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VOLUME 9 · PAPER 41 · CANCER, GROWTH AND REPAIR

The Rejuvenation–Cancer Paradox
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

Increasing cellular plasticity might expand opportunities for regeneration while weakening
mechanisms that preserve differentiated identity and growth control. The central question is
whether strategies that make cells more capable of rebuilding tissues can also make selected
pre-malignant clones more dangerous.

The biological route

Cellular reprogramming can alter epigenetic landscapes; growth factor pathways support both
wound repair and proliferation; senescence acts as a damage response and potential
tumor-suppressive barrier. An aged tissue may need greater plasticity yet contain expanded mutant
clones. A hypothetical regenerative intervention could therefore have different effects in a healthy
stem-cell niche and a field of genetically altered cells.

An illustrative scenario

A regeneration intervention can be beneficial in a young, genetically stable tissue and less
predictable in aged tissue containing many mutant clones. The mechanism should therefore be
considered against the background of somatic mosaicism. A safety study limited to early increases
in stem-cell activity would miss the very outcome that matters: whether clonal selection and tissue
identity remain stable over meaningful follow-up.

Alternative explanations and limits

Reprogramming is not automatically carcinogenic, and some partial reprogramming approaches
aim to avoid dedifferentiation. The degree of danger depends on vector, dose, duration, cell type,
pre-existing mutations and immune surveillance. No single mechanism proves that all rejuvenation
strategies are unsafe.

What would change the conclusion?

A defensible safety envelope requires longitudinal measures of cell identity, proliferation, DNA
damage, clonal expansion and functional recovery—not simply rejuvenation of an epigenetic clock.
If tissues improve without clonal expansion or loss of function under sufficient follow-up, the
theoretical concern weakens for that intervention.

The distinctive prediction

A genuinely successful rejuvenation intervention should improve tissue function while showing no
unacceptable promotion of mutant clones during adequate follow-up. The absence of early tumors is
not enough to settle delayed safety.
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Clinical interpretation

Any discussion of reprogramming should be explicitly experimental and not construed as an
invitation to self-administer interventions. Biological age reduction, tissue repair and longer healthy
survival are different endpoints.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Colom B et al. Mutant clones in normal epithelium outcompete and eliminate emerging tumours. Nature. 2021.
https://www.nature.com/articles/s41586-021-03965-7

van Neerven SM, Vermeulen L. Cell competition in development, homeostasis and cancer. Nat Rev Mol Cell Biol. 2023.
https://www.nature.com/articles/s41580-022-00538-y

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

VOLUME 9 · PAPER 42 · CANCER, GROWTH AND REPAIR

The Healthy Cell as a Cancer
Suppressor
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

Normal cells can influence which mutant clones survive nearby. This paper asks whether healthy
neighbors constitute an underappreciated layer of tumor suppression through competition, contact
and tissue architecture—not merely a passive backdrop to malignant genetics.

The biological route

Cell competition mechanisms in epithelia can eliminate some transformed or less-fit cells, while
highly competitive mutant clones can eliminate others. A mouse model of esophageal
carcinogenesis reported early tumor elimination through competition with neighboring mutant
epithelial clones. This is a subtle result: the neighboring cells need not be genetically pristine to
restrain an emerging neoplasm.

An illustrative scenario

In the esophagus of a mouse model, competition with neighboring epithelial clones can eliminate
early neoplastic lesions. That striking result does not generalize automatically to advanced human
cancer, where tumor microenvironments, immune evasion and metastatic behavior differ. The
theoretical extension should focus on when and where the host still possesses functional
competitive restraint—and when malignant evolution has escaped it.

Alternative explanations and limits

https://www.nature.com/articles/s41586-021-03965-7
https://www.nature.com/articles/s41580-022-00538-y
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Cell competition is two-edged; it can also support clonal dominance and cancer progression. What
holds in one epithelial model may not apply to disseminated metastasis or hematologic cancer. The
term “healthy” may be misleading in aging tissues populated by numerous somatic mutations.

What would change the conclusion?

Any proposed therapy needs a precise competition mechanism and evidence that it selectively
disadvantages malignant cells without enhancing fitter oncogenic clones. If competitor
manipulation accelerates tumors or damages normal epithelium, the proposed intervention fails its
fundamental objective.

The distinctive prediction

If normal or competing epithelial clones remove nascent tumors, the effect should depend on
specific relative fitness interactions. Advanced cancer may not preserve that early epithelial
defense, and the scope of the mechanism must be stated.

Clinical interpretation

The intellectual lesson is that cancer suppression can involve interactions among populations of
cells. It does not show that nutritional optimization alone eliminates tumors or replaces oncology.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Colom B et al. Mutant clones in normal epithelium outcompete and eliminate emerging tumours. Nature. 2021.
https://www.nature.com/articles/s41586-021-03965-7

van Neerven SM, Vermeulen L. Cell competition in development, homeostasis and cancer. Nat Rev Mol Cell Biol. 2023.
https://www.nature.com/articles/s41580-022-00538-y

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

VOLUME 9 · PAPER 43 · HIDDEN CLOCKS OF HEALING

The Body Has More Than One Clock
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

Circadian time is distributed across central and peripheral tissues rather than dictated by one
master signal alone. The hypothesis is that phase mismatches between immune, hepatic, gut and
neural rhythms can contribute to disease even when each rhythm retains a normal average
amplitude.

The biological route

https://www.nature.com/articles/s41586-021-03965-7
https://www.nature.com/articles/s41580-022-00538-y
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The suprachiasmatic nucleus responds to light while feeding, hormones, temperature and activity
influence peripheral clock phases. Liver metabolic enzymes, immune-cell trafficking, bile-acid
cycles and microbial oscillations are time-sensitive. A common clock time does not necessarily
correspond to the same internal biological phase across individuals or organs.

An illustrative scenario

A night-shift worker's sleep duration, feeding schedule and central circadian phase may disagree
with the timing of liver metabolism. To isolate clock mismatch from ordinary sleep loss,
investigators need more than a questionnaire asking when someone goes to bed. Repeated phase
markers and functional outcomes would be necessary. The difficulty is precisely why circadian
explanations must not be applied indiscriminately to chronic disease.

Alternative explanations and limits

Sleep deprivation, shift work, diet quality and stress can themselves affect outcomes; circadian
mismatch is often difficult to disentangle. Mouse clock experiments cannot show that an individual
human symptom arises from phase discordance. A single melatonin measurement is rarely enough
to characterize the entire system.

What would change the conclusion?

