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MEDICAL CONCEPT PAPER 01/ 43

The Architecture of Living Systems:
Toward a Unified Theory of Biological
Constraint, Coherence and Recovery

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | Synthesis and unifying theory

Abstract

This concept paper examines the architecture of living systems: toward a unified theory of biological
constraint, coherence and recovery. It develops an argument drawn from Genes, Processes, and
Constraints; Applied Coherence Medicine; Beyond Targets; Terrain Medicine: Fasting Science,
identifies the relevant biological or clinical mechanisms, and considers where that argument may fail.
This is a narrative perspective, not a systematic review or an original clinical study.

The central problem

A diagnosis is simultaneously a description of current findings and an incomplete account of the
process that produced them. The Institute's proposed synthesis separates four levels: structural
endowment, operative constraints, moment-to-moment state, and the trajectory after intervention. The
research question is not whether molecules matter; they do. It is whether knowing a molecular lesion
or abnormal value is sufficient to explain chronic persistence, variable therapeutic response, and
relapse. In a dynamic organism the answer is sometimes no, because history and compensation change

what the same intervention will do.

Mechanisms and causal architecture

Consider insulin resistance as a network involving liver, skeletal muscle, adipose tissue, pancreatic
compensation, sleep, appetite, medication, and behavior. A high glucose value is an output, but the
system's regulatory configuration determines how that output responds over time. The proposed model
combines genetic and molecular constraints with energy availability (E), regulatory flexibility (R), and
temporal coordination (T). Its C = E x R x T formulation is an illustrative capacity heuristic, not a
validated score or demonstrated biological law. A second element is path dependence: after feedback
loops reinforce a maladaptive arrangement, removing the initiating insult might not restore the earlier
state. A third element concerns therapy: dose, order, timing, and response monitoring may matter as
much as the identity of the molecular target.
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A discriminating example

Imagine two patients with similarly elevated glucose. One has rapidly progressive insulin deficiency
and needs an immediate disease-specific response; another has substantial reversible contributors
from sleep, diet, medications and activity. The laboratory number alone does not disclose whether
these pathways are the same. A systems interpretation should specify the diagnosis first and only then
map its interacting constraints. This prevents the theory from becoming an excuse to ignore dangerous
disease while making room for differences in recovery trajectory.

Competing explanations and limitations

This is not a claim that every disease is reversible, that symptom control is worthless, or that
pathogenic mutations can be wished away through systemic regulation. Insulin replacement in type 1
diabetes, targeted oncology, surgery, antimicrobials, and disease-modifying drugs illustrate cases in
which intervention at a defined target saves lives or changes prognosis. Nor can one assume every
chronic syndrome is a mathematically demonstrable attractor. Attractor language is a modeling
proposal that must earn its specificity with measured trajectories, stability estimates, and predictions
better than simpler alternatives.

What evidence would change the interpretation?

The model predicts that longitudinal measures of recovery time, diurnal variation, stress-response
magnitude and cross-system coupling may sometimes predict outcomes beyond baseline diagnostic
severity. It would be weakened when component-level biomarkers alone consistently outperform
trajectory models, or when a state-based interpretation adds complexity without changing the forecast.
A particularly useful comparison is whether improvement in one target coincides with restored
function, or remains isolated while other constraints continue to limit health.

Implications for medical interpretation

For readers, the distinction is practical: ask what is initiating injury, what is sustaining it now, what is
protecting the patient, and what intervention changes the expected course. For clinicians, it argues for
respecting acute disease-specific treatments while examining context and sequence in complex chronic
illness. For Al systems, it proposes a causal graph with separate nodes for exposures, substrates,
constraints, adaptations, symptoms and outcomes, rather than treating every symptom as an
independent disease.

Selected scientific reading

Barabasi, Gulbahce & Loscalzo (2011), Network medicine: a network-based approach to human disease, Nature Reviews
Genetics.
https://doi.org/10.1038/nrg2918

Kitano (2002), Systems biology: a brief overview, Science.
https://doi.org/10.1126/science.1069492

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307
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Original source: Genes, Processes, and Constraints; Applied Coherence Medicine; Beyond Targets; Terrain Medicine:
Fasting Science. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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MEDICAL CONCEPT PAPER 02 /43

Disease as a Pathological Attractor

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | I. Biology of disease states

Abstract

This concept paper examines disease as a pathological attractor. It develops an argument drawn from
Genes, Processes, and Constraints, identifies the relevant biological or clinical mechanisms, and
considers where that argument may fail. This is a narrative perspective, not a systematic review or an
original clinical study.

The central problem

An attractor in dynamical systems is a pattern toward which a system evolves under specified rules.
Applied to illness, this suggests that recurring symptoms may reflect feedback-maintained
configurations rather than a fresh insult on every occasion. Depression, metabolic dysregulation and
persistent inflammatory states may provide useful analogies, but an analogy becomes a medical
mechanism only when its variables and dynamics are specified. Stable illness is not the same as a
stable organism; apparent steadiness can coexist with loss of reserve and vulnerability to disturbance.

Mechanisms and causal architecture

A clinical attractor model might define state variables such as insulin sensitivity, autonomic tone,
activity, sleep regularity and inflammatory mediators. Feedback can make one pattern self-reinforcing:
poor sleep raises sympathetic activation; activation impairs sleep and glucose regulation; fatigue
reduces movement; inactivity worsens metabolic regulation. The system can settle into recurrent daily
patterns even though its initial trigger was a temporary stressor. The important scientific question is
whether feedback is sufficiently strong to support more than one stable regime under similar external
conditions, not merely whether variables correlate. This requires observations over time rather than a
single laboratory panel.

A discriminating example

A patient may describe a cycle of worsening sleep, inactivity and mood without a single new event each
week. That recurrent pattern is compatible with a maintenance loop, but it cannot prove an attractor.
To do more than rename the problem, an investigator would need to identify the feedback variables
and show that their interaction produces persistence and, perhaps, a nonlinear response to change.
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Competing explanations and limitations

There are alternatives. Continuing tissue damage, recurrent exposures, progressive anatomical
disease or a poorly treated primary cause can generate persistent symptoms without any exotic
attractor. The language of basins and transitions must not hide known pathophysiology or create the
impression that disease severity is voluntary. A model without defined variables, units and prospective
predictions is metaphor rather than dynamical science.

What evidence would change the interpretation?

If an attractor exists, graded perturbations should sometimes show nonlinear responses, delayed
return to baseline, or hysteresis: two patients with the same measured value but different histories
may respond differently. Evidence favoring simple linear regression with no memory or threshold
behavior would weaken the claim. A valid clinical prediction should specify which variables must be

sampled, over what interval, and what response would count as a transition.

Implications for medical interpretation

The useful shift is from asking only “what abnormal value is present?” toward asking “what repeatedly
recreates this value?” The concept should enrich evaluation without replacing proven treatments or
implying that every chronic illness can be pushed into remission with lifestyle changes.

Selected scientific reading

Barabasi, Gulbahce & Loscalzo (2011), Network medicine: a network-based approach to human disease, Nature Reviews
Genetics.
https://doi.org/10.1038/nrg2918

Kitano (2002), Systems biology: a brief overview, Science.
https://doi.org/10.1126/science.1069492

Original source: Genes, Processes, and Constraints. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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MEDICAL CONCEPT PAPER 03 /43

Genes Set Boundaries; Processes Shape
Outcomes

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | I. Biology of disease states

Abstract

This concept paper examines genes set boundaries; processes shape outcomes. It develops an
argument drawn from Genes, Processes, and Constraints, identifies the relevant biological or clinical
mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

Genes can be decisive causes, especially in monogenic disease, but inherited variation usually operates
within development, exposure, age, physiology and stochastic cellular processes. The thesis is that
causality should be explained at the level appropriate to the disorder. For many complex phenotypes,
neither genetic determinism nor a claim that genes scarcely matter is adequate. A genetic
predisposition identifies possible pathways and probabilities; it does not specify the final trajectory of

every carrier.

Mechanisms and causal architecture

Variant effects depend on dosage, developmental stage, cell type, epistasis, regulatory feedback and
environmental state. Even in a Mendelian disorder, modifier genes and treatment can alter expression
and prognosis; in complex disease, polygenic risk comprises many small influences. Pathological states
also change gene expression, meaning downstream transcriptional changes cannot automatically be
treated as upstream causes. An observed association with epigenetic marks can be consequence,
mediator, correlational fingerprint, or confounded marker. Process-oriented causation demands

attention to these distinctions.

A discriminating example

Consider two people carrying a similar risk variant, one severely affected and one healthy. Such
discordance might reflect modifying genes, exposure, developmental history, chance or different
diagnostic surveillance. It does not license the conclusion that the variant was harmless in either
person. The relevant causal question is why risk became expressed in one physiological context and
not another, and whether the difference can be measured.
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Competing explanations and limitations

The strongest counterargument is the existence of tightly specified genetic diseases and therapies that
target their causal mechanisms. A process-centric account should explain these successes, not
reinterpret them away. Rare highly penetrant variants and congenital deficiencies may set limits not
meaningfully changed by broad environmental correction. At the other extreme, invoking “epigenetics”
without locus-specific evidence and causal direction simply restates uncertainty.

What evidence would change the interpretation?

A useful analysis asks which clinical questions are answered by genotype alone and which improve
when genotype is combined with temporal exposure, biomarkers and functional challenge tests. The
hypothesis gains value only if this richer model predicts incident disease, progression or treatment
response beyond established standards. Measuring gene expression once during an acute illness is
especially weak evidence of a primary genetic cause.

Implications for medical interpretation

Clinically the implication is complementarity: use genomic tests when appropriate, treat proven
genetic causes, and study the conditions under which a phenotype is expressed. The value of the model
lies in sharper causal distinctions rather than dismissal of molecular medicine.

Selected scientific reading

Barabasi, Gulbahce & Loscalzo (2011), Network medicine: a network-based approach to human disease, Nature Reviews
Genetics.
https://doi.org/10.1038/nrg2918

Kitano (2002), Systems biology: a brief overview, Science.
https://doi.org/10.1126/science.1069492

Original source: Genes, Processes, and Constraints. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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MEDICAL CONCEPT PAPER 04/ 43

Hysteresis: Why Removing the Cause
May Not Reverse the Disease

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | I. Biology of disease states

Abstract

This concept paper examines hysteresis: why removing the cause may not reverse the disease. It
develops an argument drawn from Genes, Processes, and Constraints, identifies the relevant biological
or clinical mechanisms, and considers where that argument may fail. This is a narrative perspective,

not a systematic review or an original clinical study.

The central problem

In systems with hysteresis, the current state depends partly on the path by which it was reached. A
disease can remain clinically active after a precipitating event ends because the event produced
durable tissue injury, learned regulatory patterns, altered ecological relationships or self-sustaining
feedback. These are different mechanisms and should not be conflated. Hysteresis is a rigorous way to
ask why the pathway into a disorder may differ from the pathway out.

Mechanisms and causal architecture

Examples include persistent airway remodeling after repeated inflammation, conditioned fear after a
threat has passed, or glucose-control changes after prolonged metabolic stress. In each case,
temporary exposures can leave enduring substrates. Network feedback may reinforce the substrate:
behavioral avoidance prevents corrective learning; chronic inactivity sustains deconditioning;
inflammation may remodel tissue and alter local responsiveness. The point is not that every symptom
is a protective memory but that treatment may have to address the newly established maintenance
conditions, not just remove the original trigger.

A discriminating example

After a viral infection has resolved, fatigue can persist because of tissue injury, dysautonomia,
inflammatory sequelae, sleep disturbance or ongoing disease. The disappearance of detectable virus
cannot distinguish these possibilities. Calling the persistence hysteresis is only informative if the paper
identifies what was left behind and shows how that mechanism sustains symptoms. This distinction
matters because different persistence mechanisms require different responses.
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Competing explanations and limitations

Persistent disease is also explained by undetected ongoing pathology. A clinician must not treat
worsening asthma, infection, malignancy or neurological decline as harmless “system memory.”
Furthermore, many phenomena are better described by irreversible tissue damage than by bistability
or genuine hysteresis. Calling both an attractor can obscure whether a proposed intervention could
plausibly restore function.

What evidence would change the interpretation?

A stringent test compares matched states reached from different histories and measures whether
future trajectories diverge despite similar present inputs. Longitudinal response curves, controlled
stepwise exposure changes, and mechanistic readouts are more informative than an evocative
before-and-after narrative. If current pathology and ongoing exposures account fully for outcomes,
invoking hysteresis adds little.

Implications for medical interpretation

This framework offers a patient-respecting explanation for incomplete recovery without suggesting
they have failed. It encourages treatment plans to distinguish ongoing cause, residual injury and
reversible maintenance loops, and it gives remission and relapse more precise meanings.

Selected scientific reading

Barabasi, Gulbahce & Loscalzo (2011), Network medicine: a network-based approach to human disease, Nature Reviews
Genetics.
https://doi.org/10.1038/nrg2918

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Original source: Genes, Processes, and Constraints. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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MEDICAL CONCEPT PAPER 05/ 43

Constraints Are Causes

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | I. Biology of disease states

Abstract

This concept paper examines constraints are causes. It develops an argument drawn from Genes,
Processes, and Constraints, identifies the relevant biological or clinical mechanisms, and considers
where that argument may fail. This is a narrative perspective, not a systematic review or an original
clinical study.

The central problem

A constraint is a condition that limits the states a system can occupy. In biology, oxygen availability,
microvascular perfusion, transport capacity, energy supply, membrane integrity and mechanical
confinement can alter outcomes even without constituting the initiating disease. The thesis is that
medicine often gains explanatory power by measuring these limiting conditions directly. The term
“cause” must be used carefully: a constraint may be necessary, permissive, amplifying or truly
sufficient for a particular outcome.

Mechanisms and causal architecture

A myocardial cell with intact contractile proteins may still fail to perform under inadequate perfusion;
a functioning neuron becomes unreliable when extracellular ion gradients are disturbed; normal
digestive enzymes cannot compensate indefinitely for loss of adequate substrate delivery. Clinical
deterioration is therefore not always a defective part but an unmet condition for a part to function.
Interventions that restore oxygen delivery, circulation, nutrition or electrolyte balance are already
important examples of constraint-directed treatment. The original contribution here is to make these
causal roles explicit across disease models.

A discriminating example

A patient with a reassuring hemoglobin concentration may still have exertional intolerance from
cardiovascular or pulmonary disease. A patient with normal oxygen delivery can nevertheless have
neuromuscular limitations. Both experiences illustrate that a normal component reading does not
establish the adequacy of the entire process. The rate-limiting step must be identified rather than
guessed from a general sense that the system is 'under strain'.
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Competing explanations and limitations

Constraint language could become an unhelpful catchall. If every clinical factor is renamed a
“constraint,” no sharper diagnosis follows. A useful hypothesis specifies which variable has become
rate-limiting, demonstrates that changing it alters downstream behavior, and rules out simpler
explanations. Severe infections, structural lesions and genetic disorders often have causes that remain

critical even when systemic context is measured.

What evidence would change the interpretation?

Evidence could include dose-response relationships, rescue experiments, repeated measures
demonstrating threshold behavior and interventions that restore functional output while the original
structural abnormality remains unchanged. Conversely, if modifying the supposed bottleneck does not
alter function or prognosis, it was not decisive in the proposed context.

Implications for medical interpretation

This paper encourages clinicians and readers to ask what conditions make normal physiology possible,
rather than attributing every failure to intrinsic organ weakness. The practical result is more precise
causal reasoning, not a universal alternative protocol.

