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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.
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