An informative analysis would repeatedly measure phase markers across tissues or validated
proxies and determine whether phase relationships predict function better than sleep duration or
exposure alone. If alignment has no independent relationship to outcomes, the broad disease model
loses force.

The distinctive prediction

A clock-mismatch disorder should be defined by disagreement among measured biological phases,
not by being awake at an unusual hour. The degree of mismatch should also forecast outcomes
better than total sleep duration alone.

Clinical interpretation

The proposal may sharpen questions about medication timing and shift work but should not be
turned into universal sleep schedules or claims that synchronization cures autoimmune disease.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Thaiss CA et al. Transkingdom control of microbiota diurnal oscillations promotes metabolic homeostasis. Cell. 2014.
https://pubmed.ncbi.nlm.nih.gov/25417104/

Chrono-tailored drug delivery systems: recent advances and future directions. Drug Deliv Transl Res. 2024.
https://link.springer.com/article/10.1007/s13346-024-01539-4

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

https://pubmed.ncbi.nlm.nih.gov/25417104/
https://link.springer.com/article/10.1007/s13346-024-01539-4
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VOLUME 9 · PAPER 44 · HIDDEN CLOCKS OF HEALING

The Treatment That Works Only
During One Biological Phase
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

Wound healing is not one uniform process; inflammation, proliferation and remodeling require
different cellular tasks. An intervention could be beneficial in one phase and disruptive in another.
The question is whether treatment effectiveness can sometimes be mapped to the phase of the
underlying tissue process rather than to the calendar alone.

The biological route

Inflammatory cells remove debris and pathogens, fibroblasts build matrix, epithelial cells restore
barriers and later remodeling adjusts tissue strength. Suppressing an inflammatory pathway too
early could theoretically hinder necessary defense, whereas persistent activation later may drive
fibrosis. The same growth factor can support repair or maladaptive proliferation depending on time
and context.

An illustrative scenario

In wound repair, an intervention that reduces inflammation could be helpful after uncontrolled
inflammation develops but harmful if it prevents necessary early antimicrobial defense. That
proposition is intuitive but needs disorder-specific proof, particularly because treatment phases
overlap and the biological state cannot be inferred from a date on a calendar. A phase-sensitive
model must specify how the phase is measured before suggesting a treatment window.

Alternative explanations and limits

Biological phases overlap, differ by wound and coexist across regions of the same tissue. There is no
simple days-1-to-7 schedule transferable from a superficial wound to myocarditis, cancer or chronic
ulceration. Proven interventions should not be withheld based on an unvalidated timing theory.

What would change the conclusion?

The hypothesis is testable if stage can be defined independently of symptoms, treatment timing
prospectively predicts clinically meaningful outcomes and alternative explanations such as disease
severity are controlled. Without phase-specific responses, the model remains an attractive
narrative.

The distinctive prediction

Intervention effectiveness should show an interaction with an independently defined repair phase. A
convenient calendar-based subgroup that has no underlying biological measurement is not an
adequate test.
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Clinical interpretation

It can improve trial design and careful interpretation of treatment windows, but does not supply
new dosing guidance for steroids, antibiotics or cancer therapies.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Liu F et al. Mechanosignaling through YAP and TAZ drives fibroblast activation and fibrosis. Am J Physiol Lung Cell Mol Physiol. 2015.
https://pmc.ncbi.nlm.nih.gov/articles/PMC4329470/

Chrono-tailored drug delivery systems: recent advances and future directions. Drug Deliv Transl Res. 2024.
https://link.springer.com/article/10.1007/s13346-024-01539-4

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

VOLUME 9 · PAPER 45 · HIDDEN CLOCKS OF HEALING

The Delayed Cost of Successful
Compensation
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

What saves an organism during an acute challenge may become harmful if sustained. The essay
asks whether delayed disease can sometimes be traced to a response that initially improved survival
or short-term performance, and what feedback prevented its withdrawal.

The biological route

Catecholamine activation may preserve perfusion while increasing longer-term cardiovascular
demands; fibrotic stabilization prevents tissue rupture yet reduces flexibility; inflammatory
remodeling can facilitate defense yet injure neighboring cells. The same mechanism can change its
net effect with duration and tissue context. This is a time-dependent tradeoff, not evidence that the
body has consciously chosen illness.

An illustrative scenario

Consider prolonged sympathetic activation following severe illness. At first it may help maintain
perfusion; later it may contribute to tachycardia, sleep disruption or other costs. The important
distinction is whether the original need has resolved. A system that still depends on the response is
not equivalent to one trapped in a now-unnecessary response, and their management implications
may differ.

Alternative explanations and limits

The label “delayed adaptation cost” should not replace established pathogenesis. Hypertension and
fibrosis have multiple initiating causes, and prolonged disease need not begin with a beneficial

https://pmc.ncbi.nlm.nih.gov/articles/PMC4329470/
https://link.springer.com/article/10.1007/s13346-024-01539-4
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response. Some pathological mechanisms are harmful from the start.

What would change the conclusion?

For a particular disease, demonstrate an early protective endpoint, a later harmful endpoint, and
persistence of the same pathway despite changed conditions. If early activation never provides a
measurable benefit, the adaptive origin premise is unsupported.

The distinctive prediction

A successful delayed-cost account should document that the same pathway initially protected a
meaningful endpoint and later contributed to injury. Otherwise the notion of a protective origin is
storytelling rather than mechanism.

Clinical interpretation

It suggests the clinical value of asking what sustained a response, rather than treating its
present-day appearance as the whole story. It does not advise abandoning effective symptom
control.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

McEwen BS. Stress, adaptation, and disease: Allostasis and allostatic load. Ann N Y Acad Sci. 1998.
https://pubmed.ncbi.nlm.nih.gov/9629234/

Liu F et al. Mechanosignaling through YAP and TAZ drives fibroblast activation and fibrosis. Am J Physiol Lung Cell Mol Physiol. 2015.
https://pmc.ncbi.nlm.nih.gov/articles/PMC4329470/

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

VOLUME 9 · PAPER 46 · HIDDEN CLOCKS OF HEALING

When Recovery Is Faster Than the
Body Can Integrate It
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

The rate at which an abnormality is corrected can itself determine safety. A dramatic example is
chronic hyponatremia: brain cells adapt to hypotonicity, and overly rapid correction may produce
osmotic demyelination. This essay asks where else adaptation-rate mismatches matter, without
inventing parallel syndromes lacking evidence.