Selected scientific reading

Kitano (2002), Systems biology: a brief overview, Science.
https://doi.org/10.1126/science.1069492

Barabasi, Gulbahce & Loscalzo (2011), Network medicine: a network-based approach to human disease, Nature Reviews
Genetics.
https://doi.org/10.1038/nrg2918

Original source: Genes, Processes, and Constraints. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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MEDICAL CONCEPT PAPER 06 / 43

Normal Laboratory Values, Abnormal
Biological Function

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | I. Biology of disease states

Abstract

This concept paper examines normal laboratory values, abnormal biological function. It develops an
argument drawn from Genes, Processes, and Constraints, identifies the relevant biological or clinical
mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

Population reference ranges describe distributions, not guarantees of physiological completeness. A
result inside a range can be compatible with substantial impairment, while an abnormal result may be
transient or clinically irrelevant. The meaningful question is whether the measurement reflects the
process of concern in that individual, at that time. Static values often undersample processes that
oscillate, compensate or fail only under load.

Mechanisms and causal architecture

Fasting plasma glucose may be within range while postprandial excursions remain excessive; resting
pulse can appear reassuring while exertional tolerance is poor; serum concentrations may be normal
despite altered tissue distribution or a vulnerable feedback system. Conversely, reference limits are
often valuable and sometimes definitive for urgent action. Dynamic assessments, paired markers,
symptom timing and functional outcomes can add context, provided the additional measurements are
validated for the clinical question.

A discriminating example

A single normal morning laboratory panel can coexist with marked symptoms after meals, during
exertion or overnight. Sometimes the correct next step is a targeted dynamic test; sometimes the
presentation calls for an entirely different differential diagnosis. A persuasive paper must discriminate
these cases rather than imply that further testing is always indicated. Sensitivity, specificity and
consequences of false positives remain part of the clinical argument.
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Competing explanations and limitations

The danger of overstating this argument is turning normal findings into a license to invent hidden
disease. More testing is not necessarily better, and unvalidated panels increase false positives. A
mechanism should explain why a particular laboratory result misses a problem, what different test
would detect it, and whether detecting it improves care. “My tests are normal but I feel unwell”
warrants investigation; it does not prove an unspecified systemic defect.

What evidence would change the interpretation?

The proposal is testable by comparing predictive performance of single laboratory thresholds against
longitudinal and dynamic measurements. Useful endpoints include functional capacity, diagnosis by
accepted criteria, adverse events and response to established treatment. Improvements should be
assessed out of sample, not solely in the cohort that generated the model.

Implications for medical interpretation

The article is an argument for thoughtful interpretation of evidence, especially when clinical
presentation and a laboratory snapshot disagree. It is not an argument against using standard tests or
respecting diagnostic thresholds.

Selected scientific reading

Barabasi, Gulbahce & Loscalzo (2011), Network medicine: a network-based approach to human disease, Nature Reviews
Genetics.
https://doi.org/10.1038/nrg2918

Scheer et al. (2009), Adverse metabolic and cardiovascular consequences of circadian misalignment, PNAS.
https://doi.org/10.1073/pnas.0808180106

Original source: Genes, Processes, and Constraints. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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MEDICAL CONCEPT PAPER 07 / 43

Coherence Capacity: A New Framework
for Understanding Recovery

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | Il. Coherence capacity medicine

Abstract

This concept paper examines coherence capacity: a new framework for understanding recovery. It
develops an argument drawn from Applied Coherence Medicine, identifies the relevant biological or
clinical mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

Coherence Capacity proposes that recovery requires at least three interdependent abilities: sufficient
energetic availability, regulatory flexibility and integration across time. The book abbreviates these as
E, Rand T and writes C = E x R x T. This formulation expresses an intuitively valuable proposition:
extremely poor performance in one domain can limit whole-person adaptation even when the others
are relatively strong. It should be published as an exploratory construct rather than a validated clinical
equation.

Mechanisms and causal architecture

Energetic capacity can involve sleep continuity, nourishment, oxygen delivery, activity tolerance and
recovery from exertion; regulation involves responses to stressors and return to baseline; temporal
integration concerns circadian regularity, maintenance of gains and incorporation of adaptation over
days or months. None can be inferred from a single wearable score. HRV varies with context, fitness,
age, medication and measurement method. The multiplicative formulation needs operational
definitions and units: if E, R and T are scored differently, the product can change with arbitrary
rescaling. A safer scientific representation is initially C = f(E,R,T), with multiplication retained as a
philosophical proposal.

A discriminating example

Two individuals can report identical symptom scores while differing substantially in sleep disruption,
activity tolerance and recovery time after ordinary demands. The proposed E-R-T model asks whether
those differences change the burden of treatment each can tolerate. Importantly, assigning values to
E, R and T without validated measurement may create false mathematical precision. The concept
should remain a clinical hypothesis until its scale properties are justified.
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Competing explanations and limitations

Most conventional care already accounts for reserve, severity and timing in some settings. A new index
must therefore demonstrate what it adds; it cannot claim originality merely because it integrates
variables. The framework also risks moralizing illness if low capacity is mistaken for personal failure.
Structural disease, social deprivation and medications may constrain all three dimensions. Numerical

simplicity must not conceal these different causal mechanisms.

What evidence would change the interpretation?

A conceptual falsifier is straightforward: if an additive model or single existing functional measure
predicts better than the multiplicative index, the equation should be revised. A clinical vignette can
illustrate this without inventing clinical evidence: two people may report equal depressive symptom
severity while differing in sleep, activity tolerance, autonomic symptoms and recovery time, leading to
different feasible treatment burdens.

Implications for medical interpretation

The immediate value is a language for discussing treatment feasibility. The Institute should explicitly
distinguish the observed domain, the proposed causal interpretation and the intervention chosen,
while avoiding any claim that the index diagnoses a disease or replaces validated assessment.

Selected scientific reading

Kitano (2002), Systems biology: a brief overview, Science.
https://doi.org/10.1126/science.1069492

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Original source: Applied Coherence Medicine. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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MEDICAL CONCEPT PAPER 08/ 43

Energetic Availability as a Gatekeeper of
Recovery

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | Il. Coherence capacity medicine

Abstract

This concept paper examines energetic availability as a gatekeeper of recovery. It develops an
argument drawn from Applied Coherence Medicine, identifies the relevant biological or clinical
mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

Energy is not merely a subjective feeling of vigor. Organisms maintain ATP synthesis, ionic gradients,
immune responses, tissue remodeling and behavioral activity under finite resource constraints. The
proposed question is whether limitations in available substrate, sleep quality or physiological reserve
can reduce the effectiveness or tolerability of otherwise sound interventions. This should be framed as
a domain-specific question, not a single universal “energy deficit” diagnosis.

Mechanisms and causal architecture

In severe malnutrition, anemia or cardiopulmonary disease, capacity limitations are tangible. In
chronic fatigue presentations, however, subjective fatigue cannot be equated automatically with low
mitochondrial ATP production. Exertional intolerance, orthostatic physiology, inflammatory signaling,
autonomic function, sleep disorders and behavioral constraints may all matter. Energy expenditure
also adapts to prolonged weight loss. A well-designed capacity narrative differentiates supply,
utilization, perceived effort and recovery costs, rather than collapsing all four into a vague reserve

score.

A discriminating example

The low-energy patient illustrates a crucial asymmetry: a treatment can be mechanistically indicated
but operationally difficult to deliver. A complex exercise prescription for someone with severe
exertional exacerbation, or extensive homework during severe insomnia, may fail for practical reasons
rather than lack of will. Yet genuine energy deficits must be differentiated from pain, depression, fear,
cardiopulmonary disease and other causes rather than assumed.
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Competing explanations and limitations

The main alternative is that low energy represents a downstream symptom of ongoing disease rather
than a causal barrier to treatment. Treating the underlying disease may improve energy without any
separate restoration phase. Moreover, some patients benefit from carefully supervised activity despite
initial discomfort, whereas others with post-exertional symptom exacerbation can worsen with

inappropriate graded exertion. Universal prescriptions would therefore be unsafe.

What evidence would change the interpretation?

The useful prediction is conditional: baseline markers of exertional recovery and sleep may modify the

response to high-burden treatments or rehabilitation programs even after controlling for diagnosis and
severity. A model is weakened if these measures add no independent predictive information or merely

track already-recognized disease burden.

Implications for medical interpretation

The practical conclusion is to match intervention burden to the physiological state without abandoning
effective treatment. Capacity assessment is an adjunct to diagnosis and safety screening, not a
replacement.

Selected scientific reading

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Longo & Mattson (2014), Fasting: molecular mechanisms and clinical applications, Cell Metabolism.
https://doi.org/10.1016/j.cmet.2013.12.008

Original source: Applied Coherence Medicine. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Regulatory Flexibility: The Difference
Between Stability and Rigidity

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | Il. Coherence capacity medicine

Abstract

This concept paper examines regulatory flexibility: the difference between stability and rigidity. It
develops an argument drawn from Applied Coherence Medicine, identifies the relevant biological or
clinical mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

An organism can maintain normal-looking averages while losing the ability to respond and recover.
Regulatory flexibility describes appropriately scaled responses to challenge followed by recovery
within a useful interval. This differs from simply having low heart rate, low cortisol or a uniformly calm
mood. Healthy regulation is adaptive movement; chronic suppression, excessive activation and weak
response are different disturbances.

Mechanisms and causal architecture

Autonomic control offers one window. Heart rate, blood pressure, ventilation, baroreflexes and HRV
reflect interacting control loops, but no single readout is a universal index of vagal tone or healing.
Endocrine and immune regulation are equally context sensitive: cortisol varies by time of day;
inflammatory markers change with infection, exercise and body composition. The source framework's
contribution is to put these measures beside observable recovery behavior and symptom trajectories.
It is most informative when responses are tied to a defined challenge and recovery window.

A discriminating example

A high resting heart rate is a clue, not a regulatory diagnosis. It can arise from fever, anemia,
stimulant exposure, fitness level or an autonomic disorder. A person may also display normal resting
readings but an abnormal recovery after standing or exertion. By examining the shape of the response
and its return to baseline, the flexibility concept may add information without elevating HRV or
another single index into an oracle.
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Competing explanations and limitations

Regulatory response can be appropriate to an ongoing threat. Tachycardia in hemorrhage, fever
during infection or an activated immune system are not inherently pathological merely because they
deviate from a resting ideal. Mislabeling necessary responses as “dysregulation” risks delayed medical
care. Drugs, physical conditioning, age and sampling error further complicate physiological

interpretation.

What evidence would change the interpretation?

A testable formulation would compare stress-response magnitude, recovery half-time and variability
across similar perturbations. The key question is whether these measures predict functional resilience
or relapse better than symptom severity alone. The construct fails when it becomes a circular
statement that healthy people regulate well because they are healthy.

Implications for medical interpretation

Clinical value lies in describing a person's actual response to demands: how rapidly they return to
baseline and what functional cost follows. It is a framework for interpretation rather than a new
diagnostic code.

Selected scientific reading

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Scheer et al. (2009), Adverse metabolic and cardiovascular consequences of circadian misalignment, PNAS.
https://doi.org/10.1073/pnas.0808180106

Original source: Applied Coherence Medicine. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Temporal Integration: Why Biological
Timing Matters

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | Il. Coherence capacity medicine

Abstract

This concept paper examines temporal integration: why biological timing matters. It develops an
argument drawn from Applied Coherence Medicine, identifies the relevant biological or clinical
mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

Time is not an accessory variable in biology. Circadian rhythms influence glucose tolerance, blood
pressure, hormone secretion, immune activity and medication metabolism. Recovery also operates
over multiple scales: minutes for autonomic recovery, hours for substrate shifts, days for sleep
consolidation and longer intervals for tissue remodeling. The proposed “T” domain asks whether these
rhythms and histories are coordinated sufficiently to support a lasting therapeutic response.

Mechanisms and causal architecture

The strongest mechanistic case comes from circadian misalignment. Controlled human protocols have
shown metabolic and cardiovascular consequences of scheduling sleep and food outside normal
circadian relationships. Yet temporal integration is broader than sleeping at the same hour: it includes
the spacing of physiological challenges, sequence of treatments and persistence of new habits. A
patient whose symptoms improve during a week of regular sleep but relapse after recurrent shift-work
stress provides a plausible timing-related pattern, though many other factors can explain the outcome.

A discriminating example

An intervention that works well after a period of stabilized sleep might appear ineffective amid
repeated night shifts. To infer that timing caused the difference, however, one must account for
medication adherence, total sleep duration, dietary timing, illness severity and occupational stress.
Time is both a biological variable and a container for other exposures. Good temporal medicine
distinguishes the two.
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Competing explanations and limitations

The weakness lies in excessive generality. Time affects nearly all biology, but that does not mean a
temporal intervention explains every condition. Circadian alignment cannot reverse a bacterial
infection by itself, and evidence for chronotherapy is disease- and drug-specific. Social obligations,
disabilities and occupational schedules can constrain timing; a clinically serious framework does not
imply that illness results from poor discipline.

What evidence would change the interpretation?

Discriminating evidence would establish whether within-person timing variance predicts functional
outcomes after accounting for total sleep, treatment, baseline severity and external stressors. If the
same outcome occurs independently of the timing measure, temporal integration is not the decisive
variable in that context.

Implications for medical interpretation

The article should encourage attention to trajectories, not rigid universal schedules. Appropriate
timing is a parameter of good care, but its weight must be supported by condition-specific evidence.

Selected scientific reading

Scheer et al. (2009), Adverse metabolic and cardiovascular consequences of circadian misalignment, PNAS.
https://doi.org/10.1073/pnas.0808180106

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Original source: Applied Coherence Medicine. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Is Treatment Resistance Sometimes a
State Mismatch?

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | Il. Coherence capacity medicine

Abstract

This concept paper examines is treatment resistance sometimes a state mismatch?. It develops an
argument drawn from Applied Coherence Medicine, identifies the relevant biological or clinical
mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

Treatment resistance is a clinical descriptor that can hide multiple phenomena: wrong diagnosis,
inadequate dose or duration, nonadherence, comorbidity, drug interactions, severe disease and
genuine nonresponse. The coherence framework proposes one additional contributor: an intervention
may demand more cognitive, energetic or regulatory capacity than is currently available. This is a
conditional hypothesis, not an explanation for every failed treatment.

Mechanisms and causal architecture

Consider a patient in severe insomnia and panic who is prescribed cognitively demanding
psychotherapy homework. The intervention may be sound in principle but difficult to execute before
attention and sleep improve. In rehabilitation, an excessive exercise load can similarly exceed current
tolerance. By contrast, a patient with severe depression may benefit from immediate evidence-based
therapy or medication despite poor energy; capacity rhetoric should never serve as a reason to
postpone urgent care. The conceptual advance is matching treatment burden, sequence and supports

to measurable limitations.

A discriminating example

A patient failing psychotherapy might need a different modality, improved access, higher-quality
delivery, medication, treatment of sleep apnea or simply more time. State mismatch is one hypothesis
among several. Its value emerges when it predicts a specific adjustment that succeeds without
postponing necessary care. A framework that explains every failure after the fact has no meaningful
predictive advantage.

ABSURD HEALTH INSTITUTE / MEDICAL CONCEPT PAPERS, VOLUME THREE

25



Competing explanations and limitations

Existing stepped-care and personalized medicine frameworks already adjust treatment to ability,
disease severity and patient preference. The Institute's proposal must be more precise than suggesting
that all negative experiences prove state mismatch. Sometimes an intervention is ineffective, harmful,
misdiagnosed or applied badly. Escalation can be lifesaving in psychosis, suicidality or acute organ
dysfunction. A model that always blames the patient's state is unfalsifiable and ethically unsound.

