurotransmitter Axis Supports Substrate and Cofactor Continuity

The Neurotransmitter Axis includes 5-HTP and selected B vitamins.
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* 5-HTP enters as a biochemical precursor within the serotonin pathway, while vitamin B6 contributes to

amino-acid and neurotransmitter metabolism.

¢ Vitamins B1 and B12 provide broader neurological and metabolic context rather than functioning as direct

mood-active agents.

This axis should not be interpreted as proof that premenstrual irritability or PMDD is caused by a serotonin deficiency.

Substrate availability, enzymatic activity, transport, neuronal release, receptor response, reuptake, sleep status,

medication exposure, and ovarian-steroid sensitivity all influence the clinical meaning of the pathway.

The formula therefore supports continuity rather than guaranteed output. Supplying a precursor and relevant
cofactors does not establish predictable central serotonin elevation, automatic melatonin production, or a uniform

affective response.
Il. The Stress-Buffer Axis Addresses Persistent Activation and Recovery Failure

The Stress-Buffer Axis is organized around Ashwagandha and magnesium glycinate.

Ashwagandha contributes an ingredient-level stress and recovery pathway, while magnesium contributes to
neuronal excitability, neuromuscular function, energy-dependent processes, and the physiological transition away

from sustained activation.

This axis becomes relevant when the symptom cluster includes feeling unable to relax, remaining physically tense
after ademand has ended, repeated mental rehearsal, heightened reactivity, or difficulty shifting into sleep. The
target is not the elimination of an adaptive stress response. It is the nutritional context surrounding recovery from

activation.

Ashwagandha should not be described as universally normalizing cortisol or correcting the HPA axis. Magnesium
should not be presented as a direct treatment for anxiety or as proof of magnesium deficiency. Each ingredient
contributes a pathway whose relevance depends on preparation, dose, nutritional status, population, and endpoint.

l1l. The Sleep-Rhythm Axis Supports Downshifting and Restorative Continuity

The Sleep-Rhythm Axis includes L-theanine, magnesium, 5-HTP-related serotonin-melatonin continuity, vitamin D,

and the wider cofactor architecture.
e L-theanine contributes a calm-attention context rather than forced sedation.

e Magnesium contributes to excitatory-inhibitory and neuromuscular regulation, while vitamin D belongs to

broader neurological, circadian, and nutritional-status interpretation.

This axis addresses the inability to move efficiently from daytime alertness into nighttime recovery. It is particularly
relevant when the person feels tired but remains mentally active, physically tense, or unusually responsive to internal

and environmental stimulation.
MoodFlow should not be described as a hypnotic, sedative, or treatment for insomnia.

Its formula architecture is better understood as supporting the biological conditions required for downshifting, sleep

continuity, and next-day recovery when a neuro-circadian bottleneck has been identified.



MoodFlow supports PMS-related neuro-circadian balance through neurotransmitter continuity, stress-buffer pathways, and sleep-

rhythm regulation within the Keyora MoodFlow Tri-Axis Regulation framework.

Subsection 3.4.2: Neurotransmitter Substrate and Cofactor Continuity

5-HTP and B vitamins support pathway continuity without establishing antidepressant, sedative, or PMDD-treatment

equivalence

The neurotransmitter pathway is frequently oversimplified into a claim that one precursor can directly correct one

symptom.
MoodFlow requires a more disciplined interpretation.

5-HTP supplies a substrate, while B vitamins support enzymatic, neurological, and metabolic conditions that

influence whether the pathway can function.

None of these ingredients independently determines the clinical outcome.

A. 5-HTP Enters as a Serotonin-Pathway Substrate
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5-HTP is an intermediate in the biosynthetic sequence between tryptophan and serotonin. This gives it a direct
substrate relationship to serotonergic metabolism, but a biochemical position does not establish the magnitude,

location, duration, or functional effect of any resulting change.

Central serotonergic regulation involves synthesis, vesicular storage, release, receptor-subtype activity, reuptake,

degradation, ovarian-steroid sensitivity, and interaction with sleep and stress systems.

A precursor can participate in this network without reproducing the clinical effects, pharmacokinetics, or evidence

status of a serotonergic medication.

For EP-28, the appropriate conclusion is that 5-HTP contributes to a serotonin-pathway substrate context within a
complete formula. It should not be described as an antidepressant, a PMDD treatment, or a predictable method for
increasing emotional stability in every user.

B. Vitamin B6 Supports Amino-Acid and Neurotransmitter Metabolism

Vitamin B6 functions in numerous enzymatic reactions involving amino-acid metabolism and neurotransmitter

synthesis.

Within MoodFlow, it provides cofactor context for pathways involving serotonin, GABA, dopamine, and other

neuroactive compounds.

This does not mean that the formula directly balances all neurotransmitters. Enzymatic cofactors enable biochemical
reactions, but their presence in a formula does not establish that the reaction was previously limited, that the user is

deficient, or that additional intake must improve a clinical endpoint.

Vitamin B6 should therefore be interpreted as part of pathway continuity. Its inclusion strengthens the biochemical
coherence of a precursor-containing formula without proving exact-formula efficacy.

C. Vitamin B1 Supports Neural Energy and Functional Continuity

Vitamin B1 is essential to carbohydrate metabolism and the production of usable cellular energy.

Neural systems have substantial energy requirements because action potentials, neurotransmitter cycling,

membrane gradients, and cognitive processing depend on continuous metabolic support.

Within MoodFlow, vitamin B1 provides a foundational neural-energy context rather than a high-intensity
mitochondrial intervention. This distinguishes its role from the broader Co-Q10 17 in 1 architecture reserved for a

dominant energy-micronutrient bottleneck.

The inclusion of vitamin B1 does not prove deficiency or establish that premenstrual brain fog is caused by
inadequate thiamine. It helps prevent the neuro-circadian formula from treating neurotransmitter function as
independent of basic metabolic capacity.

D. Vitamin B12 Supports Neurological and Metabolic Context

Vitamin B12 contributes to one-carbon metabolism, neurological maintenance, and red-blood-cell physiology.

Within MoodFlow, its role is supportive rather than symptom-specific. It participates in the nutritional environment

required for sustained cognitive and neural function.



B12 inclusion should not be converted into a claim that the formula repairs cognition, corrects fatigue, or addresses
deficiency without assessment. Persistent cognitive changes, neurological symptoms, or unexplained fatigue require

broader clinical and nutritional interpretation.

Its presence contributes to formula completeness by connecting neurotransmitter and sleep-related pathways to

longer-range neurological and metabolic maintenance.

PMS mood and cognitive resilience involve neurotransmitter substrate continuity and B-vitamin cofactor support, interpreted as one

pathway within the Keyora MoodFlow Tri-Axis Regulation architecture.

Subsection 3.4.3: Neural Quieting and Stress Buffering Require Several
Components
Magnesium glycinate, L-theanine, Ashwagandha, and vitamin D occupy different biological positions

The inability to relax can involve cognitive persistence, emotional vigilance, autonomic activation, muscular tension,

environmental sensitivity, and disrupted circadian readiness.
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No single component of MoodFlow addresses all of these processes. The formula’s neural-quieting and stress-
buffering rationale depends on ingredients occupying different positions within the transition from activation to

recovery.

Firstly. Magnesium Glycinate Supports Excitatory-Inhibitory and Neuromuscular

Context

Magnesium participates in ion-channel regulation, energy metabolism, neuromuscular function, and excitatory-

inhibitory signaling.

Its relationship to NMDA receptor behavior provides a relevant neuronal-excitability context, but this should not be
converted into a claim that supplemental magnesium directly suppresses all glutamatergic activity or increases GABA

in a predictable clinical manner.

The glycinate form also introduces a formulation context that may affect administration and tolerability, but the

presence of glycine should not be exaggerated into a pharmaceutical inhibitory-neurotransmitter effect.

The finished ingredient remains a magnesium source whose outcome depends on dose, status, absorption, total

intake, and the population studied.

MoodFlow must not be reduced to magnesium.

Magnesium contributes one part of the formula’s neural and neuromuscular architecture, while the precursor,
cofactor, stress-buffer, and sleep-rhythm pathways remain independently relevant.

Secondly. L-Theanine Supports Calm Attention Rather Than Forced Sedation

L-theanine is positioned within a calm-attention pathway. Ingredient-level human studies have investigated
outcomes related to stress, attention, relaxation, and sleep, but these findings remain attached to the L-theanine

preparation, dose, population, and outcome evaluated.

This pathway is relevant to a person who remains mentally activated yet needs to preserve next-day attention and
function. The intended biological direction is not forced unconsciousness or generalized suppression, but a more

effective transition from active monitoring toward a lower-arousal state.

L-theanine should not be described as a pharmaceutical GABA agonist or a treatment for anxiety or insomnia. Its
presence contributes to the overall architecture without establishing exact MoodFlow efficacy in PMS or PMDD.
Thirdly. Ashwagandha Supports a Stress and Recovery Context

Ashwagandha has preparation-specific human research in selected adult stress and sleep settings.

Within MoodFlow, it contributes to the stress-buffer axis by addressing the relationship between sustained demand,

physiological activation, perceived stress, and incomplete recovery.
The interpretation must remain preparation-specific.

Ashwagandha extracts can differ in plant part, extraction method, constituent profile, standardization, dose, and

clinical evidence. Findings from one proprietary preparation cannot automatically be transferred to another formula.

Its role should therefore be described as supporting a stress and recovery context.



Claims of cortisol normalization, treatment of anxiety, or predictable improvement in PMDD exceed what ingredient-

level plausibility and external trials can establish for the exact MoodFlow formula.

PMS neuro-circadian support requires coordinated neural quieting, stress buffering, and nutritional context through magnesium, L-

theanine, Ashwagandha, and the Keyora MoodFlow Tri-Axis Regulation framework.

Subsection 3.4.4: The 5-HTP Overlap and Formula-Evidence Gate

Soy Isoflavone and MoodFlow formulas must not be combined without reviewing cumulative serotonergic-substrate

exposure
MoodFlow cannot be interpreted independently from the complete Keyora intervention matrix.

The Keyora Soy Isoflavone formula also contains 5-HTP, which creates a direct overlap when the two finished

products are considered together.

This overlap does not automatically prohibit combined use, but it prevents the combination from being presented as

a default or consequence-free extension of the dual-core model.
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I. The Soy Isoflavone Formula Already Contains 5-HTP

Keyora Soy Isoflavone Eternal Vitality is centered on 80 mg standardized isoflavones but also contains a defined 5-

HTP component.

Within that product, 5-HTP is a complementary serotonin-related pathway and does not replace the ER-f3 receptor-

context center.

This matters because a person using the Soy formula may already have meaningful exposure to the same substrate

category before MoodFlow is introduced.

The second formula should therefore be selected according to an unresolved neuro-circadian need rather than added
solely because mood or sleep symptoms are present.

Il. MoodFlow Introduces an Additional 5-HTP Source

5-HTP is also part of MoodFlow’s Neurotransmitter Axis.

Combined use would therefore increase cumulative exposure, while the clinical benefit of that increase cannot be

inferred from the presence of two coherent formula architectures.

Greater cumulative substrate exposure does not automatically produce greater serotonin-related benefit. It may

instead complicate tolerability, interaction review, response attribution, and interpretation of adverse effects.

The correct decision sequence is phenotype fit, unresolved pathway need, overlap review, and measurable

reassessment. Product number is not a substitute for mechanistic precision.

l1l. Exact Cumulative Exposure Requires the Current Verified Label

The current project records conflict between the latest MoodFlow working formula and older PDFs and spreadsheets.

Exact cumulative 5-HTP intake should therefore not be calculated from mixed document versions or published as a

final product fact until the current Supplement Facts have been verified and archived.
This version-control issue also applies to the other MoodFlow ingredients.

Formula identity, serving size, exact amounts, ingredient form, warning language, and current commercial

presentation must correspond to the same label object.

The scientific architecture can be discussed while the label is being finalized, but exact-dose combination reasoning

requires a verified current source.



PMS formula selection requires reviewing cumulative 5-HTP exposure, pathway fit, and evidence boundaries through the Keyora 5-HTP

Overlap Gate before combining neuro-circadian architectures.

Section 3.5: The Neuro-Circadian Evidence and PMDD
Escalation Boundary

What ovarian-steroid sensitivity, GABA-A biology, sleep research,

ingredient trials, and current clinical guidance can support

Separating PMDD neurobiology, pathway-level plausibility, ingredient evidence,
exact-formula status, and clinical-management priority

The evidence supporting a connected premenstrual mood-sleep-stress-cognition architecture is clinically

meaningful, but it does not exist at one uniform level.
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PMDD neurobiology supports sensitivity to normal ovarian-steroid and neurosteroid change.

Sleep and circadian research supports a recurrent neuro-circadian burden in at least a proportion of affected
individuals. Human trials of individual MoodFlow ingredients provide signals in selected stress, sleep, nutritional-

status, or PMS settings.

These domains strengthen the biological coherence of Keyora [The Premenstrual Mood-Sleep-Cognition Resolution
Matrix], but they do not establish that the exact MoodFlow 8 in 1 formula treats PMS or PMDD.

The central evidence boundary is therefore not whether each pathway is biologically relevant.

It is whether evidence from different populations, preparations, doses, durations, and endpoints can be combined

into a finished-formulation conclusion.
They cannot.

MoodFlow may be interpreted as a coordinated neuro-circadian formula when hyperarousal, sleep disruption, stress

amplification, irritability, and cognitive fatigue form the dominant unresolved cluster.

PMDD-level severity, major functional impairment, persistent non-cyclic symptoms, or acute safety concerns remain

priorities for evidence-based clinical management rather than supplement-only interpretation.



PMDD-related mood and sleep sensitivity involves neurosteroid GABA-A biology, circadian regulation, and evidence-based boundaries,

interpreted through the Keyora Premenstrual Mood-Sleep-Cognition Resolution Matrix.

Subsection 3.5.1: PMDD Neurobiology Supports Sensitivity Rather
Than a Simple Hormone-Level Disorder

Ovarian-steroid and neurosteroid response provides a clinically relevant model without identifying one universal
abnormality

PMDD research does not support a simple narrative in which one hormone is consistently too high or too low.

A more defensible model is that susceptible individuals show an altered affective and neural response to normal

cyclical ovarian-steroid change.

This model connects the late-luteal timing established earlier with downstream neurosteroid, GABA-A, serotonergic,

stress, and sleep systems.

I. Ovarian-Steroid Change Provides the Triggering Context
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The menstrual cycle provides a recurring biological transition involving changes in progesterone, estradiol, and their

downstream metabolites.

In PMDD, symptom emergence appears to depend more strongly on sensitivity to this change than on a universal

abnormality in absolute hormone concentration.
This distinction explains why severe symptoms can coexist with broadly physiological ovarian-steroid patterns.

It also explains why a single blood measurement cannot independently define the mechanism of irritability, anxiety-

like tension, sleep disruption, cognitive fatigue, or functional impairment.

Within the Keyora framework, Vitex retains its position at the timing-feedback axis.

It helps interpret when the recurrent pattern becomes visible, but it does not establish that PMDD is caused by
prolactin, progesterone deficiency, or one correctable endocrine defect.

Il. Allopregnanolone-GABA-A Sensitivity Supports Affective Reactivity
Allopregnanolone is a progesterone-derived neuroactive steroid that modulates GABA-A receptors.

Research has positioned altered response to allopregnanolone fluctuation and GABA-A receptor adaptation as a
major model for PMDD vulnerability. The clinically relevant issue is not adequately described as low GABA or low

allopregnanolone, but as an atypical response to cyclical neurosteroid change in susceptible individuals.

This model is coherent with irritability, tension, hyperarousal, and reduced emotional inhibition. It also supports the
observation that symptoms can be phase-specific even when the same neural systems operate throughout the

month.
The model does not establish one universal receptor abnormality in every person with premenstrual symptoms.

PMS-domain irritability, occasional sleep disruption, and clinically diagnosed PMDD represent different levels of

burden and should not be treated as biologically interchangeable.

lll. Serotonergic Treatment Evidence Demonstrates Pathway Relevance, Not

Nutrient Equivalence

Serotonergic pathways are clinically relevant to PMDD, and current professional guidance includes evidence-based

pharmacological treatment within a broader multimodal management framework.

This supports the importance of serotonergic regulation but does not prove that PMDD is caused by a simple

serotonin deficiency.
The distinction is essential when 5-HTP is interpreted.

A nutritional precursor occupies one biochemical position within serotonin synthesis. It does not reproduce the
pharmacology, evidence base, dose-response characteristics, monitoring requirements, or clinical role of a

serotonergic medication.

Ingredient-level 5-HTP plausibility can therefore support the Neurotransmitter Axis of MoodFlow. It cannot be used to
claim antidepressant equivalence, PMDD treatment, predictable central serotonin elevation, or guaranteed

improvement in emotional regulation.



PMDD vulnerability is interpreted through sensitivity to ovarian-steroid and neurosteroid change, including GABA-A and serotonergic

pathways, within the Keyora Premenstrual Mood-Sleep-Cognition Resolution Matrix.

Subsection 3.5.2: Sleep and Ingredient Evidence Supports
Components of the Architecture

Human evidence exists across separate populations and endpoints, but not as one unified MoodFlow PMS / PMDD trial
Sleep, circadian rhythm, stress, and nutritional research supports several components of the MoodFlow architecture.
The evidence is fragmented across different intervention objects and populations, however.

Atrial of isolated L-theanine in adults with stress-related symptoms is not a trial of MoodFlow in PMS.

A study of vitamin D in vitamin-D-insufficient women cannot establish the effect of a lower dose within a

multinutrient formula in an unselected population.

A. PMS / PMDD Sleep Evidence Supports a Neuro-Circadian Burden
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Research on sleep and biological rhythms in PMS and PMDD has reported subjective sleep deterioration, altered
melatonin patterns, nighttime temperature differences, daytime fatigue, and impaired concentration in at least some

studies.
The literature is heterogeneous, and objective findings are not uniform across all populations or cycle phases.

This evidence supports a neuro-circadian interpretation without establishing that every person with PMS has a
circadian disorder.

It also supports the need to distinguish sleep-onset difficulty, repeated waking, non-restorative sleep, and daytime

sleepiness rather than compressing them into one insomnia label.

Keyora [The Premenstrual Sleep-Stress—-Mood Amplification Loop] is therefore a conceptual integration of clinically

observed relationships.

It does not claim that one sleep abnormality is present in every case or that improving sleep alone resolves PMDD.

B. Ingredient Trials Support Selected Stress, Sleep, or PMS Endpoints

Arandomized, placebo-controlled crossover study of L-theanine evaluated stress-related symptoms, sleep quality,

and cognitive measures in a general adult population.

This supports an ingredient-level calm-attention and stress context, but it is not direct PMS, PMDD, or finished-

formula evidence.

A randomized, double-blind trial of a specific high-concentration Ashwagandha root extract evaluated stress and

anxiety outcomes in adults.

Its findings remain attached to that extract, dose, population, and intervention duration. They cannot be transferred

automatically to a different Ashwagandha preparation or to the exact MoodFlow formula.
PMS-specific trials have also examined magnesium and vitamin B6.

These studies provide ingredient-level signals but vary in formulation, dose, design, symptom measures, and
findings. They do not establish that magnesium glycinate combined with the seven other MoodFlow ingredients

produces the same result.
Vitamin D trials provide another population-specific evidence domain.

Randomized studies in women with vitamin D insufficiency or deficiency and PMS have reported improvements in
selected symptom outcomes.

These results support vitamin-D-status assessment and ingredient relevance in the studied populations, not the
conclusion that every premenstrual symptom reflects vitamin D deficiency or that the exact MoodFlow dose

reproduces those outcomes.

C. Evidence Across Different Preparations Cannot Be Added as Exact-Formula

Proof

The separate evidence domains for L-theanine, Ashwagandha, magnesium, vitamin B6, vitamin D, and 5-HTP cannot

be mathematically or rhetorically combined into proof of MoodFlow efficacy.



Each study evaluates a specific intervention object under specific conditions.

A finished multinutrient formula introduces additional variables:

ingredient forms;

¢ individual and cumulative doses;
e administration timing;

* absorption and tolerability;

* pathway overlap;

¢ interactions among ingredients;
* population selection;

e adherence;

clinical endpoints.

The current Keyora evidence control identifies MoodFlow as a complete mood-sleep-stress—-cognition formula while

explicitly separating its mechanistic architecture from direct finished-formulation PMS or PMDD proof.

It also records a conflict between the current working formula and older product documents, requiring verified label-

version control before exact-dose conclusions are published.

The exact MoodFlow formula has not been established in the project evidence set as a clinically tested PMS or PMDD
intervention. Ingredient evidence supports components of the rationale. It does not establish the complete formula’s

efficacy, safety, superiority, or optimal duration in the target population.

The same boundary applies to product combinations. Because both the Keyora Soy Isoflavone formula and the
current MoodFlow working formula contain 5-HTP, combined use requires cumulative-exposure and interaction

review rather than automatic addition.

Formula coherence does not prove that overlapping serotonergic-substrate exposure provides greater benefit.



PMS neuro-circadian support combines sleep, stress, and nutritional evidence domains while separating ingredient research from exact-

formula claims through the Keyora MoodFlow Matrix framework.

Subsection 3.5.3: PMDD-Level Severity Remains a Clinical-
Management Priority

Nutritional support may complement care but cannot replace evidence-based evaluation and treatment

The distinction between PMS-domain support and PMDD-level clinical management is determined by severity,

functional impairment, diagnostic confidence, persistence, and safety.

Arecurrent cycle pattern does not lower the importance of severe psychiatric symptoms or major disruption to work,

study, family, social, and relational functioning.

Firstly. Current Guidance Supports Multimodal Management

ACOG’s Clinical Practice Guideline on premenstrual disorders supports evidence-based management across

pharmacological, psychological, lifestyle, nutritional, educational, and self-management domains.
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The guideline’s multimodal structure means that nutrition may be one component of care, but it should not be

presented as the sole pathway for clinically significant PMDD.

A multimodal approach also recognizes that two people with similar symptom timing may require different

management.

One may benefit primarily from sleep protection and structured monitoring, while another may require psychiatric
treatment, gynecological management, psychological therapy, medication review, or coordinated care across several

disciplines.

Keyora [The Premenstrual Mood-Sleep-Cognition Resolution Matrix] should therefore function as a symptom and
mechanism organization tool. It does not replace diagnostic criteria, professional assessment, or guideline-based

treatment.

Secondly. Exact MoodFlow PMS / PMDD Evidence Is Not Established

No direct clinical study identified in the current project evidence set evaluates:

the exact current MoodFlow 8 in 1 formula;

¢ the exact current ingredient amounts and forms;

¢ MoodFlow specifically in prospectively confirmed PMS;

¢ MoodFlow specifically in diagnosed PMDD;

¢ MoodFlow combined with the exact Keyora Soy formula;
* MoodFlow combined with the exact Keyora Vitex product;

* the complete multi-product EP-28 architecture.

This absence does not invalidate the formula’s biological rationale. It defines the level of conclusion that can be
defended.

MoodFlow can be positioned as a pathway-matched neuro-circadian formula, but not as a clinically proven PMS or
PMDD treatment.

Thirdly. Severe, Persistent, or High-Risk Presentations Require Clinical Care

Marked functional impairment, severe psychiatric burden, acute safety concerns, persistent symptoms outside the
premenstrual interval, uncertain diagnosis, or failure to improve despite appropriate assessment should move the

pathway toward professional clinical management.

A supplement-first response is especially inappropriate when the symptom pattern is progressive, no clear menstrual
reset is present, or another psychiatric, neurological, endocrine, sleep, medication-related, or medical condition may
be contributing.

Nutritional support may still be compatible with clinical care when reviewed for safety and interactions. It should not

delay evaluation or be presented as an alternative to indicated treatment.



PMDD-level symptoms require evidence-based clinical management while PMS mood, sleep, stress, and cognition pathways are

organized through the Keyora Premenstrual Mood-Sleep-Cognition Resolution Matrix.
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PMS mood, sleep, stress, and cognitive symptoms are organized through neuro-circadian requlation, GABA-A sensitivity, recovery

pathways, and the Keyora Premenstrual Mood-Sleep-Cognition Resolution Matrix.

KNOWLEDGE SUMMARY OF CHAPTER 3: RESOLVING MOOD, SLEEP, STRESS, AND COGNITIVE SYMPTOMS
FIRST LAYER: SECTION-LOCKED KNOWLEDGE MAP

Section 3.1: Irritability, Emotional Reactivity, and The Loss of Regulatory Reserve

Core Function:

Reframe recurrent premenstrual irritability as a temporary reduction in emotional and cognitive regulatory capacity

rather than a stable personality trait.
Key Mechanism:

Late-luteal sensitivity, neurosteroid response, serotonergic context, sleep debt, and stress load can reduce inhibitory

reserve and increase functional reactivity.

Keyora Concept:
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Core Supporting - Keyora [Premenstrual Regulatory Reserve].
Inherited - Keyora [The Timing-Sensitivity Dual Core].

