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The proposition we defend

A symptom can become a structural dependency. This paper argues that some responses clinicians aim to

suppress are holding a stressed system upright, and abolishing them before the underlying bottleneck is corrected

may reveal dangerous physiology. The core contribution is a distinction between a symptom that is pure injury and a

symptom that is an expensive but necessary adaptation.

An abnormal physiological response may become essential compensation for an unresolved problem. Suppress the

response abruptly and the hidden deficit may become more dangerous. Tachycardia supporting low stroke volume,

high respiratory drive maintaining acid-base status and neuroendocrine activation during critical illness are familiar

examples. The radical extension is to look for clinically important dependencies on persistent adaptations in chronic

disease.

Why the mechanism deserves to be taken seriously

Cardiac output is heart rate multiplied by stroke volume; when filling or contractility constrains stroke volume,

tachycardia can be partly compensatory, although sustained tachycardia has costs. Similarly, compensatory

hyperventilation can reduce carbon dioxide during metabolic acidosis. Feedback control makes an outward

symptom both a signal of disorder and part of the current solution. Suppression can change the system more than

expected because multiple variables were coupled.

The causal argument

Consider tachycardia: cardiac output equals heart rate multiplied by stroke volume. When stroke volume falls, an

elevated rate can partially defend cardiac output. A high respiratory drive can compensate for metabolic acidosis;

vasoconstriction can defend pressure during volume loss. These are not abstract examples of homeostasis—they

are measurable tradeoffs. Chronic states may acquire slower dependencies: muscle guarding may limit a

mechanically sensitive region and insomnia may be linked to autonomic arousal, although those extensions are not

equivalent in evidentiary standing. The question is whether suppressing the visible response worsens the hidden

variable it was stabilizing.

Causal architecture under closer examination

Compensation must be described in terms of the variable it defends. Tachycardia matters when stroke volume is

constrained; increased ventilation matters when carbon dioxide elimination is needed to defend acid-base status;

vasoconstriction matters when central blood pressure is threatened. The same response can shift from necessary to

costly as the underlying state changes. Persistent high heart rate may become harmful if it increases myocardial

demand or shortens diastolic filling even while temporarily supporting cardiac output. There is no blanket conclusion

that symptom suppression is either good or bad. Instead, one needs the derivative: if the response decreases by a

known amount, what happens to the defended variable and to longer-term injury? That response function may

change across exercise, posture, sleep and hydration. A static office measurement can therefore misidentify a

load-bearing sign. The thesis also has a temporal component. A compensation that initially prevents catastrophe

can alter anatomy or feedback over months. The resulting system may become dependent on the adaptation while

simultaneously suffering its cost. This makes a therapeutic sequence more rational than a binary decision: identify
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the deficiency, correct it where possible, then reduce the expensive compensatory response safely.

A concrete physiological case

Picture a patient with persistent tachycardia and severe orthostatic symptoms. A heart-rate-lowering intervention

may improve palpitations in one patient but worsen standing tolerance in another if inadequate preload or stroke

volume remains unresolved. The differentiation requires actual blood pressure, cardiac function, volume status and

orthostatic measurements; it cannot be inferred from symptoms alone. The same logic protects against suppressing

compensatory breathing during serious metabolic disease.

What established physiology already supports

Compensatory tachycardia, hyperventilation in metabolic acidosis and vasoconstriction in shock are recognized

examples. They prove the general design principle: the same observable response can be helpful within one state

and harmful within another. They do not validate any particular treatment or justify ignoring symptomatic burden.

The essay extends that principle to ask how frequently chronically elevated protective responses are mistaken for

independent primary disease.

The strongest counterargument—and the answer

A critical objection is that compensation itself can cause injury—persistent tachycardia can increase demand and

reduce filling time. The framework does not say “leave it alone.” It says target the causal bottleneck and assess

whether the intervention preserves the function the symptom had supplied. Therapies may need to reduce both the

compensatory need and the cost, not simply select between treating and not treating the symptom.