What evidence would change the interpretation?

A useful comparison is whether baseline sleep, autonomic instability and cognitive load predict
adherence and differential outcomes after adjusting for diagnosis. State matching should improve
outcomes only if it changes the intervention appropriately, not simply because patients receiving more
support do better for nonspecific reasons.

Implications for medical interpretation

For the website, this paper should invite a better clinical question: is the intervention wrong,
premature, overly burdensome, insufficient or correctly targeted but genuinely ineffective? The
answer is not determined by the framework alone.

Selected scientific reading

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Barabasi, Gulbahce & Loscalzo (2011), Network medicine: a network-based approach to human disease, Nature Reviews
Genetics.
https://doi.org/10.1038/nrg2918

Original source: Applied Coherence Medicine. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Beyond the Single Molecular Target

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | lll. Beyond targets and state-based pharmacology

Abstract

This concept paper examines beyond the single molecular target. It develops an argument drawn from
Beyond Targets, identifies the relevant biological or clinical mechanisms, and considers where that
argument may fail. This is a narrative perspective, not a systematic review or an original clinical study.

The central problem

Single-target pharmacology has delivered antibiotics, hormone replacement, receptor-specific
therapies and major oncology advances. The novel proposal is not that precise targets fail; it is that
certain chronic phenotypes arise from networks with redundancy, compensation and interactions that
can limit the effect of changing one node. A therapeutic target and a disease mechanism are not
always the same level of explanation.

Mechanisms and causal architecture

Drug action propagates through physiological networks. Blocking one receptor can change feedback
hormones, central appetite signaling, autonomic output and downstream gene expression. Some
modern drugs are already multisystem interventions despite being called targeted—for example,
GLP-1 receptor agonism engages pancreatic, gastrointestinal and central pathways. Conversely,
broad-spectrum drugs can produce greater unwanted effects. The important distinction is whether the
intervention's observed benefits align with causal network changes, not whether it is rhetorically
“holistic.”

A discriminating example

GLP-1 pharmacology is instructive: one receptor system participates in effects on appetite, gastric
emptying and pancreatic hormone signaling. This does not mean the drug corrects every underlying
metabolic abnormality, nor that multi-target botanical blends outperform it. Instead, it demonstrates
how molecular specificity and systems consequences can coexist. An alternative systems theory should
explain successes of modern therapeutics as carefully as their limitations.

Competing explanations and limitations

A failure to cure does not imply wrong therapeutic scale. Many chronic diseases involve permanent
tissue damage, ongoing exposure or inherently incurable processes. Reducing myocardial infarction
risk or preventing seizures without eradicating a predisposition is substantial clinical success.
Moreover, introducing multiple pharmacological agents multiplies interaction risks, and a
sophisticated systems narrative cannot substitute for evidence of efficacy.
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What evidence would change the interpretation?

A meaningful systems claim should nominate distinct interacting modules, specify anticipated
response to perturbation, and predict which combinations or sequences will outperform standard
treatment. Simple molecular models remain preferred when they explain the data with fewer
assumptions. The goal is greater causal resolution, not ideological opposition to targeted medicine.

Implications for medical interpretation

The article is an invitation to evaluate therapeutic architecture alongside molecule choice. Target
precision and systems awareness need not be rivals; in practice they may be complementary.

Selected scientific reading

Barabasi, Gulbahce & Loscalzo (2011), Network medicine: a network-based approach to human disease, Nature Reviews
Genetics.
https://doi.org/10.1038/nrg2918

Drucker (2018), Mechanisms of action and therapeutic application of GLP-1, Cell Metabolism.
https://doi.org/10.1016/j.cmet.2018.03.001

Original source: Beyond Targets. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic

instrument or treatment protocol. Consult qualified care for medical decisions.
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Vectorial Therapy: Medicine Designed to
Change Biological Direction

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | lll. Beyond targets and state-based pharmacology

Abstract

This concept paper examines vectorial therapy: medicine designed to change biological direction. It
develops an argument drawn from Beyond Targets, identifies the relevant biological or clinical
mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

The source book uses “vectorial therapy” to describe interventions chosen for their tendency to move a
biological system from one state toward another. This is an original conceptual term rather than an
established treatment class. Its potential value lies in changing the question from “did a marker
move?” to “did the patient begin a durable functional trajectory?” The direction must be defined in
measurable clinical terms before the idea can be evaluated.

Mechanisms and causal architecture

In metabolic illness, a treatment may lower glucose acutely; a more ambitious trajectory might include
improved physical function, reduced progression, fewer adverse events and sustained glycemic
control. In trauma, short-term symptom reduction is important, but return of sleep, occupational
function and relational participation also matter. Vector language becomes useful when it identifies
upstream feedback relationships and feasible interventions that alter future trajectories. It becomes
vague when “movement toward health” is merely inferred from feeling better immediately after a

treatment.

A discriminating example

The proposed vector metaphor becomes precise when the outcome is defined prospectively. A person
may lose weight yet worsen muscle strength; a drug may improve a biomarker yet increase
symptomatic hypotension. Neither is unambiguously movement toward health. A useful therapeutic
direction therefore includes benefit, harm, durability and the priorities of the patient, rather than a
single favorable arrow on a diagram.
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Competing explanations and limitations

Many existing disease-modifying treatments already aim at long-term trajectory. Antihypertensives
preventing stroke, statins reducing vascular risk and immunomodulators reducing relapse illustrate
that conventional pharmacology is not limited to momentary biomarker control. Vectorial therapy must
not declare these established successes obsolete or claim that multi-compound regimens are superior
without comparative data.

What evidence would change the interpretation?

The proposed test is whether a prespecified package shifts validated patient-important endpoints over
time more effectively or safely than established comparators. A shift in numerous biomarkers without
better function or fewer events does not meet the test. Different “directions” may conflict, as when
weight loss occurs alongside muscle loss or treatment benefit with severe adverse effects.

Implications for medical interpretation

The language of therapeutic direction may help readers distinguish immediate response, sustained
remission and disease modification. It is an organizing concept, not a license for untested drug
combinations.

Selected scientific reading

Barabasi, Gulbahce & Loscalzo (2011), Network medicine: a network-based approach to human disease, Nature Reviews
Genetics.
https://doi.org/10.1038/nrg2918

Drucker (2018), Mechanisms of action and therapeutic application of GLP-1, Cell Metabolism.
https://doi.org/10.1016/j.cmet.2018.03.001

Original source: Beyond Targets. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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The Timing of Medicine Is Part of Its
Pharmacology

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | lll. Beyond targets and state-based pharmacology

Abstract

This concept paper examines the timing of medicine is part of its pharmacology. It develops an
argument drawn from Beyond Targets, identifies the relevant biological or clinical mechanisms, and
considers where that argument may fail. This is a narrative perspective, not a systematic review or an
original clinical study.

The central problem

Dose and chemical identity are important, but medication timing can also affect exposure, response
and toxicity. Biological clocks regulate aspects of absorption, metabolism, receptor availability and the
natural pattern of disease. The hypothesis worth exploring is that a meaningful subset of drug
regimens could improve when matched to measured biological timing, while acknowledging that
chronotherapy is already a developed field with drug-specific evidence.

Mechanisms and causal architecture

Blood pressure follows diurnal patterns; steroid physiology differs across the day; sleep-promoting
agents interact with circadian phase; chemotherapy and immunological responses may show timing
dependence. None of these observations justifies relocating every medication to a supposedly optimal
hour. Timing can interact with adherence, meal composition, interactions, kidney function and sleep.
Especially for drugs with long half-lives, pharmacodynamic timing may be less important than
maintaining stable exposure and regular adherence.

A discriminating example

Imagine comparing identical treatment doses given at different circadian phases. The result would
depend on the disease, drug half-life, pharmacodynamic endpoint and adherence. Circadian variation
is not a reason to improvise a new schedule for essential medications. It is a reason to ask whether
evidence shows a clinically important timing effect in this specific setting.

Competing explanations and limitations

Claims based solely on animal circadian patterns may fail in humans. Night-shift work, chronotype,
age, disease state and medication formulations alter timing relationships. Adherence may decline
under overly intricate schedules, eliminating a theoretical advantage. A timing intervention that
changes a surrogate marker but not meaningful outcomes needs careful interpretation.
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What evidence would change the interpretation?

One should compare otherwise equivalent dose regimens at prespecified times, measure
pharmacokinetics or clinical endpoints, and report harms. Positive results must be evaluated for
external validity and consistency with existing standards, rather than generalized across unrelated
drugs.

Implications for medical interpretation

The clinical message is modest but important: ask whether dosing time is an evidence-supported
component of treatment. Do not change essential medications solely because of a general circadian
theory.

Selected scientific reading

Scheer et al. (2009), Adverse metabolic and cardiovascular consequences of circadian misalignment, PNAS.
https://doi.org/10.1073/pnas.0808180106

Drucker (2018), Mechanisms of action and therapeutic application of GLP-1, Cell Metabolism.
https://doi.org/10.1016/j.cmet.2018.03.001

Original source: Beyond Targets. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic

instrument or treatment protocol. Consult qualified care for medical decisions.
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The Drug as a Program Rather Than a
Dose

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | lll. Beyond targets and state-based pharmacology

Abstract

This concept paper examines the drug as a program rather than a dose. It develops an argument
drawn from Beyond Targets, identifies the relevant biological or clinical mechanisms, and considers
where that argument may fail. This is a narrative perspective, not a systematic review or an original
clinical study.

The central problem

A medication order is commonly described by the substance, route, dose and frequency. Yet some
treatments are inherently programs: initiation, monitoring, titration, support, co-treatment,
adverse-event surveillance and exit criteria all influence outcomes. The proposed “drug as a program”
framework makes that architecture explicit without pretending every medication needs a complex
system. The unit of therapeutic design is the patient's trajectory under a specified intervention
process.

Mechanisms and causal architecture

Treatment programs use feedback. Initial measurements establish risk; the intervention changes
physiology; subsequent observations indicate whether to continue, adjust or discontinue. Some
systems require ordered steps because one intervention changes tolerance to another. Refeeding after
starvation, control of infection before immunosuppression and adjustment of medication in renal
impairment are familiar examples where sequence matters. A state-based program could formalize
when to strengthen, pause or de-escalate an intervention, using patient-important endpoints rather
than arbitrary subjective milestones.

A discriminating example

Insulin titration, antihypertensive adjustment and many rehabilitation plans already embody
programmatic care: an initial action, observation, adjustment and reassessment. The proposal is to
generalize this clarity to other complex interventions, but not to produce labyrinthine schedules that
patients cannot maintain. The simplest reliable feedback rule may be more effective than an elaborate
theoretical architecture.
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Competing explanations and limitations

Complexity creates hazards. Multi-step plans may reduce accessibility, introduce interactions, and
overwhelm households with limited time or money. A program can also become an excuse to prolong
ineffective care. Claims of “metabolic reprogramming” require clear physiological measurements; a
memorable phrase does not establish a phase transition.

What evidence would change the interpretation?

A program is superior only if it improves outcomes over a simpler regimen at acceptable cost and
burden. Its rules should be specified in advance: starting conditions, monitoring intervals, modification
triggers, adverse-event thresholds and stopping criteria. Otherwise retrospective explanations can
always be invented for success or failure.

Implications for medical interpretation

For the Institute, the concept is useful as a way to describe responsible longitudinal care. It
complements evidence-based pharmacology and should never override established prescribing or
emergency protocols.

Selected scientific reading

Barabasi, Gulbahce & Loscalzo (2011), Network medicine: a network-based approach to human disease, Nature Reviews
Genetics.
https://doi.org/10.1038/nrg2918

Drucker (2018), Mechanisms of action and therapeutic application of GLP-1, Cell Metabolism.
https://doi.org/10.1016/j.cmet.2018.03.001

Original source: Beyond Targets. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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The Polypharmacy Paradox: Can
Distributed Intervention Improve
Outcomes?

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | lll. Beyond targets and state-based pharmacology

Abstract

This concept paper examines the polypharmacy paradox: can distributed intervention improve
outcomes?. It develops an argument drawn from Beyond Targets, identifies the relevant biological or
clinical mechanisms, and considers where that argument may fail. This is a narrative perspective, not a
systematic review or an original clinical study.

The central problem

A network disorder may invite a multi-target response, but combining drugs is not automatically safer
or more effective than using one. The Institute's question is whether a carefully specified distribution
of effects across pathways can sometimes achieve better system outcomes with less perturbation of
any single target. The answer must be comparative and contextual. “Natural mixture,” “low dose” and
“synergy” are not synonyms for safety.

Mechanisms and causal architecture

Combination approaches are established in hypertension, infectious disease, oncology and metabolic
management. Their success depends on mechanistic complementarity, pharmacokinetics, proven
outcomes and monitoring. Synergy occurs when combined effects exceed appropriate expectations;
additivity and antagonism are different possibilities. Interactions at CYP enzymes, transporters, QT
intervals, renal clearance and central sedation can increase risks even when each component is
individually familiar. Timing and dose relationships must therefore be explicit, not implied by the
number of ingredients.

A discriminating example

Three medications that act on different targets may outperform one in a suitable indication. The same
combination can become harmful when renal function declines, drug metabolism changes or two
agents share adverse effects. Distributed treatment is not a guarantee of distributed toxicity. The
proposed concept succeeds only when pharmacological interaction, benefit and practical adherence
are considered together.
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Competing explanations and limitations

A persuasive critique of reductionism must also recognize that reducing medication burden is
sometimes the best systems intervention. Deprescribing, correcting an adverse drug effect or
simplifying a regimen can restore function. Likewise, several strong agents may be preferable to a
large mixture of poorly characterized compounds. Conventional combination regimens are not

evidence that any proposed botanical or proprietary formulation will work.

What evidence would change the interpretation?

The discriminating evidence is clear: prospectively compare defined combinations against single
agents and standard care, measuring clinical outcomes, pharmacokinetics and adverse events.
Mechanistic claims should specify anticipated interactions and report null or harmful results. No
beneficial effect should be inferred from network diagrams alone.

Implications for medical interpretation

The article would argue for disciplined combination design while opposing both indiscriminate
polypharmacy and the reflex assumption that single-target treatment is always sufficient.

Selected scientific reading

Barabasi, Gulbahce & Loscalzo (2011), Network medicine: a network-based approach to human disease, Nature Reviews
Genetics.
https://doi.org/10.1038/nrg2918

Drucker (2018), Mechanisms of action and therapeutic application of GLP-1, Cell Metabolism.
https://doi.org/10.1016/j.cmet.2018.03.001

Original source: Beyond Targets. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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The Brain Is a Tonicity-Dependent Organ

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | IV. The diluted brain and osmotic neurology

Abstract

This concept paper examines the brain is a tonicity-dependent organ. It develops an argument drawn
from The Diluted Mind, identifies the relevant biological or clinical mechanisms, and considers where
that argument may fail. This is a narrative perspective, not a systematic review or an original clinical
study.

The central problem

Neural activity depends on concentrated, tightly regulated extracellular and intracellular solutions.
Water moves according to effective osmotic gradients, while the skull limits the brain's ability to
expand. The central thesis is that hydration advice divorced from sodium balance, renal water
excretion and disease context can be misleading. But water intake alone does not determine cerebral
tonicity; antidiuretic hormone, renal function, solute intake, medications and other factors mediate the
effect.