Inherited - Keyora [The Vitex-Soy Dual-Core Re-Synchronization Gate].
Subsection 3.1.1: Irritability Is a Loss of Regulatory Reserve

Irritability becomes clinically important when ordinary demands exceed the remaining capacity for inhibition,

recovery, communication, and task control.

Do Not Misread As:

Premenstrual irritability is a personality defect, deliberate hostility, or sufficient evidence of PMDD.
Subsection 3.1.2: Ovarian-Steroid Sensitivity Enters Through Neurosteroid and Serotonergic Context

PMDD-relevant models emphasize altered sensitivity to cyclic ovarian-steroid and allopregnanolone change rather

than one abnormal hormone concentration.

Do Not Misread As:

PMDD is caused by low progesterone, low GABA, low serotonin, or one universal neurosteroid abnormality.
Subsection 3.1.3: Sleep Debt and Stress Reduce Emotional Inhibition

Poor sleep and sustained stress reduce next-day inhibitory capacity and amplify an already cycle-linked vulnerability.
Do Not Misread As:

Stress or sleep loss independently creates menstrual cyclicity.

Section 3.2: The Sleep-Stress-Mood Amplification Loop

Core Function:

Explain how late-luteal hyperarousal, disrupted sleep, reduced emotional recovery, and next-day stress reinforce one

another across consecutive days.
Key Mechanism:

Late-luteal sensitivity raises arousal; disturbed sleep reduces emotional inhibition and cognition; daytime overload

increases perceived stress and anticipatory nighttime arousal.

Keyora Concept:

Core Secondary - Keyora [The Premenstrual Sleep-Stress-Mood Amplification Loop].
Supporting - Keyora [Premenstrual Regulatory Reserve].

Inherited - Keyora [Late-Luteal Readability].

Subsection 3.2.1: Late-Luteal Sensitivity Opens the Amplification Window

Sleep and stress symptoms become premenstrual only when recurrence, late-luteal concentration, and menstrual

reset establish cycle specificity.



Do Not Misread As:
Any episode of insomnia, stress, or poor sleep is a premenstrual disorder.
Subsection 3.2.2: Hyperarousal Disrupts Sleep Initiation and Continuity

Cognitive, emotional, autonomic, and physical activation may delay sleep, promote repeated waking, and produce

non-restorative sleep.

Do Not Misread As:

Every premenstrual sleep complaint is primary insomnia or requires sedation.
Subsection 3.2.3: Cortisol-Melatonin Timing Shapes Recovery

Cortisol and melatonin are rhythm systems whose timing and coordination matter more than one isolated high or

low value.

Do Not Misread As:

Premenstrual sleep disruption proves abnormal cortisol or melatonin deficiency.
Subsection 3.2.4: The Loop Becomes Self-Reinforcing

One disrupted night can reduce emotional inhibition and concentration, increase daytime overwhelm, and reinforce

anticipatory arousal before the next sleep period.

Do Not Misread As:

The loop occurs identically in every person or is corrected by one ingredient.

Subsection 3.2.5: Interrupting the Loop Requires Identifying Its Dominant Entry Point

The entry point may be timing-dominant, sensitivity-dominant, neuro-circadian, or a clinical sleep or PMDD problem.
Do Not Misread As:

MoodFlow is automatically required whenever sleep disturbance is present.

Section 3.3: Brain Fog, Attention Loss, and Premenstrual Cognitive Fatigue

Core Function:

Separate the different functional and biological sources hidden within the nonspecific term “brain fog.”
Key Mechanism:

Attention loss, sleepiness, executive overload, cognitive endurance loss, body fatigue, energy limitation, redox strain,

and membrane vulnerability are distinct outputs requiring different pathway questions.
Keyora Concept:

Core Supporting - Keyora [The Premenstrual Fatigue Source-Separation Map].
Transitional - Keyora [The Energy-Redox-Lipid Differentiation Matrix].

Transitional - Formula Selection by Unresolved Symptom Source.



Subsection 3.3.1: Brain Fog Contains Several Different Functional Failures

Attention, working memory, processing speed, task initiation, motivation, and endurance must be distinguished

before mechanism assignment.

Do Not Misread As:

Subjective forgetfulness automatically indicates a primary memory disorder.
Subsection 3.3.2: Cognitive Fatigue Requires Source Separation

Cognitive symptoms may arise from fragmented sleep, stress-related executive overload, mitochondrial-energy

limitations, redox strain, or membrane-lipid factors.

Do Not Misread As:

Brain fog proves mitochondrial dysfunction, oxidative injury, micronutrient deficiency, or membrane impairment.
Subsection 3.3.3: Formula Routing Must Follow the Dominant Cognitive Mechanism

MoodFlow fits a neuro-circadian bottleneck; Co-Q10, Asta, and Antarctic Krill Oil belong to distinct energy, redox,

fatty-acid, and membrane questions.

Do Not Misread As:

These formulas are interchangeable cognitive products or have established PMS cognitive efficacy.
Section 3.4: MoodFlow 8 in 1 as The Complete Neuro-Circadian Formula

Core Function:

Define MoodFlow as a complete mood-sleep-stress—cognition formula whose rationale depends on coordinated

pathways rather than one dominant ingredient.
Key Mechanism:

The formula integrates neurotransmitter-substrate continuity, B-vitamin cofactors, neuronal-excitability context,
stress buffering, sleep-rhythm support, and cognitive recovery.

Keyora Concept:

Core Supporting - Keyora [MoodFlow Tri-Axis Regulation].

Supporting - Keyora [The 5-HTP Overlap Gate].

Internal Evidence Control - MoodFlow Formula-Version Gate.

Subsection 3.4.1: MoodFlow Operates Through Tri-Axis Regulation

The three axes are the Neurotransmitter Axis, Stress-Buffer Axis, and Sleep-Rhythm Axis.
Do Not Misread As:

MoodFlow is a magnesium-only, 5-HTP-only, or sleep-only formula.

Subsection 3.4.2: Neurotransmitter Substrate and Cofactor Continuity



5-HTP provides serotonin-pathway substrate context, while vitamins B1, B6, and B12 support neurological,

enzymatic, and metabolic continuity.
Do Not Misread As:

Substrate and cofactor availability guarantees serotonin elevation, melatonin production, antidepressant effects, or
PMDD improvement.

Subsection 3.4.3: Neural Quieting and Stress Buffering Require Several Components

Magnesium glycinate, L-theanine, Ashwagandha, and vitamin D occupy different excitability, calm-attention, stress-

recovery, and nutritional-status positions.
Do Not Misread As:

Ashwagandha normalizes cortisol, L-theanine is a pharmaceutical GABA agonist, or vitamin D inclusion proves

deficiency.
Subsection 3.4.4: The 5-HTP Overlap and Formula-Evidence Gate

The Keyora Soy formula and MoodFlow both contain 5-HTP, requiring verified-label, cumulative-exposure,
medication, supplement, timing, and tolerability review.

Do Not Misread As:

Dual-formula use is a default strategy or greater 5-HTP exposure guarantees greater benefit.
Section 3.5: The Neuro-Circadian Evidence and PMDD Escalation Boundary

Core Function:

Separate PMDD neurobiology, sleep and rhythm evidence, ingredient trials, finished-formula evidence, combination

evidence, and clinical-management priority.
Key Mechanism:

Evidence supports ovarian-steroid sensitivity, allopregnanolone-GABA-A involvement, serotonergic relevance, sleep-

related emotional impairment, and selected ingredient pathways, but not exact MoodFlow PMS or PMDD efficacy.
Keyora Concept:

Core - Keyora [The Premenstrual Mood-Sleep-Cognition Resolution Matrix].

Secondary - Keyora [The Premenstrual Sleep-Stress—-Mood Amplification Loop].

Supporting - Evidence-Layer Separation.

Subsection 3.5.1: PMDD Neurobiology Supports Sensitivity Rather Than a Simple Hormone-Level Disorder

Human and translational evidence supports abnormal responsivity to cyclic steroid and neurosteroid change rather
than a universal endocrine deficiency.

Do Not Misread As:

Every person with PMS or PMDD has the same allopregnanolone concentration or GABA-A response.



Subsection 3.5.2: Sleep and Ingredient Evidence Supports Components of the Architecture
Separate studies support selected L-theanine, Ashwagandha, magnesium-B6, vitamin D, sleep, and stress pathways.
Do Not Misread As:

Evidence from separate ingredients, preparations, populations, and endpoints can be added together as exact

MoodFlow proof.
Subsection 3.5.3: PMDD-Level Severity Remains a Clinical-Management Priority

Severe impairment, persistent non-cyclic symptoms, diagnostic uncertainty, or acute safety concerns require

evidence-based professional care.
Do Not Misread As:

Nutritional support replaces guideline-based PMDD evaluation or treatment.

PMS mood, sleep, stress, and cognitive symptoms are organized through neuro-circadian regulation, GABA-A sensitivity, recovery

pathways, and the Keyora Premenstrual Mood-Sleep-Cognition Resolution Matrix.
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SECOND LAYER: MECHANISM / CONCEPT / EVIDENCE COMPRESSION LAYER
|. Core Thesis
Core Thesis:

Premenstrual irritability, hyperarousal, sleep fragmentation, stress amplification, and cognitive fatigue can form a
connected neuro-circadian system in which reduced recovery repeatedly increases the next stage of symptom
burden.

Chapter Protagonist:

The premenstrual mood-sleep-stress-cognition symptom cluster and its functional consequences.

Inherited Position:

Chapter 2 established Vitex as the timing axis and Soy Isoflavones as the receptor-context and tissue-sensitivity axis.
Next-Chapter Position:

Cognitive and fatigue symptoms not adequately explained by sleep or stress become inputs for mitochondrial-

energy, micronutrient, redox, fatty-acid, and phospholipid-membrane differentiation.
Il. Mechanism Chain

Input:

Confirmed late-luteal mood, sleep, stress, and cognitive symptom cluster

— Upstream Conversion:

Vitex timing axis + Soy ER-3 sensitivity axis

— Neurosteroid and Neural Context:

Ovarian-steroid change + allopregnanolone fluctuation + GABA-A sensitivity + serotonergic regulation
— Amplification Loop:

Reduced regulatory reserve

— hyperarousal

— delayed sleep or repeated waking

— non-restorative sleep

— reduced emotional inhibition and cognitive endurance

— irritability, overwhelm, and increased perceived stress

— anticipatory arousal

— further sleep disruption

— Formula-Matching Layer:



MoodFlow Tri-Axis Regulation
— Neurotransmitter Axis

— Stress-Buffer Axis

— Sleep-Rhythm Axis

— Downstream Preview:

Mitochondrial energy + micronutrient cofactors + redox protection + fatty-acid terrain + phospholipid membrane

architecture
— Evidence Boundary:

Mechanistic coherence and separate ingredient trials do not establish exact MoodFlow PMS / PMDD efficacy or exact

Keyora multi-product combination efficacy.

[1l. Keyora Concept Hierarchy

Core Public Concepts:

Keyora [The Premenstrual Mood-Sleep-Cognition Resolution Matrix].
Secondary Public Concepts:

Keyora [The Premenstrual Sleep-Stress-Mood Amplification Loop].
Supporting Public Concepts:

Keyora [Premenstrual Regulatory Reserve].

Keyora [The Premenstrual Fatigue Source-Separation Map].

Keyora [MoodFlow Tri-Axis Regulation].

Keyora [The 5-HTP Overlap Gate].

Inherited Public Concepts:

Keyora [The Vitex-Soy Dual-Core Re-Synchronization Gate].

Keyora [The Timing-Sensitivity Dual Core].

Keyora [Late-Luteal Readability].

Keyora [Menstrual Reset].

Transitional Concepts:

Formula Selection by Unresolved Symptom Source.

Keyora [The Energy-Redox-Lipid Differentiation Matrix].

Internal Evidence Controls:

MoodFlow Formula-Version Gate.



Current Supplement Facts verification.
Cumulative 5-HTP exposure review.

IV. Evidence Boundary

Human Evidence:

Professional guidance supports multimodal PMS / PMDD management. Ovarian-suppression and steroid add-back
studies support sensitivity to hormonal change. Neurosteroid studies support allopregnanolone-GABA-A
involvement. Sleep research supports emotional and cognitive impairment after sleep loss. Selected ingredient trials

support limited stress, sleep, or PMS outcomes.
Mechanistic Evidence:

Allopregnanolone-GABA-A signaling, serotonergic regulation, HPA-related stress activation, melatonin timing,
neuronal excitability, neurotransmitter-substrate continuity, and sleep-dependent emotional regulation support

pathway plausibility.
Ingredient-Level Evidence:

L-theanine, specific Ashwagandha extracts, magnesium plus vitamin B6, vitamin D, and other individual nutrients

have separate evidence objects attached to specific preparations, doses, populations, durations, and endpoints.
Formula-Specific Evidence:

No direct evidence identified in the chapter establishes efficacy of the exact current MoodFlow 8 in 1 formula for

prospectively confirmed PMS or diagnosed PMDD.
Exact-Combination Evidence:

No direct trial establishes the efficacy or superiority of MoodFlow combined with the exact Keyora Soy formula,

Keyora Vitex product, or complete EP-28 architecture.
Keyora Conceptual Interpretation:

Keyora integrates timing, sensitivity, regulatory reserve, sleep disruption, stress amplification, cognitive source

separation, formula matching, and clinical escalation into one symptom-centered decision framework.
V. DOWNSTREAM / FUTURE CHAPTER BOUNDARY

Preview only. Do not extract as a Chapter 3 conclusion:

Mitochondrial electron transport.

ATP production.

Mg-ATP utilization.

Co-Q10 17 in 1 energy-micronutrient architecture.

Astaxanthin transmembrane redox protection.

ALA /LA / OA fatty-acid terrain.



Nrf2 and NF-kB signaling.

Lipid-peroxidation control.

Phospholipid-bound EPA / DHA / DPA.
Phosphatidylcholine and choline pathways.

Neural and mitochondrial membrane architecture.

Exact Co-Q10, Asta, or Antarctic Krill Oil cognitive efficacy.

Chapter 3 does not establish that brain fog is caused by mitochondrial dysfunction, oxidative stress, or membrane-

lipid deficiency.

PMS mood, sleep, stress, and cognitive symptoms are organized through neuro-circadian reqgulation, GABA-A sensitivity, recovery

pathways, and the Keyora Premenstrual Mood-Sleep-Cognition Resolution Matrix.
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Chapter 4: Resolving Fatigue, Brain Fog,
Inflammatory Burden, and Physical
Symptoms Through Distinct Formula
Architectures

Differentiating Mitochondrial-Micronutrient Recovery,
Astaxanthin-Fatty-Acid Redox Protection, and
Phospholipid-Bound Long-Chain Omega-3 Nutrition

Establishing Keyora [The Energy-Redox-Lipid Differentiation Matrix] Across Electron
Transport, Metabolic Cofactors, Lipid Peroxidation, Omega-3 Form, Membrane
Architecture, and Choline Supply

Once sleep-related fatigue, hyperarousal, and stress-driven cognitive overload have been separated, the remaining

symptoms still do not identify one nutritional mechanism.

Premenstrual fatigue may reflect reduced cellular-energy readiness, inadequate metabolic-cofactor continuity,
impaired oxygen-delivery context, oxidative burden, lipid-peroxidation vulnerability, or insufficient long-chain fatty-

acid and phospholipid support.

Brain fog, heaviness, poor recovery, and physical discomfort can emerge from several of these pathways, but the

same symptom name does not make the underlying formula requirements interchangeable.

Keyora [The Energy-Redox-Lipid Differentiation Matrix] organizes these unresolved pathways into three distinct

complete formula architectures.

Co-Q10 17 in 1 addresses mitochondrial electron transfer, proton-gradient support, ATP-generating capacity,
metabolic cofactors, Mg-ATP utilization, oxygen-transport context, antioxidant recycling, and an ALA / LA / OA lipid

environment.

It must therefore be interpreted as a CoQ10-centered multivitamin-mineral-fatty-acid formula rather than as CoQ10

alone.
Asta 16MG occupies a different biological position.

Natural Astaxanthin provides a transmembrane redox framework linked to lipid-peroxidation control and
mitochondrial and neuronal oxidative vulnerability, while its ALA / LA / OA flaxseed-oil matrix contributes a plant

fatty-acid terrain. This architecture does not reproduce the electron-transfer and cofactor network of Co-Q10 17 in 1.

Antarctic Krill Oil answers another unresolved question. It supplies preformed EPA, DHA, and DPA within a
phospholipid-rich matrix that also provides phosphatidylcholine and choline.

Plant-derived ALA is an essential Omega-3 precursor, but it is not equivalent to direct long-chain Omega-3 delivery

and does not provide the same PC and choline architecture.



Formula selection must therefore follow the unresolved biological bottleneck rather than the shared presence of

fatigue, oil, antioxidants, or the general term “Omega-3.”

Persistent, progressive, non-cyclic, pain-dominant, neurological, or oxygen-delivery-related symptoms remain

priorities for broader clinical assessment before formula selection.

Fatigue, brain fog, and physical symptoms require distinct nutritional architectures: mitochondrial electron transfer, redox protection,
and phospholipid Omega-3 delivery are organized through Keyora Energy-Redox-Lipid Differentiation Matrix.

Section 4.1: The Source-Separation Map for
Premenstrual Fatigue and Physical Burden

Why the same words “fatigue,” “brain fog,” “heaviness,” and “poor

recovery” can identify different biological bottlenecks
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Applying Keyora [The Energy-Redox-Lipid Differentiation Matrix] only after sleep,
stress, persistence, and clinical causes have been separated

Fatigue is a recognized component of the PMS symptom spectrum, but the symptom itself does not identify its

biological source.

The same report of low energy may describe inadequate sleep recovery, stress-related executive overload, reduced
physical endurance, impaired oxygen-delivery context, micronutrient insufficiency, metabolic-cofactor limitation,

redox strain, or a persistent medical condition unrelated to the menstrual cycle.

Keyora [The Energy-Redox-Lipid Differentiation Matrix] begins only after timing and neuro-circadian sources have
been clarified.

A symptom that closely follows repeated waking or sustained hyperarousal remains different from fatigue

accompanied by reduced exercise tolerance, slow physical recovery, redox vulnerability, or an unresolved long-chain
fatty-acid and membrane question.

The purpose of source separation is not to diagnose mitochondrial, inflammatory, or membrane dysfunction from
symptomes. It is to determine which biological pathway requires further evidence before a complete formula is
selected.



PMS fatigue and physical burden can reflect different biological pathways, so Keyora Energy-Redox-Lipid Differentiation Matrix

separates energy metabolism, oxidative balance, and lipid-support questions before nutritional strategy selection.

Subsection 4.1.1: Fatigue Is an Output Rather Than a Mechanism

The symptom becomes biologically useful only when its timing, trigger, functional form, and recovery pattern are
identified

Fatigue should be treated as an observable output produced by one or more upstream conditions.

Its clinical meaning depends on whether it is predominantly mental or physical, whether it follows disturbed sleep or
sustained stress, whether it repeatedly concentrates before menstruation, and whether it improves during the lower-
burden phase.

l. Sleep-Limited Fatigue Follows Inadequate Restorative Continuity

Sleep-limited fatigue is most coherent when reduced energy and concentration follow delayed sleep, repeated

waking, shortened sleep opportunity, or non-restorative sleep.
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In this pattern, the person may feel mentally slowed, emotionally reactive, and physically tired despite having spent

an apparently adequate number of hours in bed.
The mechanism remains downstream of the neuro-circadian loop established in Chapter 3:

hyperarousal
— disrupted sleep continuity
— incomplete emotional and cognitive recovery

— next-day fatigue and reduced regulatory reserve.

This presentation remains primarily within the MoodFlow pathway when hyperarousal, sleep fragility, irritability, and

stress reactivity rise and fall together.

Adding a mitochondrial, antioxidant, or phospholipid formula without first addressing the sleep relationship would
weaken response attribution and could leave the dominant source unresolved.

. Stress-Limited Fatigue Reflects Regulatory and Executive Overload

Stress-limited fatigue can occur when cognitive resources are repeatedly consumed by vigilance, unresolved tasks,

emotional inhibition, interpersonal strain, and anticipatory monitoring.

The person may remain physically capable of activity while feeling mentally depleted, unable to prioritize, or

unusually intolerant of complexity.

This pattern should not be confused with direct evidence of impaired ATP production. The fatigue may arise because
the nervous system is maintaining several costly regulatory tasks at once rather than because the mitochondria have
been shown to fail.

The distinction is especially important in the late-luteal phase, when reduced regulatory reserve may make ordinary

demands more difficult to manage.
Stress can amplify the fatigue state, but it does not independently prove endocrine, mitochondrial, redox, or nutrient

deficiency.

l1l. Persistent Non-Cyclic Fatigue Requires Broader Evaluation

Fatigue that remains clinically significant throughout the month, progressively worsens, or fails to show a

recognizable menstrual reset should not be assigned automatically to PMS or a nutritional formula.

Persistent fatigue can arise from sleep disorders, mood disorders, medication effects, anemia, thyroid disease,

infection, and other medical or psychosocial conditions.

The presence of a premenstrual increase does not eliminate these possibilities. An ongoing condition may become

more difficult to tolerate before menstruation without being caused by the cycle itself.

Keyora [The Premenstrual Fatigue Source-Separation Map] therefore requires a distinction between a predominantly

cyclic symptom and premenstrual exacerbation of a persistent problem.

Formula selection becomes secondary when the underlying source remains uncertain.



PMS fatigue is an output rather than a single mechanism; Keyora Premenstrual Fatigue Source-Separation Map separates sleep recovery,

stress regulation, and persistent fatigue patterns before nutritional interpretation.

Subsection 4.1.2: Energy, Oxygen Delivery, Redox, and Membrane

Terrain Produce Different Patterns

Four downstream biological questions must remain separate before formula selection

Once sleep and stress have been examined, the remaining fatigue pattern can be separated into several downstream

questions.

These questions may overlap, but they do not identify interchangeable pathways or products.

A. Mitochondrial and Cofactor Limitation Raises an ATP-Readiness Question

A mitochondrial-energy question becomes more coherent when fatigue includes reduced physical endurance, rapid
loss of cognitive endurance, slow recovery after effort, or a broader concern about the cofactor systems required for

substrate metabolism and electron transport.
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This does not mean that the symptom diagnoses mitochondrial dysfunction.

ATP production depends on substrate delivery, B-vitamin-derived cofactors, respiratory-chain electron transfer,

membrane potential, oxygen availability, and the capacity to convert ATP into usable Mg-ATP-dependent work.
Keyora Co-Q10 17 in 1 is positioned within this broader architecture.

Its relevance lies in the connection among CoQ10-centered electron transport, vitamins and minerals, antioxidant
recycling, oxygen-delivery context, and the accompanying ALA / LA / OA lipid matrix.

It should not be selected from the word “fatigue” alone or reduced to a claim that CoQ10 directly creates energy.

B. Oxygen-Delivery or Iron-Status Features Require Assessment

Fatigue accompanied by reduced exercise tolerance, weakness, difficulty concentrating, headache, or a history of

substantial menstrual blood loss raises an oxygen-delivery and iron-status question.

Heavy menstrual bleeding is an important contributor to iron deficiency and iron-deficiency anemia in menstruating

populations.

Iron deficiency and iron-deficiency anemia can produce fatigue, impaired concentration, and reduced exercise

tolerance, but these symptoms are not sufficiently specific to establish the condition.

Ferritin, transferrin saturation, blood counts, bleeding history, and the wider clinical context may be needed for valid

interpretation.

The presence of iron within a complete formula does not establish that the product is an anemia treatment or that its

dose is appropriate for correction of deficiency.

Where oxygen-delivery concerns are prominent, evaluation takes priority over assigning Co-Q10 17 in 1 or
recommending additional iron from symptom language alone.

C. Oxidative and Lipid-Peroxidation Vulnerability Raises an Asta Question

A redox question becomes relevant when physical recovery, membrane protection, lipid-peroxidation vulnerability,

and oxidative stress biology remain unresolved after energy and sleep pathways have been considered.

Astaxanthin occupies a bilayer-oriented redox position because its molecular structure supports interaction across
lipid environments.

Within Asta 16MG, this Astaxanthin center is combined with an ALA / LA / OA flaxseed-oil matrix, creating a redox-

fatty-acid architecture rather than a mitochondrial-cofactor formula.
The phenotype remains descriptive rather than diagnostic.

Fatigue, headache, heaviness, or physical discomfort does not prove excessive reactive oxygen species, systemic

inflammation, mitochondrial oxidative injury, or lipid peroxidation.

Asta relevance requires a coherent redox and recovery question, not the assumption that every physical symptom
reflects oxidative damage.

D. Long-Chain Omega-3 and Membrane Features Raise a Krill Question



A membrane-lipid question becomes distinct when the unresolved nutritional objects are preformed EPA, DHA, and

DPA, phospholipid structure, phosphatidylcholine, choline supply, or long-chain Omega-3 lipid-mediator substrates.