This idea is easily misused. Fever, hypertension, anxiety, pain and inflammation are not automatically protective

merely because they emerge during illness. Many cause direct injury and respond beneficially to treatment. A true

compensatory role must be demonstrated at the particular severity, stage and patient rather than assumed from

evolutionary language.

The discriminating experiment

Select a response with a measurable defended variable, such as heart rate and cardiac output or minute ventilation

and blood pH. In a monitored physiological protocol, quantify whether reducing the response without treating the

driver worsens the defended variable and whether correcting the driver eliminates that tradeoff. If no protected

variable can be identified, the “load-bearing” claim should not be invoked. Avoid unsupervised manipulation of

cardiovascular or respiratory compensation.

An explicit model should predict the direction and magnitude of downstream physiological change after modifying

the sign. If adjustment improves organ-level performance and safety without unmasking the proposed deficit, the

compensation hypothesis is weakened. Dynamic measures and counterfactual scenarios matter more than an

isolated abnormal number.

Decisive comparisons and limits of inference

Several tests can falsify an individual claim of dependence. When resting tachycardia persists but serial

measurements show normal stroke volume and no orthostatic compromise, the proposed hemodynamic brace may

not exist. Where increased respiratory drive occurs without acidosis or other compensatory need, different causes

should be investigated. For chronic guarding after musculoskeletal injury, a mechanical study must show how

altered motor strategy protects a vulnerable structure; otherwise the behavior may be a learned response or an

independent pain amplifier. These are radically different diagnostic branches, and the model should embrace them.

A clinician could draw a dependency diagram for a troublesome symptom: measured trigger, response, defended

variable, cost and conditions for safe withdrawal. Then the claim can be checked against available physiology. The
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most powerful evidence would be a state-specific intervention interaction: response suppression worsens outcome

before the driver is corrected but becomes beneficial afterward. Such studies belong in controlled settings,

particularly for cardiac or respiratory variables. The goal is not to romanticize suffering as “the body knowing best.” It

is to prevent a mechanistically correct treatment of the visible sign from becoming a mechanistically incorrect

treatment of the whole patient.

A second prediction from the original model

A compensation model makes a risky commitment: modify the abnormality while holding the upstream deficit fixed

and a specific protected variable should worsen. If this does not occur, calling the symptom load-bearing is

unjustified in that setting.

Why the hypothesis matters if correct

The most important consequence is a different diagnostic question. Instead of asking only how to suppress

tachycardia, rapid respiration or guarding, ask what variable the response is maintaining and whether its support

remains necessary. This does not mean every symptom is adaptive or that treatment should wait. It means that

successful therapy can be sequenced: first stabilize the underlying deficiency, then address the costly

compensation. A high heart rate might represent both a problem and a solution depending on blood volume, stroke

volume, activity and duration. The claim can be refuted in a specific case by demonstrating that reducing the

response leaves no defended variable worse, or by finding that the response itself is the principal source of injury.

That falsifiability is the strength of the theory. Its broader intellectual contribution is that removing an abnormal sign

and improving system function are not always the same act. Clinical monitoring should therefore judge interventions

by the physiological task the symptom had helped accomplish.

The clinical and conceptual consequence

We should treat certain symptoms as clues to a hidden engineering constraint: before dismantling the brace, find

what it is holding. This is a stronger and safer claim than the idea that every symptom is beneficial. It demands more

precise diagnosis, not therapeutic passivity.

The clinical message is not to tolerate dangerous symptoms: it is to distinguish the response from the constraint

producing it, and to treat both with appropriate monitoring. In urgent contexts, established stabilization methods

remain paramount.

The clinical message is not to tolerate dangerous symptoms: it is to distinguish the response from the constraint

producing it, and to treat both with appropriate monitoring. In urgent contexts, established stabilization methods

remain paramount.

Source bibliography: verification pending

• McEwen BS. Stress, adaptation, and disease: Allostasis and allostatic load. Ann N Y Acad Sci. 1998.

Editorial and clinical boundaries

This paper advances a causal thesis and identifies observations that would support or defeat it. It does not establish

a new diagnosis or treatment, and it should not be used to discontinue medically indicated care. Bibliographic entries

inherited from the original edition have not all been independently verified.
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