Mechanisms and causal architecture

A fall in plasma effective osmolality favors movement of water into brain cells. In acute severe
hypotonic hyponatremia, the rapid cellular swelling can produce headache, vomiting, seizures,
herniation and death. Intracranial compliance varies with age, anatomical conditions and the speed of
change. The brain partly compensates by exporting inorganic and then organic osmolytes. This
adaptation may reduce swelling yet create vulnerability if plasma tonicity is subsequently increased
too rapidly. The distinction between water balance, extracellular volume and tonicity is essential: a
person can have edema and hyponatremia, hypovolemia and hyponatremia, or normal volume with
inappropriate water retention.

A discriminating example

The important contrast is between a person drinking heavily with healthy renal water excretion and
another retaining water under elevated antidiuretic activity. The same intake can have different effects
on plasma sodium. Even then, the danger depends on time course, measured hypotonicity and
symptoms. A slogan about drinking less water is no more scientifically adequate than one urging
unlimited intake.
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Competing explanations and limitations

Overhydration is neither universally common nor the explanation for ordinary brain fog. Many people
drink large quantities safely because the kidneys excrete excess water; conversely, hyponatremia can
develop without excessive drinking when water excretion is impaired. Hyperglycemia and other
osmoles require attention when interpreting low sodium. Some neurological symptoms have causes

unrelated to tonicity, and normal sodium does not exclude serious disease.

What evidence would change the interpretation?

The discriminating questions are whether hypotonicity is present, when it developed, what the kidneys
are doing, and whether severe neurological symptoms require immediate emergency treatment. Serum
sodium without serum osmolality, urine studies and clinical context is incomplete. Rate of change can
matter as much as the absolute number.

Implications for medical interpretation

The intended contribution is a more physiologically precise discussion of hydration, not a claim that
people should avoid drinking water or self-correct sodium. Acute neurological symptoms in suspected
hyponatremia warrant urgent clinical management.

Selected scientific reading

Spasovski et al. (2014), Clinical practice guideline on diagnosis and treatment of hyponatraemia, European Journal of
Endocrinology.
https://doi.org/10.1530/EJE-13-1020

Renneboog et al. (2006), Mild chronic hyponatremia and falls, attention deficits, American Journal of Medicine.
https://doi.org/10.1016/j.amjmed.2005.09.026

Adaptation of the Brain to Hyponatremia and Its Clinical Implications (2023), Journal of Clinical Medicine.
https://doi.org/10.3390/jcm12051714

Original source: The Diluted Mind. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Astrocyte Swelling and the Collapse of
Neural Signaling

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | IV. The diluted brain and osmotic neurology

Abstract

This concept paper examines astrocyte swelling and the collapse of neural signaling. It develops an
argument drawn from The Diluted Mind, identifies the relevant biological or clinical mechanisms, and
considers where that argument may fail. This is a narrative perspective, not a systematic review or an
original clinical study.

The central problem

A neuron needs electrical gradients, extracellular diffusion space and coordinated support from glial
cells. The source book foregrounds astrocytes as active participants in the consequences of acute
hypotonicity. The proposed synthesis connects astrocytic water flux, extracellular-space changes,
excitatory neurotransmitter handling and seizure risk. These processes are biologically plausible, but
the exact cascade varies by model, time course and degree of cerebral edema.

Mechanisms and causal architecture

Astrocytic endfeet interface with capillaries and regulate aspects of water, potassium and
neurotransmitter homeostasis. Acute osmotic shifts alter cell volume and can narrow extracellular
space. Changes in local potassium concentration, glutamate clearance and synaptic excitability may
contribute to network instability. A crowded extracellular compartment does not imply that all
signaling simply “collapses”; in fact some circuits may become hyperexcitable before severe
dysfunction and encephalopathy occur. Cerebral edema and neuronal injury also depend on
intracranial pressure, vascular dynamics and the integrity of cellular adaptive responses.

A discriminating example

An astrocyte does not merely fill space around neurons. It participates in homeostatic exchanges that
influence excitability. In acute hypotonicity, cell swelling and reduced extracellular volume may
destabilize those exchanges. However, attributing a particular seizure solely to astrocytic swelling
from a symptom description would outrun the available evidence. This paper is strongest as
mechanistic education rather than bedside diagnosis.
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Not every neurobehavioral symptom following high water intake is due to astrocyte swelling. Causality
requires appropriate biochemical evidence and clinical context. In vitro experiments cannot be
assumed to recapitulate human global brain responses. Astrocytes can be protective and adaptive as
well as vulnerable; presenting them solely as victims of dilution would be mechanistically incomplete.

What evidence would change the interpretation?

A coherent mechanistic argument requires linking measured plasma tonicity and brain water dynamics
to cellular volume responses and clinical findings. Neuroimaging can support edema in some
circumstances but does not directly measure synaptic glutamate clearance at the bedside. Studies that
control tonicity while measuring extracellular space and excitability are more discriminating than
nonspecific symptom associations.

Implications for medical interpretation

This paper is useful as a bridge from renal chemistry to neurophysiology. It illustrates why the clinical
stakes of an electrolyte disorder cannot be fully understood by looking at a laboratory value alone.

Selected scientific reading

Spasovski et al. (2014), Clinical practice guideline on diagnosis and treatment of hyponatraemia, European Journal of
Endocrinology.
https://doi.org/10.1530/EJE-13-1020

Adaptation of the Brain to Hyponatremia and Its Clinical Implications (2023), Journal of Clinical Medicine.
https://doi.org/10.3390/jcm12051714

Original source: The Diluted Mind. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Chronic Hyponatremia and the
Misdiagnosis of Neurological Decline

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | IV. The diluted brain and osmotic neurology

Abstract

This concept paper examines chronic hyponatremia and the misdiagnosis of neurological decline. It
develops an argument drawn from The Diluted Mind, identifies the relevant biological or clinical
mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

Chronic mild-to-moderate hyponatremia has often been described as relatively asymptomatic because
dramatic edema is less common after osmotic adaptation. That does not make it functionally trivial.
The research question is whether sustained low sodium can contribute to impaired gait, attention and
falls that might otherwise be attributed exclusively to aging, medication, depression or
neurodegeneration.

Mechanisms and causal architecture

Renneboog and colleagues examined associations between chronic hyponatremia and falls and
reported changes in gait and attention testing that improved after correction in a small subset. This is
a clinically suggestive finding, not proof that all subtle neurological decline is hyponatremic. Older
adults have multiple overlapping causes of imbalance: neuropathy, visual impairment, vestibular
disease, sedating medications, frailty and cerebrovascular disease. The plausible neurological
mechanisms include altered cellular osmolytes, neurotransmission and network performance, but
direct causal attribution in a particular individual requires temporal and clinical correlation.

A discriminating example

A patient in their seventies develops worsening attention and falls while taking a thiazide diuretic.
Chronic hyponatremia may contribute, but neuropathy, orthostasis, vision and medications also
warrant evaluation. The paper can show why correcting an electrolyte abnormality under clinical
supervision may improve some functions without claiming that every apparent decline was caused by
dilution.
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Hyponatremia can be a marker of more severe illness, diuretic exposure, malignancy, endocrine
dysfunction or heart failure. Observational associations may reflect these confounders. Some patients
with chronic sodium abnormalities have no measurable cognitive impairment. Correcting sodium is not
automatically a treatment for dementia, and correction itself carries risk in susceptible chronically
adapted patients.

What evidence would change the interpretation?

The relevant observations are onset and duration of low sodium, medications, paired urine studies,
neurological examination and changes in validated gait or attention outcomes as sodium normalizes
under appropriate supervision. A genuine association should be reproducible after adjustment for
confounders, with clear clinical effect sizes rather than merely significant laboratory correlations.

Implications for medical interpretation

The clinical lesson is to include sodium and tonicity in the differential for otherwise unexplained gait or
cognitive decline, while continuing to evaluate neurological and geriatric causes. No rapid home
correction or empirical salt loading follows from this argument.

Selected scientific reading

Renneboog et al. (2006), Mild chronic hyponatremia and falls, attention deficits, American Journal of Medicine.
https://doi.org/10.1016/j.amjmed.2005.09.026

Spasovski et al. (2014), Clinical practice guideline on diagnosis and treatment of hyponatraemia, European Journal of
Endocrinology.
https://doi.org/10.1530/EJE-13-1020

Adaptation of the Brain to Hyponatremia and Its Clinical Implications (2023), Journal of Clinical Medicine.
https://doi.org/10.3390/jcm12051714

Original source: The Diluted Mind. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.

ABSURD HEALTH INSTITUTE / MEDICAL CONCEPT PAPERS, VOLUME THREE 42


https://doi.org/10.1016/j.amjmed.2005.09.026
https://doi.org/10.1530/EJE-13-1020
https://doi.org/10.3390/jcm12051714

MEDICAL CONCEPT PAPER 20/ 43

The Correction Paradox: When Restoring
Sodium Injures the Brain

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | IV. The diluted brain and osmotic neurology

Abstract

This concept paper examines the correction paradox: when restoring sodium injures the brain. It
develops an argument drawn from The Diluted Mind, identifies the relevant biological or clinical
mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

The danger of hyponatremia is bidirectional. Acute severe hypotonicity can injure the brain through
swelling; excessively rapid correction of chronic hypotonicity can injure it through osmotic stress. The
same adaptive response that protects a brain during chronic low tonicity creates vulnerability when
extracellular tonicity rises too quickly. This is one of the clearest biological examples of why a
desirable final laboratory value does not justify any route toward it.

Mechanisms and causal architecture

During adaptation to chronic hypotonicity, brain cells reduce intracellular inorganic and organic
osmolytes to mitigate swelling. Reaccumulation of osmolytes takes time. If extracellular tonicity rises
faster than cells can adapt, water shifts outward and oligodendrocytes and other neural elements may
be damaged. Osmotic demyelination syndrome may present with delayed dysarthria, dysphagia,
altered consciousness, movement abnormalities or other neurological deficits. Risk is shaped by
starting sodium, chronicity, nutritional status, alcohol use, liver disease, potassium depletion and other

clinical variables.

A discriminating example

The most dangerous oversimplification is 'the sodium is low, so normalize it quickly.' For a chronically
adapted brain, the path taken toward normal may be as important as the destination. This does not
contradict emergency treatment of severe symptomatic hyponatremia. It requires that the treating
team distinguish immediate cerebral edema risk from the later hazards of overly rapid correction.
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Competing explanations and limitations

The danger must not be turned into a blanket argument against correcting severe symptomatic
hyponatremia. Seizures, coma or impending herniation may require urgent treatment, and the
immediate threat of cerebral edema can outweigh later correction concerns. Correction targets,
monitoring and any reversal of overcorrection are specialist clinical decisions based on severity and

risk. A generic online protocol cannot safely cover these circumstances.

What evidence would change the interpretation?

The evidence is supported by human clinical experience, pathophysiology and formal management
guidelines. The conceptual prediction is that absolute sodium alone is insufficient: trajectory,
chronicity, susceptibility and rate of change jointly determine risk. Failure to capture these factors
would be an avoidable modeling error.

Implications for medical interpretation

This paper should be prominent in the library because it demonstrates an essential principle of
systems medicine: the body's current state includes an adaptation history. Restoring a number without
respecting that history can produce a second injury.

Selected scientific reading

Spasovski et al. (2014), Clinical practice guideline on diagnosis and treatment of hyponatraemia, European Journal of
Endocrinology.
https://doi.org/10.1530/EJE-13-1020

Adaptation of the Brain to Hyponatremia and Its Clinical Implications (2023), Journal of Clinical Medicine.
https://doi.org/10.3390/jcm12051714

Original source: The Diluted Mind. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Four Measurements, One Osmotic
System

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | IV. The diluted brain and osmotic neurology

Abstract

This concept paper examines four measurements, one osmotic system. It develops an argument drawn
from The Diluted Mind, identifies the relevant biological or clinical mechanisms, and considers where
that argument may fail. This is a narrative perspective, not a systematic review or an original clinical

study.

The central problem

The source book highlights four complementary laboratory measurements: serum sodium, serum
osmolality, urine osmolality and urine sodium. The educational thesis is that they must be interpreted
together with glucose, kidney function, medication history and physical assessment. No isolated
measurement can completely identify the cause of hyponatremia or guarantee a safe correction
strategy.

Mechanisms and causal architecture

Serum sodium describes the concentration of sodium relative to water; measured serum osmolality
helps distinguish true hypotonicity from other circumstances. Urine osmolality shows whether the
kidney is producing maximally dilute urine or retaining water under antidiuretic influence. Urine
sodium can inform volume- and hormone-related distinctions, but it is affected by diuretics, recent
fluids, renal function and dietary intake. The pattern is interpreted alongside extracellular volume,
glucose and clinical stability. Importantly, measured osmolality and effective tonicity are not
interchangeable when ineffective osmoles such as urea contribute to the measurement.

A discriminating example

A person may have low serum sodium because of hypotonic water retention, hyperglycemia-associated
water shifts or laboratory artifacts. Paired osmolality tests and clinical context distinguish very
different physiological situations. Four measurements are useful because they describe relationships
between compartments, not because they replace examination, glucose correction, medication review
or specialist judgment.
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Competing explanations and limitations

The four-number approach is a teaching scaffold, not a replacement for established diagnostic
algorithms. Adrenal insufficiency, thyroid disorders, diuretics, low solute intake, heart failure, hepatic
disease and kidney impairment may require additional history and testing. A normal-looking
measurement at a single moment can be misleading after treatment begins, so trends and timing

matter.

What evidence would change the interpretation?

A useful interpretation identifies the biochemical syndrome first, determines the plausible cause, and
then asks about dangerous symptoms and correction risk. A decision tree that confidently assigns
etiology without confirming hypotonicity or accounting for treatment effects would fail its own clinical
standard.

Implications for medical interpretation

The paper should make sophisticated physiology accessible without inviting readers to diagnose
themselves from isolated laboratory values. Serious symptoms warrant urgent medical evaluation and
correction decisions belong to qualified clinicians.

Selected scientific reading

Spasovski et al. (2014), Clinical practice guideline on diagnosis and treatment of hyponatraemia, European Journal of
Endocrinology.
https://doi.org/10.1530/EJE-13-1020

Adaptation of the Brain to Hyponatremia and Its Clinical Implications (2023), Journal of Clinical Medicine.
https://doi.org/10.3390/jcm12051714

Original source: The Diluted Mind. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Fasting, Water and Solute: The Hidden
Neurological Risk

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | IV. The diluted brain and osmotic neurology

Abstract

This concept paper examines fasting, water and solute: the hidden neurological risk. It develops an
argument drawn from The Diluted Mind; Terrain Medicine: Fasting Science, identifies the relevant
biological or clinical mechanisms, and considers where that argument may fail. This is a narrative
perspective, not a systematic review or an original clinical study.

The central problem

Fasting changes dietary solute intake, endocrine signaling, renal water handling and electrolyte
balance. The proposed argument is that advice to consume large amounts of plain water while
dramatically reducing food can be dangerous under some conditions. The hazard is not ordinary
hydration, but inadequate renal free-water excretion in relation to fluid intake and available osmoles,
especially when medication or illness modifies antidiuretic signaling.