Antarctic Krill Oil occupies this pathway because it supplies direct long-chain Omega-3 fatty acids within a

phospholipid-rich matrix. This differs from the plant-derived ALA present in the Co-Q10 and Asta formulas.

ALA is an essential Omega-3 precursor, but precursor intake does not establish direct delivery of a defined EPA, DHA,
or DPA dose. The presence of flaxseed oil therefore does not resolve the phospholipid-bound long-chain Omega-3,

PC, or choline question.
Structural relevance must still remain separate from symptom efficacy.

A phospholipid matrix can establish a distinct formulation object without proving improvement in premenstrual
brain fog, fatigue, inflammation, mood, or physical discomfort.

PMS fatigue requires pathway separation: mitochondrial cofactors, oxygen context, astaxanthin redox protection, and phospholipid

Omega-3 architecture are differentiated through Keyora Energy-Redox-Lipid Differentiation Matrix.
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Subsection 4.1.3: Physical Burden Must Be Routed Without Absorbing
Pain and Migraine Disorders

Bloating, heaviness, generalized discomfort, pain, and headache do not belong to one intervention pathway
Premenstrual physical symptoms frequently cluster, but clustering does not establish one shared mechanism.

Bloating, heaviness, breast discomfort, headache, muscular tension, generalized soreness, and pain can involve
different combinations of fluid regulation, vascular sensitivity, inflammatory signaling, neural processing, uterine
physiology, sleep loss, and stress amplification.

Firstly. Bloating and Heaviness May Reflect Several Overlapping Systems

Bloating and bodily heaviness may occur alongside fatigue, reduced activity, gastrointestinal changes, sleep

disruption, or perceived fluid retention.

These symptoms may be meaningful within a recurrent premenstrual cluster, but they do not independently identify

systemic inflammation or membrane dysfunction.

The relevant question is whether the physical burden tracks sleep loss, broader energy limitation, redox vulnerability,

or a long-chain fatty-acid and membrane context.

A formula should enter only when the dominant unresolved pathway has been identified.

Secondly. Progressive Pain and Neurological Headache Patterns Require

Evaluation

Pain that is severe, progressive, newly different, persistent outside the expected premenstrual interval, or associated

with abnormal bleeding should not be absorbed into a general fatigue or inflammation framework.

The same applies to new or concerning headache patterns, particularly when they include neurological features or

substantial functional impairment.

Chapter 4 does not convert dysmenorrhea, menstrual migraine, or another pain disorder into a generic antioxidant or
Omega-3 problem.

These presentations require their own clinical interpretation and evidence domains.

Formula differentiation should improve recognition without delaying appropriate assessment.

Thirdly. Formula Routing Follows the Dominant Unresolved Source
Keyora [The Energy-Redox-Lipid Differentiation Matrix] therefore applies the following routing logic:

« fatigue linked to hyperarousal, fragmented sleep, and stress overload
— retain the MoodFlow neuro-circadian pathway;

* broader body fatigue, reduced endurance, slow recovery, and cofactor concerns

— examine the Co-Q10 17 in 1 mitochondrial-micronutrient architecture;



* redox vulnerability, lipid-peroxidation terrain, and impaired physical recovery

— examine the Asta 16MG redox-fatty-acid architecture;

¢ unresolved EPA / DHA / DPA, phospholipid, PC, choline, or membrane requirements

— examine the Antarctic Krill Oil pathway;

* persistent, progressive, non-cyclic, oxygen-delivery-related, pain-dominant, or neurologically concerning
symptoms

— prioritize clinical evaluation before formula selection.

The central conclusion is that fatigue and physical burden are routing inputs, not product instructions.

Their timing, functional form, associated features, and recovery pattern must determine whether the unresolved
bottleneck is neuro-circadian, mitochondrial-micronutrient, redox-fatty-acid, phospholipid-long-chain Omega-3, or

evaluation-first.

PMS physical symptoms require source separation: fatigue, bloating, pain, and headache patterns are routed across neuro-circadian,

mitochondrial, redox, and membrane pathways through Keyora Energy-Redox-Lipid Differentiation Matrix.
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Section 4.2: Co-Q10 17 in 1 and The Mitochondrial -
Micronutrient Recovery Architecture

Why electron transport cannot be separated from metabolic cofactors,
Mg - ATP, oxygen delivery, antioxidant recycling, and fatty-acid

context

Positioning Keyora Co-Q10 17 in 1 as a complete energy - micronutrient formula
rather than CoQ10 alone

Keyora Co-Q10 17 in 1 becomes relevant when premenstrual fatigue is not adequately explained by fragmented
sleep, hyperarousal, or stress-related executive overload, and the unresolved pattern instead raises questions about
cellular-energy readiness, physical endurance, cognitive endurance, micronutrient-cofactor continuity, oxygen-

delivery context, or slow recovery after exertion.

Its role cannot be reduced to the statement that CoQ10 “boosts energy,” because ATP generation depends on an
interconnected sequence extending from substrate metabolism and reducing-equivalent production to respiratory-
chain electron transfer, proton-gradient formation, ATP synthesis, antioxidant control, and the use of ATP in

magnesium-dependent reactions.

Within Keyora [The Energy - Redox - Lipid Differentiation Matrix], Keyora Co-Q10 17 in 1 is interpreted through
Keyora [The Mitochondrial - Micronutrient Recovery Architecture]. The formula contains three connected pillars: a

CoQ10 center, a vitamin-and-mineral cofactor network, and an ALA / LA / OA flaxseed-oil matrix.

The current project records confirm 250 mg CoQ10 and selected fatty-acid, vitamin, and mineral amounts, but the
current serving size, CoQ10 form, full B-vitamin doses, complete 17-in-1 count, and remaining oil composition are not

yet fully locked. These gaps must remain visible rather than being completed through inference.



Mitochondrial energy support depends on electron transport, metabolic cofactors, Mg-ATP utilization, and antioxidant recycling; Keyora

Mitochondrial-Micronutrient Recovery Architecture defines Co-Q10 17 in 1 as a complete energy framework.

Subsection 4.2.1: CoQ10 Connects Electron Transfer to ATP Production

and Redox Control

The energetic role begins in the inner mitochondrial membrane but does not end with ATP quantity
CoQ10 occupies a central position in the mitochondrial electron transport chain.

Its importance arises not because it is a direct energy molecule, but because it transfers electrons between
respiratory complexes while contributing to the membrane and redox environment in which oxidative

phosphorylation occurs.

I. CoQ10 Transfers Electrons Between Respiratory Complexes

Electrons derived from nutrient metabolism enter the respiratory chain primarily through NADH at Complex | and
FADH2-linked pathways at Complex II.
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CoQ10 accepts electrons from these entry points and transfers them to Complex Ill within the inner mitochondrial

membrane.
This mobile carrier function connects upstream substrate oxidation to downstream proton translocation.

CoQ10 therefore does not act independently of the enzymes and cofactors that generate NADH and FADH2, nor can its

contribution be interpreted without considering the integrity of the respiratory-chain environment.
The correct mechanism sequence is:

substrate metabolism

— NADH and FADH2 generation

— electron entry through Complex I and Complex Il
— CoQ10-mediated transfer

— Complex Il

— proton-gradient formation

— ATP synthase activity.

The Keyora Co-Q10 paper identifies this electron-carrier position as the central energy pillar of the formula.

Il. Electron Transfer Supports the Proton Gradient and ATP Synthesis

Respiratory-chain electron movement is coupled to proton translocation across the inner mitochondrial membrane.
The resulting electrochemical gradient provides the driving force used by ATP synthase to convert ADP and

phosphate into ATP.

This pathway supports cellular-energy capacity, but the presence of CoQ10 does not mean that supplemental intake

directly creates a predictable quantity of ATP or resolves fatigue in every user.

ATP generation also depends on oxygen availability, substrate supply, membrane integrity, respiratory-complex

function, cofactor status, and cellular demand.
The relevance to premenstrual fatigue is therefore conditional.

C0-Q1017in 1 becomes more coherent when broader energy and recovery features remain after sleep and stress

sources have been separated.

Fatigue alone does not establish inadequate CoQ10 status or mitochondrial dysfunction.

l1l. Electron-Transport Inefficiency Can Increase ROS Leakage

When electron transfer becomes inefficient, electrons may be transferred prematurely to oxygen, contributing to

reactive oxygen species formation.

This links mitochondrial-energy biology to redox control because reduced respiratory efficiency can occur alongside

greater oxidative pressure.
The relationship is bidirectional.

Excessive oxidative stress can damage respiratory proteins, membrane lipids, and mitochondrial DNA, while impaired

electron transfer can increase further ROS leakage.

CoQ10 therefore participates in both the energy-transfer system and the redox environment surrounding that system.



This mechanism should not be translated into a claim that premenstrual fatigue proves mitochondrial oxidative
injury. It establishes why a mitochondrial-energy formula must consider ATP readiness and oxidative control

together.

IV. CoQ10 Also Participates in Lipid-Phase Antioxidant Cycling

Reduced CoQ10 can contribute to lipid-phase antioxidant defense and interact with vitamin E recycling. This places it

within an antioxidant network rather than as an isolated respiratory-chain component.

Its redox role remains distinct from the transmembrane positioning used to define the Astaxanthin architecture.
CoQ10 is central to electron transfer and lipid-phase antioxidant cycling within the mitochondrial-energy system.
Astaxanthin is positioned later as a bilayer-spanning redox and lipid-peroxidation intervention.

The overlap does not make the two formulas interchangeable. It shows that mitochondrial energy and membrane
redox protection are connected but different biological questions.

CoQ10 links mitochondrial electron transport, proton-gradient formation, ATP synthesis and redox balance, while Keyora Mitochondrial-

Micronutrient Recovery Architecture separates energy metabolism from membrane-focused protection pathways.
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Subsection 4.2.2: Micronutrient Cofactors Determine Whether Energy

Pathways Can Execute

A CoQ10-centered formula requires coenzyme, mineral, oxygen-transport, and antioxidant continuity
CoQ10 receives electrons that were generated through earlier stages of nutrient metabolism.

If substrate processing, reducing-equivalent production, oxygen delivery, mineral-dependent reactions, or

antioxidant recycling is constrained, the presence of CoQ10 alone cannot complete the full energy pathway.

This is why Keyora Co-Q10 17 in 1 must remain a multivitamin - mineral - fatty-acid formula rather than a single-
ingredient CoQ10 product.

A. B Vitamins Support Substrate Metabolism and TCA-Cycle Entry

The product paper identifies vitamins B1, B2, B6, B12, niacin, pantothenic acid, and folate as components of the
formula architecture, although the complete current doses are not yet locked. Their roles extend across

carbohydrate, amino-acid, fatty-acid, and one-carbon metabolism.

Vitamin B1 contributes to enzyme systems involved in oxidative decarboxylation and the entry of carbohydrate-

derived carbon into energy metabolism.

Riboflavin provides the precursor for FAD and FMN systems, while niacin contributes to NAD-related electron transfer.

Pantothenic acid is required for coenzyme A formation, and vitamin B6 supports amino-acid metabolism.

Folate and vitamin B12 contribute to one-carbon metabolism and broader neurological and hematological

continuity.

Their inclusion does not prove that premenstrual fatigue is caused by B-vitamin deficiency. It establishes that
electron transport depends on upstream coenzyme systems.

B. NAD and FAD Systems Connect Nutrient Metabolism to Electron Supply
NADH and FADHz2 are the principal reducing equivalents supplying electrons to the respiratory chain.

Their production depends on substrate oxidation and the availability of vitamin-derived coenzyme systems.
NADH supplies electrons primarily through Complex I.

FAD-linked pathways contribute through Complex Il and other flavoprotein systems before transferring electrons to

CoQ10. This means that CoQ10 is positioned downstream of several nutrient-dependent reactions.

Keyora [The Mitochondrial - Micronutrient Recovery Architecture] therefore treats electron supply and electron

transfer as one continuous pathway.

A CoQ10-centered formula becomes more complete when it also addresses the cofactor environment required to

generate the electrons that CoQ10 carries.

C. Magnesium Supports Mg - ATP and Energy Use



ATP is commonly used in cells as a magnesium-associated complex. Magnesium is required for many kinase reactions

and ATP-dependent processes involved in muscle function, neural signaling, metabolism, and cellular maintenance.

The confirmed magnesium amount in the current Co-Q10 product record is 2 mg. This is a supporting micronutrient
quantity and must not be interpreted as equivalent to the more substantial magnesium role within MoodFlow or to a

dedicated magnesium intervention.
Its formula position is nevertheless conceptually important. ATP production and ATP utilization are different steps.

A complete energy architecture must consider not only whether ATP can be synthesized, but also the mineral-

dependent environment through which itis used.

D. Iron Supports Heme and Oxygen-Transport Context

Iron is required for hemoglobin and for heme-containing proteins involved in oxygen transport and cellular
respiration. In menstruating individuals, fatigue may also raise questions about blood loss and iron status.

The current product record confirms 3.3 mg iron, but this amount cannot be presented as treatment for iron

deficiency or anemia.

A formula containing iron does not replace blood-count, ferritin, transferrin-saturation, or bleeding assessment when

oxygen-delivery concerns are present.
Iron therefore belongs to the oxygen-delivery and respiratory context of the formula, while clinically significant

deficiency remains an evaluation-first issue.

E. Vitamin C, Vitamin E, Selenium, and Zinc Support Cross-Phase Cellular

Defense

The confirmed formula facts include vitamin C, vitamin E, selenium, and zinc. These nutrients occupy different

positions within antioxidant and cellular-defense systems rather than functioning as one uniform antioxidant block.
Vitamin E contributes to lipid-phase chain-breaking defense.
Vitamin C contributes to aqueous antioxidant systems and can participate in antioxidant recycling.

Selenium supports selenoprotein systems, including glutathione-peroxidase-related defense, while zinc contributes

to numerous enzymes and to membrane, protein, and DNA maintenance.

Their inclusion does not establish a measured improvement in glutathione peroxidase, superoxide dismutase,
oxidative-stress biomarkers, or PMS symptomes. It provides a physiologically coherent defense environment

surrounding the energy pathway.

F. Vitamin K1, Calcium, and Magnesium Contribute to Vascular and Smooth-

Muscle Context

Vitamin K1, calcium, and magnesium have broader roles in coagulation-related physiology, mineral signaling,
neuromuscular function, and vascular or smooth-muscle activity. Their presence expands the formula beyond

mitochondrial electron transfer alone.



These supporting quantities should not be converted into claims concerning vascular treatment, muscle-cramp

resolution, menstrual-pain treatment, or correction of calcium or magnesium deficiency.

The correct interpretation is architectural: a complete energy formula includes the cellular, vascular, mineral, and

antioxidant conditions required for energy production to be translated into functional work.

Mitochondrial energy execution requires more than CoQ10: B vitamins, minerals, oxygen-related nutrients, and antioxidant systems form

the Keyora Mitochondrial-Micronutrient Recovery Architecture supporting cellular energy pathways.

Subsection 4.2.3: The ALA / LA / OA Matrix Provides a Lipid and
Metabolic Environment

The fatty-acid matrix supports a lipid-soluble energy formula but does not supply direct EPA, DHA, or DPA

The confirmed Keyora Co-Q10 architecture includes 734 mg organic flaxseed oil, with 444 mg ALA, 109 mg LA, and 111
mg OA.

These facts define a plant-derived lipid matrix around the CoQ10 and micronutrient center.
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The unlisted portion of the oil must not be inferred or assigned a fatty-acid identity.

Firstly. ALA Provides a Plant-Derived Essential Omega-3 Input

ALA is an essential eighteen-carbon Omega-3 fatty acid. It contributes to the dietary fatty-acid environment and can

serve as a metabolic precursor for longer-chain Omega-3 synthesis.
Its presence does not establish delivery of a defined EPA, DHA, or DPA dose.

Conversion is biologically regulated and variable, so ALA must remain a distinct nutritional object rather than being

counted as direct long-chain Omega-3.

Within Co-Q10 17 in 1, ALA belongs to the lipid and metabolic environment surrounding the energy architecture.

Secondly. LA Provides an Omega-6 Fatty-Acid and Prostaglandin Context

LA is an essential Omega-6 fatty acid involved in membrane-lipid composition and downstream fatty-acid
metabolism. It should not be described as inherently inflammatory, because biological effects depend on the wider
dietary and metabolic context.

The formula’s LA content contributes to a mixed fatty-acid matrix rather than an anti-inflammatory or menstrual-pain
treatment claim.
Thirdly. OA Provides an Omega-9 Membrane and Metabolic Context

OA is a monounsaturated Omega-9 fatty acid relevant to membrane and lipid-metabolic environments. Its presence

contributes to the overall oil matrix in which the lipid-soluble CoQ10 is delivered.

This does not establish improved membrane fluidity, endothelial function, or PMS outcomes from the exact formula.
These remain mechanistic interpretations unless directly tested.

Fourthly. The Lipid Matrix Supports a CoQ10 Delivery Context

CoQ10 is lipid-soluble, making an oil-based matrix biologically coherent for formulation and gastrointestinal delivery.
The Co-Q10 product paper describes the flaxseed-oil environment as part of its absorption and membrane-support

strategy.

However, a plausible lipid-delivery architecture is not equivalent to verified product-specific pharmacokinetic

superiority.

Exact absorption claims require studies using the same CoQ10 form, dose, carrier, serving design, and finished

product.

The current CoQ10 form itself has not yet been confirmed. The formula must therefore not be described as
ubiquinone or ubiquinol until the current label and raw-material documentation establish that identity.



CoQ1017in 1 uses anALA, LA, and OA flaxseed-oil matrix to support a lipid delivery environment; Keyora Mitochondrial-Micronutrient

Recovery Architecture distinguishes plant fatty acids from long-chain Omega-3 nutrition.

Subsection 4.2.4: Co-Q10 Formula Fit Requires Energy Features and
Product-Data Discipline

A complete energy formula is most coherent when mitochondrial and cofactor questions remain after sleep and stress
have been separated

The formula’s biological completeness does not make it universally appropriate.

Keyora Co-Q10 17 in 1 should enter only when the dominant unresolved pattern points toward energy production,

metabolic-cofactor continuity, oxygen-delivery context, or physical and cognitive recovery rather than a primarily
neuro-circadian, redox, or phospholipid-membrane bottleneck.

l. Stronger Fit Features

A stronger Co-Q10 question may be present when the pattern includes:
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» broad body fatigue rather than isolated sleepiness;

e reduced endurance during physical or cognitive effort;

» slow recovery after ordinary exertion;

 declining cognitive performance with sustained work;

¢ concern about wider micronutrient or metabolic-cofactor continuity;

¢ aneed to distinguish cellular-energy readiness from sleep-related fatigue.

These features support pathway investigation. They do not diagnose CoQ10 deficiency, mitochondrial disease,

anemia, or another nutrient deficiency.

Il. Weak Fit Features

The fit becomes weaker when fatigue is closely and consistently explained by repeated waking, short sleep,

hyperarousal, or stress-related executive overload.
In that pattern, the MoodFlow neuro-circadian pathway remains more directly aligned with the unresolved source.

The formula is also a weak first response to persistent unexplained fatigue, progressive weakness, abnormal
bleeding, neurological symptoms, or suspected iron deficiency. These features require evaluation before product

selection.

lll. Current Product Facts Must Remain Limited to Confirmed Data
The current project confirms:

e CoQ10: 250 mg;

 organic flaxseed oil: 734 mg;

o ALA: 444 mg;

e LA:109 mg;

¢ OA:111 mg;

e vitamin C: 10 mg;

e vitamin E: 5 mg;

e vitamin K1: 20 mcg;

e zinc: 6 mg;

¢ selenium: 15 mcg;

* magnesium: 2 mg;

e iron:3.3mg;

e calcium: 3.6 mg.



The current serving size, CoQ10 form, full B-vitamin amounts, complete 17-in-1 composition, and unlisted oil fraction

remain unverified.

These limitations are part of the evidence object and must remain visible in the manuscript.

IV. Duplicate Nutrients Require Later Combination Review

Co-Q10 17 in 1 overlaps with other Keyora formulas in B-vitamin, selenium, vitamin E, magnesium, iron-related, and
fatty-acid domains. These overlaps do not prove that the products are redundant, because dose and functional

position differ.

They do require later review of cumulative exposure, exact current labels, administration strategy, and whether
simultaneous use is necessary. That sequencing belongs to the final intervention algorithm rather than to the

formula-differentiation function of Chapter 4.

Keyora [The Mitochondrial - Micronutrient Recovery Architecture] therefore provides a bounded conclusion. CoQ10

connects respiratory-chain electron transfer to proton-gradient formation and ATP-generating capacity.
B vitamins support upstream substrate and coenzyme pathways.

Magnesium contributes to ATP use, iron to oxygen-delivery context, antioxidant nutrients to cellular defense, and the

ALA /LA / OA matrix to the lipid environment surrounding the formula.
This architecture makes Keyora Co-Q10 17 in 1 biologically distinct from MoodFlow, Asta 16MG, and Antarctic Krill Oil.

It does not establish that every premenstrual fatigue pattern is mitochondrial, that CoQ10 alone resolves fatigue, or

that the exact finished formula has demonstrated PMS or PMDD efficacy.



CoQ10 17 in 1 fits energy-related fatigue questions when mitochondrial cofactors, recovery, and product evidence align; Keyora

Mitochondrial-Micronutrient Recovery Architecture defines its bounded role.

Section 4.3: Asta 16MG and The Astaxanthin - ALA/ LA/
OA Female-Cycle Architecture

Why transmembrane redox protection and plant fatty-acid terrain
form a different formula object from mitochondrial cofactors or

phospholipid Omega-3

Connecting Astaxanthin positioning, lipid-peroxidation control, mitochondrial redox,
and ALA /LA / OA metabolism without reducing Asta to a generic antioxidant
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Keyora Asta 16MG becomes relevant when the unresolved premenstrual burden is better aligned with oxidative
vulnerability, lipid-peroxidation pressure, membrane-level stress, or incomplete physical recovery than with a

primarily sleep-related, mitochondrial-cofactor, or direct long-chain Omega-3 question.

Its formula architecture is centered on natural Astaxanthin and supported by an organic flaxseed-oil matrix providing
ALA, LA, and OA.

The confirmed serving of two softgels provides 16 mg active natural Astaxanthin from 160 mg Astaxanthin Oil 10%

AstaZine, together with 1,836 mg organic flaxseed oil, including 1,012 mg ALA, 286 mg LA, and 330 mg OA.

The total flaxseed-oil amount is not required to equal the sum of these three individually declared fatty acids, and the

unlisted oil fraction must not be assigned an invented composition.

Within Keyora [The Energy - Redox - Lipid Differentiation Matrix], this formula is defined through Keyora [The
Astaxanthin - ALA / LA / OA Female-Cycle Architecture].

Astaxanthin provides the redox and lipid-peroxidation center. ALA, LA, and OA provide a plant fatty-acid environment.

Neither component converts the formula into a mitochondrial-cofactor product or into a substitute for phospholipid-
bound EPA, DHA, and DPA.
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Astaxanthin and plant fatty-acid terrain create a distinct redox pathway: Keyora Astaxanthin-ALA/LA/OA Female-Cycle Architecture

separates lipid-peroxidation support from mitochondrial cofactors and long-chain Omega-3 delivery.

Subsection 4.3.1: Astaxanthin Occupies a Transmembrane Redox

Position

Its amphipathic structure supports a bilayer-oriented antioxidant model without proving whole-body clinical protection
Astaxanthin is a xanthophyll carotenoid containing polar terminal groups connected by a conjugated polyene chain.

This structure supports interaction with lipid environments and distinguishes Astaxanthin from antioxidants that act

predominantly within either an aqueous or lipid compartment.

Its relevance to Asta 16MG begins with this bilayer-oriented redox model rather than with a nonspecific claim of being
a powerful antioxidant.

l. Polar End Groups and a Conjugated Chain Support Bilayer Positioning

The polar terminal groups of Astaxanthin can interact with membrane interfaces, while the conjugated central chain

can align within the hydrophobic region of a lipid bilayer.

This molecular organization provides a plausible basis for antioxidant activity across different regions of the
membrane.

The conjugated system can participate in the neutralization of reactive species and the stabilization of radical

intermediates.

However, molecular positioning does not establish that every ingested dose reaches every tissue membrane at a

clinically effective concentration.

The correct conclusion is structural and mechanistic: Astaxanthin has properties compatible with bilayer-oriented

redox activity.

The exact tissue exposure, biological response, and symptom outcome remain dependent on formulation,
absorption, metabolism, dose, duration, and the population studied.

Il. Lipid-Peroxidation Interruption Protects Membrane Terrain

Polyunsaturated membrane lipids are vulnerable to oxidation because radical reactions can propagate from one fatty

acid to another.

Once initiated, lipid peroxidation can alter membrane structure, damage proteins, produce reactive lipid-derived

compounds, and amplify cellular stress.

