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The proposition we defend

A diagnostic label can become a substitute for causal explanation. We argue that when a syndrome name is treated
as a complete mechanism, clinicians may stop searching for distinct biological causes that produce the same
symptom pattern. The danger is not diagnosis itself but diagnostic reification: mistaking a category built for
communication or treatment for the answer to “why this patient?”

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

Why the mechanism deserves to be taken seriously

Psychiatric, neurological, inflammatory and metabolic syndromes often contain biologically heterogeneous
populations. Once a label becomes the dominant narrative, symptoms may be attributed to it even when a new
feature—such as seizures, focal deficit, unusual electrolyte changes or rapid cognitive decline—warrants
reconsideration. Diagnostic work is a process of updating probabilities, not accumulating labels without review.

The causal argument

A syndrome category may assemble people with different pathophysiological routes to a similar endpoint. Chronic
fatigue, headache, depression and breathlessness can each arise through multiple mechanisms. After a label is
assigned, new measurements are often interpreted through that label, reinforcing the initial classification and
obscuring disconfirming evidence. This is a cognitive and institutional feedback loop, not evidence that all
conventional diagnoses are false. The thesis predicts that some patients benefit when inquiry moves from the
category’s name to an explicit causal differential tied to observable findings.

Causal architecture under closer examination

A syndrome label is an efficient compression of observable features. That is useful in medicine, but compression
discards information. Two people with similar fatigue, pain or cognitive symptoms may have different initiating
lesions, physiological constraints and treatment responses. When the label is treated as a full causal explanation,
new observations can be forced into the existing category. Premature closure and anchoring follow naturally: the
clinician has already named the problem and becomes less motivated to identify its mechanism. The corrective is
not skepticism about all diagnoses. Some conditions have well-established causes and discriminating tests, and
labels can communicate reliable treatment pathways. The proposed distinction is between a label that describes
phenotype and a mechanistic diagnosis that identifies an operative causal pathway in that patient. A diagnosis can
succeed at the first and remain incomplete at the second. Research should examine whether that incompleteness
actually leads to missed treatable causes rather than assuming it does in every case.

A concrete physiological case

Imagine two people diagnosed with the same symptom syndrome. One has an endocrine disorder discovered
through clinical clues, while the other has no demonstrable endocrine pathology and responds to a different
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approach. A single syndrome label can organize both cases, but it cannot explain their distinct causes. The
counterexample is a diagnosis with specific validated pathophysiology; in such cases the label can accurately point
toward mechanism.

Original conceptual illustration

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

What established physiology already supports

Diagnostic heterogeneity, anchoring and premature closure are recognized problems in clinical reasoning. The
bolder proposition is to treat the explanatory completeness of each diagnosis as a separate question, not assume
that a familiar word settles it.

The strongest counterargument—and the answer

The obvious risk is endless diagnostic searching, incidental findings and fear. The framework must establish
stopping rules and prioritize dangerous, treatable and probable alternatives. An undifferentiated appeal to hidden
root causes is not superior to evidence-based diagnosis.

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

The discriminating experiment

Study whether structured mechanism-based reassessment of selected persistent symptoms identifies more
actionable causes or improves outcomes compared with usual follow-up, while tracking false positives and harm
from unnecessary testing. The intervention should be predefined rather than an unconstrained hunt for
abnormalities.

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

Decisive comparisons and limits of inference

An intervention study could compare ordinary follow-up of a persistent syndrome with a structured review that
begins by listing plausible treatable mechanisms and the evidence for or against each. The review would include
stopping rules, red flags and limits on unnecessary testing. Outcomes should include discovery of actionable
conditions, symptom improvement, costs, false positives and harm from incidental findings. A mechanism-oriented
approach that finds more abnormalities but does not improve health or decision quality would not be justified. It
should be possible for the review to conclude that the original syndrome diagnosis remains the best available
formulation. Conversely a patient whose symptoms arose from a documented endocrine, neurological or medication
cause might benefit substantially from renewed inquiry. The thesis is provocative because it challenges the
institutional comfort of classification: naming a condition can make further explanation feel unnecessary. The
scientifically credible response is not an unlimited hunt for invisible “root causes,” but a disciplined insistence that
description and causation are distinct achievements.

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

Why the hypothesis matters if correct

A diagnostic term can organize care and still fail to explain why one particular patient has the syndrome. The danger
arises when that useful label is treated as a completed causal theory. The thesis argues for structured
mechanism-oriented reassessment in selected persistent cases, with explicit attention to treatable medical causes
and clear stopping rules. More testing is not inherently better: incidental findings and overdiagnosis can harm
patients. The research claim should be judged by whether a disciplined second look identifies actionable causes and
improves outcomes beyond ordinary follow-up. This is especially important in broad categories that gather several
different biological routes to similar symptoms. The provocative point is not that established diagnoses are false, but
that nomenclature can become a cognitive endpoint. Naming a pattern and demonstrating its initiating and
maintaining mechanisms are different achievements, and clinical reasoning should leave room for both.

The clinical and conceptual consequence

The thesis is that nomenclature should support investigation, not end it. A diagnosis is a useful map; it becomes a
blind spot when we confuse the map with the entire physiology of a particular patient.

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

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