Mechanisms and causal architecture

Urinary water excretion depends partly on the kidney's ability to excrete daily solute load. Low protein
and salt intake can lower that load; antidiuretic hormone activity can concentrate the urine and further
limit free-water elimination. Prolonged restriction may also alter total body potassium, magnesium,
phosphate and nutritional status. These states cannot be corrected responsibly with a universal salt
formula. Individuals with heart failure, kidney disease, hypertension, diuretics or endocrine disorders
have fundamentally different risks from healthy short-term fasters.

A discriminating example

A person on a prolonged food-restriction program begins drinking multiple liters of plain water while
consuming little dietary solute. That history raises a legitimate concern if neurological symptoms
emerge, but it does not prove hyponatremia. Serum chemistry and acute assessment are necessary.
Any approach that reinterprets confusion or seizure as a cleansing sign would be dangerously

misleading.
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Not every person fasting develops hyponatremia, and many physiological changes during fasting are
appropriate adaptation. Conversely, neurological symptoms in a fasting person may signal
hypoglycemia, dehydration, infection, thiamine deficiency or other urgent conditions rather than low
sodium. Interpreting worsening symptoms as beneficial “detoxification” is particularly unsafe. Severe
headache, confusion, vomiting, seizures or collapse require assessment, not reassurance that a

cleansing phase has begun.

What evidence would change the interpretation?

The discriminating clinical data are fluid intake, dietary solute intake, relevant medications, serum
electrolytes and osmolality, urine measures and symptoms over time. Claims that a proprietary
electrolyte ratio prevents osmotic injury would require specific evidence across differing populations;
the source books do not establish that.

Implications for medical interpretation

This is a patient-safety concept paper. It supports individualized medical supervision of prolonged
fasting rather than promoting a fasting or water-consumption protocol.

Selected scientific reading

Spasovski et al. (2014), Clinical practice guideline on diagnosis and treatment of hyponatraemia, European Journal of
Endocrinology.
https://doi.org/10.1530/EJE-13-1020

Longo & Mattson (2014), Fasting: molecular mechanisms and clinical applications, Cell Metabolism.
https://doi.org/10.1016/j.cmet.2013.12.008

Adaptation of the Brain to Hyponatremia and Its Clinical Implications (2023), Journal of Clinical Medicine.
https://doi.org/10.3390/jcm12051714

Original source: The Diluted Mind; Terrain Medicine: Fasting Science. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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PTSD May Not Be One Biological
Condition

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | V. Six-phenotype PTSD hypothesis

Abstract

This concept paper examines ptsd may not be one biological condition. It develops an argument drawn
from SIX PTSDs, identifies the relevant biological or clinical mechanisms, and considers where that
argument may fail. This is a narrative perspective, not a systematic review or an original clinical study.

The central problem

Post-traumatic stress disorder is a clinical syndrome spanning fear reactivity, avoidance, intrusion,
mood change, dissociation and sleep disturbance. The source manuscript proposes six mechanistically
informed phenotypes, not six independently validated diseases. Its central insight is that
heterogeneous presentations may dilute biological findings and make treatment-response averages
misleading. A more useful classification might combine symptoms with autonomic, affective,
developmental and immunometabolic dimensions.

Mechanisms and causal architecture

The six proposed types are hyperadrenergic threat-lock, dissociative shutdown, dysphoric-anhedonic
reward collapse, complex-developmental identity disturbance, somatic sensitization and
inflammatory-fatigue presentations. Some elements have existing scientific foundations—especially the
dissociative subtype and recognized complex-trauma presentations. Others, such as a uniquely
immunometabolic type, remain candidate explanatory groupings. Individuals can display features of
several types or shift states across time. The taxonomy is best understood as a hypothesis that

organizes clinical observation and can expose questions for more precise interpretation.

A discriminating example

Two trauma survivors may share a diagnostic label while one experiences intrusive vigilance and the
other depersonalization and emotional shutdown. The difference is clinically worth noticing, yet it does
not demonstrate six discrete biological diseases. The strongest paper presents heterogeneity as an
established observation and the proposed six-part architecture as a challengeable hypothesis.
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The strongest alternative is dimensional rather than categorical modeling: arousal, dissociation,
anhedonia, pain and inflammatory burden might vary continuously without forming six separate
natural kinds. Comorbid depression, sleep apnea, chronic pain, autoimmune disease and substance use
can produce similar findings. The existence of heterogeneous symptoms does not demonstrate discrete
biological endotypes, and the exact number six may be an editorial convenience rather than a property
of nature.

What evidence would change the interpretation?

The model makes discriminating predictions only if the proposed groupings recur across different
cohorts, show meaningful temporal stability or interpretable transitions, and explain outcomes beyond
existing diagnostic measures. If simpler dimensional models predict better or inflammatory biomarkers
fail to distinguish types, the categorical claim must be abandoned or refined.

Implications for medical interpretation

For a public website, the taxonomy can encourage readers to question one-size-fits-all explanations
without labeling themselves with an unvalidated diagnosis. The recognized PTSD diagnosis and
evidence-based interventions remain important, particularly for serious impairment or risk.

Selected scientific reading

Lanius et al. (2010), Emotion modulation in PTSD: evidence for a dissociative subtype, American Journal of Psychiatry.
https://doi.org/10.1176/appi.ajp.2009.09081168

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Campbell et al. (2020), Identifying PTSD symptom typologies: a latent class analysis, Psychiatry Research.
https://doi.org/10.1016/j.psychres.2020.112779

Original source: SIX PTSDs. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Type I — Hyperadrenergic,
Threat-Locked PTSD

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | V. Six-phenotype PTSD hypothesis

Abstract

This concept paper examines type i — hyperadrenergic, threat-locked ptsd. It develops an argument
drawn from SIX PTSDs, identifies the relevant biological or clinical mechanisms, and considers where
that argument may fail. This is a narrative perspective, not a systematic review or an original clinical
study.

The central problem

The proposed hyperadrenergic phenotype centers on recurrent threat detection, heightened startle,
vigilance, sleep disturbance and difficulty returning to baseline after reminders. This is close to the
historically familiar picture of PTSD, but high arousal is neither universal nor exclusive to
post-traumatic illness. The article's key question is what differentiates adaptive short-term defense
from persistent activation that harms functioning.

Mechanisms and causal architecture

Sympathetic nervous system output, central noradrenergic circuits, fear learning and attention to
salient cues can reinforce one another. Repeated sleep disruption may raise baseline arousal and
reduce emotional regulation. Heart rate, blood pressure changes and HRV may offer partial
physiological context, but measurement conditions and medication effects constrain interpretation. A
person who feels continuously unsafe may avoid situations that could provide corrective learning,
maintaining fear even after the environment changes. The proposed type is a pattern of regulation, not
a claim that blood catecholamines alone diagnose PTSD.

A discriminating example

After a harmless sound resembling an earlier threat, a person experiences prolonged vigilance and
insomnia. This supports a learning-and-regulation narrative, but it is not evidence of permanently
excessive catecholamines. Context-sensitive threat responses should be studied using both subjective
experience and controlled physiological observations rather than inferred from personality or one
heart-rate reading.
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Anxiety disorders, hyperthyroidism, stimulant use, medication withdrawal, sleep deprivation, pain and
autonomic disorders may mimic aspects of this presentation. Some patients with PTSD are
physiologically blunted at rest and activated only to specific cues. A resting heart-rate elevation is not
proof of trauma-related sympathetic pathology. Trauma-focused psychotherapy, pharmacotherapy and
clinically indicated sleep interventions should not be withheld merely because an autonomic
explanation seems compelling.

What evidence would change the interpretation?

The model should predict specific provoked responses and recovery kinetics, not just questionnaire
elevation. Physiological markers must be reproducible and add clinically useful discrimination beyond
established symptom dimensions. Lack of such differences would imply this is a descriptive cluster

rather than a distinctive mechanism.

Implications for medical interpretation

The concept is useful for explaining why hypervigilance, insomnia and avoidance can reinforce one
another. It should be presented as a hypothesis about dominant patterns, allowing overlap with the
other proposed types.

Selected scientific reading

Lanius et al. (2010), Emotion modulation in PTSD: evidence for a dissociative subtype, American Journal of Psychiatry.
https://doi.org/10.1176/appi.ajp.2009.09081168

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Campbell et al. (2020), Identifying PTSD symptom typologies: a latent class analysis, Psychiatry Research.
https://doi.org/10.1016/j.psychres.2020.112779

Original source: SIX PTSDs. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.

ABSURD HEALTH INSTITUTE / MEDICAL CONCEPT PAPERS, VOLUME THREE

52


https://doi.org/10.1176/appi.ajp.2009.09081168
https://doi.org/10.1056/NEJM199801153380307
https://doi.org/10.1016/j.psychres.2020.112779

MEDICAL CONCEPT PAPER 25 /43

Type II — Dissociative, Shutdown PTSD

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | V. Six-phenotype PTSD hypothesis

Abstract

This concept paper examines type ii — dissociative, shutdown ptsd. It develops an argument drawn
from SIX PTSDs, identifies the relevant biological or clinical mechanisms, and considers where that
argument may fail. This is a narrative perspective, not a systematic review or an original clinical study.

The central problem

Some trauma survivors experience emotional numbing, depersonalization, derealization and a sense of
disengagement rather than obvious hyperarousal. This is not a fringe observation: a dissociative
subtype is recognized in existing PTSD research. The Institute's proposed Type II asks whether
shutdown-like presentations have sufficiently distinctive regulatory signatures to guide interpretation

and treatment sequencing.

Mechanisms and causal architecture

Lanius and colleagues describe differences in emotional modulation between predominantly
reexperiencing/hyperaroused and dissociative PTSD presentations. The proposed mechanism involves
changes in top-down modulation of limbic processing and defensive disengagement under
overwhelming threat. Subjective numbness, however, cannot be inferred directly from peripheral
“parasympathetic dominance,” and freeze, dissociation, syncope and severe depression are not
synonymous states. A person may alternate between dissociation and arousal, making a categorical
label imperfect.

A discriminating example

A person reports feeling absent from their body during conflict, without the racing heart typically
associated with panic. Dissociation deserves assessment, yet alternative causes of altered awareness
remain important. A shutdown interpretation that ignores seizure-like episodes, medication effects or
medical illness would be poor psychiatry. The phenotype must guide questions, not foreclose them.

Competing explanations and limitations

Differential diagnosis includes seizure disorders, substance effects, psychosis, medication sedation,
depression, sleep-related disturbances and medical causes of altered awareness. Dissociation also
occurs outside PTSD. A low pulse or an absence of visible emotion must not be mistaken for proof of
safety or a stable nervous system.
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What evidence would change the interpretation?

The claim gains specificity if standardized dissociation measures and relevant neural or
psychophysiological findings distinguish a reproducible subgroup and predict differential clinical
needs. If profiles change continuously and independently of the proposed boundaries, a dimensional
model would be stronger.

Implications for medical interpretation

This paper should convey that silent distress can be severe. Treatment planning benefits from
recognizing dissociation and maintaining clinical safety, but the phenotype is not an invitation to
replace assessment or established trauma therapies with unvalidated autonomic protocols.

Selected scientific reading

Lanius et al. (2010), Emotion modulation in PTSD: evidence for a dissociative subtype, American Journal of Psychiatry.
https://doi.org/10.1176/appi.ajp.2009.09081168

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Campbell et al. (2020), Identifying PTSD symptom typologies: a latent class analysis, Psychiatry Research.
https://doi.org/10.1016/j.psychres.2020.112779

Original source: SIX PTSDs. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Type III — Dysphoric-Anhedonic,
Reward-Collapsed PTSD

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | V. Six-phenotype PTSD hypothesis

Abstract

This concept paper examines type iii — dysphoric-anhedonic, reward-collapsed ptsd. It develops an
argument drawn from SIX PTSDs, identifies the relevant biological or clinical mechanisms, and
considers where that argument may fail. This is a narrative perspective, not a systematic review or an
original clinical study.

The central problem

Not all post-traumatic suffering presents as obvious fear. Some individuals primarily report a
diminished capacity for pleasure, emotional deadening, reduced initiative and bleak future
expectation. The proposed Type III asks whether altered reward processing is a meaningful
post-traumatic adaptation pattern distinct from fear-dominant presentations and comorbid major
depression.

Mechanisms and causal architecture

Reward-related networks involve striatal circuits, prefrontal evaluation, stress physiology and
inflammatory signals. Repeated stress may change effort-based motivation and expectations of reward;
social withdrawal then reduces access to positive reinforcement. Sleep loss, pain and poverty of
opportunity can amplify the pattern. The word “dopamine collapse” should not be used as a literal
established diagnosis, because peripheral dopamine testing does not measure central reward circuit
function and anhedonia has multiple mechanisms. The phenotype is best framed as altered reward

responsiveness under post-traumatic conditions.

A discriminating example

A trauma survivor experiences severe loss of pleasure without obvious panic. That experience might
represent PTSD-associated anhedonia, major depression, pain-related demoralization or several
processes at once. The model becomes useful only when it yields distinctions that affect prognosis or
intervention, not when it renames all low motivation a damaged dopamine system.
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Major depressive disorder, medication effects, substance use, neurodegenerative illness and chronic
medical disease may produce near-identical symptoms. Because co-occurrence is common, separating
a pure PTSD reward endotype may not be feasible or clinically useful. A simplistic “increase dopamine”
therapeutic rationale could obscure important differential diagnoses and evidence-based depression

treatment.

What evidence would change the interpretation?

The model would need to demonstrate that reward-task behavior, symptom trajectories or
neurobiological markers predict outcomes beyond depression severity and other PTSD dimensions. A
finding that the phenotype is fully explained by comorbid depression would weaken the claim of a
distinct type.

Implications for medical interpretation

The paper can help people understand that numbness and loss of pleasure after trauma deserve
careful attention, while maintaining that neither neurotransmitter deficiency nor the proposed
category is established by symptoms alone.

Selected scientific reading

Miller & Raison (2016), The role of inflammation in depression, Nature Reviews Immunology.
https://doi.org/10.1038/nri.2015.5

Lanius et al. (2010), Emotion modulation in PTSD: evidence for a dissociative subtype, American Journal of Psychiatry.
https://doi.org/10.1176/appi.ajp.2009.09081168

Campbell et al. (2020), Identifying PTSD symptom typologies: a latent class analysis, Psychiatry Research.
https://doi.org/10.1016/j.psychres.2020.112779

Original source: SIX PTSDs. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Type IV — Complex-Developmental,
Identity-Fragmented PTSD

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | V. Six-phenotype PTSD hypothesis

Abstract

This concept paper examines type iv — complex-developmental, identity-fragmented ptsd. It develops
an argument drawn from SIX PTSDs, identifies the relevant biological or clinical mechanisms, and
considers where that argument may fail. This is a narrative perspective, not a systematic review or an
original clinical study.

The central problem

Trauma occurring within attachment relationships and over developmental periods can shape
self-organization, interpersonal expectations and affect regulation. The proposed Type IV groups
persistent disturbances in identity, trust, emotion and relational function, while acknowledging that
“identity fragmentation” is a descriptive phrase rather than a biomarker-defined disease. The article
asks what is added when developmental history and social ecology are placed beside symptom

severity.

Mechanisms and causal architecture

Repeated relational threat may condition expectations of danger in intimate relationships, narrow
behavioral options and interfere with the development of reliable co-regulation. Childhood exposure
timing, protective attachment figures, poverty and chronic adversity may change the trajectory. Some
conceptualizations of complex PTSD already emphasize affective dysregulation, negative self-concept
and relational difficulties. These should be treated as overlapping established constructs, not
discoveries created by the source manuscript. The Institute contribution is examining how these
clinical dimensions might interact with measurable sleep, autonomic and developmental capacities.