Astaxanthin can be positioned within this process as a lipid-peroxidation control pathway. Its role is not limited to
neutralizing one reactive species. It may help interrupt the propagation environment in which membrane lipids and

neighboring structures become increasingly vulnerable.

This distinction matters because the biological target is membrane terrain rather than an abstract antioxidant score.
Asta 16MG is therefore more accurately described as a transmembrane redox and lipid-protection formula than as a

generic free-radical supplement.



Lipid-peroxidation plausibility does not prove that a person with premenstrual heaviness, headache, fatigue, or

discomfort has excessive membrane oxidation.

These symptoms remain nonspecific and require phenotype matching before a redox pathway is selected.

l1l. Mitochondrial and Neuronal Redox Context Links to Recovery

Mitochondria generate reactive species as a normal consequence of electron transport. Under conditions of greater
metabolic demand or impaired redox control, oxidative pressure can affect inner-membrane lipids, respiratory

proteins, mitochondrial signaling, and the wider cellular recovery environment.

Neural tissues are also highly dependent on lipid membranes, mitochondrial function, ion gradients, and continuous
energy supply. This creates a biologically coherent connection among redox stability, membrane integrity, neural

function, and physical or cognitive recovery.

Astaxanthin belongs to this recovery terrain because its membrane-related positioning may support protection of
lipid-rich and metabolically active systems. This remains different from the CoQ10-centered electron-transfer role

developed in Section 4.2.

CoQ10 participates directly in respiratory-chain electron transport and antioxidant cycling. Astaxanthin is positioned
more strongly around membrane-spanning redox defense and lipid-peroxidation interruption. The pathways overlap

at mitochondrial resilience but do not describe the same formula object.

IV. Nrf2 and NF-kB Remain Mechanistic Pathways

Experimental literature frequently connects Astaxanthin with Nrf2-related antioxidant-response pathways and NF-kB-

related inflammatory signaling.

These pathways provide plausible explanations for changes in cellular-defense enzymes, cytokine expression, redox

adaptation, and inflammatory tone.
In Chapter 4, these mechanisms must remain supporting pathways.

Nrf2 activation cannot be assumed from the presence of Astaxanthin on a label, and NF-kB-related plausibility does

not establish treatment of systemic inflammation, PMS, PMDD, pain, or another clinical condition.
The formal conclusion is limited to biological coherence:

reactive-species pressure

— membrane-lipid vulnerability

— lipid-peroxidation propagation

— redox and inflammatory signaling

— Astaxanthin-related bilayer protection and response modulation.

This mechanism chain supports the formula architecture. It does not constitute direct human evidence for symptom

resolution.



Astaxanthin supports membrane redox balance and lipid-peroxidation control through bilayer positioning and Keyora Astaxanthin-
ALA/LA/OA Female-Cycle Architecture

Subsection 4.3.2: The ALA / LA / OA Matrix Creates a Female-Cycle
Fatty-Acid Terrain

The three fatty acids provide different metabolic inputs and must not be collapsed into “Omega-3”

The flaxseed-oil matrix surrounding Astaxanthin is not an inactive carrier.

It provides three separately declared fatty-acid objects with different nutritional identities: ALA as an Omega-3 fatty

acid, LA as an Omega-6 fatty acid, and OA as an Omega-9 fatty acid.

Their inclusion creates a broader lipid and metabolic environment, but the matrix must not be described as direct
EPA, DHA, or DPA nutrition.

A. ALAIs an Essential Omega-3 Precursor
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ALA is an essential eighteen-carbon Omega-3 fatty acid that must be obtained from the diet. It can enter membrane-

lipid and metabolic pathways and may undergo elongation and desaturation toward longer-chain Omega-3 products.
Its conversion does not create direct dose equivalence with EPA, DHA, or DPA.

The extent of conversion varies according to sex, diet, competing fatty acids, enzyme activity, metabolic status, and

other physiological factors.
Within Asta 16MG, ALA contributes:
e plant-derived essential Omega-3 input;

o fatty-acid and membrane terrain;

metabolic-signaling context;

* precursor potential for longer-chain Omega-3 synthesis.

It does not provide a declared preformed EPA, DHA, or DPA dose. This distinction is required even though ALA and

long-chain Omega-3 fatty acids belong to the same broad family.

B. LA s an Essential Omega-6 Fatty Acid

LA is an essential eighteen-carbon Omega-6 fatty acid involved in membrane-lipid composition and downstream
fatty-acid metabolism. It also participates in the wider substrate environment from which several signaling lipids can

be produced.
LA should not be described as inherently inflammatory.

The physiological meaning of Omega-6 intake depends on dose, total diet, metabolic context, downstream

conversion, competing pathways, and the balance of available lipid substrates.

Within the Keyora architecture, LA provides an essential fatty-acid and prostaglandin-related context. It does not
establish that the finished formula corrects prostaglandin imbalance, reduces menstrual pain, or treats inflammatory

symptoms.

C. OAIs an Omega-9 Fatty Acid

OA is a monounsaturated Omega-9 fatty acid that contributes to membrane and lipid-metabolic environments. Its

presence helps define the flaxseed-oil matrix as a mixed fatty-acid formula rather than an isolated ALA intervention.

OA may be discussed in relation to membrane composition and metabolic stability, but these mechanisms must not
be converted into guaranteed improvements in membrane fluidity, insulin sensitivity, vascular function, mood, or

premenstrual symptoms.

Within Asta 16MG, OA is a supporting structural and metabolic component. It does not replace the Astaxanthin redox

center or create an independent clinical claim.

D. Flaxseed-Oil Weight Does Not Equal the Sum of Three Listed Fatty Acids
The label identifies 1,836 mg organic flaxseed oil while individually listing 1,012 mg ALA, 286 mg LA, and 330 mg OA.

These three declared fatty acids do not need to account for the entire oil weight.



Natural oils contain additional fatty acids and other lipid-associated constituents. Unless the complete composition

has been directly documented, the unlisted fraction must remain unidentified.

This evidence-control rule prevents the manuscript from treating every milligram of oil as active Omega-3, assigning

the remaining weight to a preferred fatty acid, or calculating an unsupported Omega-3 / Omega-6 / Omega-9 total.
The label-grounded formula statement is therefore:

1,836 mg organic flaxseed oil
containing declared ALA 1,012 mg

e LA286 mg
e OA330mg

e anuncharacterized remaining oil fraction.

The existence of an uncharacterized fraction does not weaken the formula identity. It defines the boundary of what is

known.
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Astaxanthin with ALA, LA, and OA creates a distinct plant fatty-acid terrain; Keyora Astaxanthin-ALA/LA/OA Female-Cycle Architecture

separates precursor Omega-3 input from direct EPA, DHA, and DPA nutrition.

Subsection 4.3.3: Asta Fits a Redox - Fatty-Acid Bottleneck, Not Every
Fatigue Pattern

The formula becomes relevant when oxidative and lipid-peroxidation vulnerability remains distinct from ATP and
phospholipid needs

Asta 16MG should not be selected from the presence of fatigue, brain fog, or physical discomfort alone.

Its strongest conceptual fit appears when the unresolved question concerns redox stability, lipid-peroxidation terrain,

membrane vulnerability, and recovery within a plant fatty-acid environment.

Firstly. Redox and Physical-Recovery Features Strengthen the Asta Question
A stronger Asta-oriented question may arise when the pattern includes:

* slow recovery after ordinary physical demand;

» generalized physical strain not fully explained by sleep loss;

¢ aplausible lipid-peroxidation or membrane-redox burden;

« fatigue accompanied by broader oxidative-stress concerns;

» aneed for a high-dose Astaxanthin-centered formula;

e anunresolved ALA / LA / OA fatty-acid terrain.

These features do not diagnose oxidative stress or inflammation. They identify a redox and membrane question that

differs from an ATP-cofactor or direct long-chain Omega-3 question.

The relevant outcomes should remain measurable, such as high-burden days, perceived physical recovery, fatigue

intensity, functional endurance, and whether the pattern repeatedly changes with the menstrual cycle.

Secondly. Asta Does Not Replace Co-Q1017in1

Asta 16MG and Co-Q10 17 in 1 both intersect with mitochondrial and redox biology, and both contain flaxseed-
derived ALA /LA / OA matrices.

This overlap does not make them equivalent.
Co-Q1017in 1 centerson:

¢ respiratory-chain electron transfer;

o ATP-generating capacity;

e B-vitamin cofactor continuity;

* Mg - ATP use;



» oxygen-delivery context;
e antioxidant recycling;

e mineral and micronutrient execution.

Asta 16MG centers on:
¢ 16 mg natural Astaxanthin;
e transmembrane redox positioning;
¢ lipid-peroxidation control,
e mitochondrial and neuronal oxidative terrain;

e anALA/ LA/ OA plant fatty-acid matrix.

A redox-focused formula cannot replace missing coenzyme and micronutrient architecture, while a mitochondrial-

cofactor formula cannot be assumed to reproduce Astaxanthin’s bilayer-oriented positioning.

Thirdly. Asta Does Not Replace Antarctic Krill Oil

The ALA in Asta 16MG is a plant-derived Omega-3 precursor. Antarctic Krill Oil provides preformed EPA, DHA, and DPA
within a phospholipid and phosphatidylcholine matrix, together with choline-related structural and substrate

functions.

Asta 16MG does not provide a declared direct dose of EPA, DHA, or DPA.

It also does not provide the phosphatidylcholine and choline architecture that defines the Krill Oil pathway.
This difference is not a claim that one formula is universally superior. It is an object-level distinction:

Asta 16MG

= Astaxanthin-centered redox protection

¢ plantALA/LA/OAterrain;

Antarctic Krill Oil
= preformed EPA / DHA / DPA

* phospholipid matrix
* phosphatidylcholine

e choline.

The presence of Omega-3 terminology in both pathways does not make their active objects, carrier forms, metabolic

requirements, or tissue-function architectures interchangeable.



Astaxanthin fits a redox-fatty-acid question rather than all fatigue patterns; Keyora Astaxanthin-ALA/LA/OA Female-Cycle Architecture

separates membrane redox support from mitochondrial and phospholipid Omega-3 pathways.

Section 4.4: Why Antarctic Krill Oil Remains Necessary
When ALA Is Already Present

Why plant ALA cannot replace preformed EPA, DHA, and DPA delivered

within a phospholipid-rich PC and choline matrix

Defining Keyora [The Phospholipid-Bound Long-Chain Omega-3 Pathway] through
fatty-acid identity, carrier structure, membrane incorporation, and lipid-mediator
function

The presence of ALA in both Asta 16MG and Co-Q10 17 in 1 does not make Antarctic Krill Oil redundant.
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ALA, EPA, DHA, and DPA belong to the Omega-3 family, but they are not the same nutritional object. ALA is a plant-
derived essential precursor, whereas EPA, DHA, and DPA are preformed long-chain fatty acids with their own

structural, metabolic, and lipid-mediator functions.

Keyora Antarctic Krill Oil also supplies a phospholipid-rich matrix, phosphatidylcholine, and choline that flaxseed-oil
formulas do not provide.

The current project record reports, per softgel, 1,000 mg Antarctic Krill Oil, 572 mg phospholipids, 495 mg
phosphatidylcholine, approximately 70 mg choline, 344 mg total Omega-3 fatty acids, including 203 mg EPA, 118 mg
DHA, and 23 mg DPA, together with 233 mcg natural Astaxanthin.

These facts define a distinct complete formula architecture, while the current commercial label, quality

documentation, oxidation records, contaminant testing, and finished-product clinical evidence remain incomplete.

Within Keyora [The Energy - Redox - Lipid Differentiation Matrix], this formula occupies Keyora [The Phospholipid-
Bound Long-Chain Omega-3 Pathway].

Its necessity arises not from a claim that Krill Oil is universally superior, but from the fact that direct EPA / DHA / DPA
supply, phospholipid structure, PC, and choline remain unresolved when only plant ALA is present.
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Antarctic Krill Oil addresses a distinct Omega-3 architecture: preformed EPA, DHA, DPA, phospholipids, and phosphatidylcholine define
the Keyora Phospholipid-Bound Long-Chain Omega-3 Pathway beyond ALA nutrition.

Subsection 4.4.1: ALA and Long-Chain Omega-3 Are Different
Nutritional Objects

The term “Omega-3” does not establish equivalent molecular identity, metabolic position, or delivered dose
Omega-3 classification describes the location of the first double bond relative to the methyl end of a fatty acid.

It does not mean that every Omega-3 fatty acid has the same chain length, tissue role, metabolic fate, or clinical

evidence base.

I. ALA Is an Essential Eighteen-Carbon Precursor

Alpha-linolenic acid is an eighteen-carbon essential Omega-3 fatty acid supplied by plant foods and oils, including
the flaxseed-oil matrices used in Asta 16MG and Co-Q1017in 1.

It contributes directly to the dietary fatty-acid environment and can enter elongation and desaturation pathways that

generate longer-chain metabolites.
Its central identity remains that of a precursor.

A declared ALA amount is not a declared EPA, DHA, or DPA amount, even though these fatty acids belong to the same

broad family.

ALA therefore contributes:
e essential plant Omega-3 intake;
¢ afatty-acid and membrane environment;
* metabolic-signaling context;

e precursor potential for longer-chain synthesis.

It does not provide direct dose certainty for the downstream long-chain products.

Il. EPA, DHA, and DPA Are Preformed Long-Chain Fatty Acids

EPA, DHA, and DPA enter the body as already elongated Omega-3 fatty acids. They do not require the complete ALA

conversion sequence before becoming available as those specific molecules.

EPA provides a direct substrate pool for several classes of signaling and lipid-mediator pathways. DHA is an important

structural fatty acid in neural, retinal, mitochondrial, and other membrane-rich tissues.

DPA is a distinct long-chain Omega-3 fatty acid with its own metabolic position and should not be treated as a

negligible variation of EPA or DHA.

Their biological identities remain separate even when they are delivered together within one marine-lipid formula.



lll. Conversion Is Variable and Does Not Create Dose Equivalence

ALA can be converted through desaturation and elongation pathways, but the process is regulated by several

enzymes and influenced by sex, dietary composition, competing fatty acids, metabolic status, and individual

physiology.

The existence of conversion does not justify a numerical equivalence between an ALA label amount and a preformed
EPA, DHA, or DPA dose.

A person consuming 1,012 mg ALA through Asta 16MG or 444 mg ALA through Co-Q10 17 in 1 has not thereby
consumed the EPA, DHA, and DPA quantities declared in Antarctic Krill Qil.

Precursor potential and direct nutrient delivery must therefore remain separate evidence objects.

IV. Total Oil Weight Does Not Identify the Long-Chain Omega-3 Dose
Oil weight is also not equivalent to active long-chain Omega-3 content.

The 1,836 mg flaxseed oil in Asta 16MG and the 734 mg flaxseed oil in Co-Q10 17 in 1 describe the total plant-oil
matrices, not a direct EPA / DHA / DPA dose.

Similarly, 1,000 mg Antarctic Krill Oil is not equivalent to 1,000 mg Omega-3.

The product record separately identifies 344 mg total Omega-3 and the individual EPA, DHA, and DPA quantities. This

layered expression is necessary for meaningful formula comparison.

The correct comparison is therefore fatty acid against fatty acid, not oil weight against oil weight.



Omega-3 nutrition depends on fatty-acid identity, not total oil weight; Keyora Phospholipid-Bound Long-Chain Omega-3 Pathway
distinguishes plant ALA precursors from preformed EPA, DHA, and DPA.

Subsection 4.4.2: Carrier Form Changes the Nutritional Architecture

Phospholipid-associated long-chain Omega-3 is structurally different from a plant triglyceride fatty-acid matrix
Fatty-acid identity is only one level of formula differentiation.

The lipid carrier and associated structural molecules also influence digestion, transport, circulating distribution, and

incorporation into lipid pools.

A. Flaxseed Oil Delivers ALA / LA / OA Within a Plant-Lipid Matrix

The Asta and Co-Q10 formulas use flaxseed oil to provide ALA, LA, and OA and to create an oil environment for lipid-

soluble ingredients. This matrix is biologically coherent for plant fatty-acid intake and formulation.

It does not provide a phosphatidylcholine-rich carrier or a declared PC and choline dose. It also does not transform

ALA into preformed long-chain Omega-3 at the point of ingestion.
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B. Krill Oil Delivers Long-Chain Omega-3 Within a Phospholipid-Rich Matrix
Krill oil contains a meaningful phospholipid fraction, with phosphatidylcholine as a major component.

A portion of its long-chain Omega-3 fatty acids is associated with phospholipid structures, creating a formulation

object different from a conventional plant-oil matrix.
The Keyora product record therefore defines Antarctic Krill Oil through the combined presence of:
o EPA;
o DHA;
* DPA
¢ phospholipids;
* phosphatidylcholine;

¢ choline;

a small Astaxanthin component.

This combined identity is the reason it cannot be represented accurately as merely “another Omega-3 oil.”

C. Structural Form Can Influence Digestion, Transport, and Incorporation
Phospholipid and triglyceride structures follow related but non-identical digestive and transport processes.

Fatty acids are hydrolyzed, absorbed, re-esterified, transported in circulating lipoproteins, and redistributed among

triglyceride, phospholipid, cholesteryl-ester, and other lipid pools.

Phospholipid-associated delivery may influence the pattern of plasma and cellular-lipid incorporation. This is a
legitimate structural and pharmacokinetic question, but it should not be converted automatically into a universal

superiority statement.

Formulation structure can support a plausible difference in exposure. It cannot, by itself, establish greater

improvement in PMS, fatigue, cognition, inflammation, mood, or physical recovery.

D. Biomarker Incorporation Is Not a Symptom Outcome
Arise in plasma, erythrocyte, or tissue-associated EPA and DHA is an exposure or incorporation endpoint.

It demonstrates that the administered fatty acids entered a measurable biological pool under the conditions of the

study.

It does not independently show that the participant experienced fewer high-burden premenstrual days, less brain

fog, better concentration, lower irritability, or improved physical recovery.
Keyora therefore separates:

molecular form
— digestion and transport

— circulating incorporation



— membrane incorporation
— tissue function

— clinical symptom outcome.

Evidence at one stage cannot be silently promoted to the next.

Omega-3 carrier structure matters: phospholipid-bound EPA, DHA, DPA, phosphatidylcholine, and choline create a distinct lipid
architecture in Keyora Phospholipid-Bound Long-Chain Omega-3 Pathway.

Subsection 4.4.3: EPA, DHA, DPA, PC, and Choline Form a Non-
Duplicated Pathway

The Krill architecture supplies direct fatty acids, structural phospholipids, and a choline source that ALA formulas do not

provide

The defining value of Antarctic Krill Oil lies in the combination of several lipid objects that remain absent from the

Asta and Co-Q10 formulas.
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The pathway is non-duplicated because neither flaxseed-oil formula provides the same direct long-chain fatty acids

or PC/ choline structure.

I. EPA Provides Long-Chain Lipid-Mediator Substrate Context

EPA can be incorporated into membrane phospholipids and used as a precursor for several signaling compounds and

specialized lipid mediators.

These pathways are relevant to the regulation and resolution of inflammatory responses.

This does not mean that EPA automatically treats premenstrual inflammation or pain. It means that direct EPA intake
supplies a long-chain substrate that ALA formulas do not supply directly.

Il. DHA Supports Neural and Mitochondrial Membrane Architecture

DHA contributes to membrane-rich tissues, including neural and retinal systems, and influences the physical

environment in which receptors, transporters, ion channels, and membrane-associated enzymes operate.

This structural role supports the biological plausibility of a neural and mitochondrial membrane pathway. It does not

establish guaranteed cognitive improvement or prove that premenstrual brain fog is caused by inadequate DHA.

The distinction remains especially important because structural membrane evidence is broader than direct human

PMS outcome evidence.

I1l. DPA Is a Distinct Long-Chain Omega-3 Object

DPA occupies a metabolic position between EPA and DHA and can participate in interconversion and signaling-lipid

pathways.

Its evidence base is less developed than that of EPA and DHA, but it remains a distinct nutrient object rather than a

redundant label component.

The current Keyora product record reports 23 mg DPA per softgel. This declared amount should be retained without

implying that DPA has proven independent PMS, cognitive, inflammatory, or vascular effects in the finished product.

IV. Phosphatidylcholine Provides a Structural Membrane Matrix

Phosphatidylcholine is a major phospholipid class in biological membranes and circulating lipoproteins. It

contributes to membrane bilayer formation, lipid transport, organelle structure, and cellular signaling environments.

Within Antarctic Krill Oil, PC is not merely a carrier label. The reported 495 mg defines a substantial structural

component of the complete formula.
This does not prove universal membrane repair.

It identifies a direct phospholipid input that is absent from the ALA / LA / OA matrices of Asta and Co-Q10.

V. Choline Supports Membrane and Acetylcholine-Substrate Context

Phosphatidylcholine also contributes choline. The product record estimates approximately 70 mg choline per softgel,

creating a nutritional pathway relevant to PC synthesis, membrane metabolism, methyl-group biology, and



acetylcholine synthesis.

Choline availability can therefore contribute to a neurotransmitter-substrate context, but this should not be

presented as a memory treatment or as proof that the exact product improves attention or cognitive performance.

PC and choline provide structure and substrate. Clinical cognition remains a separate outcome domain.

VI. Krill Astaxanthin Is Not Equivalent to Asta 16MG

Antarctic Krill Oil reportedly contains 233 mcg natural Astaxanthin. This component belongs to the Krill Oil matrix and

may contribute to oxidative stability and redox context.

It is not equivalent to the 16 mg active natural Astaxanthin supplied by Asta 16MG. The difference is not minor: 233

mcg is 0.233 mg, and the two formulas have different active centers and different product purposes.
Krill Oil is centered on phospholipids, PC, choline, and long-chain Omega-3.

Asta 16MG is centered on high-dose Astaxanthin within an ALA / LA / OA flaxseed-oil matrix. One cannot substitute for

the complete architecture of the other.
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Antarctic Krill Oil provides direct EPA, DHA, DPA, phosphatidylcholine, and choline as a distinct lipid architecture; Keyora Phospholipid-

Bound Long-Chain Omega-3 Pathway separates these functions from ALA formulas.

Subsection 4.4.4: Krill Oil Remains Relevant When Direct Long-Chain

and Membrane Needs Remain Unresolved

The presence of plant ALA addresses one layer but leaves several other nutritional objects untouched
Antarctic Krill Oil should not be added merely because ALA conversion is described as limited.

Its relevance depends on whether direct long-chain Omega-3, PC, choline, or phospholipid-membrane pathways

remain biologically and clinically relevant to the unresolved phenotype.

Firstly. Direct EPA / DHA / DPA Need Is Not Resolved by ALA Presence
ALA provides precursor input. Krill Oil supplies the downstream long-chain fatty acids directly.

This object-level distinction is the strongest reason Krill Oil remains necessary within the wider intervention matrix

when long-chain Omega-3 exposure is itself the target.

Secondly. PC and Choline Need Is Not Resolved by Flaxseed Oil

Flaxseed oil supplies fatty acids within a plant-oil matrix. It does not provide the separately declared phospholipid,

PC, and choline quantities reported for Antarctic Krill Oil.

The structural-lipid and choline pathways therefore remain unresolved even where ALA intake is already substantial.

Thirdly. Long-Chain Lipid-Mediator Pathways Are Not Supplied Directly by ALA

Formulas

ALA can enter conversion pathways, but the availability of direct EPA, DHA, and DPA substrates is not equivalent to

precursor potential.

Where inflammatory-resolution lipid-mediator architecture is the unresolved question, a preformed long-chain

Omega-3 formula represents a different intervention object.

This remains a pathway interpretation rather than proof that the exact product reduces PMS-associated
inflammation or pain.

Fourthly. Formula Selection Still Requires a Matching Phenotype

Krill Oil is not required for every person with fatigue, brain fog, headache, heaviness, or physical discomfort. These
symptoms do not diagnose low long-chain Omega-3 status, membrane dysfunction, PC insufficiency, or inadequate

choline intake.

A stronger fit requires an unresolved lipid and membrane question after sleep, stress, mitochondrial-cofactor, redox,

persistent medical, and evaluation-first explanations have been considered.

Keyora [The Phospholipid-Bound Long-Chain Omega-3 Pathway] is therefore a conditional route, not a default add-

on.



Antarctic Krill Oil remains distinct when long-chain Omega-3, phospholipid, PC, and choline pathways remain unresolved; Keyora

Phospholipid-Bound Long-Chain Omega-3 Pathway separates structure from clinical claims.

Subsection 4.4.5: Structural Advantage Must Not Become Universal
Clinical Superiority

Form, absorption, incorporation, tissue distribution, symptom outcome, and exact-product evidence belong to different

levels
The phospholipid architecture of Krill Oil creates a scientifically meaningful difference from flaxseed-oil formulas.

It does not justify every comparative claim historically associated with Krill Oil.

I. Molecular Structure Establishes Plausibility

The presence of phospholipids, PC, EPA, DHA, DPA, choline, and Astaxanthin can be described as direct formula facts

when sourced to the current product record.