The biological route

Biological subsystems have different relaxation times. Receptor densities, transporter expression,
structural remodeling, osmolyte pools and vascular autoregulation may reverse on different

https://pubmed.ncbi.nlm.nih.gov/9629234/
https://pmc.ncbi.nlm.nih.gov/articles/PMC4329470/
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timescales. When an upstream variable changes abruptly, downstream adaptations may remain
calibrated to the previous condition. The resulting mismatch can generate injury even though the
primary laboratory abnormality is moving toward normal.

A deeper interrogation

Chronic hyponatremia demonstrates that equilibrium is not synonymous with safety and reversal is
not automatically linear. The brain responds to sustained hypotonicity by adjusting intracellular
osmolyte content. The adaptation reduces swelling but produces vulnerability if extracellular
tonicity rises faster than protective solutes are restored. This is a documented, condition-specific
hazard with detailed clinical management principles. To generalize responsibly, one must identify
analogous slow adaptations elsewhere, not merely invoke the metaphor of a sudden reset. A disease
may improve rapidly without injury even when it existed for years. In other contexts, an abrupt
change in drug exposure can precipitate withdrawal, or sudden changes in blood flow may create
reperfusion injury—each has a separate underlying mechanism. The proposed unifying concept is
*mismatched timescales*, not a universal commandment to normalize every abnormality slowly. It
can be represented using two linked variables with different rates of adjustment. The thought
experiment becomes valuable if it predicts a threshold or delay that existing single-variable models
miss. It is dangerous if used to delay urgent indicated treatment.

Alternative explanations and limits

Not all rapid correction is dangerous; many emergencies require immediate intervention.
Extrapolating hyponatremia risks to blood glucose, cholesterol, psychiatric medication or fasting
without specific evidence would be scientifically careless. A mathematical analogy is not a
demonstrated clinical hazard.

What would change the conclusion?

For each proposed condition, identify a slow secondary adaptation, a well-defined speed of primary
correction and a prospective clinical endpoint. If rapid correction is safe under well-controlled
circumstances, the hypothetical mismatch should be rejected in that setting.

The distinctive prediction

The concept predicts a specific mismatch between fast correction of one state variable and slow
reversal of a secondary adaptation. Without that second variable and the risk window, the analogy
should not influence clinical urgency.

Clinical interpretation

The safe clinical principle is to follow condition-specific evidence, including urgent correction when
necessary, and reserve the broader idea as a research hypothesis about multiscale adaptation.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Joshi R, Chou S-Y. Beer Potomania: A View on the Dynamic Process of Developing Hyponatremia. Cureus. 2018.
https://pmc.ncbi.nlm.nih.gov/articles/PMC6150768/

McEwen BS. Stress, adaptation, and disease: Allostasis and allostatic load. Ann N Y Acad Sci. 1998.
https://pubmed.ncbi.nlm.nih.gov/9629234/

https://pmc.ncbi.nlm.nih.gov/articles/PMC6150768/
https://pubmed.ncbi.nlm.nih.gov/9629234/
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Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

VOLUME 9 · PAPER 47 · HIDDEN CLOCKS OF HEALING

The Chronobiology of Drug
Vulnerability
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

The clock time of medication may influence effect because absorption, enzyme activity, renal
excretion, receptor sensitivity and disease activity can vary across the day. The question is which
timing relationships create clinically meaningful differences and which are merely circadian
correlates.

The biological route

Central and peripheral clocks regulate hormone rhythms, body temperature, gastrointestinal
motility and many metabolic enzymes. Chronopharmacology has been investigated in asthma,
hypertension and cancer among other areas. However, the relevant biological phase differs by drug
and population, and clinical trials often show more complex results than single-mechanism
predictions suggest.

An illustrative scenario

A dose taken in the morning may differ from one taken at night because of absorption, enzyme
rhythms or disease activity. But if a medication has a long half-life and its effectiveness depends
mainly on steady-state exposure, a tiny phase effect may be clinically irrelevant. Chronotherapy
should be judged by patient outcomes and adherence, not the elegance of the clock model.

Alternative explanations and limits

Adherence can worsen when a regimen becomes complicated. Time-of-day associations may reflect
meals, sleep, activity or concomitant treatments. For many drugs, long half-lives blunt small timing
variations, making steady-state exposure more important than the precise administration hour.

What would change the conclusion?

A successful claim requires randomized or otherwise rigorous comparisons of timing with measured
pharmacokinetics, clinically meaningful outcomes and adherence. If improved biomarkers do not
improve safety or patient outcomes, the timing recommendation is not established.

The distinctive prediction
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Timing should affect validated efficacy or safety endpoints with reasonable adherence.
Improvements in surrogate rhythms alone are not enough to justify complicated or disruptive
dosing instructions.

Clinical interpretation

The intended contribution is a research architecture for treatment timing; patients should not
change prescribed regimens on the strength of a conceptual essay.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Chrono-tailored drug delivery systems: recent advances and future directions. Drug Deliv Transl Res. 2024.
https://link.springer.com/article/10.1007/s13346-024-01539-4

Thaiss CA et al. Transkingdom control of microbiota diurnal oscillations promotes metabolic homeostasis. Cell. 2014.
https://pubmed.ncbi.nlm.nih.gov/25417104/

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

VOLUME 9 · PAPER 48 · HIDDEN CLOCKS OF HEALING

The Missing Rebuilding Phase After
Restriction
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

Caloric restriction, fasting and exercise can stimulate adaptive stress responses, but tissue
rebuilding often requires adequate protein, energy and time. The proposed paradox is that an
intervention may create a useful catabolic signal while failing to supply the subsequent conditions
needed for functional restoration.

The biological route

AMPK and mTOR signaling participate in nutrient sensing; autophagy turns over cellular
components, while muscle protein synthesis and tissue regeneration depend on anabolic processes.
The transitions are dynamic, not binary. A prolonged energy deficit may favor fat loss yet also
impair wound healing, fertility, skeletal integrity or lean mass in vulnerable people. Adaptive
signaling is not identical to a good clinical outcome.

An illustrative scenario

A period of energy restriction may reduce weight while weakening the reserves needed for muscle
repair. Whether this occurs depends on duration, protein sufficiency, age, activity and initial
nutritional state. The proposed rebuilding phase is not a magic number of fasting or feeding days. It
is a question of whether the physiological requirements for the targeted functional recovery are

https://link.springer.com/article/10.1007/s13346-024-01539-4
https://pubmed.ncbi.nlm.nih.gov/25417104/
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actually present.