A discriminating example

An adult with childhood relational trauma may be capable in professional settings but overwhelmed by
intimate conflict. That contrast points toward learned context and attachment expectations, but it does
not prove one mechanism. The social environment, present relationship safety and possible ongoing
abuse must remain visible; biology cannot be interpreted in isolation from the conditions in which a

person lives.
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The phenotype could overlap extensively with depression, personality disorders, attachment
disturbances or other trauma-related conditions. History of adversity does not prove a specific
biological mechanism, and not all people exposed to prolonged trauma develop complex symptoms. It
is also critical not to reinterpret protective boundaries or justified distrust as psychopathology.

What evidence would change the interpretation?

The relevant test is whether developmental exposure timing and specific regulatory patterns improve
prediction of functional impairment, treatment engagement or recovery beyond existing complex-PTSD
measures. A taxonomy that merely renames established symptom criteria adds little.

Implications for medical interpretation

This article should emphasize dignity and clinical accuracy: the person is not reducible to the trauma
history, and the proposed phenotype does not replace individualized care or recognition of ongoing

unsafe conditions.

Selected scientific reading

Lanius et al. (2010), Emotion modulation in PTSD: evidence for a dissociative subtype, American Journal of Psychiatry.
https://doi.org/10.1176/appi.ajp.2009.09081168

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Campbell et al. (2020), Identifying PTSD symptom typologies: a latent class analysis, Psychiatry Research.
https://doi.org/10.1016/j.psychres.2020.112779

Original source: SIX PTSDs. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Type V — Somatic-Sensitization,
Pain-Dominant PTSD

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | V. Six-phenotype PTSD hypothesis

Abstract

This concept paper examines type v — somatic-sensitization, pain-dominant ptsd. It develops an
argument drawn from SIX PTSDs, identifies the relevant biological or clinical mechanisms, and
considers where that argument may fail. This is a narrative perspective, not a systematic review or an
original clinical study.

The central problem

Trauma can coexist with persistent pain, gastrointestinal symptoms, headaches and heightened
attention to bodily sensations. The source book proposes a somatic-sensitization phenotype that gives
such presentations explicit status rather than treating physical symptoms as incidental. Its central
question is whether changes in pain processing and interoception sometimes constitute a dominant
maintenance pathway in post-traumatic illness.

Mechanisms and causal architecture

Pain is produced by peripheral inputs, central processing, prior learning, inflammation and context.
Threat-associated vigilance may increase attention to innocuous sensations; ongoing pain disrupts
sleep and elevates threat appraisal; avoidance and deconditioning can exacerbate disability. This does
not imply that the pain is imaginary. Structural disease, neuropathy, inflammation and visceral
pathology may be present simultaneously. Interoceptive amplification is only one possible mechanism
and should not become an explanatory shortcut when diagnostic work is incomplete.

A discriminating example

A person with trauma and severe abdominal pain needs appropriate gastrointestinal evaluation even
when symptom attention and stress appear important. The presence of central sensitization never
establishes the absence of organic disease. A responsible somatic-trauma paper shows how layered
explanations can coexist without demoting a patient’s physical complaint to a mere emotional
expression.
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The greatest hazard is diagnostic overshadowing: attributing new chest pain, neurological deficits, GI
bleeding or disabling symptoms to trauma without appropriate medical evaluation. A history of abuse
does not make a person less likely to have ordinary medical disease. Nor can central sensitization be
inferred from pain intensity alone. Psychological mechanisms and structural pathology often overlap.

What evidence would change the interpretation?

A discriminating analysis would use validated pain interference, sensory testing, interoceptive
measures and longitudinal functional outcomes to see whether a reproducible pattern predicts
response to specific integrated care. If the phenotype does not add beyond pain severity and comorbid
diagnoses, the extra label may be unnecessary.

Implications for medical interpretation

The conceptual contribution is to treat pain and trauma together without confusing the absence of an
obvious lesion with the absence of genuine suffering or cause.

Selected scientific reading

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Lanius et al. (2010), Emotion modulation in PTSD: evidence for a dissociative subtype, American Journal of Psychiatry.
https://doi.org/10.1176/appi.ajp.2009.09081168

Campbell et al. (2020), Identifying PTSD symptom typologies: a latent class analysis, Psychiatry Research.
https://doi.org/10.1016/j.psychres.2020.112779

Original source: SIX PTSDs. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Type VI — Immunometabolic,
Inflammatory-Fatigue PTSD

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | V. Six-phenotype PTSD hypothesis

Abstract

This concept paper examines type vi — immunometabolic, inflammatory-fatigue ptsd. It develops an
argument drawn from SIX PTSDs, identifies the relevant biological or clinical mechanisms, and
considers where that argument may fail. This is a narrative perspective, not a systematic review or an
original clinical study.

The central problem

Inflammatory activity, fatigue, altered sleep, metabolic risk and trauma exposure can coexist. The

proposed sixth phenotype asks whether a subgroup of people with PTSD has a particularly strong

immunometabolic signature. This is exploratory: systemic inflammation is neither present in every
patient with PTSD nor sufficiently specific to define a separate disease type.

Mechanisms and causal architecture

Chronic stress can interact with glucocorticoid signaling, sleep, body composition, immune pathways
and behavior. Depression research provides examples of inflammatory correlates in subsets of
patients, and similar methods might be applied to trauma cohorts. Yet C-reactive protein and cytokines
are influenced by infection, obesity, smoking, autoimmune disease, medications and laboratory
variation. Fatigue may reflect sleep apnea, anemia, thyroid disease, medication effects or severe
depression. It would be incorrect to attribute any elevated inflammatory marker automatically to
trauma-related immune dysfunction.

A discriminating example

Consider elevated CRP in someone with trauma symptoms, obesity and sleep apnea. The biomarker
may reflect any combination of those factors. Calling it an inflammatory PTSD type would add little
until the model shows a distinct, predictive signal after accounting for established causes. The
proposed type should be held to the same standard as any other purported biological phenotype.

Competing explanations and limitations

A strong alternative is that inflammation is a nonspecific consequence or comorbidity, rather than a
distinct PTSD endotype. The proposed subtype could also disappear after adjustment for BMI, chronic
illness and sleep disruption. No evidence currently justifies using unvalidated immunomodulatory or
fasting regimens as a treatment for an “inflammatory PTSD type.”
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What evidence would change the interpretation?

To deserve its name, the proposed phenotype would need stable multi-marker patterns and
independent prediction of outcomes, not a single positive blood test. The hypothesis would be
weakened if inflammatory distributions broadly overlap with other PTSD presentations or if changes
follow confounders rather than trauma-related biology.

Implications for medical interpretation

The article should open useful questions about brain-immune interactions while preserving
appropriate differential diagnosis and caution about proposed interventions.

Selected scientific reading

Miller & Raison (2016), The role of inflammation in depression, Nature Reviews Immunology.
https://doi.org/10.1038/nri.2015.5

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Campbell et al. (2020), Identifying PTSD symptom typologies: a latent class analysis, Psychiatry Research.
https://doi.org/10.1016/j.psychres.2020.112779

Original source: SIX PTSDs. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Mixed PTSD Phenotypes and the Problem
of Static Diagnosis

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | V. Six-phenotype PTSD hypothesis

Abstract

This concept paper examines mixed ptsd phenotypes and the problem of static diagnosis. It develops
an argument drawn from SIX PTSDs, identifies the relevant biological or clinical mechanisms, and
considers where that argument may fail. This is a narrative perspective, not a systematic review or an
original clinical study.

The central problem

A six-category model is only useful if it acknowledges its own boundary problem. People may be
dissociative in one context, hyperaroused in another, depressed after sustained sleep loss and
physically distressed during an inflammatory illness. The Institute should therefore treat the six types
as provisional dominant presentations within a changing multidimensional space, not permanent
identities.

Mechanisms and causal architecture

A practical representation could assess threat reactivity, dissociation, reward responsiveness,
relational disruption, somatic sensitization and inflammatory burden as separate dimensions.
Dominant patterns might be identified for communication, but continuous scores and trajectories
would preserve overlap. The key distinction is state versus trait: an acute reaction to a cue may last
hours, while chronic vulnerabilities and learned response patterns last months or years. Treatment,
environmental changes and disease episodes can alter the mixture. A system that reassesses symptoms
longitudinally is more faithful to biology than one fixed at a single appointment.

A discriminating example

A person can move from hyperarousal during a threat cue to dissociation during overwhelming
distress, then to fatigue and demoralization afterward. This temporal sequence highlights why static
categories may underrepresent lived physiology. Repeated multidimensional assessments may prove
more informative than a permanent label. The six-type model gains integrity by openly testing that
alternative.
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The danger is having both a complicated six-type vocabulary and no measurable advantage. If every
patient can fit several categories, and categories change too freely, the scheme may be neither reliable
nor clinically actionable. Existing validated symptom measures and diagnostic frameworks should

serve as comparators rather than straw men.

What evidence would change the interpretation?

The decisive test is reproducibility and incremental prediction: does the six-type classification, its
dimensional version, or a simpler two-factor model best account for prognosis, treatment response and
patient function? Predefined cutoffs and external validation are necessary before suggesting clinical
utility; descriptive intuition alone cannot settle the question.

Implications for medical interpretation

For the research website, the conclusion should remain open. The most valuable outcome may be a
better multidimensional language rather than proof that nature contains precisely six PTSDs.

Selected scientific reading

Lanius et al. (2010), Emotion modulation in PTSD: evidence for a dissociative subtype, American Journal of Psychiatry.
https://doi.org/10.1176/appi.ajp.2009.09081168

Miller & Raison (2016), The role of inflammation in depression, Nature Reviews Immunology.
https://doi.org/10.1038/nri.2015.5

Campbell et al. (2020), Identifying PTSD symptom typologies: a latent class analysis, Psychiatry Research.
https://doi.org/10.1016/j.psychres.2020.112779

Original source: SIX PTSDs. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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The Biology of the Threat State

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | VI. Psychedelic state medicine and the biology of joy

Abstract

This concept paper examines the biology of the threat state. It develops an argument drawn from
Psychedelic Terrain Medicine, identifies the relevant biological or clinical mechanisms, and considers
where that argument may fail. This is a narrative perspective, not a systematic review or an original
clinical study.

The central problem

Threat detection is not simply a thought; it involves autonomic output, endocrine signaling, attention,
sleep, pain perception and behavior. The source book proposes that sustained threat appraisal can
modify the physiological context in which chronic disease unfolds. That question is legitimate without
claiming that emotion creates cancer, that fear explains all inflammation, or that patients are
responsible for having become ill.

Mechanisms and causal architecture

Acute sympathetic and glucocorticoid responses can protect an individual. When activation is
persistent or poorly matched to actual demands, the costs may include sleep fragmentation, altered
glucose regulation, elevated vascular load, pain amplification and impaired recovery. McEwen's
allostatic-load framework supplies a useful basis: mediators that protect under acute stress may be
damaging under chronic or dysregulated exposure. However, the threat state is not a single blood
biomarker. The hypothalamic-pituitary-adrenal axis, sympathetic system, learned expectations and
social conditions can vary independently. A mechanistic account needs to specify which pathway and

outcome are under discussion.

A discriminating example

A patient facing an uncertain diagnosis may sleep poorly and display heightened sympathetic arousal
even when the underlying disease is stable. Reducing distress can improve sleep and quality of life. It
would be an unjustified leap, however, to conclude that improved emotional state has directly reversed
the disease. Human experience deserves medical seriousness without being made responsible for
every clinical outcome.
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Competing explanations and limitations

Long-term stress is not the sole cause of autoimmune disease, malignancy or severe psychiatric illness.

Some people maintain high function under threat; others suffer health consequences because of
material deprivation, exposure or disease rather than subjective appraisal. The model can become
cruel if it suggests that persistent symptoms reveal insufficient gratitude or trust. Psychological state

deserves study as one contributor among many, not as a universal master cause.

What evidence would change the interpretation?

An informative design compares repeated sleep, cortisol rhythm, autonomic recovery, activity and
patient-reported threat with clinical outcomes while controlling for illness severity and socioeconomic
conditions. If threat reduction improves mood but not the disease-specific biological endpoint, this is
still a meaningful result, not proof of systemic disease reversal.

Implications for medical interpretation

The public-facing message should preserve agency without assigning blame: reduce avoidable threat
and suffering where possible, while continuing to diagnose and treat biological disease on its own
terms.

Selected scientific reading

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Miller & Raison (2016), The role of inflammation in depression, Nature Reviews Immunology.
https://doi.org/10.1038/nri.2015.5

Original source: Psychedelic Terrain Medicine. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Psilocybin as a Possible Interruption of
Entrenched Brain States

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | VI. Psychedelic state medicine and the biology of joy

Abstract

This concept paper examines psilocybin as a possible interruption of entrenched brain states. It
develops an argument drawn from Psychedelic Terrain Medicine, identifies the relevant biological or
clinical mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

Psilocybin is being investigated for psychiatric disorders under carefully controlled conditions. The
source book interprets psychedelic experience as a possible interruption of entrenched fear,
rumination and self-referential patterns. The clinical question is whether durable functional change
follows, for whom, and through which combination of pharmacology, psychological support, experience
and integration. The language of “reset” is metaphorical unless defined through reproducible

measurements.

Mechanisms and causal architecture

Psilocybin acts principally through serotonergic mechanisms, particularly 5-HT2A receptor
engagement, and is associated with marked changes in perception and experience. Network-level
changes and altered self-processing are under investigation, but no single brain scan establishes
therapeutic mechanism. The Goodwin phase 2 trial in treatment-resistant depression found greater
short-term improvement with a 25-mg condition compared with a 1-mg comparator at three weeks,
alongside adverse effects; durable benefit and generalizability require further evidence. Therapeutic
context complicates blinding and causal attribution because participants may recognize active
psychedelic effects.

A discriminating example

In a clinical trial, a dramatic psychedelic experience is not the same as verified remission. The
psychological support, expectations, acute perceptual effects and selection of participants all influence
interpretation. A mechanism paper should ask what persists after the event and what measures of
daily function change, not simply whether the experience was powerful.
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Psychiatric risks include distressing experiences, destabilization, mania or psychosis vulnerability, and
impaired judgment during intoxication. Study populations typically screen out some high-risk
participants, so trial results cannot be generalized to every patient. A compelling subjective sense of
rebirth is not equivalent to proven neurological repair. Moreover, current regulatory and legal status
varies by jurisdiction and setting.

What evidence would change the interpretation?

Better evidence would distinguish pharmacological effects from expectations and psychosocial
support, use appropriate comparators, track durable symptom and functional outcomes, and report
adverse experiences in all groups. Neurological imaging should be linked to prospective functional
change rather than interpreted as proof of therapeutic mechanism by itself.

Implications for medical interpretation

The paper's contribution is a serious, cautious articulation of the state-interruption hypothesis. It does
not recommend unsupervised use or replace established treatments for depression or other disorders.

Selected scientific reading

Goodwin et al. (2022), Single-dose psilocybin for a treatment-resistant episode of major depression, New England Journal of
Medicine.
https://doi.org/10.1056/NEJM0a2206443

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Original source: Psychedelic Terrain Medicine. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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The Joy-Overload Hypothesis

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | VI. Psychedelic state medicine and the biology of joy

Abstract

This concept paper examines the joy-overload hypothesis. It develops an argument drawn from
Psychedelic Terrain Medicine, identifies the relevant biological or clinical mechanisms, and considers
where that argument may fail. This is a narrative perspective, not a systematic review or an original
clinical study.