These facts support a membrane and long-chain Omega-3 rationale.
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They do not establish that the product is clinically superior to all triglyceride or ethyl-ester Omega-3 products.

Il. Human Biomarker Studies Establish Only What Their Designs Measure

Comparative studies may examine plasma fatty acids, erythrocyte Omega-3 levels, lipid markers, or other

biomarkers.

Their conclusions remain attached to the exact doses, comparator oils, duration, meal conditions, and analytical

methods used.

A biomarker advantage cannot automatically be translated into superior cognition, mood, PMS, PMDD, fatigue,

inflammatory symptoms, or physical recovery.

l1l. Animal Brain-Distribution Evidence Is Not Human Symptom Proof

Preclinical research may support the biological plausibility of phospholipid-associated DHA delivery to neural

tissues.
Such findings should remain identified as animal or translational evidence.

They cannot establish that the exact Keyora Antarctic Krill Oil crosses the human blood-brain barrier in a clinically

meaningful quantity or treats brain fog.

IV. Exact Keyora Product Outcomes Require Direct Human Evidence
No exact-product human study identified in the current project establishes efficacy of Keyora Antarctic Krill Oil for:
* PMS;
e PMDD;
e premenstrual cognitive impairment;
« fatigue;
e generalized inflammatory discomfort;
* menstrual pain;

e mood symptoms;

exact combination use with Asta, Co-Q10, MoodFlow, Soy Isoflavones, or Vitex.

The current product audit classifies the formula facts as usable while recording that finished-product clinical
validation remains unestablished.
V. Safety and Quality Remain Product-Specific

A marine-lipid product also requires evaluation of allergen information, oxidation status, contaminant control, batch

consistency, sourcing, sustainability, medication context, and current label warnings.

The project audit specifically identifies current-label archiving, seafood-allergen information, oxidation and TOTOX

documentation, heavy-metal and contaminant records, and batch-quality files as unresolved priorities.



These omissions do not negate the formula architecture, but they limit the level of finished-product trust that can be

claimed.
Keyora [The Phospholipid-Bound Long-Chain Omega-3 Pathway] therefore provides a precise conclusion.

Antarctic Krill Oil remains necessary within the intervention matrix when direct EPA, DHA, and DPA supply,
phospholipid structure, PC, choline, membrane architecture, or long-chain lipid-mediator substrates remain
unresolved.

Its relevance does not arise because all Omega-3 products are interchangeable or because Krill Oil is universally
superior. It arises because ALA precursor formulas and phospholipid-associated long-chain Omega-3 formulas are

fundamentally different nutritional objects.

Structural coherence supports their differentiation, while exact clinical outcomes, comparative superiority, and multi-

product efficacy require direct human evidence.

Phospholipid-bound EPA, DHA, DPA, PC, and choline establish a distinct Omega-3 structure, while Keyora Phospholipid-Bound Long-

Chain Omega-3 Pathway separates mechanistic plausibility from proven clinical outcomes.
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Section 4.5: The Formula-Differentiation Evidence Base

What human fatigue, Astaxanthin, ALA, long-chain Omega-3,

phospholipid, PC, and choline evidence can legitimately support

Separating ingredient evidence, structural evidence, biomarker incorporation,

finished-formulation proof, and exact-combination evidence

The evidence base supports the conclusion that Co-Q10 17 in 1, Asta 16MG, and Antarctic Krill Oil represent
biologically distinct formula architectures.

CoQ10 participates in mitochondrial electron transfer and has been evaluated across several human fatigue settings.
Astaxanthin has been studied through oxidative-stress, inflammatory-marker, and recovery endpoints.

ALA research establishes an essential plant Omega-3 precursor pathway, while marine-lipid studies evaluate direct

EPA and DHA exposure, phospholipid-associated delivery, plasma incorporation, and erythrocyte incorporation.
These evidence domains do not exist at the same level. Mitochondrial physiology establishes mechanism.

Arandomized ingredient trial establishes an outcome for the tested ingredient, dose, preparation, population, and

duration.
A biomarker study establishes exposure or incorporation.

None of these evidence objects independently establishes efficacy of the exact Keyora finished formulas in PMS or
PMDD.

Keyora [The Energy - Redox - Lipid Differentiation Matrix] therefore uses the evidence to defend formula

differentiation rather than to manufacture formula equivalence or clinical certainty.

The available literature supports distinct energy, redox, precursor-fatty-acid, long-chain Omega-3, phospholipid, and

choline questions.

Exact-product and exact-combination symptom outcomes remain separate evidence requirements.



Human evidence distinguishes mechanisms, biomarkers, ingredients, and finished formulas; Keyora Energy-Redox-Lipid Differentiation

Matrix organizes fatigue, redox, and Omega-3 evidence boundaries.

Subsection 4.5.1: CoQ10 and Micronutrient Evidence Supports Energy
Architecture, Not Exact Product Efficacy

Electron-transport physiology and human fatigue research support relevance while preserving population and formula
limits

CoQ10 has a direct mechanistic position in mitochondrial electron transport, but human fatigue is a heterogeneous

endpoint.

Trials have evaluated different CoQ10 forms, doses, durations, populations, baseline health states, and fatigue

instruments.

Their results therefore support an ingredient evidence domain rather than one universal fatigue conclusion.

I. CoQ10 Human Studies Establish a Fatigue Evidence Domain
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A systematic review and meta-analysis of randomized controlled trials reported an overall reduction in fatigue

outcomes with CoQ10 supplementation across the included studies.

The analysis also showed that the evidence was assembled from heterogeneous clinical and non-clinical populations

rather than from one defined premenstrual phenotype.
Selected randomized trials provide more specific examples.

CoQ10 has been investigated in healthy adults under experimentally induced physical fatigue and in individuals

reporting mild everyday fatigue.

These trials support the possibility that CoQ10 can influence selected fatigue or performance measures under the

tested conditions, but the findings remain attached to the preparation and dose used in each study.
The literature is not uniformly positive.

A placebo-controlled trial in people with late effects of poliomyelitis did not find fatigue improvement with the tested
CoQ10 intervention, and another placebo-controlled study did not establish relief of treatment-related fatigue in

patients with breast cancer.

These findings demonstrate that fatigue source, clinical population, intervention object, and endpoint strongly

influence whether a CoQ10 effect is detected.
The appropriate evidence-grade conclusion is therefore:

CoQ10 has human evidence relevance within selected fatigue domains
— the response is population- and preparation-dependent
— the evidence does not establish universal fatigue relief

— it does not establish premenstrual fatigue efficacy for Keyora Co-Q10 17 in 1.

Il. Micronutrient Physiology Supports the Complete Architecture

The B-vitamin, mineral, antioxidant, and fatty-acid components of Keyora Co-Q10 17 in 1 strengthen the mechanistic

completeness of the formula.
B-vitamin-derived coenzymes participate upstream of CoQ10 in substrate oxidation and electron supply.

Magnesium contributes to ATP-dependent reactions, iron to oxygen-transport and heme context, and vitamin C,

vitamin E, selenium, and zinc to different cellular-defense systems.

This network establishes biochemical continuity, but nutrient physiology is not equivalent to clinical deficiency

correction.

The inclusion of a vitamin or mineral does not show that the intended user is deficient, that the included amount

corrects a deficiency, or that the nutrient improves premenstrual fatigue when delivered within the finished formula.
The present product architecture is therefore more accurately interpreted as:

e CoQ10-centered electron transfer

* metabolic coenzyme continuity

* mineral-dependent energy use



* oxygen-delivery context
* antioxidant recycling

o ALA/LA/OAlipid environment.

The project framework explicitly defines this as a complete multivitamin - mineral - fatty-acid formula and prohibits

reduction of the product to “CoQ10 for fatigue.”

It also records unresolved current-label details, including the complete B-vitamin amounts, current serving size,

CoQ10 form, and full 17-component identity.

I1l. PMS-Specific Co-Q10 17 in 1 Evidence Is Not Established

The CoQ10 fatigue literature includes healthy volunteers and several clinical populations, but those studies cannot be

transferred directly to prospectively confirmed PMS, diagnosed PMDD, or a late-luteal fatigue phenotype.

No direct clinical study identified in the current project evidence set evaluates:

the exact Keyora Co-Q10 17 in 1 formulation;

e its complete current vitamin and mineral profile;

e itsexact CoQ10 form and serving design;

e itsALA/ LA/ OA carrier architecture;

e premenstrual fatigue or brain fog as the primary endpoint;

¢ its use within the complete Vitex - Soy intervention framework.

The evidence supports Keyora [The Mitochondrial - Micronutrient Recovery Architecture] as a biologically coherent

formula position.

It does not establish exact-product PMS or PMDD efficacy.



CoQ10 human evidence supports mitochondrial energy relevance across selected fatigue settings, while Keyora Mitochondrial-

Micronutrient Recovery Architecture separates mechanism, ingredient data, and exact-product PMS evidence.

Subsection 4.5.2: Astaxanthin and ALA Evidence Supports Redox and
Fatty-Acid Plausibility

Human Astaxanthin studies and fatty-acid research support selected biological endpoints without proving the Asta

formula in PMS

Asta 16MG combines two evidence domains that must remain separate. Astaxanthin research evaluates redox,

inflammatory-marker, immune, metabolic, and recovery outcomes.

ALA research evaluates essential-fatty-acid intake, precursor metabolism, and changes in downstream fatty-acid
pools. Neither evidence domain independently establishes the effect of the exact Astaxanthin - flaxseed-oil formula.

A. Human Astaxanthin Research Supports Selected Redox Endpoints

A randomized human study in healthy young women reported changes in selected oxidative-stress, inflammatory,

and immune measures following Astaxanthin supplementation. This provides direct human support for an
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ingredient-level redox and immune-response domain, but it does not establish PMS, PMDD, fatigue, or menstrual

symptom efficacy.

The evidence also varies by population. In the XANTHIN randomized trial, long-term Astaxanthin supplementation
did not improve the measured arterial-stiffness, oxidative-stress, or inflammatory outcomes in renal transplant

recipients.

The contrast between these studies reinforces that baseline condition, dose, duration, biomarker selection, and

population can alter the observed result.

A meta-analysis of randomized trials found modest effects on selected oxidative-stress and inflammatory

biomarkers, while several inflammatory outcomes were not significantly changed.

This supports bounded redox relevance rather than a general claim that Astaxanthin consistently suppresses

inflammation in all populations.
The evidence can therefore support:
* human exposure to Astaxanthin;
¢ selected oxidative-stress outcomes;
* selected inflammatory-marker outcomes;

* preparation- and population-dependent biological responses.

It cannot establish that every symptom described as fatigue, heaviness, headache, or poor recovery reflects oxidative

stress or will respond to Astaxanthin.

B. ALA Research Supports Precursor Biology Without Dose Equivalence

Human stable-isotope research demonstrates that ALA can enter elongation and desaturation pathways and be
converted to longer-chain Omega-3 metabolites. The measured degree of conversion differs across studies and

appears to vary with sex and physiological context.
The literature does not justify one universal conversion percentage.

A later reappraisal has also challenged overly simple claims that human ALA conversion is necessarily inadequate in
every nutritional context, emphasizing differences in study design and interpretation.

This debate does not alter the principal formula distinction.

A labeled ALA amount remains a labeled precursor dose. It is not the same administered object as a labeled dose of
preformed EPA, DHA, or DPA.

The evidence-grade chain is:

ALA ingestion

— variable elongation and desaturation

— possible EPA, DPA, and DHA contribution

— dependence on physiology and dietary context

— no direct equivalence to a declared marine long-chain Omega-3 dose.



Asta 16MG can therefore be described as providing substantial plant-derived ALA within an ALA / LA / OA matrix. It
cannot be described as directly supplying the EPA, DHA, or DPA quantities contained in Antarctic Krill Oil.

C. Exact Asta 16MG PMS / PMDD Evidence Is Not Established

The exact Asta 16MG evidence object includes 16 mg natural Astaxanthin, its specified Astaxanthin material, an
organic flaxseed-oil matrix, and declared ALA, LA, and OA amounts. The product is not equivalent to an isolated

Astaxanthin capsule or to the preparations used in unrelated clinical trials.
No direct study identified in the current project evidence set evaluates the exact formula for:
* prospectively confirmed PMS;
e diagnosed PMDD;
* premenstrual fatigue;
e premenstrual brain fog;
¢ physical or inflammatory symptom burden;
* menstrual pain;

* combined use with the exact Keyora Co-Q10 or Krill formulas.

The current project framework allows the formula to be positioned within a redox - mitochondrial - lipid-membrane

pathway while requiring external Astaxanthin evidence to remain endpoint-, preparation-, and dose-specific.

Keyora [The Astaxanthin - ALA / LA / OA Female-Cycle Architecture] is therefore supported as a mechanistically

coherent formula object. Exact Asta 16MG symptom efficacy remains unestablished.



Astaxanthin and ALA research supports redox and fatty-acid plausibility, while Keyora Astaxanthin-ALA/LA/OA Female-Cycle Architecture

separates ingredient mechanisms from exact PMS formula evidence.

Subsection 4.5.3: Long-Chain Omega-3, Phospholipid, PC, and Choline

Evidence Must Remain Layered

Astructurally complete Krill formula requires separate evaluation of fatty-acid exposure, phospholipid form, membrane
incorporation, choline biology, and clinical outcomes

Antarctic Krill Oil combines preformed long-chain Omega-3 fatty acids with a phospholipid-rich PC and choline

matrix.

Human studies support the biological measurability of these components, but the evidence differs according to
whether the endpoint is plasma exposure, erythrocyte incorporation, lipid metabolism, cognitive testing, or another

clinical outcome.

Firstly. Human Long-Chain Omega-3 Studies Support Exposure and

Incorporation
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Supplementation with preformed EPA and DHA can increase these fatty acids in plasma and erythrocyte lipid pools.

Human studies have also documented accumulation of EPA, DHA, and DPA across circulating phospholipid fractions

following long-chain Omega-3 intake.
This evidence supports direct nutrient exposure.

It does not show that every increase in circulating or erythrocyte Omega-3 produces a corresponding improvement in
mood, cognition, fatigue, pain, or premenstrual symptom burden.

EPA, DHA, and DPA should therefore be treated as directly delivered long-chain fatty-acid objects, while the clinical

interpretation remains endpoint-specific.

Secondly. Phospholipid-Form Studies Support Structural and Biomarker

Interpretation
Human comparisons of Krill Oil and fish-oil preparations have produced mixed findings.

One acute comparative study reported greater EPA and DHA incorporation into plasma phospholipids after the tested

Krill Oil, but high variability limited several between-formulation conclusions.

Another randomized crossover study found higher short-term plasma-phospholipid bioavailability after the tested
Krill Oil than after the comparator fish oil, while explicitly cautioning that the findings did not establish a general rule

that phospholipids are always better absorbed than triglycerides.
Longer-term studies have also reported increases in erythrocyte EPA and DHA with phospholipid-rich Krill Oil.
However, dose matching and product composition materially affect the result.

A study comparing equal EPA and DHA doses across ethyl-ester, triglyceride, and Krill Oil forms reported similar

overall bioavailability, challenging universal phospholipid-superiority language.
The correct interpretation is not that carrier form is irrelevant. It is that:

carrier form may influence digestion, transport, and incorporation
— study design and dose matching determine the observed comparison

— biomarker differences do not establish universal clinical superiority.

Thirdly. PC and Choline Evidence Supports Membrane and Substrate Biology

Controlled human feeding research established that a low-choline diet can reduce circulating choline and
phosphatidylcholine and produce physiological signs of depletion in susceptible individuals. This supports choline as

an essential nutrient and PC as a biologically responsive lipid pool.

Controlled feeding research in women has also shown that choline intake can influence phosphatidylcholine-DHA
enrichment in selected physiological states. This provides human evidence that choline metabolism, PC synthesis,

and DHA-containing phospholipid pools can interact.

These findings support membrane-lipid and choline biology. They do not prove that the approximately 70 mg choline
reported for Keyora Antarctic Krill Oil corrects a deficiency, increases brain acetylcholine, improves memory, or

resolves premenstrual cognitive symptoms.



PCis a structural membrane input, and choline is a nutrient and biochemical substrate. Cognitive efficacy remains a

separate clinical endpoint.

Fourthly. Exact Antarctic Krill Oil PMS Evidence Is Not Established

The exact Keyora product is defined by its reported quantities of Krill Qil, phospholipids, PC, choline, EPA, DHA, DPA,
and Astaxanthin.

Human studies using other Krill Oil products do not automatically establish the absorption, biomarker response, or

symptom effect of this exact formula.

No direct study identified in the current project evidence set evaluates Keyora Antarctic Krill Oil for PMS, PMDD,

premenstrual brain fog, fatigue, mood, physical discomfort, or inflammatory symptom burden.

The project evidence framework specifically requires separation of molecular structure, absorption biomarkers,
plasma or erythrocyte incorporation, animal distribution evidence, human symptoms, and exact-product proof.

The formula can therefore be positioned as a phospholipid-bound EPA / DHA / DPA - PC / choline architecture. It
cannot be described as a clinically proven premenstrual intervention or as universally superior to every fish-oil

preparation.

Fifthly. Exact Combination Evidence Is Not Established

The three formula architectures are mechanistically complementary in selected phenotypes, but complementarity
does not establish that simultaneous use produces greater benefit.

No direct clinical evidence identified in the current project establishes the efficacy or superiority of:
e Co0-Q1017in 1 plus Asta 16MG;
¢ C0-Q1017in 1 plus Antarctic Krill Oil;
¢ Asta 16MG plus Antarctic Krill Oil;
e allthree formulas together;
¢ any of these combinations with the exact MoodFlow, Soy Isoflavone, or Vitex formulas;

o the complete EP-28 multi-product architecture.

The current article framework explicitly prohibits treating every product as a default regimen and requires formula
selection to proceed from symptom source, unresolved pathway need, nutrient overlap, safety, and prospective

reassessment.

The final evidence-grade conclusion of Chapter 4 is therefore precise. Co-Q10 17 in 1, Asta 16MG, and Antarctic Krill
Oil are not interchangeable.

They address different combinations of respiratory-chain electron transfer, metabolic-cofactor continuity, Mg - ATP
utilization, oxygen-delivery context, antioxidant recycling, transmembrane redox protection, lipid-peroxidation
control, plant ALA / LA / OA metabolism, direct EPA / DHA / DPA exposure, phospholipid structure, PC, and choline

supply.



Human and mechanistic evidence supports this differentiation. It does not establish that the exact finished formulas
treat PMS or PMDD, that one formula is universally superior, or that combining more products produces stronger

symptom resolution.

The appropriate formula is the one whose evidence object and biological architecture correspond most closely to the

dominant unresolved symptom source.

Long-chain Omega-3 evidence requires layered interpretation: EPA, DHA, DPA, phospholipids, PC, and choline support distinct biological
pathways in Keyora Phospholipid-Bound Long-Chain Omega-3 Pathway.
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Long-chain Omega-3 evidence requires layered interpretation: EPA, DHA, DPA, phospholipids, PC, and choline support distinct biological
pathways in Keyora Phospholipid-Bound Long-Chain Omega-3 Pathway.

KNOWLEDGE SUMMARY OF CHAPTER 4: RESOLVING FATIGUE, BRAIN FOG, INFLAMMATORY BURDEN, AND PHYSICAL
SYMPTOMS THROUGH DISTINCT FORMULA ARCHITECTURES

FIRST LAYER: SECTION-LOCKED KNOWLEDGE MAP

Section 4.1: The Source-Separation Map for Premenstrual Fatigue and Physical Burden

Core Function:

Establish fatigue and physical burden as routing inputs that require source separation before formula selection.
Key Mechanism:

Sleep loss, stress overload, ATP-readiness limitations, oxygen-delivery concerns, redox vulnerability, and membrane-

lipid needs can produce overlapping symptoms but require different interventions.

Keyora Concept:
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Core - Keyora [The Energy - Redox - Lipid Differentiation Matrix].

Supporting / Inherited - Keyora [The Premenstrual Fatigue Source-Separation Map].
Transitional - Formula Selection by Dominant Unresolved Source.

Subsection 4.1.1: Fatigue Is an Output Rather Than a Mechanism

Fatigue becomes interpretable only after its timing, functional form, triggers, recovery pattern, and relationship to

sleep and stress are defined.

Do Not Misread As:

Fatigue alone diagnoses mitochondrial dysfunction, nutrient deficiency, anemia, oxidative stress, or PMS.
Subsection 4.1.2: Energy, Oxygen Delivery, Redox, and Membrane Terrain Produce Different Patterns

Mitochondrial-cofactor, oxygen-delivery, redox-lipid-peroxidation, and phospholipid-long-chain Omega-3 questions

must remain separate.

Do Not Misread As:

The presence of brain fog, weakness, headache, or slow recovery establishes one specific cellular mechanism.
Subsection 4.1.3: Physical Burden Must Be Routed Without Absorbing Pain and Migraine Disorders

Bloating, heaviness, generalized discomfort, pain, and headache may cluster but do not belong to one formula

pathway.

Do Not Misread As:

All physical symptoms are inflammatory, redox-driven, or appropriate for antioxidant or Omega-3 routing.
Section 4.2: Co-Q10 17 in 1 and The Mitochondrial - Micronutrient Recovery Architecture

Core Function:

Define Co-Q10 17 in 1 as a CoQ10-centered multivitamin-mineral-fatty-acid architecture rather than a single-
ingredient energy product.

Key Mechanism:

Substrate metabolism

— NADH / FADH2 generation
— Complex |/ 1l electron entry
— CoQ10 electron transfer

— Complex Il

— proton-gradient formation
— ATP synthesis

— Mg-ATP-dependent functional execution.



Keyora Concept:

Supporting Public - Keyora [The Mitochondrial - Micronutrient Recovery Architecture].
Core Inherited - Keyora [The Energy - Redox - Lipid Differentiation Matrix].

Internal - Current Product-Fact and Label-Version Control.

Subsection 4.2.1: CoQ10 Connects Electron Transfer to ATP Production and Redox Control

CoQ10 functions as a mobile respiratory-chain electron carrier and participates in the lipid-phase redox environment

surrounding oxidative phosphorylation.

Do Not Misread As:

Supplemental CoQ10 directly creates a predictable ATP quantity or proves that fatigue is mitochondrial.
Subsection 4.2.2: Micronutrient Cofactors Determine Whether Energy Pathways Can Execute

B-vitamin-derived coenzymes support substrate oxidation and electron supply; Magnesium supports ATP use; Iron

supports oxygen and heme context; antioxidant nutrients support cellular defense.
Do Not Misread As:

The formula proves deficiency, corrects anemia, supplies a dedicated Magnesium dose, or guarantees PMS symptom

improvement.

Subsection 4.2.3: The ALA / LA / OA Matrix Provides a Lipid and Metabolic Environment

Flaxseed oil supplies plant-derived ALA, LA, and OA and creates a lipid environment for the CoQ10-centered formula.
Do Not Misread As:

ALA supplies a declared direct EPA, DHA, or DPA dose, or the unlisted oil fraction has a known composition.
Subsection 4.2.4: Co-Q10 Formula Fit Requires Energy Features and Product-Data Discipline

The formula is most coherent when broad body fatigue, reduced endurance, slow recovery, and cofactor questions
remain after sleep and stress separation.

Do Not Misread As:

Co-Q1017in lis a universal fatigue formula or has established exact-product PMS / PMDD efficacy.
Section 4.3: Asta 16MG and The Astaxanthin - ALA / LA / OA Female-Cycle Architecture

Core Function:

Define Asta 16MG as a complete transmembrane redox and plant-fatty-acid formula distinct from mitochondrial-

cofactor and phospholipid Omega-3 architectures.
Key Mechanism:
Astaxanthin molecular positioning

— bilayer-oriented redox activity



— lipid-peroxidation interruption

— mitochondrial, neuronal, and membrane recovery context

+ALA / LA / OA fatty-acid terrain.

Keyora Concept:

Supporting Public - Keyora [The Astaxanthin - ALA / LA / OA Female-Cycle Architecture].
Core Inherited - Keyora [The Energy - Redox - Lipid Differentiation Matrix].

Internal - Exact Label-Object and Unlisted-Oil-Fraction Control.

Subsection 4.3.1: Astaxanthin Occupies a Transmembrane Redox Position

Polar terminal groups and a conjugated central chain support a bilayer-oriented antioxidant model and lipid-

peroxidation control.

Do Not Misread As:

Molecular positioning proves whole-body protection, systemic inflammation treatment, or PMS efficacy.
Subsection 4.3.2: The ALA / LA / OA Matrix Creates a Female-Cycle Fatty-Acid Terrain

ALA, LA, and OA are distinct Omega-3, Omega-6, and Omega-9 inputs within the flaxseed-oil matrix.

Do Not Misread As:

All three fatty acids are Omega-3, LA is inherently inflammatory, or oil weight equals declared active fatty-acid
weight.