Alternative explanations and limits

The balance varies by body composition, duration, age and comorbidities. Some fasting regimens
can improve specific metabolic outcomes without causing clinically important deficiencies.
Conversely, no universal 40-day or other fixed timetable follows from mammalian repair biology.

What would change the conclusion?

The hypothesis predicts that an adequate nutritional recovery phase improves objectively measured
structural and functional outcomes compared with sustained restriction at equivalent initial stress.
It weakens if these outcomes are unchanged despite adequate power and appropriate populations.

The distinctive prediction

A rebuilding-phase hypothesis should make objective predictions about muscle, bone, wound repair
or functional performance—not simply reports of feeling restored after eating again. Different
tissues may have different nutritional requirements.

Clinical interpretation

Clinical implications favor nutrition sufficiency and medically appropriate oversight for prolonged
restriction, particularly in patients with diabetes medications, low body mass, pregnancy or chronic
illness. No adverse symptom should be assumed a beneficial cleansing stage.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

McEwen BS. Stress, adaptation, and disease: Allostasis and allostatic load. Ann N Y Acad Sci. 1998.
https://pubmed.ncbi.nlm.nih.gov/9629234/

Pyrkov TV et al. Longitudinal analysis of blood markers reveals progressive loss of resilience and predicts human lifespan limit. Nat 
Commun. 2021.
https://www.nature.com/articles/s41467-021-23014-1

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

VOLUME 9 · PAPER 49 · ENVIRONMENT THAT BECOMES BIOLOGY

The Pulse-Exposure Hypothesis
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

Two exposures with the same cumulative dose can differ if one is delivered in brief peaks and the
other continuously. This paper asks when peak concentration, receptor adaptation and recovery
windows matter more than the time-averaged amount. The concept is general; claims must be
chemical and tissue specific.

https://pubmed.ncbi.nlm.nih.gov/9629234/
https://www.nature.com/articles/s41467-021-23014-1
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The biological route

Toxicity may depend on maximum concentration, area under the exposure curve, saturable
metabolism, repair kinetics and inflammatory thresholds. Endocrine and immune pathways can
show adaptation, priming or desensitization after repeated pulses. Short peaks can be more
dangerous in some contexts and less consequential in others if rapid clearance prevents
accumulation.

An illustrative scenario

Two chemical regimens can deliver equal total dose yet produce different peak concentrations. For
a rapidly cleared compound with saturable toxicity, peaks might be decisive; for another,
cumulative exposure may dominate. It would be a category error to apply one result automatically
to dietary oxalates, pharmaceuticals, vaccines and industrial solvents. Mechanism requires an
identified substance and measured internal exposure.

Alternative explanations and limits

Equal integrated exposure does not imply equal internal dose, especially when absorption and
elimination differ. The “pulse” framing cannot be invoked generically to assert harmful effects from
vaccine schedules, food ingredients or medicines without identifying the substance and relevant
exposure kinetics.

What would change the conclusion?

Discriminating experiments match total internal exposure while varying peak height and interval,
then measure named tissue endpoints. If outcomes depend entirely on total dose, the pulse-specific
mechanism is not needed.

The distinctive prediction

Two exposure shapes should be compared at equivalent internal cumulative dose, not merely
equivalent administered amount. That distinction is especially important where absorption or
metabolism is saturable.

Clinical interpretation

The takeaway is a demand for better time-resolved exposure models rather than arbitrary
recommendations to avoid repeated everyday exposures.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Chrono-tailored drug delivery systems: recent advances and future directions. Drug Deliv Transl Res. 2024.
https://link.springer.com/article/10.1007/s13346-024-01539-4

McEwen BS. Stress, adaptation, and disease: Allostasis and allostatic load. Ann N Y Acad Sci. 1998.
https://pubmed.ncbi.nlm.nih.gov/9629234/

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

https://link.springer.com/article/10.1007/s13346-024-01539-4
https://pubmed.ncbi.nlm.nih.gov/9629234/
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VOLUME 9 · PAPER 50 · ENVIRONMENT THAT BECOMES BIOLOGY

The Body as an Archive of Previous
Chemical Exposures
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

Some chemicals persist in fat, bone or other compartments much longer than others. The “archive”
model emphasizes that present-day blood tests may not directly capture cumulative exposure
history, but it rejects the idea that every symptom reflects undefined stored toxins.

The biological route

Persistent organic pollutants partition into adipose; lead may accumulate in bone; metabolites of
short-lived chemicals can disappear rapidly. Different substances follow different absorption,
metabolism, excretion and redistribution kinetics. Fat loss may increase serum concentrations of
selected lipophilic compounds even while net body mass falls. Accurate interpretation therefore
depends on the chemistry and the specimen.

An illustrative scenario

Someone with prior occupational lead exposure may carry a bone reservoir that behaves differently
from the adipose storage of a lipophilic pollutant. Neither resembles the rapid metabolism and
excretion of a short-lived xenobiotic. The archive metaphor therefore contains multiple storage
systems, with distinct half-lives and risk questions. A general detox protocol based on their shared
historical persistence would be chemically incoherent.

Alternative explanations and limits

An archive is not an endlessly accessible record: degradation, exchange and biological variation
complicate reconstruction. Tissue detection does not automatically establish disease causation, and
biomonitoring values require population and toxicological context.

What would change the conclusion?

A genuine causal model should establish exposure identity, burden, biologically plausible target
concentrations, temporality and clinical outcome. If the compound is absent at relevant levels or has
no mechanism linking it to the disease, the stored-exposure thesis collapses.

The distinctive prediction

Historical chemical burden can sometimes be reconstructed, but only with substance-specific
half-lives and appropriate specimen choices. A single nonspecific hair or urine panel cannot
function as a universal archive of bodily toxins.

Clinical interpretation
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This favors rigorous exposure history and validated toxicology rather than speculative “heavy
metal” or toxin claims based on nonspecific fatigue, mood change or unvalidated tests.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Jansen A et al. Increased levels of persistent organic pollutants in serum one year after a great weight loss in humans. Sci Total 
Environ. 2018.
https://pubmed.ncbi.nlm.nih.gov/29890598/

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

VOLUME 9 · PAPER 51 · ENVIRONMENT THAT BECOMES BIOLOGY

The Nutrient That Becomes Harmful in
the Wrong Metabolic State
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

Nutrients cannot always be evaluated independently of the organism receiving them. Calcium, iron,
potassium, vitamin A and oxalate illustrate that absorption, storage and excretion shape
physiological effects. The innovative question is which host states convert a normally tolerable
intake into a pathological exposure.