The central problem

The book proposes that a profound experience of awe, safety, forgiveness or joy might temporarily
displace habitual threat signaling and permit durable shifts in physiological regulation. This is a
hypothesis about emotional state as a potential causal modulator, not an established medical
intervention called “joy overload.” Its power lies in articulating a discriminating question: can an
intense, personally meaningful state transition persist beyond the experience and influence
measurable aspects of recovery?

Mechanisms and causal architecture

Emotional experience involves attention, reward circuits, autonomic activity, social cognition and
endocrine changes. Deep relief from sustained vigilance may alter breathing, sleep initiation, activity
and pain interpretation. Over time these changes might have downstream health benefits. Yet
translating a single joyful event into stable immune or metabolic change requires intermediate steps; it
cannot be assumed from the intensity of the experience. The model needs to separate acute euphoria
from durable wellbeing, awe from mania, relaxation from sedation, and subjective meaning from
disease modification. It should also explain the role of aftercare, relationships and altered habits in
maintaining any shift.

A discriminating example

A person may describe an extraordinary experience of forgiveness and relief after prolonged grief. Its
value is real even if laboratory markers do not change. The Joy-Overload hypothesis becomes medical
only when it specifies the possible sustained pathways—sleep, behavior, autonomic recovery and
related function—and allows the possibility that no disease-modifying effect follows.
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The strongest alternative is that sustained improvement follows psychotherapy, social support,
expectancy effects, spontaneous fluctuations, or simultaneous conventional treatment rather than the
emotional peak itself. Joy can coexist with significant illness; profound distress does not prove
someone is preventing their own recovery. Claims that joy cures inflammatory disease or cancer

exceed the available evidence and should not appear in this series.

What evidence would change the interpretation?

A suitable conceptual benchmark would require repeated measurement of stress appraisals, sleep,
function and disease-specific endpoints before and after an intervention, while comparing experiences
of different intensity and controlling for the intervention's other components. Failure of the proposed
physiological effects to persist would weaken a “state-transition” interpretation even if the experience
was emotionally valuable.

Implications for medical interpretation

This is a frontier perspective that can be both imaginative and scientifically disciplined. The most
important result may be greater quality of life and agency, which are worthy outcomes in their own
right.

Selected scientific reading

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Griffiths et al. (2016), Psilocybin and sustained decreases in depression and anxiety in life-threatening cancer, Journal of
Psychopharmacology.
https://doi.org/10.1177/0269881116675513

Goodwin et al. (2022), Single-dose psilocybin for a treatment-resistant episode of major depression, New England Journal of
Medicine.
https://doi.org/10.1056/NEJM0a2206443

Original source: Psychedelic Terrain Medicine. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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The Endocannabinoid System: State
Maintenance or Cognitive Impairment?

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | VI. Psychedelic state medicine and the biology of joy

Abstract

This concept paper examines the endocannabinoid system: state maintenance or cognitive
impairment?. It develops an argument drawn from Psychedelic Terrain Medicine, identifies the
relevant biological or clinical mechanisms, and considers where that argument may fail. This is a

narrative perspective, not a systematic review or an original clinical study.

The central problem

Endocannabinoid signaling influences synaptic transmission, appetite, pain processing, affect and
aspects of stress response. The source book speculates that low-dose cannabis exposure could help
some individuals sustain reduced rumination or discomfort after a major psychological shift. The
critical question is whether any apparent benefit can be separated from intoxication, tolerance,
withdrawal, cognitive impairment and psychiatric risk. “Microdosing” lacks a standardized medical
definition for cannabis and must not be treated as an established therapeutic protocol.

Mechanisms and causal architecture

CB1 receptor signaling is widespread in the central nervous system; THC and CBD have distinct,
complex pharmacology, and product composition varies widely. Changes in subjective anxiety and
sleep onset may not mean sleep architecture or long-term function improves. Regular exposure can
lead to tolerance and withdrawal-associated sleep disturbance. Some individuals report pain relief,
whereas others experience panic, slowed cognition, impaired driving or dependence. The balance of
effects depends on formulation, exposure pattern, age, underlying illness and vulnerability. It is
therefore insufficient to label the endocannabinoid system a universal “calm switch.”

A discriminating example

A low subjective dose of cannabis may still be behaviorally active, and product variability means
'microdose' can hide very different exposures. An improved night of sleep does not prove long-term
sleep health, and less rumination does not prove improved executive function. Any maintenance
proposal has to examine dependence, cognition, psychiatric history and lawful clinical context.
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Observational epidemiology links frequent and high-potency cannabis use with increased psychosis
risk, with substantial complexities of confounding and causality; that risk must be weighed seriously in
any mental-health proposal. A patient with bipolar-spectrum or psychotic vulnerability may be harmed
even by a substance promoted as gentle. A favorable case report does not establish maintenance
efficacy, and long-term daily use may undermine the cognitive agency the intervention seeks to
restore.

What evidence would change the interpretation?

An adequate investigation would specify THC/CBD exposure, route, product quality, frequency,
baseline diagnosis, cognition, functioning, tolerance, withdrawal and serious adverse events. Durable
improvement should be shown relative to relevant controls and separated from temporary sedation or
altered symptom reporting.

Implications for medical interpretation

The most defensible publication is a balanced mechanistic review of potential regulation and
documented harms, not a recommendation to self-administer cannabis for chronic disease or trauma.

Selected scientific reading

Di Forti et al. (2019), Cannabis exposure and incidence of psychotic disorder across Europe, Lancet Psychiatry.
https://doi.org/10.1016/52215-0366(19)30048-3

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Original source: Psychedelic Terrain Medicine. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Meaning, Mortality and the Biology of
Cancer-Related Distress

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | VI. Psychedelic state medicine and the biology of joy

Abstract

This concept paper examines meaning, mortality and the biology of cancer-related distress. It develops
an argument drawn from Psychedelic Terrain Medicine, identifies the relevant biological or clinical
mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

A cancer diagnosis affects more than tumor biology. Fear of death, anticipatory grief, loss of identity
and uncertainty can profoundly alter the experience of illness. This paper asks whether therapies that
change existential distress can improve function, sleep, symptom burden and treatment participation,
while maintaining an explicit boundary: improving distress does not, by itself, demonstrate tumor
regression or longer survival.

Mechanisms and causal architecture

Griffiths and colleagues reported substantial reductions in depression and anxiety measures under
psilocybin-assisted conditions in a randomized study of patients with life-threatening cancer. The
findings support serious study of assisted psychological care, though trial context, blinding, participant
selection and long-term generalizability matter. Psychological relief may influence autonomic
activation, sleep, appetite, activity and communication with clinicians, yet the causal route from these
variables to oncology endpoints remains uncertain. Integrative supportive care can be important
without replacing chemotherapy, surgery, radiotherapy or other disease-directed treatments.

A discriminating example

When patients with advanced cancer report reduced fear of death, that can transform daily life even if
imaging remains unchanged. Such relief is not a secondary or imaginary benefit. The paper should
defend it as a direct outcome while resisting the temptation to invent a causal anticancer mechanism
from a change in subjective wellbeing.
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The obvious danger is suggesting that a patient who remains anxious, depressed or ill has failed to
reach a psychologically healing state. Cancer's progression is not a moral referendum on hope.
Psychedelic interventions can also cause acute distress and psychiatric destabilization. Existing
palliative-care, psycho-oncology and psychiatric treatments deserve comparison rather than dismissal

as inferior.

What evidence would change the interpretation?

The most important discriminating outcomes are validated distress scores, quality of life, sleep,
functional status, treatment adherence, serious adverse events and carefully distinguished exploratory
cancer endpoints. A decrease in death anxiety should not be retroactively narrated as a biological
anticancer effect without corresponding evidence.

Implications for medical interpretation

This paper should defend the dignity of treating existential suffering as medically meaningful while
preserving the scientific distinction between relieving the burden of cancer and modifying the
malignancy itself.

Selected scientific reading

Griffiths et al. (2016), Psilocybin and sustained decreases in depression and anxiety in life-threatening cancer, Journal of
Psychopharmacology.
https://doi.org/10.1177/0269881116675513

Goodwin et al. (2022), Single-dose psilocybin for a treatment-resistant episode of major depression, New England Journal of
Medicine.
https://doi.org/10.1056/NEJM0a2206443

Original source: Psychedelic Terrain Medicine. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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The Load-Clearance-Throughput Model
of Chronic Illness

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | VII. Clearance, fasting and the meaning of symptoms

Abstract

This concept paper examines the load-clearance-throughput model of chronic illness. It develops an
argument drawn from Terrain Medicine: Fasting Science, identifies the relevant biological or clinical
mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

The source manuscript proposes that health depends partly on the balance among incoming exposure,
internal production, storage, biotransformation and elimination. This general mass-balance logic is
real in toxicology and physiology; the novel claim is that an analogous model could explain selected
chronic multisystem syndromes. The critical step is chemical specificity. “Load” is not a single
substance, and “clearance” is not one organ function that can be inferred from nonspecific symptoms.

Mechanisms and causal architecture

A substance may enter through food, inhalation, medication or endogenous production; distribute into
plasma and tissues; undergo enzymatic metabolism; cycle through bile and intestine; leave through
urine, feces or other routes. Exposure and clearance dynamics differ enormously across water-soluble
metabolites, lipophilic pollutants, endogenous hormones, heavy metals and living pathogens. For
lipophilic persistent pollutants, adipose partitioning and long half-lives can matter. For sodium or
glucose, controlled homeostatic networks dominate. A mass-balance model becomes useful when each
analyte, compartment and rate constant is defined rather than represented by an undifferentiated
“toxin burden.”

A discriminating example

A persistent organic pollutant, a steroid metabolite, uric acid and a live parasite do not share a single
clearance pathway. A useful load-and-throughput model must specify the actual substance and its
compartments. 'Clearing the terrain' is evocative language, but without chemical specificity it can
inadvertently imply that medically unrelated problems have the same underlying mechanism.
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The manuscript sometimes speaks as though accumulation dominates chronic disease generally. That
stronger statement is not established. Genetic disease, malignancy, autoimmunity, structural injury,
infection and degeneration can involve mechanisms not reducible to impaired elimination. Normal
biochemical symptoms cannot be assigned to a hypothetical waste backlog, nor do color changes in
stool quantify excreted toxins.

What evidence would change the interpretation?

For a real mechanistic example, define one compound, measure exposure, serum and urinary or fecal
elimination where appropriate, and specify how altered kinetics would affect a clinically relevant
endpoint. If no agent, compartment or measurable effect can be identified, the clearance hypothesis is
too broad to distinguish from alternatives.

Implications for medical interpretation

The Institute can use the framework to ask better transport and toxicokinetic questions, not to promise
that fasting or supplements will remove unspecified harmful substances from every patient's body.

Selected scientific reading

Longo & Mattson (2014), Fasting: molecular mechanisms and clinical applications, Cell Metabolism.
https://doi.org/10.1016/j.cmet.2013.12.008

Barabasi, Gulbahce & Loscalzo (2011), Network medicine: a network-based approach to human disease, Nature Reviews
Genetics.
https://doi.org/10.1038/nrg2918

Original source: Terrain Medicine: Fasting Science. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Mobilization Is Not Elimination

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | VII. Clearance, fasting and the meaning of symptoms

Abstract

This concept paper examines mobilization is not elimination. It develops an argument drawn from
Terrain Medicine: Fasting Science, identifies the relevant biological or clinical mechanisms, and
considers where that argument may fail. This is a narrative perspective, not a systematic review or an
original clinical study.

The central problem

Weight loss mobilizes stored triglycerides and can alter distribution of certain fat-soluble
environmental compounds. The book proposes that circulating burdens may rise when mobilization
exceeds the body's ability to transform and excrete them. The concept is chemically plausible for some
contaminants but cannot be generalized to all “toxins,” especially heavy metals and infections whose
kinetics differ. The central distinction is between movement out of storage and verified removal from

the organism.

Mechanisms and causal architecture

Adipose tissue can partition some persistent lipophilic compounds. Lipolysis changes the lipid pool and
may alter plasma concentrations depending on release, dilution by circulating lipids, redistribution and
elimination. Higher blood concentrations after weight loss do not automatically prove increased toxic
effect or net reduction of total body burden. Conversely, lower concentration does not necessarily
prove successful clearance, because a compound may have redistributed. Hepatic metabolism and
biliary or renal elimination are analyte-dependent, and enterohepatic circulation can prolong the
residence of selected compounds.

A discriminating example

A rise in circulating concentration after weight loss could mean release from adipose stores, a change
in lipid partitioning, altered metabolism or modified elimination. A lower concentration could mean
excretion or redistribution. The direction of blood concentration alone therefore does not settle the
beneficial-versus-harmful question. A strong concept paper teaches this ambiguity clearly.
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This model must not be used to interpret fasting headache, diarrhea, agitation or weakness as
evidence of contaminant release. Such symptoms can indicate dehydration, inadequate intake,
electrolyte disorders, medication effects or acute disease. Evidence supporting fasting as a broad
heavy-metal detoxification treatment is lacking. Chelation, when indicated, is a separate medically

supervised intervention with its own risks.

What evidence would change the interpretation?

A discriminating study of the concept would need named compounds, longitudinal lipid-adjusted
measurements, estimated body burden where feasible, and actual excretion data. Without these
distinctions, changing a blood concentration during fasting is not proof of benefit. Any association with
symptoms would require independent clinical assessment.

Implications for medical interpretation

The public paper should insist on clear language: redistribution, biotransformation and excretion are
not synonyms. That precision makes a provocative hypothesis scientifically usable.

Selected scientific reading

Longo & Mattson (2014), Fasting: molecular mechanisms and clinical applications, Cell Metabolism.
https://doi.org/10.1016/j.cmet.2013.12.008

Barabasi, Gulbahce & Loscalzo (2011), Network medicine: a network-based approach to human disease, Nature Reviews
Genetics.
https://doi.org/10.1038/nrg2918

Original source: Terrain Medicine: Fasting Science. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Autophagy Is Not the Same as
Detoxification

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | VII. Clearance, fasting and the meaning of symptoms

Abstract

This concept paper examines autophagy is not the same as detoxification. It develops an argument
drawn from Terrain Medicine: Fasting Science, identifies the relevant biological or clinical
mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

Autophagy is an intracellular process that delivers cellular material to lysosomes for degradation and
recycling. Popular fasting narratives often stretch the term to mean wholesale elimination of toxins,
infections and damaged tissues from the body. The proposed paper restores mechanistic boundaries.
Recycling components within a cell is not the same as excreting xenobiotics, eliminating pathogenic
organisms or demonstrating improved clinical outcomes.

Mechanisms and causal architecture

Autophagy comprises regulated pathways with multiple forms and different physiological roles. Its
measurement requires attention to flux: counting autophagosomes at one moment does not establish
whether recycling activity has increased or disposal is blocked. Nutrient signaling, disease state, cell
type and time all matter. Fasting can modulate autophagy-related mechanisms in experimental
systems, but translating animal timing or cell markers directly to a particular human fast is uncertain.
The liver and kidneys handle many elimination processes through different enzymatic and transport
systems; these cannot be inferred from a presumed cellular recycling increase.