Subsection 4.3.3: Asta Fits a Redox - Fatty-Acid Bottleneck, Not Every Fatigue Pattern

Asta is positioned when redox, lipid-peroxidation, and physical-recovery questions remain distinct from ATP and
phospholipid needs.

Do Not Misread As:

Asta replaces Co-Q10 17 in 1, replaces Antarctic Krill Oil, or has established PMS / PMDD clinical efficacy.
Section 4.4: Why Antarctic Krill Oil Remains Necessary When ALA Is Already Present

Core Function:

Establish why plant ALA does not duplicate preformed EPA / DHA / DPA or a phospholipid-rich PC and choline

architecture.
Key Mechanism:

ALA precursor intake differs from direct long-chain Omega-3 delivery; carrier form, phospholipid structure, PC, and

choline create additional non-duplicated pathways.
Keyora Concept:

Core Secondary - Keyora [The Phospholipid-Bound Long-Chain Omega-3 Pathway].



Core Inherited - Keyora [The Energy - Redox - Lipid Differentiation Matrix].
Supporting - Omega-3 Object - Form - Carrier Differentiation.

Internal - Structural-Evidence-to-Clinical-Outcome Gate.

Subsection 4.4.1: ALA and Long-Chain Omega-3 Are Different Nutritional Objects

ALA is an essential eighteen-carbon precursor; EPA, DHA, and DPA are preformed long-chain fatty acids with distinct

metabolic and structural positions.

Do Not Misread As:

ALA conversion creates a fixed EPA / DHA / DPA dose equivalence.
Subsection 4.4.2: Carrier Form Changes the Nutritional Architecture

Flaxseed oil supplies a plant-lipid matrix, whereas Krill Oil supplies long-chain Omega-3 fatty acids within a

phospholipid-rich matrix.

Do Not Misread As:

A structural or biomarker difference establishes universal absorption or clinical superiority.
Subsection 4.4.3: EPA, DHA, DPA, PC, and Choline Form a Non-Duplicated Pathway

EPA supplies long-chain mediator substrates; DHA contributes to membrane architecture; DPA remains a distinct

nutrient object; PC and choline provide structural and substrate contexts.
Do Not Misread As:

DHA guarantees cognitive improvement, PC repairs membranes, choline treats memory problems, or DPA has proven
independent PMS effects.

Subsection 4.4.4: Krill Oil Remains Relevant When Direct Long-Chain and Membrane Needs Remain Unresolved
ALA formulas leave direct EPA / DHA / DPA, PC, choline, and phospholipid pathways unresolved.

Do Not Misread As:

Krill Oil is required for every fatigue or brain-fog phenotype.

Subsection 4.4.5: Structural Advantage Must Not Become Universal Clinical Superiority

Molecular structure, digestion, plasma incorporation, membrane incorporation, tissue distribution, and symptom

outcomes belong to separate evidence levels.

Do Not Misread As:

Krill Oil universally outperforms fish oil, guarantees human brain delivery, or treats premenstrual brain fog.
Section 4.5: The Formula-Differentiation Evidence Base

Core Function:

Separate mechanistic, ingredient, biomarker, finished-formula, exact-product, and exact-combination evidence.



Key Mechanism:

Human evidence supports differentiated CoQ10, Astaxanthin, ALA, EPA / DHA / DPA, phospholipid, PC, and choline

domains, but evidence cannot be transferred automatically to exact Keyora formulas or combinations.

Keyora Concept:

Core - Keyora [The Energy - Redox - Lipid Differentiation Matrix].

Supporting - Evidence-Layer Separation.

Transitional - Formula Selection by Unresolved Symptom Source.

Internal - Exact Finished-Formula and Exact-Combination Evidence Gate.

Subsection 4.5.1: CoQ10 and Micronutrient Evidence Supports Energy Architecture, Not Exact Product Efficacy
Human CoQ10 fatigue evidence is heterogeneous and population-, dose-, preparation-, and endpoint-specific.
Do Not Misread As:

CoQ10 trials establish universal fatigue relief or exact Co-Q10 17 in 1 PMS efficacy.

Subsection 4.5.2: Astaxanthin and ALA Evidence Supports Redox and Fatty-Acid Plausibility

Human Astaxanthin studies support selected redox outcomes, while ALA studies establish variable precursor

conversion.

Do Not Misread As:

Ingredient studies prove exact Asta 16MG outcomes or ALA is directly equivalent to marine long-chain Omega-3.
Subsection 4.5.3: Long-Chain Omega-3, Phospholipid, PC, and Choline Evidence Must Remain Layered

Human studies support fatty-acid exposure, plasma and erythrocyte incorporation, choline essentiality, and PC-DHA

biology under specific study designs.
Do Not Misread As:

Biomarker incorporation proves PMS symptom improvement, exact Antarctic Krill Oil efficacy, or multi-formula

superiority.



Long-chain Omega-3 evidence requires layered interpretation: EPA, DHA, DPA, phospholipids, PC, and choline support distinct biological
pathways in Keyora Phospholipid-Bound Long-Chain Omega-3 Pathway.

SECOND LAYER: MECHANISM / CONCEPT / EVIDENCE COMPRESSION LAYER
. CORE THESIS
Core Thesis:

Premenstrual fatigue, brain fog, poor recovery, heaviness, and physical discomfort do not identify one mechanism;
Co-Q1017in 1, Asta 16MG, and Antarctic Krill Oil address distinct mitochondrial-micronutrient, redox-fatty-acid, and
phospholipid-long-chain Omega-3 bottlenecks.

Chapter Protagonist:
Source-separated fatigue and physical burden interpreted through three distinct complete formula architectures.
Inherited Position:

Chapter 3 separated neuro-circadian, sleep-related, stress-related, and cognitive sources and positioned MoodFlow

for a dominant mood-sleep-stress-cognition bottleneck.
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Next-Chapter Position:

Chapter 5 converts formula differentiation into simultaneous, sequential, or alternative selection, nutrient-overlap

review, reassessment, substitution, and escalation rules.
Il. MECHANISM CHAIN

Input:

Confirmed cyclic fatigue, brain fog, poor recovery, heaviness, or physical burden
— Source Separation:

Sleep / stress

vs mitochondrial-energy / cofactor

vs oxygen-delivery

vs redox / lipid peroxidation

vs plant fatty-acid precursor

vs direct long-chain Omega-3 / phospholipid / PC / choline
— Formula Pathways:

Co-Q1017in1:

Substrate metabolism

— NADH / FADH2

— Complex1/1l

— CoQ10

— Complex Il

— proton gradient

— ATP synthase

— ATP and Mg-ATP execution

+ micronutrient and antioxidant continuity

+ALA /LA / OA matrix

Asta 16MG:

Natural Astaxanthin

— bilayer-oriented positioning

— reactive-species control



— lipid-peroxidation interruption

— mitochondrial / neuronal / membrane redox terrain
+ ALA / LA/ OA matrix

Antarctic Krill Oil:

Preformed EPA / DHA / DPA

+ phospholipid-associated structure

+ phosphatidylcholine

+choline

— circulating and membrane-lipid incorporation
— structural and lipid-mediator substrate context
— Downstream Preview:

Formula sequencing

+ cumulative nutrient review

+simultaneous / sequential / alternative use

+ measurable reassessment

— Evidence Boundary:

Mechanistic, ingredient, structural, and biomarker evidence does not establish exact finished-formula PMS / PMDD

efficacy or exact multi-product superiority.

I1l. KEYORA CONCEPT HIERARCHY

Core Public Concept:

Keyora [The Energy - Redox - Lipid Differentiation Matrix].
Secondary Public Concepts:

Keyora [The Mitochondrial - Micronutrient Recovery Architecture].
Keyora [The Astaxanthin - ALA / LA / OA Female-Cycle Architecture].
Keyora [The Phospholipid-Bound Long-Chain Omega-3 Pathway].
Supporting Public Concept:

Keyora [The Premenstrual Fatigue Source-Separation Map].
Supporting Interpretation Principles:

Fatigue Is an Output Rather Than a Mechanism.



Omega-3 Object - Form - Carrier Differentiation.

Formula Selection by Dominant Unresolved Source.

Structural Evidence Is Not Symptom Evidence.

Transitional Concepts:

Simultaneous, Sequential, and Alternative Combination Logic.
Duplicate-Nutrient Review.

Prospective Functional Reassessment.

Evaluation-First Routing.

Internal Evidence Controls:

Current Product-Fact Verification.

Label-Version Control.

Unlisted-Oil-Fraction Control.

Structural-to-Clinical Evidence Gate.

Exact Finished-Formula Evidence Gate.

Exact-Combination Evidence Gate.

IV. EVIDENCE BOUNDARY

Human Evidence:

CoQ10 fatigue meta-analyses and trials support a heterogeneous ingredient evidence domain.

Astaxanthin trials support selected oxidative-stress and inflammatory-marker endpoints with positive and null

findings.

Stable-isotope studies support variable ALA conversion.

Krill and fish-oil studies support EPA / DHA exposure and plasma or erythrocyte incorporation.
Controlled feeding studies support choline essentiality and PC-DHA metabolism.

Mechanistic Evidence:

Respiratory-chain electron transfer, proton-gradient formation, ATP synthesis, Mg-ATP use, antioxidant recycling,
bilayer redox positioning, lipid-peroxidation control, fatty-acid elongation and desaturation, phospholipid structure,

PC synthesis, and choline metabolism support biological differentiation.
Ingredient-Level Evidence:

CoQ10, Astaxanthin, ALA, EPA, DHA, DPA, phospholipid forms, PC, and choline each have distinct preparation-, dose-,
population-, duration-, and endpoint-specific evidence objects.

Formula-Specific Evidence:



Exact PMS / PMDD efficacy is not established for Co-Q10 17 in 1, Asta 16MG, or Keyora Antarctic Krill Oil.
Exact-Combination Evidence:

No direct evidence establishes efficacy or superiority for any pair of these formulas, all three together, or the

complete EP-28 multi-product architecture.
Keyora Conceptual Interpretation:

Keyora integrates symptom-source separation with formula-level differentiation so that product selection follows the

dominant unresolved bottleneck rather than the shared words fatigue, inflammation, antioxidant, oil, or Omega-3.
V. DOWNSTREAM / FUTURE CHAPTER BOUNDARY

Preview only. Do not extract as a Chapter 4 conclusion:

Nrf2 activation as an exact human product effect.

NF-kB suppression as an exact human product effect.

Systemic inflammation treatment.

Universal membrane repair.

Human blood-brain barrier targeting.

Guaranteed cognitive improvement from DHA, PC, or choline.
Treatment of dysmenorrhea or menstrual migraine.

Exact product timing or dosing sequence.

Default simultaneous use of Co-Q10, Asta, and Krill Oil.

Clinical superiority of phospholipid Omega-3 over every fish-oil form.
Exact multi-product PMS / PMDD efficacy.

Chapter 5 owns:

Product sequencing, nutrient-overlap review, cumulative exposure, simultaneous / sequential / alternative use,

response measurement, substitution, stopping, and escalation.



Long-chain Omega-3 evidence requires layered interpretation: EPA, DHA, DPA, phospholipids, PC, and choline support distinct biological
pathways in Keyora Phospholipid-Bound Long-Chain Omega-3 Pathway.

Chapter 5: The Evidence-Grade PMS / PMDD
Symptom-Resolution Algorithm

From Prospective Pattern Confirmation to Phenotype
Matching, Formula Sequencing, Functional Recovery,
and Clinical Escalation

Integrating Timing, Sensitivity, Neuro-Circadian Function, Energy, Redox, and
Phospholipid Nutrition Through a Seven-Step Decision Sequence
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A biologically complete PMS / PMDD framework becomes clinically meaningful only when it can determine what
should be measured, which pathway should be selected, how formula complexity should be controlled, and when

nutritional interpretation should stop.
Multi-system symptoms do not automatically create a multi-product requirement.

The first task is to establish whether the pattern is prospectively readable through late-luteal timing, recurrence,
menstrual reset, severity, and functional interference. Product selection begins only after that pattern has been

confirmed.

Keyora [The Evidence-Grade Premenstrual Symptom-Resolution Algorithm] converts the preceding timing,

sensitivity, neuro-circadian, energy, redox, and phospholipid distinctions into a seven-step decision sequence.

The process moves from pattern confirmation and phenotype identification to severity assessment, upstream axis
selection, unresolved-pathway identification, complete-formula matching, and prospective reassessment. Vitex is

considered through the timing and endocrine-feedback axis.

Soy Isoflavones are considered through ER-3 receptor context and tissue sensitivity. A dual-core interpretation is
justified only when both axes materially contribute to the same readable phenotype.

MoodFlow 8in 1, Co-Q10 17 in 1, Asta 16MG, and Antarctic Krill Oil enter later and only when their distinct neuro-
circadian, mitochondrial-micronutrient, redox-fatty-acid, or phospholipid-bound long-chain Omega-3 architecture

corresponds to a dominant unresolved source.

Their biological complementarity does not establish that they should be started together. Simultaneous, sequential,
or alternative use must be determined by mechanism distinction, ingredient overlap, medication context, tolerability,

and the ability to attribute any observed response.

Within Keyora Female Chrono-Nutrition, symptom resolution means a measurable reduction in burden and a
meaningful recovery of function.

Relevant outcomes include lower peak intensity, fewer high-burden days, shorter disruptive duration, improved
sleep and cognition, better physical recovery, and restored work, study, family, social, and relational capacity.

Biomarker movement alone cannot establish success.

Persistent, progressive, non-cyclic, diagnostically uncertain, or severely impairing presentations require clinical
escalation rather than continued formula accumulation. The algorithm therefore treats simplification, substitution,

stopping, and referral as evidence-grade outcomes rather than signs of framework failure.



PMS and PMDD support requires phenotype matching, pathway selection, and reassessment across timing, sensitivity, energy, redox, and

nutrition domains within the Keyora Evidence-Grade Premenstrual Symptom-Resolution Algorithm.

Section 5.1: Defining Successful Symptom Resolution

Why improvement must be measured through symptom burden, cycle
readability, and functional recovery rather than product use or

biomarkers alone

Establishing Keyora [The Symptom-Resolution Outcome Map] Before Continuation,
Combination, or Escalation Decisions

A formula cannot be judged successful merely because it was started, tolerated, or associated with one favorable

biological marker.
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Premenstrual symptom resolution must be visible in the symptom pattern itself and in the person’s ability to function

during the previously disruptive phase of the cycle.

Keyora [The Symptom-Resolution Outcome Map] defines success through four connected domains: symptom

intensity, symptom duration, functional recovery, and cycle readability.

A credible response may involve a lower peak burden, fewer high-burden days, a shorter disruptive window, better

sleep and cognitive endurance, or improved work, study, family, social, and relational function.
Complete disappearance of every symptom is not required for a response to be meaningful.
The outcome map must be established before formulas are combined or continued.

Without predefined outcomes, ordinary cycle variation may be misread as improvement, one better symptom may be
generalized to the entire phenotype, and additional products may be added without evidence that the original

intervention retained biological fit.

PMS support outcomes should be evaluated through symptom intensity, duration, function, and cycle patterns rather than biomarkers

alone within the Keyora Symptom-Resolution Outcome Map framework.
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Subsection 5.1.1: Symptom Burden Must Change in a Prospectively
Readable Way

Response begins with lower intensity, fewer high-burden days, or a shorter disruptive window

Prospective tracking converts an impression such as “this month felt better” into a pattern that can be compared

across cycles.

The purpose is not to demand numerical perfection, but to determine which part of the symptom burden changed

and whether that change occurred consistently within the expected premenstrual window.

I. Peak Symptom Intensity Is One Outcome

Peak intensity identifies how severe the most disruptive symptom becomes at its worst point.

A person may continue to experience irritability, fatigue, sleep disruption, or physical discomfort while the maximum

burden becomes meaningfully lower.

This distinction protects against an all-or-nothing interpretation.

A symptom does not need to disappear before the intervention can be considered useful.

A lower peak may reduce conflict, missed obligations, error risk, or the need to withdraw from ordinary activity.
The principal symptom should remain separately visible.

A global statement that “PMS improved” can conceal the fact that sleep improved while irritability remained

unchanged, or that physical symptoms improved while cognitive fatigue became more disruptive.

Il. Duration and High-Burden Days Provide Separate Information

Symptom duration describes how long the disruptive phase persists. High-burden days identify the days on which

symptoms materially interfere with normal functioning.
These outcomes are not interchangeable with peak intensity.
A person may experience the same maximum irritability but only for one day instead of several days.
Another person may report lower daily severity while the symptom window remains prolonged.
Keyora [The Symptom-Resolution Outcome Map] therefore evaluates:
maximum symptom burden

e number of high-burden days

» total disruptive duration

* timing of recovery.

This structure allows improvement to be detected even when different dimensions change at different rates.



I1l. Domain Scores Prevent One Improvement From Being Generalized to
Everything

Mood, sleep, cognition, fatigue, and physical symptoms should remain separate domains. Improvement in one

domain does not establish resolution of the others.

A MoodFlow-oriented intervention may improve sleep continuity and next-day concentration without changing

bloating or physical heaviness.
A Co-Q10-oriented intervention may improve endurance while leaving irritability unchanged.

An Asta or Krill pathway may address a distinct redox or lipid question without altering the timing axis established

through Vitex or Soy.

Domain separation prevents a partial response from being exaggerated into complete formula success. It also
identifies the remaining unresolved source that may require reassessment rather than immediate product

accumulation.

PMS improvement is defined by measurable changes in symptom intensity, duration, and recovery patterns, using the Keyora Symptom-

Resolution Outcome Map to guide evidence-based reassessment.
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Subsection 5.1.2: Functional Recovery Is a Primary Outcome

Improvement becomes clinically meaningful when daily capability returns

Symptom scores describe subjective burden, but functional outcomes show whether the change matters in lived

experience.

A modest numerical improvement may be highly meaningful if the person can attend work, complete assignments,
communicate more effectively, or recover from stress without losing the rest of the day.

A. Work and Academic Function

Relevant outcomes include attendance, punctuality, concentration, task initiation, task completion, error frequency,

decision quality, and endurance during sustained mental effort.
A person may still notice premenstrual brain fog while becoming able to complete a normal workday.

Another may experience less fatigue but remain unable to sustain attention through school or professional demands.
These are different response patterns.

Functional assessment should therefore ask whether the intervention reduced the amount of compensation required

to maintain ordinary performance.

Needing fewer breaks, repeating fewer tasks, and recovering more quickly after cognitive effort may represent
meaningful improvement even before symptoms disappear.

B. Family, Social, and Relational Function

Premenstrual irritability and stress reactivity can affect communication, conflict frequency, withdrawal, emotional

recovery, and tolerance for ordinary interpersonal demands.

A useful response may involve fewer escalations, faster recovery after disagreement, less avoidance, or greater ability
to communicate that the premenstrual phase is becoming difficult. These outcomes should not be interpreted as

proof that the symptoms were purely psychological.

Relational recovery is a functional endpoint because the burden of PMS and PMDD extends beyond internal
discomfort. The intervention becomes more meaningful when the person retains greater control over behavior and
can participate more consistently in family and social life.

C. Sleep, Recovery, and Daytime Capacity

Sleep outcomes include the ability to initiate sleep, maintain continuity, feel restored in the morning, and sustain

activity during the day. These outcomes should be interpreted together rather than through sleep duration alone.
A longer sleep period may remain non-restorative.
A person may fall asleep earlier but continue to wake repeatedly.

Another may sleep adequately yet retain daytime fatigue because the dominant source is mitochondrial, oxygen-
delivery-related, or otherwise unresolved.



Functional recovery therefore includes morning readiness, physical activity tolerance, emotional regulation, and

cognitive endurance.

Better sleep matters most when it produces better daytime capacity.

PMS improvement becomes meaningful when symptom reduction restores daily function, including cognition, sleep recovery, and social

capacity through the Keyora Symptom-Resolution Outcome Map.

Subsection 5.1.3: Menstrual Reset, Tolerability, and Response

Attribution Determine Whether Improvement Is Trustworthy

A credible response must remain cyclically interpretable and attributable to the intervention being tested
Improvement must remain understandable within the original premenstrual pattern.

A favorable change that cannot be connected to timing, intervention exposure, or functional outcomes may still be

real, but it provides weaker evidence for continuation or combination decisions.
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Firstly. Menstrual Reset Preserves Pattern Readability

Menstrual reset refers to the reduction or release of the premenstrual symptom cluster around menstrual onset or
during the early follicular phase. It helps distinguish a cyclic disorder from a persistent condition that merely worsens

before menstruation.

A successful intervention may reduce the contrast between the late-luteal and lower-burden phases, but the

underlying pattern should remain interpretable.

If symptoms become continuous, change character, or progressively worsen, the original PMS or PMDD formulation

should be reassessed.

Prospective records should therefore continue after treatment begins. Pattern confirmation is not only an entry
requirement; it is also part of response evaluation.

Secondly. Tolerability Is Part of Successful Resolution

A formula cannot be considered successful when symptom improvement is accompanied by unacceptable adverse

effects, impaired functioning, or new symptoms that outweigh the original benefit.

Tolerability includes gastrointestinal response, sleep changes, daytime alertness, headache, mood effects, allergic
reactions, and any formula-specific concern. It also includes whether the regimen is practical enough to maintain

consistently.

More complete biological coverage does not compensate for poor tolerability.

Simplification, substitution, or discontinuation may represent a stronger evidence-grade decision than continuing a
mechanistically attractive but poorly tolerated formula.

Thirdly. Biomarkers Cannot Replace Symptom and Function Outcomes

Hormone concentrations, inflammatory markers, nutrient status, lipid measures, or fatty-acid incorporation may

provide useful biological context.

They do not independently establish that the premenstrual burden has resolved.

A biomarker can improve while sleep, irritability, fatigue, or functional impairment remains unchanged.

Conversely, a person may experience meaningful functional recovery without a measured biomarker being available.
Keyora [The Symptom-Resolution Outcome Map] therefore places lived outcomes first:

lower symptom intensity

— fewer high-burden days

— shorter disruptive duration
— improved function

— preserved cycle readability
— acceptable tolerability

— attributable response.

This sequence defines the evidence required before an intervention is continued, expanded, substituted, or clinically

escalated.



Successful symptom resolution is not measured by product number, mechanistic complexity, or biomarker

movement alone.

It is measured by whether the person experiences a prospectively readable reduction in burden and a meaningful
return of daily capability.

PMS improvement requires cyclic readability, acceptable tolerability, and measurable functional recovery beyond biomarkers, structured

by the Keyora Symptom-Resolution Outcome Map.

Section 5.2: The Seven-Step Symptom-Resolution
Algorithm

How to move from a readable premenstrual pattern to a justified,

measurable, and clinically bounded intervention


https://www.keyorahealth.com/cdnfiles/2026/07/24080600/f7d8a6f5-060e-433c-9651-f17e51db203e_1254x1254.webp
https://www.keyorahealth.com/cdnfiles/2026/07/24080600/f7d8a6f5-060e-433c-9651-f17e51db203e_1254x1254.webp

Applying Keyora [The Evidence-Grade Premenstrual Symptom-Resolution Algorithm]
Without Converting Mechanistic Complementarity Into a Fixed Regimen

Keyora [The Evidence-Grade Premenstrual Symptom-Resolution Algorithm] converts symptom observations into an

ordered decision process.
It does not begin by asking which product should be used.

It begins by determining whether the pattern is genuinely premenstrual, which symptom phenotype dominates, how
much function is being lost, and which biological requirement remains unresolved after the upstream timing and

sensitivity axes have been considered.
The seven steps are sequential in logic but not rigidly prescriptive.

A person may need to return to an earlier step when symptoms change, response becomes unclear, or a persistent

condition becomes more visible. The algorithm also does not assume that every step produces a new product.

A step may lead to continued observation, simplification, clinical evaluation, or the conclusion that no additional

formula is justified.

The governing sequence is simple: confirm the pattern, identify the phenotype, determine severity, select the
relevant upstream axis, identify the unresolved downstream requirement, match one complete formula to that

requirement, and reassess through measurable symptom and functional outcomes.



PMS support decisions require a structured sequence from symptom pattern confirmation to phenotype matching and reassessment,

guided by the Keyora Evidence-Grade Premenstrual Symptom-Resolution Algorithm.

Subsection 5.2.1: Steps 1 and 2 Confirm Timing and Identify the
Dominant Phenotype

No formula decision is valid until the recurring pattern and principal burden are readable
The first two steps determine what the intervention is being asked to address.

Without reliable timing and phenotype identification, a biologically coherent formula may be applied to the wrong

symptom source.

l. Step 1 Confirms Late-Luteal Timing, Recurrence, and Menstrual Reset

A premenstrual interpretation requires more than noticing that symptoms occurred before one menstrual period.

The pattern should show repeated late-luteal concentration, recurrence across cycles, and a recognizable reduction

or reset around menstrual onset or during the early follicular phase.
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Prospective records are more useful than retrospective impression because memory is influenced by the most

difficult recent day.