The biological route

Fat malabsorption increases intestinal oxalate availability by reducing calcium binding in the gut;
impaired kidney function changes potassium and phosphate handling; hemochromatosis changes
iron storage; specific genetic disorders alter metabolism of amino acids or vitamins. These are
concrete host-by-exposure interactions, not evidence that a healthy food is generally toxic.

An illustrative scenario

An individual with significant fat malabsorption may absorb more oxalate from the same meal than
someone with ordinary intestinal fat handling. That is a specific interaction between diet and host
state. It still does not establish that dietary oxalate causes mental illness. The additional psychiatric
claim would need evidence of sufficient systemic exposure, a credible neural mechanism and
comparative clinical outcomes.

Alternative explanations and limits

Dose matters, and the mere existence of rare susceptibilities cannot establish risk for ordinary
people. Some dietary concerns are confounded by low overall nutrient adequacy, restriction or
other disease. A patient-specific mechanism requires documentation of the actual susceptibility.

https://pubmed.ncbi.nlm.nih.gov/29890598/
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What would change the conclusion?

One must show abnormal absorption or metabolism, relevant exposure, tissue effect and clinical
consequence, then demonstrate consistency with known disease-specific physiology. If normal renal
handling and no excess exposure are present, attributing psychiatric symptoms to oxalate would be
unsupported.

The distinctive prediction

The mechanism requires a defined susceptibility. High dietary oxalate without hyperoxaluria or
significant renal consequence is not automatically a plausible explanation for neuropsychiatric
symptoms.

Clinical interpretation

The concept supports individualized medical nutrition in defined disorders, not indiscriminate
elimination of nutritious foods or unproven claims about dietary treatment of psychosis.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Joshi R, Chou S-Y. Beer Potomania: A View on the Dynamic Process of Developing Hyponatremia. Cureus. 2018.
https://pmc.ncbi.nlm.nih.gov/articles/PMC6150768/

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

VOLUME 9 · PAPER 52 · ENVIRONMENT THAT BECOMES BIOLOGY

The Food Matrix Is a Biological
Instruction
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

Food affects physiology through structure, timing and combinations, not merely the sum of nutrient
labels. The essay asks whether the physical matrix changes digestion and downstream signaling
enough to explain some divergent responses to apparently equivalent macronutrient intake.

The biological route

Particle size, intact cell walls, viscosity, fermentation and cooking can alter digestive access, gastric
emptying and absorption rates. Mixed meals change glycemic kinetics and bile delivery; fiber
fermentation changes microbial metabolites. A specific “instruction” would be a measurable change
in molecular flux or signaling produced by food architecture, not a mystical property of natural
ingredients.

https://pmc.ncbi.nlm.nih.gov/articles/PMC6150768/
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An illustrative scenario

A whole grain and a finely milled product may contain similar macronutrients while differing in the
speed at which digestible starch becomes accessible. This is a food-matrix question. A patient can
experience a different postprandial curve without the food intrinsically becoming toxic or curative.
Long-term claims require separate outcomes and cannot be inferred from a single glucose trace.

Alternative explanations and limits

Differences in satiety or glucose after two foods do not establish chronic disease benefit, and
processing is a heterogeneous category. Some processing improves safety and nutrient
bioavailability; other forms increase energy density or change food structure unfavorably.

What would change the conclusion?

Controlled feeding comparisons matched for composition, dose and palatability should test both
short-term kinetics and clinically relevant outcomes. If food matrix differences disappear after
controlling total intake and behavior, the stronger systemic claim loses force.

The distinctive prediction

Food structure must affect a measurable flux or response under composition-matched conditions.
An attractive food philosophy is not sufficient evidence for metabolic effects independent of total
diet.

Clinical interpretation

This concept encourages detailed nutritional physiology while avoiding the simplistic division
between “natural” and “unnatural” food as though the words were medical measurements.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Thaiss CA et al. Transkingdom control of microbiota diurnal oscillations promotes metabolic homeostasis. Cell. 2014.
https://pubmed.ncbi.nlm.nih.gov/25417104/

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

VOLUME 9 · PAPER 53 · ENVIRONMENT THAT BECOMES BIOLOGY

Artificial Light as a Biological Timing
Exposure
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

https://pubmed.ncbi.nlm.nih.gov/25417104/


ABSURD HEALTH INSTITUTE  /  FRONTIER MEDICAL CONCEPT PAPERS 19

Light at biologically inappropriate times can alter circadian phase, melatonin timing and sleep. The
proposal is to treat artificial illumination as a temporally patterned exposure that influences not
only sleep duration but coordination among endocrine, immune and metabolic systems.

The biological route

Retinal photoreception projects to central circadian circuits; evening light can alter melatonin
secretion and delay phase. Peripheral clocks respond to feeding and activity as well as central
signals. A person may therefore preserve total hours of sleep while living in a shifted or unstable
physiological phase, potentially affecting metabolic measures.

An illustrative scenario

Someone using bright screens near bedtime may experience delayed sleep timing, but the
downstream effect could arise through altered light signaling, shortened sleep or later meals. A
circadian research paper must measure those pathways instead of declaring light the sole cause.
Likewise, making light exposure more physiologically appropriate should not be advertised as a
substitute for psychiatric or metabolic care.

Alternative explanations and limits

Observed associations with obesity, depression or cardiometabolic illness are confounded by shift
work, sleep loss, socioeconomic factors and activity patterns. Different spectral compositions and
illuminance levels have different effects. The fact that light changes circadian physiology does not
mean typical household light causes a specific disease.

What would change the conclusion?

Effective investigation measures actual timing and spectrum of exposure, circadian phase, sleep,
behavior and prospective outcomes. If adverse associations are fully explained by sleep deprivation
or other confounders, claims of independent light toxicity should be restricted.

The distinctive prediction

Light timing should explain biological phase or outcomes after sleep duration and lifestyle patterns
are measured. Otherwise the exposure may be a proxy for the behaviors accompanying it.