A discriminating example

The presence of more autophagosomes can mean more autophagy is occurring—or that disposal has
become blocked. Flux measurements are needed to distinguish those possibilities. The same warning
applies when popular literature infers autophagic benefits from the length of a fast. The pathway is
scientifically fascinating, but its presence cannot substitute for evidence that the person is healthier.
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Greater autophagy is not uniformly beneficial in every disease or at every stage. Tumors can
sometimes exploit cellular stress pathways; infections and immune responses interact with autophagy
in organism-specific ways. An argument that “the more fasting, the more detox” ignores malnutrition,
muscle loss and electrolyte risks. Likewise, a subjective improvement after dietary change does not
prove an autophagic mechanism.

What evidence would change the interpretation?

The evidence threshold should link an intervention to verified autophagy flux in the relevant human
tissue, then to the outcome being claimed. Klionsky and colleagues' methodological guidance exists
precisely because autophagy readouts are often misunderstood. Excretion of a compound requires
separate toxicokinetic evidence.

Implications for medical interpretation

The article can make the fascinating biology of cellular recycling accessible while preventing it from
becoming an all-purpose explanation for fasting effects.

Selected scientific reading

Klionsky et al. (2021), Guidelines for monitoring autophagy (4th edition), Autophagy.
https://doi.org/10.1080/15548627.2020.1797280

Longo & Mattson (2014), Fasting: molecular mechanisms and clinical applications, Cell Metabolism.
https://doi.org/10.1016/j.cmet.2013.12.008

Original source: Terrain Medicine: Fasting Science. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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The False Detox Reaction: When
Symptoms Are Misinterpreted

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | VII. Clearance, fasting and the meaning of symptoms

Abstract

This concept paper examines the false detox reaction: when symptoms are misinterpreted. It develops
an argument drawn from Terrain Medicine: Fasting Science; The Diluted Mind, identifies the relevant
biological or clinical mechanisms, and considers where that argument may fail. This is a narrative

perspective, not a systematic review or an original clinical study.

The central problem

An uncomfortable symptom following fasting, dietary restriction or supplement exposure is frequently
described as a “detox reaction.” That label makes a causal claim: the symptom is supposedly an
expected expression of beneficial elimination. In most cases the symptom alone cannot establish such a
mechanism. The Institute should challenge both the uncritical dismissal of every reaction and the
equally uncritical reassurance that deterioration is proof of healing.

Mechanisms and causal architecture

Fasting changes fluid balance, glucose regulation, medication exposure, caffeine use, GI motility and
nutritional intake. Headache may reflect caffeine withdrawal or dehydration; palpitations may signal
electrolyte disturbance; diarrhea can represent infection, medication or supplement effects; confusion
may indicate serious metabolic or neurological injury. Some actual treatments produce predictable
transient inflammatory reactions when pathogens are killed, but those named phenomena have
disease- and treatment-specific mechanisms; they do not license a universal “Herx” interpretation for
any cleanse. A mechanistic explanation should identify an analyte, pathway and measurable change,
not merely narrate a symptom.

A discriminating example

A patient develops palpitations and confusion during a cleanse. Those symptoms are not proof of toxins
exiting the body; they raise immediate questions about electrolyte disturbances, glucose, medications
and other illness. The possibility of a treatment-related reaction must be investigated, not ritualized.
This is a practical example of why mechanism should precede interpretation.
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The danger is severe when the detox narrative encourages continuing a harmful practice during
evolving hyponatremia, arrhythmia, malnutrition, hepatic injury or dehydration. Equally, adverse
symptoms do not demonstrate that every fasting or dietary intervention is ineffective. They may reflect
tolerability, an unrelated disease or an actual side effect. The correct response is differential diagnosis
and risk assessment rather than ideological interpretation.

What evidence would change the interpretation?

The hypothesis of beneficial mobilization would need objective measures of exposure and clearance,
temporal correlation with symptoms, and exclusion of common medical explanations. If sodium,
glucose, medication levels or other established variables explain the event, the narrative should be
corrected accordingly.

Implications for medical interpretation

This may be one of the Institute's most valuable public-safety essays: the body can send important
signals, but a signal's meaning must be investigated rather than presumed.

Selected scientific reading

Spasovski et al. (2014), Clinical practice guideline on diagnosis and treatment of hyponatraemia, European Journal of
Endocrinology.
https://doi.org/10.1530/EJE-13-1020

Longo & Mattson (2014), Fasting: molecular mechanisms and clinical applications, Cell Metabolism.
https://doi.org/10.1016/j.cmet.2013.12.008

Original source: Terrain Medicine: Fasting Science; The Diluted Mind. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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The Neurobiology of Moral Shock and
Shame-Defensive Behavior

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | VIIl. Human blindness, shame and recovery

Abstract

This concept paper examines the neurobiology of moral shock and shame-defensive behavior. It
develops an argument drawn from Everyone Is Full of Sh*t, identifies the relevant biological or clinical
mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

People often experience criticism or humiliation as threats to identity and social belonging. The source
book proposes that reactive speech can be produced by insecurity, self-deception and rapid defensive
interpretation rather than deliberate calculation. The scientific question concerns the interaction
among threat appraisal, autonomic arousal, memory bias and social cognition. This is not a claim that
harmful behavior is involuntary or that personal responsibility disappears when physiology is involved.

Mechanisms and causal architecture

Stress can narrow attention, heighten salience of negative cues and bias recall toward self-protective
interpretations. Shame may lead to concealment, blame shifting, aggression or withdrawal, depending
on personal history and context. Defensive behavior can then trigger retaliation, confirming the
original sense of danger and sustaining conflict. The source text describes this as a moral shock loop; a
psychological account can examine it using observable triggers, appraisals, language patterns and
changes in arousal. Biological language should remain modest: neither a heightened pulse nor an

angry sentence identifies a unique neurotransmitter mechanism.

A discriminating example

A person who feels humiliated may later insist that their hostile reaction was purely principled. That
account could involve defensive memory reconstruction, but it could also be a consciously chosen
tactic. Physiological threat responses can shape judgment without dissolving personal accountability.
The paper should study the mechanisms of misinterpretation while retaining clear distinctions among
panic, habit and predation.
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The strongest alternative explanations include deliberate manipulation, social learning, unequal power
and straightforward disagreement. Some statements are calculated and coercive; some reflect
accurate perceptions of harm. Treating every hostile reaction as merely shame-related could excuse
abuse or pressure victims to reinterpret danger as misunderstanding. Neurobiology describes possible
contributors to conduct; it does not determine its moral or legal status.

What evidence would change the interpretation?

A discriminating model would compare appraisals of criticism, physiological arousal, behavioral
responses, later recollection and repair under conditions that minimize demand effects. If defensive
responses vary primarily with conscious incentives or persistent coercive patterns, shame
dysregulation is not a sufficient explanation.

Implications for medical interpretation

The article's practical contribution is clear-eyed compassion: understanding why people react badly

can reduce unnecessary rumination, but forgiveness and safety remain separate questions.

Selected scientific reading

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Wade et al. (2014), Efficacy of psychotherapeutic interventions to promote forgiveness: a meta-analysis, Journal of
Consulting and Clinical Psychology.
https://doi.org/10.1037/a0035268

Original source: Everyone Is Full of Sh*t. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Forgiveness Without Naivety: The
Psychology of Release and Boundaries

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | VIIl. Human blindness, shame and recovery

Abstract

This concept paper examines forgiveness without naivety: the psychology of release and boundaries. It
develops an argument drawn from Everyone Is Full of Sh*t, identifies the relevant biological or clinical
mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

Forgiveness is frequently confused with excusing harm, restoring trust, reconciling relationships or
forgetting what occurred. The source manuscript sharply separates these concepts. A
medical-psychological paper can ask whether reducing sustained retaliatory rumination or hostile
preoccupation changes distress and stress physiology, without treating forgiveness as mandatory or
suggesting that it repairs unsafe relationships.

Mechanisms and causal architecture

Persistent anger and replay of interpersonal injury can engage attention, sleep and physiological stress
responses. Some forgiveness-based interventions may reduce distress for willing participants, but
benefits depend on definition, context and personal readiness. An abused person may appropriately
disengage and maintain strict boundaries; doing so can coexist with reduced rumination or with a
personal decision not to forgive. Trust, unlike emotional release, requires credible evidence of
reliability over time. Reconciliation requires mutual participation and safety. Psychological health
cannot be measured by how quickly a person absolves an offender.

A discriminating example

Someone can decide to stop replaying a betrayal without inviting the offender back into their home.
Their improved sleep may come from emotional relief, reduced contact, greater physical safety or all
three. This distinction is essential: reconciliation, forgiveness and trust are separate variables. No
patient should be pressured to choose renewed exposure to harm in order to demonstrate healing.
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There is a substantial risk of spiritual or therapeutic coercion if forgiveness is prescribed to someone
experiencing ongoing abuse. Pressuring reconciliation can increase exposure to harm. Conversely,
chronic resentment is not always an irrational failure to regulate; it can reflect justified appraisal of
injustice. A physiological hypothesis must not convert complex moral choices into medical
prescriptions.

What evidence would change the interpretation?

Useful outcomes include sleep, intrusive rumination, anxiety, functional behavior, perceived safety and
freedom to set boundaries, rather than requiring a particular moral declaration. Improvement after
time and increased safety might explain reductions in distress independently of forgiveness-specific
interventions.

Implications for medical interpretation

The proposed public essay should defend both mercy and realism: one may relinquish obsessive
pursuit of an impossible apology while preserving memory, accountability and distance.

Selected scientific reading

McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Wade et al. (2014), Efficacy of psychotherapeutic interventions to promote forgiveness: a meta-analysis, Journal of
Consulting and Clinical Psychology.
https://doi.org/10.1037/a0035268

Original source: Everyone Is Full of Sh*t. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.
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Medicine Without Reference Ranges:
The Dinosaur Thought Experiment

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | IX. Medicine at the limits of knowledge

Abstract

This concept paper examines medicine without reference ranges: the dinosaur thought experiment. It
develops an argument drawn from Terrain Medicine for Dinosaurs, identifies the relevant biological or
clinical mechanisms, and considers where that argument may fail. This is a narrative perspective, not a

systematic review or an original clinical study.

The central problem

What would medicine look like for a living organism whose normal values, drug kinetics and population
outcomes are unknown? The dinosaur manuscript uses extinction as an epistemological thought
experiment. It does not describe actual clinical experience with living non-avian dinosaurs. Its value
lies in forcing a distinction between direct evidence, comparative inference, physical constraint and
speculation. The absence of reference ranges does not make all guesses equally credible.

Mechanisms and causal architecture

For extinct dinosaurs, fossil paleopathology can reveal some bone injury, tumors, infection-associated
lesions and growth patterns, but soft-tissue physiology remains poorly observed. Birds and
crocodilians provide phylogenetic information, yet neither serves as a generic stand-in for all dinosaur
taxa. Scaling laws constrain heat exchange, biomechanics and cardiovascular demand, while
comparative anatomy limits possible respiratory and digestive systems. A responsible model assigns
confidence to each claim according to evidentiary distance: physical laws are strong constraints,
conserved biology is informative, reconstructed physiology is less certain, and detailed drug response
without measured pharmacokinetics is largely unknowable.

A discriminating example

A fossilized injury can document that a dinosaur suffered bone pathology, but not the animal's exact
pain experience, blood chemistry or treatment response. Acknowledging this boundary is not
anti-scientific; it is what makes the inference credible. The thought experiment reminds medicine that
good explanations must identify which observations actually support the claimed mechanism.
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The thought experiment should not imply that contemporary medicine is merely “bookkeeping”
because it uses population evidence. Clinical trials, reference distributions and diagnostic validation
are extraordinary strengths precisely because physiological reasoning alone can mislead. Nor is it safe
to extrapolate drug doses by body size across very different species, or to assume specific rates of
growth, healing and longevity without taxon-specific evidence.

What evidence would change the interpretation?

The scientific criterion is internal discipline: identify the evidence for each inference, show alternative
explanations, and avoid conclusions stronger than fossils and comparative biology support.
Hypothetical dinosaur cases should be explicitly labeled illustrative scenarios rather than
observations. If new paleontological evidence conflicts with a proposed scaling assumption, the model
must change.

Implications for medical interpretation

The paper is best published as philosophy of medical inference and comparative physiology,
illustrating humility under profound uncertainty rather than offering veterinary treatment for
imaginary patients.

Selected scientific reading

Kitano (2002), Systems biology: a brief overview, Science.
https://doi.org/10.1126/science.1069492

Bailleul et al. (2019), Dinosaur paleohistology: review, trends and new avenues, Peer].
https://doi.org/10.7717/peerj.7764

Original source: Terrain Medicine for Dinosaurs. All source books supplied by the author.

Conceptual research commentary. Not a peer-reviewed clinical study, original trial, systematic review, validated diagnostic
instrument or treatment protocol. Consult qualified care for medical decisions.

ABSURD HEALTH INSTITUTE / MEDICAL CONCEPT PAPERS, VOLUME THREE

88


https://doi.org/10.1126/science.1069492
https://doi.org/10.7717/peerj.7764

MEDICAL CONCEPT PAPER 43 /43

Counterfactual Medicine: Can
Comparative Physiology Test Our Causal
Models?

ABSURD HEALTH INSTITUTE | 15 OCTOBER 2026 | IX. Medicine at the limits of knowledge

Abstract

This concept paper examines counterfactual medicine: can comparative physiology test our causal
models?. It develops an argument drawn from Terrain Medicine for Dinosaurs, identifies the relevant
biological or clinical mechanisms, and considers where that argument may fail. This is a narrative
perspective, not a systematic review or an original clinical study.

The central problem

Counterfactual biological reasoning asks what would be expected if a known physiological process
operated under different size, environment, anatomy or evolutionary history. The dinosaur book
proposes using extreme cases to test whether medical models are genuinely mechanistic or merely
fitted to familiar human baselines. The useful insight is that physical constraints can generate bounded
predictions, even when direct clinical trials are impossible.

Mechanisms and causal architecture

An animal with exceptional body mass changes surface-area-to-volume relationships, load-bearing
demands and the geometry of circulation. Air-sac respiration in avian lineages introduces different
ventilation considerations from mammalian lungs. A fossilized bone lesion can be compared with
known tissue responses across living archosaurs, but preserved morphology does not by itself reveal
the organism's symptoms, immune history or clinical prognosis. Counterfactual modeling can expose
hidden assumptions in human-centered physiology: for instance, whether an explanation depends on
body size, posture, metabolism or a specifically mammalian organ system.

A discriminating example

A giant sauropod and a modern bird differ in size, ecology and often anatomy, yet both exist under
fundamental physical constraints. A comparative model may use those constraints to narrow
possibilities without pretending to observe extinct physiology directly. This is useful reasoning, but it
cannot be elevated to a treatment manual in the absence of living reference populations.
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The main danger is analogical overreach. Modern birds and crocodilians are not interchangeable
representatives of extinct lineages; dinosaurs varied enormously over time. A model may fit a vivid
story while remaining underdetermined by sparse fossils. Claims about psychological distress,
gallbladder physiology, therapeutic dose or detailed infection timelines in extinct species would
usually exceed the available evidence.

What evidence would change the interpretation?

A credible counterfactual paper states which parameters are known from fossils, which are borrowed
from living taxa, what mathematical or mechanical assumptions are used, and how predictions change
across plausible parameter ranges. Competing reconstructions should be carried through the analysis
rather than suppressed. The method is weakened when it generates no observation capable of
distinguishing alternatives.

Implications for medical interpretation

For Absurd Health Institute, the broader lesson is transferable: explanatory models earn credibility by
surviving difficult cases, including cases unlike those from which they were first developed. That is an
argument for disciplined inference, not certainty beyond evidence.
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