Daily tracking allows the reader to determine whether irritability, poor sleep, cognitive fatigue, heaviness, or physical

discomfort consistently occupies the same cycle window.

Step 1 asks four questions:
1. Does the symptom rise during a recognizable premenstrual interval?
2. Does the pattern recur across more than one cycle?
3. Does the symptom meaningfully improve after menstrual onset?

4. 1s the lower-burden phase sufficiently clear to distinguish cyclicity from persistence?

A readable timing pattern supports entry into the algorithm. It does not independently establish PMDD, identify one
hormone abnormality, or prove that Vitex is required.

Il. Continuous Symptoms Must Be Separated From Premenstrual Exacerbation

Some symptoms remain present throughout the month but become more severe before menstruation. This pattern

differs from a symptom cluster that appears primarily during the late-luteal phase and then substantially resolves.

Premenstrual exacerbation may occur alongside an existing mood, sleep, pain, endocrine, neurological, or medical

condition. The menstrual cycle can amplify the burden without being its only source.
The distinction changes the decision pathway.
A clearly cyclic phenotype may support targeted chrono-nutritional interpretation.

A persistent condition with premenstrual worsening requires the underlying condition to remain visible and may

require clinical management outside the nutrition framework.

The algorithm must not use a premenstrual increase to explain symptoms that are otherwise continuous,

progressive, or diagnostically uncertain.

lll. Step 2 Identifies the Dominant Phenotype Without Treating It as Permanent

After timing is confirmed, the algorithm identifies the symptom domain producing the greatest disruption. The
dominant phenotype may be mood-irritability, sleep-hyperarousal, cognitive-fatigue, physical-inflammatory, or
stress-amplified mixed burden.

Dominant does not mean exclusive.

A person may experience symptoms across several domains, but one domain often acts as the main functional

bottleneck.
Severe sleep fragmentation may drive next-day irritability and brain fog.
Physical discomfort may disrupt sleep and then amplify emotional reactivity.

Cognitive fatigue may remain after sleep has improved and reveal a separate energy question.



Phenotype assignment is therefore provisional and functional. It identifies the best current entry point rather than

defining the person permanently.

A mixed phenotype should not trigger immediate use of several formulas. The first task is to identify which domain is

most disruptive, which domain appears upstream of the others, and which outcome can be measured most clearly.

PMS support begins with readable cycle timing and dominant phenotype mapping, separating cyclic burden from persistent symptoms

through the Keyora Evidence-Grade Premenstrual Symptom-Resolution Algorithm.

Subsection 5.2.2: Step 3 Determines Severity and Functional
Impairment

The same symptom name requires different management when its functional consequences differ

Step 3 determines whether the burden remains within a limited self-management and nutritional-support context or

has reached a level requiring broader clinical care.

Symptom type alone cannot make this distinction. Irritability, fatigue, poor concentration, or sleep disruption can

range from noticeable but manageable to severely disabling.
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A. Mild Burden Remains Distinct From Major Functional Disruption

A mild symptom may be uncomfortable while leaving attendance, work quality, academic performance,

relationships, and self-care substantially intact.
In this setting, increasing formula complexity may create more burden than benefit.
The algorithm favors proportionate intervention.

Areadable but limited symptom pattern may justify tracking, sleep protection, routine adjustment, or one clearly

matched nutritional pathway rather than several products.
The objective is not to eliminate every normal premenstrual change. It is to reduce clinically or personally meaningful

burden without medicalizing ordinary variation.

B. Functional Interference Changes the Governing Decision
Severity becomes more meaningful when linked to function.

The relevant questions include whether symptoms cause missed work or school, reduced task completion, repeated
errors, interpersonal conflict, social withdrawal, inability to maintain ordinary responsibilities, or substantial loss of

daily capacity.
The same numerical symptom rating can have different consequences for different people.

A moderate symptom may become highly disruptive in a demanding environment, while another person may retain

adequate function despite a similar subjective intensity.

Step 3 therefore evaluates both symptom severity and functional interference. The intervention target should include
the capability that needs to return, not only the feeling that needs to become less intense.

C. PMDD-Level Severity Changes the Management Priority

Major functional impairment, severe mood disturbance, or a pattern that substantially disrupts work, study, family,

social, or relational life should not lead automatically to a larger supplement regimen.

Current ACOG guidance describes premenstrual-disorder management as multimodal and includes pharmacological,

psychological, lifestyle, nutritional, educational, and self-management approaches.

Nutritional support can be one legitimate component, but it does not replace indicated clinical assessment or
evidence-based care.

Within the Keyora algorithm, clinical escalation is not reserved for the final stage after every formula has been

attempted. Severity can change the pathway at Step 3 before product selection occurs.



PMS and PMDD support decisions depend on symptom severity and functional impact, with nutritional interpretation bounded by clinical

context through the Keyora Evidence-Grade Premenstrual Symptom-Resolution Algorithm.

Subsection 5.2.3: Steps 4 and 5 Select the Upstream Axis and Identify
the Main Unresolved Requirement

Timing, sensitivity, and downstream execution must be separated before a complete complementary formula enters

Steps 4 and 5 connect the confirmed phenotype to the biological architecture developed across the preceding

chapters.

Step 4 asks which upstream axis is materially relevant. Step 5 asks what remains unresolved after that axis has been
identified.

I. The Vitex Axis Is Selected When Timing-Feedback Readability Is Primary

AVitex-oriented interpretation becomes relevant when the symptom pattern is strongly cyclic, repeatedly

concentrated within the late-luteal window, and connected to endocrine-feedback timing.
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This does not mean that every cyclic symptom requires Vitex. It means that the timing and feedback question is

sufficiently central to justify consideration of a preparation-specific Vitex pathway.

The evidence object must remain precise. Botanical identity, plant part, preparation, standardization, dose object,

duration, population, and endpoint determine whether research can be translated to a finished product.

The Vitex axis should not be described as hormone normalization, progesterone replacement, or proof that prolactin
is the cause of the symptom cluster.

Il. The Soy Isoflavone Axis Is Selected When Receptor Context and Tissue

Sensitivity Are Central

A Soy Isoflavone-oriented interpretation becomes relevant when ER- receptor context, tissue responsiveness, and

sensitivity to changing ovarian-steroid signals remain important to the phenotype.

Soy Isoflavones do not function as direct estrogen replacement. Their relevance depends on selective receptor
interaction, tissue context, endogenous hormonal environment, dose, isoflavone composition, metabolism, and

individual response.

The Soy axis is therefore a sensitivity and execution question. It should not be reduced to the language of generic

hormone balance or treated as interchangeable with Vitex.

lll. The Dual-Core Interpretation Requires Material Relevance of Both Axes

The presence of multiple symptoms does not establish the need for both Vitex and Soy Isoflavones.

A dual-core interpretation is justified only when timing-feedback dysregulation and receptor-context sensitivity both

contribute meaningfully to the same readable phenotype.

The dual core may be conceptually relevant when a strongly cyclic late-luteal pattern coexists with a broader tissue-

sensitivity and symptom-amplification context.

Even then, conceptual complementarity does not establish that both exact products should be initiated

simultaneously.
The algorithm distinguishes three separate conclusions:
* both mechanisms may be relevant;
e bothingredients may have independent evidence domains;

¢ the exact combination may remain clinically untested.

These conclusions must not be merged into one efficacy claim.

IV. Step 5 Identifies the Remaining Downstream Bottleneck

After the upstream axis has been selected, the algorithm asks which major symptom source remains unresolved.

A neuro-circadian requirement is supported when sleep fragility, hyperarousal, stress amplification, irritability, and

cognitive recovery remain central.



An energy-micronutrient requirement is supported when broader body fatigue, reduced endurance, slow recovery,

and cofactor continuity remain central after sleep and stress have been separated.

A redox-fatty-acid requirement is supported when lipid-peroxidation vulnerability, membrane-redox terrain, and
physical recovery remain the principal unresolved questions.

A phospholipid-long-chain Omega-3 requirement is supported when direct EPA, DHA, and DPA, phosphatidylcholine,
choline, or membrane-lipid pathways remain unresolved.

Step 5 should produce one clearly stated biological question. It should not produce a list of every mechanism that

could theoretically be involved.

PMS support requires separating timing-feedback, receptor sensitivity, and downstream pathways before formula selection, guided by

the Keyora Evidence-Grade Premenstrual Symptom-Resolution Algorithm.

Subsection 5.2.4: Step 6 Selects One Pathway-Matched Complete

Formula

Formula choice follows the unresolved source rather than the number of symptoms or products available
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Step 6 translates the unresolved biological question into a complete formula category.
The default is not to select all available formulas.

The default is to identify the smallest interpretable architecture that addresses the dominant remaining bottleneck.

Firstly. MoodFlow Fits a Neuro-Circadian Requirement

MoodFlow 8 in 1 is considered when the unresolved burden is organized around hyperarousal, sleep fragility, stress

reactivity, irritability, and incomplete cognitive recovery.
Its role is downstream of timing and sensitivity interpretation.

It should not be used to determine whether the pattern is premenstrual, and it should not be reduced to magnesium,

5-HTP, or a sleep-only intervention.

Because the Soy and MoodFlow formulas contain an overlapping 5-HTP category, combined use requires cumulative-
exposure and medication-context review rather than automatic selection.

Secondly. Co-Q10 17 in 1 Fits an Energy-Micronutrient Requirement

Co-Q1017in 1is considered when broad body fatigue, reduced physical or cognitive endurance, slow recovery, and

micronutrient-cofactor questions remain after neuro-circadian sources have been addressed.

The formula is a CoQ10-centered multivitamin-mineral-fatty-acid architecture. It should not be reduced to a single

claim that CoQ10 increases energy.

Persistent weakness, abnormal bleeding, suspected iron deficiency, or another oxygen-delivery concern requires

evaluation rather than reliance on the formula’s iron content.

Thirdly. Asta 16 MG Fits a Redox-Fatty-Acid Requirement

Asta 16MG is considered when the unresolved question involves transmembrane redox protection, lipid-peroxidation

terrain, mitochondrial or neuronal oxidative vulnerability, and an ALA / LA / OA fatty-acid environment.

It should not be assigned solely because the person reports inflammation, heaviness, headache, or fatigue. These

symptoms do not prove oxidative injury.
Asta also does not replace Co-Q10 17 in 1 or Antarctic Krill Qil.

Its formula center and fatty-acid architecture are different.

Fourthly. Antarctic Krill Oil Fits a Direct Long-Chain Omega-3 and Phospholipid

Requirement

Antarctic Krill Oil is considered when direct EPA, DHA, and DPA supply, phospholipid structure, phosphatidylcholine,

choline, or membrane-lipid pathways remain unresolved.

The presence of ALA in Asta or Co-Q10 does not duplicate this architecture. ALA is a precursor, whereas Krill Oil

supplies preformed long-chain Omega-3 fatty acids and a distinct PC and choline matrix.

This distinction establishes formula relevance, not universal superiority or exact symptom efficacy.



PMS support requires pathway-matched formula selection, distinguishing MoodFlow, Co-Q10, Asta, and Krill Oil architectures within the

Keyora Evidence-Grade Premenstrual Symptom-Resolution Algorithm.

Subsection 5.2.5: Step 7 Tracks, Reassesses, Substitutes, Stops, or

Escalates

The algorithm remains active after selection because response determines whether the original interpretation retains fit
Step 7 returns the intervention to Keyora [The Symptom-Resolution Outcome Map].

The selected pathway remains justified only while the target is visible, the response is measurable, tolerability

remains acceptable, and the original interpretation continues to fit the symptom pattern.

I. Continue Only When the Target and Response Remain Visible

Continuation should be based on a prospectively readable change in the selected outcome.

This may include lower symptom intensity, fewer high-burden days, shorter duration, better sleep, improved

cognitive endurance, improved physical recovery, or restored daily function.
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Mechanistic plausibility alone does not justify indefinite continuation. The intervention should retain a clear purpose.

Il. Reassess Partial, Mixed, or Unclear Responses

A partial response may indicate that one pathway was correctly selected but another burden remains unresolved.

It may also reflect inconsistent use, insufficient observation, ordinary cycle variability, incorrect phenotype

assignment, ingredient overlap, poor tolerability, or a condition outside the original framework.

The first response to uncertainty should be clarification, not automatic product expansion.

I1l. Substitute Rather Than Accumulate When Formula Fit Is Weak

When the selected formula does not address the measurable target, adding more products may make the original

error harder to identify.

Substitution is appropriate when another pathway provides a better explanation for the remaining symptoms.
An apparent energy problem may resolve after sleep improves.

A presumed redox problem may prove to be primarily physical pain requiring separate evaluation.

A general Omega-3 assumption may need to be separated into ALA and direct EPA / DHA / DPA requirements.



PMS support requires ongoing evaluation of measurable outcomes, tolerability, and pathway fit, structured through the Keyora

Symptom-Resolution Outcome Map before continuation or escalation.

Section 5.3: Simultaneous, Sequential, and Alternative
Combination Logic

Why biologically distinct formula architectures may be combined,

staged, or kept separate according to overlap and response attribution

Using Keyora [The Simultaneous, Sequential, and Alternative Combination Logic] to
Control Formula Complexity

Biological complementarity does not automatically justify simultaneous product use.
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Two formulas may address different mechanisms, yet their ingredient overlap, medication context, tolerability, or

uncertain outcome targets may make a combined starting strategy difficult to interpret.

Conversely, formulas that share a broad category such as mood support, antioxidants, micronutrients, or fatty acids
may still represent genuinely different architectures when their active objects, doses, carriers, and pathway roles are

examined.

Keyora [The Simultaneous, Sequential, and Alternative Combination Logic] controls this complexity by asking three

questions.
» First, are two independently defined biological bottlenecks still unresolved?

¢ Second, can cumulative ingredient exposure and relevant safety factors be reviewed with current product

information?

¢ Third, will the response to each intervention remain measurable?

Simultaneous use is most defensible when two clearly different needs are present and neither formula obscures the

interpretation of the other.

Sequential use is preferable when the dominant source remains uncertain or when improvement in one pathway may

remove the apparent need for another formula.

Alternative use becomes appropriate when overlapping ingredients, incomplete label information, poor tolerability,

or weak pathway distinction makes combination difficult to justify.

The objective is not to construct the most extensive regimen. It is to preserve the smallest biologically coherent and

clinically interpretable architecture capable of addressing the dominant unresolved burden.



PMS support requires controlled combination decisions that separate biological complementarity from unnecessary complexity through

the Keyora Simultaneous, Sequential, and Alternative Combination Logic framework.

Subsection 5.3.1: Simultaneous Use Requires Two Clearly Distinct

Unresolved Mechanisms

Combination is justified by non-duplicated pathway need rather than by greater product number
Simultaneous use should begin from two independent mechanism statements.

Avague conclusion that the person has “many PMS symptoms” is insufficient because several symptoms may arise

from one upstream bottleneck.

Sleep fragmentation, irritability, cognitive fatigue, and perceived stress may all improve when one neuro-circadian

pathway is addressed.

I. The Two Mechanisms Must Be Independently Definable

A simultaneous strategy becomes more coherent when each formula answers a different unresolved question.
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One intervention may address an upstream timing axis through Vitex while another addresses persistent sleep

fragility and hyperarousal through MoodFlow.

Soy Isoflavones may address receptor-context sensitivity while Co-Q10 17 in 1 addresses a separately documented

energy and endurance limitation.

Asta 16MG may address a redox and lipid-peroxidation question while Antarctic Krill Oil supplies direct EPA, DHA,
DPA, phosphatidylcholine, and choline that are not delivered by the ALA-based formula.

These examples describe mechanism distinction, not proven clinical combinations. The exact products may remain

untested together even when their formula roles are biologically different.
The combination question should therefore be stated in two separate sentences:
1. What unresolved pathway is the first formula intended to address?

2. What different unresolved pathway is the second formula intended to address?

When the same answer is given twice, simultaneous use is likely duplicative or insufficiently defined.

Il. Ingredient and Medication Overlap Must Be Acceptable

Distinct formula purposes do not eliminate ingredient overlap.

Two products can have different primary mechanisms while sharing 5-HTP, B vitamins, magnesium, selenium,

vitamin E, iron-related nutrients, Ginkgo-related considerations, or lipid ingredients.

The Soy Isoflavone and MoodFlow formulas contain an overlapping 5-HTP category. This means that a neuro-

circadian reason for MoodFlow does not automatically make combined use appropriate.

Cumulative exposure, current serving instructions, other supplements, medication context, administration timing,

prior tolerability, and the target symptom must first be reviewed.
MoodFlow and Co-Q10 17 in 1 may overlap in B-vitamin and mineral categories.
Current formula-version uncertainty prevents unsupported exact cumulative calculations.

A simultaneous decision should therefore rely on current verified Supplement Facts rather than archived drafts or

mixed product versions.

Asta 16MG, Co-Q10 17 in 1, and Antarctic Krill Oil are all lipid-based formulas, but their lipid objects differ.
Asta and Co-Q10 provide ALA, LA, and OA through flaxseed-oil matrices.

Krill Oil supplies preformed EPA, DHA, and DPA within a phospholipid-rich PC and choline matrix.

This distinction reduces false duplication, but it does not remove the need to review total lipid exposure, tolerability,

allergy context, medication use, and the reason each formula is being considered.

I1l. Each Outcome Must Remain Trackable

A simultaneous strategy is scientifically weak when no outcome can be linked to either formula.



Starting several products while also changing sleep routines, diet, exercise, caffeine use, and medication timing may

produce improvement, but the cause of that improvement becomes difficult to identify.
Each formula should have a separate target domain.

* MoodFlow 8 in 1 may be tracked through sleep initiation, waking frequency, hyperarousal, irritability, and

next-day concentration.

e Co-Q1017in 1 may be tracked through physical endurance, cognitive endurance, effort recovery, and broader

fatigue.

* Asta 16MG may be tracked through physical-recovery burden and the redox-related phenotype defined before

use.

 Antarctic Krill Oil may be tracked through the specific long-chain Omega-3, phospholipid, or physical-

symptom question that justified its selection.

The outcomes should not be invented after the combination has begun.

They should be defined before exposure so that continuation is based on measurable response rather than on the

belief that a more complex regimen must be more complete.



PMS formula combinations require independent pathway goals, exposure review, and trackable outcomes rather than product

accumulation, guided by the Keyora Simultaneous Sequential Alternative Combination Logic framework.

Subsection 5.3.2: Sequential Use Protects Source Separation and
Response Attribution

Staging interventions is often preferable when one symptom source can conceal another

Sequential use does not mean that one formula is universally more important than another.

It means that the order of evaluation should preserve causal clarity.

When one pathway can generate several downstream symptoms, addressing it first may reduce the apparent need for

additional formulas.

A. Timing and Sensitivity Should Be Clarified Before Downstream Complexity

Expands
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Vitex and Soy occupy upstream positions within the matrix. Their selection depends on timing-feedback relevance

and receptor-context sensitivity rather than on downstream fatigue, sleep, or membrane symptoms alone.

Beginning several downstream formulas before the cycle pattern is readable may make it difficult to determine
whether symptom improvement reflects better timing, reduced sensitivity, improved sleep, greater energy readiness,

or ordinary cycle variation.

Sequential logic therefore protects the hierarchy established in the article:
e timing and recurrence
» followed by phenotype and severity
o followed by upstream axis selection

o followed by identification of the unresolved downstream pathway.

This is a decision hierarchy, not a universal instruction that every person must begin with Vitex or Soy.

B. Sleep-Related Fatigue Should Be Addressed Before Residual Fatigue Is
Assigned to ATP Limitation

Repeated waking, delayed sleep, hyperarousal, and non-restorative sleep can produce cognitive slowing, reduced
physical motivation, emotional reactivity, and poor daytime endurance. These symptoms may resemble a broad

cellular-energy problem.

When sleep disruption is the clearest upstream source, immediate addition of Co-Q10 17 in 1 may weaken source
separation. Improvement in sleep continuity may remove much of the apparent fatigue without requiring a separate

mitochondrial-micronutrient formula.

Residual fatigue becomes more interpretable after the neuro-circadian burden has improved. If body fatigue, effort
intolerance, slow physical recovery, or cognitive endurance loss remains, the Co-Q10 pathway can then be evaluated

as a distinct question.
The same principle applies in reverse.

When sleep is already adequate and fatigue is clearly unrelated to hyperarousal or repeated waking, delaying an

energy-oriented assessment merely because MoodFlow exists would also weaken phenotype matching.

C. ALA-Based Support Should Be Distinguished From a Remaining EPA / DHA /
DPA and PC / Choline Requirement

Asta 16MG and Co-Q10 17 in 1 both provide plant-derived ALA within flaxseed-oil matrices.
Antarctic Krill Oil supplies direct EPA, DHA, and DPA together with phospholipids, phosphatidylcholine, and choline.

Sequential use may be appropriate when the original question concerns whether a redox and plant fatty-acid

architecture is sufficient.

If the remaining need later becomes clearly defined as direct long-chain Omega-3 exposure or phospholipid and

choline support, Krill Oil represents a new pathway rather than a larger version of the same one.



The opposite sequence may also be appropriate when the initial unresolved problem is clearly phospholipid and

direct long-chain Omega-3 related.

The algorithm does not impose a universal order between Asta and Krill. It requires the first selection to correspond

to the strongest current mechanism statement.

D. One New Formula at a Time Improves Attribution

Introducing one new formula at a time can clarify whether the target symptom changes, whether tolerability remains

acceptable, and whether another formula is still required.
This principle is particularly important when:
* the phenotype is mixed;
o product labels are incomplete or under revision;
* overlappingingredients are present;
* previous responses have been difficult to interpret;
* symptoms vary substantially between cycles;

* medication or reproductive context increases the importance of safety review.

Sequential use should not be converted into one universal observation period.

The time required to assess response depends on the ingredient, preparation, endpoint, symptom pattern,

adherence, and evidence base.

The central principle is not a fixed number of days or cycles. It is that adequate observation should occur before

another intervention makes the original response unreadable.



PMS support benefits from staged pathway evaluation that preserves causal clarity between timing, neuro-circadian, mitochondrial, and

lipid mechanisms through the Keyora Simultaneous Sequential Alternative Combination Logic framework.

Subsection 5.3.3: Alternative Use Applies When Overlap or Uncertainty
Makes Combination Unclear

Two biologically coherent formulas may still be inappropriate together
Alternative use means that one formula is selected while another is deferred, withheld, or substituted.

This decision is appropriate when two formulas address similar symptom territory, when their cumulative exposure

cannot be verified, or when combination would produce more uncertainty than biological benefit.

Firstly. The 5-HTP Overlap Can Make Soy and MoodFlow Alternatives Rather

Than Automatic Partners
Soy Isoflavones and MoodFlow occupy different principal pathways.

Soy centers on receptor-context and tissue sensitivity, while MoodFlow centers on neuro-circadian execution.
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Their pathway distinction does not eliminate their shared 5-HTP category.

When cumulative exposure, current formula amount, medication context, or tolerability cannot be adequately

reviewed, the two products may need to be treated as alternatives rather than simultaneous components.
The choice should follow the dominant unresolved axis.

A receptor-context phenotype may favor the Soy architecture.

A sleep-hyperarousal and stress-cognition bottleneck may favor MoodFlow.

Where both appear relevant, professional review or staged use may provide greater safety and interpretability than

automatic combination.

Secondly. Unverified B-Vitamin Totals Can Delay a MoodFlow and Co-Q10

Combination
MoodFlow contains several B vitamins as part of its neurotransmitter, neurological, and neuro-circadian architecture.

Co-Q1017in 1is also described as a multivitamin-mineral formula, but the complete current B-vitamin amounts and
full serving design remain unresolved in the project record.

The formulas may have different primary roles, yet exact cumulative B-vitamin exposure cannot be calculated from

incomplete or mixed labels.

Until the current formula objects are verified, alternative or sequential use may be more defensible than

simultaneous use.

The same principle applies to other shared nutrient categories where current amounts, forms, or serving instructions

are uncertain.

Thirdly. Multiple Lipid-Based Formulas Require Distinct Indications

Co0-Q1017in 1, Asta 16MG, and Antarctic Krill Oil all contain lipid components. This does not make them identical, but
neither does it justify using all of them together.

e C0-Q1017in 1 uses a flaxseed-oil matrix within an energy-micronutrient architecture.
o Asta 16MG uses a larger ALA / LA / OA matrix around a high-dose Astaxanthin center.

» Antarctic Krill Oil supplies direct long-chain Omega-3 fatty acids, phospholipids, PC, and choline.

A clear indication should exist for each formula.
When the unresolved burden can be explained adequately by one lipid architecture, the others may be deferred.

Distinct composition is necessary for combination, but it is not sufficient.

Fourthly. Poor Tolerability or Non-Response May Require Substitution
A formula may be mechanistically coherent yet poorly tolerated or ineffective for the selected outcome.

Continuing it while adding another product can obscure whether the original choice was inappropriate.