Clinical interpretation

The practical result is careful circadian health communication, not fear of ordinary illumination or
promises that blackout environments cure psychiatric or metabolic disease.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Chrono-tailored drug delivery systems: recent advances and future directions. Drug Deliv Transl Res. 2024.
https://link.springer.com/article/10.1007/s13346-024-01539-4

Thaiss CA et al. Transkingdom control of microbiota diurnal oscillations promotes metabolic homeostasis. Cell. 2014.
https://pubmed.ncbi.nlm.nih.gov/25417104/

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

https://link.springer.com/article/10.1007/s13346-024-01539-4
https://pubmed.ncbi.nlm.nih.gov/25417104/
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VOLUME 9 · PAPER 54 · ENVIRONMENT THAT BECOMES BIOLOGY

The Exposure That Becomes
Dangerous Only During Recovery
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

Physiological transitions can change distribution and sensitivity to chemicals already present in the
body. A provocative question is whether rapid shifts in weight, hepatic transport, protein binding or
kidney function can create temporary exposure windows that are not apparent from historical dose
alone.

The biological route

Adipose loss modifies volume of distribution of some lipophilic compounds; recovery from
inflammation changes drug-metabolizing enzymes; changing albumin concentrations affect binding;
restoration of kidney function alters elimination. These processes are documented in
pharmacokinetics, while extensions to unidentified environmental toxins remain speculative.

A deeper interrogation

The recovery-window hypothesis is most coherent when framed through pharmacokinetics rather
than invented cleansing stages. Tissue mass changes alter apparent volume of distribution;
alterations in protein binding affect free drug concentration; renal recovery changes clearance;
inflammatory signaling modifies selected metabolizing enzymes. These are distinct but interacting
processes. For a known chemical, one can ask whether concentration peaks occur during a
transition and whether those peaks exceed a threshold for an identified adverse effect. Persistent
organic pollutants during major weight loss provide a limited but real area for investigation.
Importantly, a higher concentration in blood may be caused by redistribution without increasing the
total body burden. In the absence of a named chemical, appropriate exposure measurements and
coherent time series, the term “release of toxins” does not explain a clinical symptom. This paper
would insist that transitional risk is a property of specific molecules and specific organs—not a
universal reason to postpone beneficial weight loss or undertake unvalidated binder regimens.

Alternative explanations and limits

An increase in plasma concentration during recovery may be transient and not clinically harmful.
Apparent deterioration might be a new illness, electrolyte disturbance, medication problem or
unrelated adverse event. The model cannot be used to relabel all recovery symptoms as mobilized
chemical burden.

What would change the conclusion?
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Proof requires serial chemical-specific concentrations, compartment or excretion measures and
clinical outcomes, alongside alternative explanations. A proposed harmful window is weakened
when internal exposure is below toxic levels or symptoms occur without a corresponding chemical
change.

The distinctive prediction

A harmful transition window must be supported by a chemical-specific exposure curve and a
relevant toxicity threshold. A temporary rise in a serum concentration is not by itself an adverse
clinical event.

Clinical interpretation

The safety lesson is to manage rapid physiological transitions thoughtfully and avoid unsupported
detox regimens, particularly during pregnancy, advanced kidney disease or intensive weight-loss
interventions.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Jansen A et al. Increased levels of persistent organic pollutants in serum one year after a great weight loss in humans. Sci Total 
Environ. 2018.
https://pubmed.ncbi.nlm.nih.gov/29890598/

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

VOLUME 9 · PAPER 55 · MEDICINE OF THE INVISIBLE PATIENT

The Patient Whose Tests Are Normal
but Whose Reserve Is Failing
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

A resting measurement can be normal even when the system has little capacity to respond to
perturbation. This paper asks whether dynamic reserve markers—recovery after exertion,
orthostatic response or time required to return toward baseline—can improve interpretation of
patients with persistent symptoms.

The biological route

Homeostatic variables are often actively controlled, hiding compensatory effort. Heart rate and
blood pressure may remain normal at rest while autonomic, cardiovascular or metabolic reserve is
impaired. Longitudinal aging studies demonstrate that recovery dynamics can carry information
beyond snapshot values. The right stressor and outcome must be selected for the organ under
investigation.

https://pubmed.ncbi.nlm.nih.gov/29890598/
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An illustrative scenario

Suppose resting vital signs and blood count are unremarkable, but a patient develops symptoms
during ordinary postural change. A standardized and clinically appropriate orthostatic assessment
could reveal information missing at rest. That does not imply every unexplained symptom is
dysautonomia, nor does it endorse exertion testing in individuals at risk from post-exertional
deterioration. The test must fit the history and risks.

Alternative explanations and limits

Poor exercise tolerance may arise from severe cardiac, pulmonary or neurological disease and must
not be reduced to vague terrain depletion. Dynamic tests are not universally safe, especially in
patients with post-exertional symptom exacerbation. A normal lab panel is not proof of pathology
either.

What would change the conclusion?

The model requires reproducible test-retest reliability, comparison against established workups and
prospective prediction of functional outcomes. If reserve metrics add no value over diagnosis and
conventional measurements, the proposed diagnostic innovation is not justified.

The distinctive prediction

An effective dynamic-reserve marker should predict outcome when measured safely and
reproducibly. It must outperform an ordinary history, examination and indicated diagnostic tests
enough to justify its use.

Clinical interpretation

A responsible application would integrate safe, indicated assessments into medical care, not replace
evidence-based testing with proprietary numerical scores that have not been validated.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Pyrkov TV et al. Longitudinal analysis of blood markers reveals progressive loss of resilience and predicts human lifespan limit. Nat 
Commun. 2021.
https://www.nature.com/articles/s41467-021-23014-1

McEwen BS. Stress, adaptation, and disease: Allostasis and allostatic load. Ann N Y Acad Sci. 1998.
https://pubmed.ncbi.nlm.nih.gov/9629234/

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

VOLUME 9 · PAPER 56 · MEDICINE OF THE INVISIBLE PATIENT

The Disease Before the Disease
Absurd Health Institute · Hypothesis and mechanistic perspective

https://www.nature.com/articles/s41467-021-23014-1
https://pubmed.ncbi.nlm.nih.gov/9629234/
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Central hypothesis

Clinical thresholds are useful but can hide slow trajectories toward dysfunction. The provocative
hypothesis is that some disease transitions are preceded by slower recovery, changing variability
and altered coordination among signals—detectable before a diagnostic threshold is crossed.

The biological route

Complex systems nearing certain tipping points may show prolonged relaxation time after
perturbation, sometimes termed critical slowing down. Longitudinal blood-marker research has
examined loss of resilience with age. In physiology, the question is whether these abstract dynamic
signatures generalize to clearly defined disease endpoints with acceptable false-positive rates.

An illustrative scenario

A person's recovery from minor physiological perturbations may become slower over time even
while average measurements remain within accepted ranges. If that slowing reliably precedes a
specific clinical endpoint, it could add value. If it simply reflects age, medications, sleep loss or
sensor artifacts without independent prediction, the apparent early warning is not clinically useful.
The model must count false alarms as seriously as true positives.

Alternative explanations and limits

Not every disease emerges through a smooth critical transition. Trauma, embolism and infection
can begin abruptly, and noisy wearable data often reflect ordinary activity or device artifacts. A
system-wide “pre-disease” label could cause anxiety and overtesting if not carefully validated.

What would change the conclusion?

Prospective blinded analyses should predefine endpoints and test whether trend-based warnings
outperform conventional predictors in independent populations. Poor calibration or high false
alarms would undermine practical usefulness even if a statistically significant signal existed.

The distinctive prediction

Early warning only becomes clinically meaningful with adequate calibration and actionable lead
time. A predictor that flags too many healthy people, or provides no useful intervention, may cause
more harm than benefit.

Clinical interpretation

The paper supports careful research on longitudinal monitoring, but no present app should claim it
can reliably predict disease years in advance without external clinical validation.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Pyrkov TV et al. Longitudinal analysis of blood markers reveals progressive loss of resilience and predicts human lifespan limit. Nat 
Commun. 2021.
https://www.nature.com/articles/s41467-021-23014-1

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

https://www.nature.com/articles/s41467-021-23014-1
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VOLUME 9 · PAPER 57 · MEDICINE OF THE INVISIBLE PATIENT

When Three Small Abnormalities
Become One Large Disease
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

Three individually modest constraints may combine nonlinearly to create substantial symptoms. The
hypothesis is not that every mildly abnormal lab matters, but that interacting bottlenecks can
become clinically consequential when they converge on the same physiological task.

The biological route

Consider oxygen delivery: modest anemia, impaired microvascular flow and increased tissue
metabolic demand may each be tolerated alone but together narrow oxygen reserve. Likewise,
reduced solute intake, antidiuretic signaling and excess water can combine to cause hyponatremia.
Nonlinearity arises when each additional constraint removes compensatory options from the
system.

A deeper interrogation

Nonlinearity can be demonstrated with a thought experiment in oxygen delivery. Mild anemia
reduces oxygen content. A modest reduction in capillary recruitment can impair distribution. A
simultaneous rise in tissue demand may leave little buffer against exertional hypoxia. Each
alteration alone could be tolerated, yet all three acting on the same limiting pathway could impair
function. Another mechanism appears in hyponatremia: low dietary solute reduces free-water
excretion capacity, excess water increases demand on that capacity, and antidiuretic hormone
changes how much water is retained. This is more than piling up borderline test results. To make
the concept rigorous, the interacting abnormalities must be functionally connected, an interaction
should be quantified and simpler common-cause explanations should be considered. Mild thyroid
variation, low-normal vitamins and unrelated food exposures should not be assembled into a causal
fairy tale merely because symptoms are complex. The power of the model lies in predicting
clinically significant effects from individually modest, mechanistically convergent constraints.

Alternative explanations and limits

This model could encourage excessive causal stories drawn from normal biological variation or
incidental lab findings. Several mild abnormalities often co-occur because of one common cause,
and interactions must be distinguished from simple addition or confounding.

What would change the conclusion?
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An appropriate analysis specifies the shared limiting process and estimates interaction on a
biologically meaningful scale. If each variable independently explains the outcome and interaction
terms add no explanatory or predictive value, the “three small abnormalities” thesis fails in that
case.

The distinctive prediction

True interaction should outperform additive prediction under a defined physiological model. The
most useful cases are those where all three deficits converge on one limiting process rather than
simply co-occur in a complex patient.

Clinical interpretation

The clinical value is a disciplined search for converging constraints, not ordering expansive panels
or treating every borderline number. Meaningful interventions still require demonstrated causal
relevance.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Angleys H et al. The effects of capillary transit time heterogeneity on brain oxygenation. J Cereb Blood Flow Metab. 2015.
https://pmc.ncbi.nlm.nih.gov/articles/PMC4420854/

Joshi R, Chou S-Y. Beer Potomania: A View on the Dynamic Process of Developing Hyponatremia. Cureus. 2018.
https://pmc.ncbi.nlm.nih.gov/articles/PMC6150768/

Pyrkov TV et al. Longitudinal analysis of blood markers reveals progressive loss of resilience and predicts human lifespan limit. Nat 
Commun. 2021.
https://www.nature.com/articles/s41467-021-23014-1

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

VOLUME 9 · PAPER 58 · MEDICINE OF THE INVISIBLE PATIENT

The Diagnosis That Creates a Blind
Spot
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

A diagnosis can accurately describe a syndrome and still narrow inquiry too early. The proposed
failure mode is diagnostic reification: treating the name of a symptom pattern as though it were a
complete explanation of why this patient has those symptoms.

The biological route

Psychiatric, neurological, inflammatory and metabolic syndromes often contain biologically
heterogeneous populations. Once a label becomes the dominant narrative, symptoms may be
attributed to it even when a new feature—such as seizures, focal deficit, unusual electrolyte

https://pmc.ncbi.nlm.nih.gov/articles/PMC4420854/
https://pmc.ncbi.nlm.nih.gov/articles/PMC6150768/
https://www.nature.com/articles/s41467-021-23014-1
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changes or rapid cognitive decline—warrants reconsideration. Diagnostic work is a process of
updating probabilities, not accumulating labels without review.

An illustrative scenario

A diagnostic label is valuable when it predicts course and guides effective intervention. It becomes
a blind spot when it prevents reassessment after new findings emerge. For example, new focal
deficits or fluctuating consciousness warrant renewed medical attention rather than automatic
attribution to a longstanding psychiatric diagnosis. The corrective principle is not endless testing
but disciplined updating when the evidence changes.

Alternative explanations and limits

Diagnoses are not merely arbitrary social constructions: many have robust prognostic and
treatment value. Endless skepticism can also create harm through missed treatment, needless
testing and medical anxiety. A differential diagnosis must be proportionate to red flags and prior
probability.

What would change the conclusion?

One could examine rates of delayed medical diagnosis after an initial syndrome label and determine
which new findings should trigger reassessment. If changing labels indiscriminately does not
improve outcomes, the critique should remain focused on demonstrable anchoring errors.

The distinctive prediction

The corrective test is whether reconsidering a diagnosis when defined red flags appear actually
detects treatable disease sooner. Mere proliferation of differential diagnoses without improved
outcomes is not intellectual progress.