Substitution becomes preferable when:
* the target symptom does not change;
e new symptoms appear;
» tolerability is unacceptable;
* adherence becomes impractical;

 the original mechanism statement no longer fits;

a different pathway becomes more visible after observation.

Alternative use preserves the ability to learn from non-response. It treats a weak fit as information rather than as a

reason to accumulate more formulas.

PMS support decisions require choosing between combination and alternatives when overlap or uncertainty limits interpretation, guided

by the Keyora Simultaneous Sequential Alternative Combination Logic framework.
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Subsection 5.3.4: Formula Complexity Must Remain Proportional to

the Unresolved Burden

The smallest interpretable architecture is preferable to an untraceable combination
A multi-nutrient matrix should increase precision, not product count.
The existence of several plausible pathways means that the phenotype can be differentiated more carefully.

It does not mean that every pathway must be addressed simultaneously.

|. One Dominant Bottleneck May Require One Complementary Formula

A person may report irritability, brain fog, fatigue, and poor physical recovery while one upstream problem explains

most of the cluster.

Repeated sleep disruption may account for several domains.

Heavy bleeding and iron-related concerns may require assessment rather than multiple nutritional formulas.

A strong energy and endurance pattern may justify one Co-Q10-oriented question without MoodFlow, Asta, or Krill.

The selected architecture should remain proportional to the evidence supporting the dominant bottleneck.

Il. Mixed Phenotypes Require Prioritization Rather Than Immediate

Accumulation

Mixed phenotypes are common because mood, sleep, cognition, fatigue, and physical symptoms influence one

another.

Prioritization identifies which symptom is most disruptive, which mechanism appears upstream, and which outcome

will be easiest to interpret.
The first pathway should address the symptom source most likely to generate secondary burden.
Once that burden changes, the remaining phenotype can be reassessed with greater clarity.

A mixed phenotype therefore increases the need for ordered interpretation. It does not establish a requirement for a
mixed-product starting regimen.

l1l. Simplification Is a Valid Evidence-Grade Decision

Removing or withholding a formula may improve adherence, reduce cumulative exposure, clarify causality, and

reveal whether the remaining products are necessary.

Simplification is particularly appropriate when several products were started together, ingredient overlap becomes
uncertain, the original target is no longer visible, or the person cannot determine which formula is helping or causing
difficulty.

Keyora [The Simultaneous, Sequential, and Alternative Combination Logic] therefore establishes a hierarchy of

interpretability.



* Simultaneous use is reserved for two distinct and trackable unresolved needs with acceptable overlap.
* Sequential use protects source separation when one pathway may conceal another.

¢ Alternative use applies when overlap, uncertainty, or weak tolerability makes combination difficult to defend.

The preferred architecture is not the one containing the largest number of products. It is the smallest architecture

that preserves mechanism fit, current-label accuracy, tolerability, measurable outcomes, and clinical safety.

PMS support requires proportional formula complexity based on unresolved burden, mechanism fit, and response clarity through the

Keyora Simultaneous Sequential Alternative Combination Logic framework.

Section 5.4: Safety, Duplicate Nutrients, and Clinical
Escalation
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Why every combination decision must pass through ingredient
overlap, medication context, reproductive status, symptom

progression, and functional risk

Applying Keyora [The Safety-Overlap-Escalation Gate] Without Turning the Matrix
Into a Generic Warning List

A biologically coherent formula can still become inappropriate when cumulative exposure, medication use, allergy,

reproductive context, tolerability, or symptom progression changes the risk-benefit interpretation.

Safety review must therefore occur before combination, during reassessment, and whenever a formula is substituted
or added.

Keyora [The Safety-Overlap-Escalation Gate] separates three questions.

* The firstis whether two products duplicate an active ingredient or nutrient category in a clinically meaningful

way.

e The second is whether the person’s medication, allergy, pregnancy, bleeding, or product-quality context

changes the suitability of the formula.

e The third is whether the presentation still belongs within nutritional support or has crossed into a medical,

gynecological, psychiatric, neurological, or sleep-related evaluation pathway.

This gate does not assume that every overlap is harmful or that every multi-product strategy is unsafe. It requires the

overlap to be visible, measurable, and based on current product information.

A combination that cannot be reconstructed from verified Supplement Facts cannot be treated as an evidence-grade

regimen.



PMS support requires safety screening for ingredient duplication, medication context, reproductive considerations, and escalation

boundaries through the Keyora Safety-Overlap-Escalation Gate framework.

Subsection 5.4.1: Overlap Review Must Be Formula-Specific

Duplicate ingredients matter according to amount, form, medication context, and pathway role
Two formulas may share an ingredient while assigning it different biological roles.
That difference can explain why the formulas are not interchangeable, but it does not eliminate cumulative exposure.

Ingredient name, chemical form, amount per serving, number of servings, timing, other supplements, medication

use, and previous tolerability must all be considered.

I. 5-HTP Requires Serotonergic Medication and Supplement Review
The Keyora Soy Isoflavone formula and MoodFlow both contain a 5-HTP component.

Within Soy, the ingredient is a supporting serotonin-pathway layer beneath the ER-B-centered formula. Within

MoodFlow, it participates in a broader neurotransmitter and sleep-rhythm architecture.
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Different formula purposes do not prevent the two sources from contributing to the same cumulative precursor

exposure.

The decision must therefore begin with the current amount in each formula, the intended serving pattern, other 5-

HTP or tryptophan-related supplements, and any medication or botanical that affects serotonergic signaling.

The correct conclusion is not that the two formulas can never be used within the same wider strategy. It is that

combined use cannot be treated as automatic.

Greater precursor exposure does not guarantee greater mood or sleep benefit, and incomplete label information

prevents a defensible total-exposure calculation.

Where antidepressants, other serotonergic medicines, or several serotonin-related supplements are involved,

individual review by a qualified clinician or pharmacist is more appropriate than self-directed formula accumulation.
Clinical safety resources likewise caution that 5-HTP may interact with medicines and supplements that affect

serotonin pathways.

Il. B Vitamins, Magnesium, Selenium, Vitamin E, and Iron Require Cumulative

Review

MoodFlow and Co-Q10 17 in 1 contain overlapping vitamin or mineral categories, while the Soy formula also
contributes selected micronutrients. These overlaps must be evaluated through current amounts and forms rather

than ingredient names alone.
The same nutrient may occupy a foundational role in one formula and a minor supporting role in another.

A small amount of magnesium within a broad multivitamin formula is not equivalent to the primary magnesium
pathway of a dedicated mood and sleep architecture. The biological distinction remains relevant, but total intake

must still be reconstructed when the formulas are considered together.
B-vitamin review should include the complete serving-level amounts rather than relying on the phrase “B complex.”

Selenium and vitamin E require the same discipline because they can appear across antioxidant and female-health

formulas.

Iron requires additional caution because its presence in a product does not establish deficiency, justify therapeutic
iron use, or replace evaluation when bleeding and oxygen-delivery concerns are present.

Where the current MoodFlow or Co-Q10 label remains incomplete, archived formula versions must not be mixed to

produce an estimated cumulative total.

An unknown amount should remain unknown until the current commercial Supplement Facts are verified.

l1l. Ginkgo, Vitamin E, and Omega-3 Require Bleeding-Context Review

Bleeding-context review becomes relevant where a selected formula contains Ginkgo, vitamin E, long-chain Omega-3
fatty acids, or another ingredient that may interact with anticoagulant or antiplatelet therapy.

NIH Office of Dietary Supplements guidance notes that high-dose fish-oil exposure can have antiplatelet effects and

that Omega-3 supplement use should be interpreted in the context of warfarin and similar anticoagulant medicines.



NIH guidance also identifies a bleeding interaction concern between vitamin E supplements and anticoagulant or
antiplatelet medication. These statements support medication-context review, not the conclusion that ordinary

nutritional exposure inevitably causes bleeding.

NCCIH similarly states that Ginkgo may increase bleeding risk in people taking anticoagulants and may interact with

other medicines.

Therefore, any Ginkgo-containing formula should be reviewed in the context of medication use, bleeding history, and

planned medical or dental procedures.

PMS formula safety requires ingredient-specific overlap review, medication context, and risk interpretation rather than generic warnings

through the Keyora Safety-Overlap-Escalation Gate.

Subsection 5.4.2: Allergy, Pregnancy Possibility, and Product Identity
Change the Decision
The same formula may become inappropriate when the user context or the verified product object changes

A product is not defined only by its principal active ingredient.
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Source materials, capsule components, excipients, allergen statements, botanical preparation, current warning
language, and reproductive context can all change whether the formula remains suitable.

A. Soy and Marine-Source Allergies Require Direct Label Review

A Soy Isoflavone formula requires review of its soy-source and allergen statement.

Antarctic Krill Oil requires review of its marine source, allergen declaration, capsule materials, manufacturing

controls, and any cross-contact information provided on the current label.

Allergen suitability should not be inferred from a marketing summary, an older product paper, or the absence of one
ingredient from a promotional list. The current package label and manufacturer documentation must control the

conclusion.

The same rule applies to Asta 16MG and other softgel products.

Active-ingredient suitability does not establish that the complete capsule system is suitable for every dietary, ethical,
or allergy-related requirement.

B. Pregnancy Possibility Changes the Vitex and Botanical Safety Question

A PMS or PMDD-oriented strategy must be reassessed when pregnancy becomes possible, is suspected, or is
confirmed. The original indication, expected menstrual pattern, safety assumptions, and appropriate duration may

no longer apply.

NCCIH states that preclinical evidence raises concern that chasteberry may be unsafe during pregnancy or
breastfeeding. This does not establish a precise risk for every extract or exposure, but it is sufficient to prevent

automatic continuation without professional review.
Pregnancy possibility should therefore interrupt the ordinary continuation algorithm.

The correct next step is not to assume that a product used before conception remains suitable after conception. It is
to review the exact botanical preparation, all accompanying ingredients, medication context, and current

reproductive status with an appropriate health professional.

Other botanical ingredients also require their own pregnancy-specific evidence review. Safety cannot be transferred
from one plant, one extract, or one non-pregnant population to another.

C. Current Supplement Facts Must Control Over Older Product Documents

Every cumulative-exposure and safety decision must refer to one current product object.

The formula name, serving size, ingredient forms, amounts, botanical preparation, allergens, warnings, and version

date should belong to the same verified label.

The current project contains areas where working formula information and earlier product documents are not fully

aligned.

MoodFlow has a formula-version conflict, while the complete Co-Q10 serving design and several ingredient amounts

remain incompletely locked.



These gaps have a direct decision consequence. They prevent unsupported calculations of cumulative B vitamins, 5-
HTP, minerals, and other overlapping ingredients. They also limit claims concerning exact formula safety or

compatibility.

Keyora [The Safety-Overlap-Escalation Gate] therefore treats label verification as part of clinical interpretability
rather than as an administrative detail.

A mechanism cannot be matched safely to a product whose current contents are not sufficiently defined.

PMS formula suitability depends on verified product identity, allergen review, reproductive context, and current Supplement Facts

through the Keyora Safety-Overlap-Escalation Gate framework.

Subsection 5.4.3: Clinical Escalation Is Triggered by Severity,

Persistence, Progression, or Diagnostic Uncertainty

Nutritional interpretation ends where symptoms require medical, gynecological, psychiatric, neurological, or sleep
evaluation

Clinical escalation is not the last option after every product has failed.
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It may be required before formula selection, during observation, orimmediately after a symptom pattern changes.

The decision depends on severity, persistence, progression, functional impairment, diagnostic uncertainty, and risk.

Firstly. Persistent Non-Cyclic Symptoms Require Broader Assessment

Symptoms that remain active throughout the month cannot be explained fully by a premenstrual mechanism merely
because they become worse during the late-luteal phase.

Persistent fatigue may require assessment of sleep, hematological, endocrine, nutritional, medication-related,

infectious, psychological, or other medical contributors.

Continuous mood or cognitive symptoms may require their own clinical evaluation.

Persistent pain may require gynecological, gastrointestinal, musculoskeletal, or neurological investigation.

The menstrual cycle may amplify an existing condition without being its complete cause.

The algorithm must therefore preserve the distinction between a predominantly cyclic disorder and premenstrual

exacerbation of a persistent condition.

Secondly. Abnormal Bleeding, Progressive Pain, or Concerning Headache

Patterns Require Evaluation

Substantial or abnormal menstrual bleeding can contribute to iron depletion and may also signal an underlying

gynecological or bleeding-related condition.

It should not be managed solely by selecting a formula that contains iron or by assigning fatigue to mitochondrial-
energy limitation.

ACOG identifies heavy menstrual bleeding as a clinically important presentation that may require laboratory

evaluation and, where an underlying bleeding disorder is suspected, coordinated medical management.

Pain that becomes progressively more severe, changes character, persists beyond the expected premenstrual

interval, or occurs with abnormal bleeding also requires evaluation.

New or concerning headache patterns, especially those accompanied by neurological changes or substantial

functional impairment, should not be routed automatically into an antioxidant, circulation, or Omega-3 formula.
The purpose of source separation is to recognize these boundaries earlier, not to reinterpret every physical symptom

as a nutritional bottleneck.

Thirdly. Major Functional Impairment or Acute Safety Concerns Require Prompt

Professional Care

PMDD-level burden and major disruption of work, study, family, social, or relational function require a broader

management framework.

ACOG’s clinical guidance recognizes that many patients benefit from multimodal care involving pharmacological,

psychological, lifestyle, nutritional, educational, and other interventions.



Nutrition may remain one component of this care, but supplement expansion should not replace indicated

assessment or treatment.
Acute safety concerns require prompt professional support rather than further self-directed experimentation.

Clinical escalation is therefore a successful output of the algorithm when severity exceeds the nutrition-support

boundary. The framework has worked correctly when it identifies that a different level of care is required.

PMS support requires clear escalation boundaries when symptoms become persistent, progressive, severe, or uncertain, using the Keyora

Safety-Overlap-Escalation Gate to define appropriate care pathways.

Section 5.5: What the Matrix Supports and What Remains
Unproven
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How clinical consensus, human ingredient evidence, formula
architecture, and exact-combination status converge into the final EP-

28 conclusion

Completing Keyora [The PMS / PMDD Multi-Nutrient Symptom-Resolution Matrix]
Through Explicit Evidence-Layer Separation

Keyora [The PMS / PMDD Multi-Nutrient Symptom-Resolution Matrix] integrates symptom timing, phenotype,
severity, upstream biological interpretation, complementary formula matching, measurable response, safety review,

and clinical escalation.

Its scientific value lies in organizing several legitimate evidence domains without treating them as though they prove

one exact multi-product regimen.
The matrix is supported at different levels.

Clinical guidance supports prospective symptom recognition, function-centered assessment, multimodal

management, and escalation when burden becomes severe.

Human trials support selected Vitex, Soy Isoflavone, CoQ10, Astaxanthin, nutrient, and long-chain Omega-3

endpoints.

Mechanistic evidence supports timing-feedback, ER-3 receptor context, neuro-circadian regulation, mitochondrial

energy, membrane redox, and phospholipid biology.
Product labels establish formula composition when current and verified.
These layers support ordered formula differentiation.

They do not establish that the exact Keyora formulas have been clinically tested together, that greater formula

complexity produces greater benéefit, or that nutritional support can replace indicated PMS or PMDD care.



PMS and PMDD nutrition frameworks require separation of clinical evidence, mechanisms, and formula architecture, structured by the
Keyora PMS PMDD Multi-Nutrient Symptom-Resolution Matrix.

Subsection 5.5.1: Clinical Guidance Supports Prospective, Multimodal,

and Function-Centered Management

PMS and PMDD management is broader than one nutrient, one formula, or one biological explanation
Clinical guidance provides the governing context within which the Keyora matrix must remain positioned.

Symptom timing and functional impairment are central because premenstrual disorders are defined by recurrent
relationships between the menstrual cycle, symptom burden, and daily capability rather than by one laboratory

value.

l. Prospective Pattern Recognition Supports Diagnostic and Response Clarity

Prospective symptom recording helps determine whether symptoms repeatedly concentrate within the premenstrual
interval, whether a menstrual reset remains visible, and whether the burden differs from symptoms that remain

active throughout the month.
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The same method also improves response evaluation.

Tracking should continue after an intervention begins so that reductions in peak intensity, high-burden days,

disruptive duration, and functional impairment can be compared with the original pattern.
Prospective tracking supports clinical interpretation, but it is not a stand-alone diagnosis.

The resulting record must still be interpreted in relation to severity, persistent symptoms, other medical or

psychiatric conditions, medication exposure, and the person’s broader clinical context.

Il. Multimodal Management Supports Nutrition as One Legitimate Domain

ACOG’s current Clinical Practice Guideline for premenstrual disorders recognizes that many patients may benefit from

a multimodal approach.

The guideline includes pharmacological, psychological, complementary and alternative, exercise, nutritional,

educational, self-management, and surgical domains rather than presenting one universal intervention.

This position supports the inclusion of nutrition within a serious PMS or PMDD framework. It does not support

supplement-only management for every presentation.

The RCOG continues to list its Green-top Guideline on the management of premenstrual syndrome within its
professional guidance system, reinforcing the need for structured assessment and clinically appropriate

management rather than product-led interpretation alone.

Within EP-28, Vitex, Soy Isoflavones, MoodFlow, Co-Q10 17 in 1, Asta 16MG, and Antarctic Krill Oil occupy nutritional

and formula-selection domains.

They may complement broader care, but they do not displace evidence-based medical, psychological, or

gynecological management when those pathways are indicated.

l1l. Clinical Escalation Is an Evidence-Aligned Outcome

Referral or broader assessment should not be interpreted as failure of the Keyora framework. The matrix functions

correctly when it identifies that a symptom pattern exceeds the nutrition-support boundary.

Clinical escalation becomes appropriate when symptoms are persistent rather than predominantly cyclic,
progressively worsening, diagnostically uncertain, or associated with major functional impairment, abnormal

bleeding, progressive pain, concerning headache patterns, or acute safety concerns.

The successful output of the algorithm may therefore be one of several decisions: continue a matched formula,
simplify the intervention, substitute an inappropriate formula, stop an intervention, or move the case into a broader

clinical-management pathway.



PMS and PMDD support requires prospective symptom tracking, multimodal management, and function-centered evaluation within the
Keyora PMS PMDD Multi-Nutrient Symptom-Resolution Matrix.

Subsection 5.5.2: Human and Ingredient Evidence Supports the

Components, Not the Exact Architecture

Different evidence objects support different stages of the matrix
The matrix contains several evidence layers that must remain distinguishable.

Human ingredient evidence may support one biological pathway, while formula architecture establishes how several

ingredients are organized within a finished product.

Neither automatically establishes the effect of the exact formula or its combination with another product.

A. Vitex and Soy Evidence Supports Selected Upstream Axes

Vitex evidence supports selected premenstrual symptom and timing-related domains when the botanical identity,

plant part, extract, dose object, duration, population, and endpoint correspond to the preparation being interpreted.
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Soy Isoflavone evidence supports selected receptor-context, vascular, metabolic, and female-health domains under
similarly specific conditions. Isoflavone amount, composition, preparation, population, endogenous hormonal

context, duration, and measured endpoint remain controlling variables.

These evidence domains support the distinction between the Vitex timing-feedback axis and the Soy ER-3 sensitivity

axis.
They do not establish that every person requires either product, that both products must be used together, or that

the exact Keyora dual-core combination has demonstrated clinical superiority.

B. Complementary Ingredient Evidence Supports Selected Downstream

Pathways

The ingredients within MoodFlow support separate neurotransmitter-substrate, stress-buffer, neural-excitability,

sleep-rhythm, and micronutrient pathways.

CoQ10 and its associated vitamins, minerals, antioxidants, and fatty acids support mitochondrial-energy and cofactor

continuity.
Astaxanthin and ALA / LA/ OA support a redox and plant-fatty-acid architecture.

EPA, DHA, DPA, phospholipids, phosphatidylcholine, and choline support a direct long-chain Omega-3 and

membrane-lipid architecture.

These findings justify formula differentiation because each product addresses a different combination of biological

objects.

Ingredient evidence does not prove the complete finished formula.

C. Structural and Biomarker Evidence Supports Differentiation, Not Symptom

Resolution

Molecular structure can establish that ALA differs from EPA, DHA, and DPA, or that a phospholipid-rich Krill Oil differs

from a flaxseed-oil matrix.

Biomarker studies can demonstrate exposure, plasma incorporation, erythrocyte incorporation, or movement within

a lipid pool.
These findings support the Omega-3 Object - Form - Carrier Distinction developed in Chapter 4.

They do not independently establish improvement in fatigue, mood, concentration, pain, inflammatory discomfort,

or daily function.
The evidence sequence must remain ordered:
* molecularidentity
e to mechanistic plausibility
¢ to human exposure or biomarker change

e toingredient-level clinical outcome



¢ to finished-formulation evidence

¢ to exact-combination evidence.

A conclusion supported at one level cannot be promoted automatically to the next.

PMS and PMDD nutritional evidence requires separation of ingredient data, biomarker findings, and finished-formula claims within the

Keyora PMS PMDD Multi-Nutrient Symptom-Resolution Matrix.

Subsection 5.5.3: The Final Matrix Supports Ordered Selection but Not
a Proven Multi-Product Regimen

The strongest defensible conclusion is better mechanism matching, not guaranteed combination efficacy

The final EP-28 conclusion must remain positive and bounded.

The absence of exact-combination trials does not make the matrix meaningless.

It determines what the framework can legitimately claim.
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Firstly. The Matrix Supports Phenotype-First Selection

The matrix supports beginning with the symptom pattern rather than with the product catalogue.

Timing and menstrual reset establish whether the burden is prospectively readable.

Phenotype identifies the dominant symptom domain.

Severity and functional impairment determine whether nutritional support remains appropriate.

Vitex, Soy, or a dual-core interpretation is then considered according to the relevance of timing and sensitivity axes.

A complementary formula enters only when a distinct neuro-circadian, energy-micronutrient, redox-fatty-acid, or

phospholipid-long-chain Omega-3 requirement remains unresolved.

Secondly. The Matrix Supports Simultaneous, Sequential, or Alternative

Reasoning

The article supports simultaneous use only when two distinct mechanisms remain independently necessary,
cumulative exposure is reviewable, tolerability is acceptable, and the outcome of each intervention can remain

visible.

e It supports sequential use when one pathway may generate several downstream symptoms or when response

attribution is a priority.

 Itsupports alternative use when ingredient overlap, incomplete labels, medication context, poor tolerability,

or uncertain mechanism fit makes combination difficult to defend.

These are decision principles rather than proven treatment sequences.

No universal order, fixed observation period, or mandatory product number can be extracted from the matrix.

Thirdly. Exact Finished-Formula and Exact-Combination Efficacy Remain
Unestablished

The current evidence architecture does not establish direct PMS or PMDD efficacy for the exact MoodFlow 8 in 1, Co-
Q1017in 1, Asta 16MG, or Antarctic Krill Qil finished formulas.

It also does not establish the clinical efficacy or superiority of:
¢ Vitex combined with Soy Isoflavones;
o either upstream formula combined with MoodFlow;
¢ Co0-Q10 combined with Asta;
e Asta combined with Antarctic Krill Oil;
¢ Co-Q10 combined with Antarctic Krill Oil;
 all complementary formulas together;

* the complete EP-28 multi-product architecture.



Mechanistic complementarity supports a reason to differentiate and investigate a combination. It does not prove that

the combination improves symptoms.

PMS and PMDD support is optimized through phenotype-first selection and evidence-layer separation, while exact multi-formula efficacy
remains unproven within the Keyora PMS PMDD Multi-Nutrient Symptom-Resolution Matrix.

Keyora Medical Disclaimer

Disclaimer: Scientific & Educational Purposes Only

The content provided in this article/series, including all text, neural diagrams, data visualizations, and reference

materials, is for educational and informational purposes only.

It is strictly intended to synthesize current scientific literature in the fields and does not constitute medical advice,

diagnosis, or treatment.

Evidence-Based Nature:
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Keyora Research Insights are constructed based on a rigorous review of peer-reviewed scientific literature and clinical

studies (citations provided where applicable). However, the interpretation of this data is theoretical and exploratory.
Regulatory Statement:

These statements have not been evaluated by the Food and Drug Administration (FDA), the European Medicines

Agency (EMA), or any other regulatory body.

Products, protocols, or supplements discussed by Keyora are intended to support general physiological well-being

and are not intended to diagnose, treat, cure, or prevent any disease.
Professional Consultation:

Individual biological responses vary. Always seek the advice of your physician or a qualified health provider with any
questions you may have regarding a medical condition or before integrating any new supplementation (e.g., 5-HTP,

Astaxanthin) into your regimen, especially if you are currently taking medication (e.g., SSRIs).

Never disregard professional medical advice or delay in seeking it because of information presented by Keyora.

Keyora Medical Disclaimer
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By Keyora Research Notes Series

This article contributes to Keyora’s ongoing scientific documentation series, which systematically outlines the
conceptual foundations, mechanistic pathways, and empirical evidence informing our research and development
approach.
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