Clinical interpretation

This essay advocates epistemic humility within evidence-based medicine, not a blanket rejection of
diagnostic criteria or validated psychiatric treatment.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Seth AK, Critchley HD. Extending predictive processing to the body: emotion as interoceptive inference. Behav Brain Sci. 2013.
https://www.cambridge.org/core/journals/behavioral-and-brain-sciences/article/abs/extending-predictive-processing-to-the-body-emoti
on-as-interoceptive-inference/A53E081B5EEBD7CF7658F3D484714AFE

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

https://www.cambridge.org/core/journals/behavioral-and-brain-sciences/article/abs/extending-predictive-processing-to-the-body-emotion-as-interoceptive-inference/A53E081B5EEBD7CF7658F3D484714AFE
https://www.cambridge.org/core/journals/behavioral-and-brain-sciences/article/abs/extending-predictive-processing-to-the-body-emotion-as-interoceptive-inference/A53E081B5EEBD7CF7658F3D484714AFE
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VOLUME 9 · PAPER 59 · MEDICINE OF THE INVISIBLE PATIENT

The Patient as a Dynamic Network,
Not a Laboratory Report
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

Human health unfolds as interacting trajectories rather than independent snapshots. The proposed
approach analyzes sleep, symptoms, activity, pulse and selected laboratory measures as a
time-dependent network while recognizing that more data do not automatically provide causality.

The biological route

Within-person baselines may detect changes hidden by population reference ranges. Temporal
ordering can reveal whether sleep disturbance usually precedes autonomic change or vice versa.
Dynamic models might capture lagged relationships and recovery speeds, but wearable sensors
measure proxies and are affected by adherence, movement, drugs and device algorithms.

An illustrative scenario

Daily wearable trends may show that poorer sleep usually precedes a higher resting heart rate. This
does not prove sleep loss causes every heart-rate change: illness, alcohol, stress and medication can
influence both variables. A useful algorithm would compare different causal possibilities and report
its uncertainty rather than announce it has found the user's root cause.

Alternative explanations and limits

Correlation across daily variables is extremely vulnerable to common causes and reverse causation.
Multiple simultaneous signals create false discoveries when analyses are not prespecified. Privacy
risks and clinician workload may outweigh gains if dashboards produce many unactionable alerts.

What would change the conclusion?

Validation should show reproducible predictions, sensible uncertainty, low false-alarm rates and
additional clinical utility over ordinary history-taking. A measured association should not be
marketed as an identified personal root cause.

The distinctive prediction

Within-person data should reduce uncertainty without inventing causality. A model that cannot
distinguish common causes from temporal ordering should say so rather than declaring that one
variable caused another.

Clinical interpretation

The broader promise is a more attentive record of change—not automatic diagnosis or medical
surveillance that displaces professional interpretation.
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Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Pyrkov TV et al. Longitudinal analysis of blood markers reveals progressive loss of resilience and predicts human lifespan limit. Nat 
Commun. 2021.
https://www.nature.com/articles/s41467-021-23014-1

Seth AK, Critchley HD. Extending predictive processing to the body: emotion as interoceptive inference. Behav Brain Sci. 2013.
https://www.cambridge.org/core/journals/behavioral-and-brain-sciences/article/abs/extending-predictive-processing-to-the-body-emoti
on-as-interoceptive-inference/A53E081B5EEBD7CF7658F3D484714AFE

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

VOLUME 9 · PAPER 60 · MEDICINE OF THE INVISIBLE PATIENT

The Counterfactual Medical Record
Absurd Health Institute · Hypothesis and mechanistic perspective

Central hypothesis

Patients and clinicians naturally ask what would have happened under a different intervention. The
counterfactual record proposes organizing longitudinal clinical data to compare plausible
alternative trajectories, while making clear that an individual life supplies only one directly
observed history.

The biological route

Time-series measurements, known pharmacology, prior events and population-level causal evidence
may inform hypothetical comparisons. Modern causal inference emphasizes exchangeability,
measurement of confounding, positivity and careful choice of comparison groups. A patient’s
symptom improvement after stopping one food or medicine can be informative but cannot, by itself,
establish what would have happened without the change.

An illustrative scenario

After starting a new diet, a patient feels better. The missing comparison is the same patient's
trajectory without the change. Spontaneous recovery, altered sleep, reduced caloric intake and
expectation could all matter. A counterfactual record could make these possibilities explicit, but it
cannot conjure an unobserved alternate history into evidence. Its value is honest reasoning, not
artificial certainty.

Alternative explanations and limits

Regression to the mean, spontaneous recovery, co-interventions, seasonal patterns and expectation
can all create persuasive but false causal stories. Highly detailed electronic records do not remove
unobserved confounding, and synthetic “alternate lives” may imply unjustified certainty.

What would change the conclusion?

https://www.nature.com/articles/s41467-021-23014-1
https://www.cambridge.org/core/journals/behavioral-and-brain-sciences/article/abs/extending-predictive-processing-to-the-body-emotion-as-interoceptive-inference/A53E081B5EEBD7CF7658F3D484714AFE
https://www.cambridge.org/core/journals/behavioral-and-brain-sciences/article/abs/extending-predictive-processing-to-the-body-emotion-as-interoceptive-inference/A53E081B5EEBD7CF7658F3D484714AFE
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A responsible system should present competing explanations, confidence levels and the
assumptions needed for each counterfactual estimate. Its value is tested against externally
observed outcomes and expert review. If predictions are unstable across reasonable assumptions, it
should state that the cause cannot be identified.

The distinctive prediction

Every counterfactual estimate depends on assumptions about what would otherwise have
happened. The most truthful record would show sensitivity to those assumptions and sometimes
conclude that the cause remains unknowable.

Clinical interpretation

This is a framework for more transparent reasoning about clinical history, not an automated proof
engine or substitute for randomized evidence where that is needed.

Selected scientific reading
Contextual background, not direct validation of the proposed hypothesis.

Pyrkov TV et al. Longitudinal analysis of blood markers reveals progressive loss of resilience and predicts human lifespan limit. Nat 
Commun. 2021.
https://www.nature.com/articles/s41467-021-23014-1

McEwen BS. Stress, adaptation, and disease: Allostasis and allostatic load. Ann N Y Acad Sci. 1998.
https://pubmed.ncbi.nlm.nih.gov/9629234/

Editorial note: Original theoretical perspective, not an original clinical study, validated diagnosis, or treatment protocol.

https://www.nature.com/articles/s41467-021-23014-1
https://pubmed.ncbi.nlm.nih.gov/9629234/

