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Endocannabinoid modulation can change felt distress while impairing other
functions The endocannabinoid system participates in stress regulation,
synaptic signaling, appetite, and pain. That makes it tempting to infer that
exogenous cannabinoids provide a gentle way to maintain psychological
recovery. The Institute's stronger and more critical thesis is that a
reduction in subjective distress may coexist with impaired learning,
memory, motivation, or risk appraisal. An intervention that feels stabilizing
is not necessarily producing durable functional recovery.
THC exposure can alter perception, cognition, and anxiety, with substantial differences by dose,
potency, route, and vulnerability. CBD is pharmacologically different, and labels such as “microdose”
do not standardize commercial preparations. Repeated exposure can produce tolerance and
withdrawal; high-potency cannabis is associated with important psychiatric risks, particularly for
vulnerable individuals. The 2023 VA/DoD PTSD guideline recommends against cannabis or
cannabis-derived products as PTSD treatment. This is direct evidence relevant to how the proposal
must be framed, not a generic safety paragraph.

The maintenance claim requires a hard comparison If cannabinoids truly
sustain improvements in a post-traumatic state, that effect should be
visible beyond a single evening's calm. Appropriate outcomes include
attention, work performance, driving safety, memory, motivation, sleep
architecture, dependence, and symptom recurrence after discontinuation.
Studies need known drug composition, accurate exposure measurement,
and comparison against existing treatments. Merely showing lower anxiety
scores shortly after administration would not establish maintained
adaptation.
The provocative conclusion is that pharmacological suppression of unpleasant signals might
sometimes compete with the learning needed for durable recovery, although that interference itself
requires empirical demonstration. The Institute can investigate whether some cannabinoid
mechanisms are therapeutically useful without extrapolating to an unvalidated regimen of daily
cannabis. The paper's intellectual ambition is to discriminate regulation from concealment and
short-term palliation from functional restoration. That is a much sharper research question than asking
whether cannabis makes people feel calmer.



ABSURD HEALTH INSTITUTE  /  VOLUME THREE 2

Relief, sleep and competence must be measured separately A substance
can reduce the immediate unpleasantness of a symptom while leaving the
mechanism that generates it unchanged. For cannabinoid exposure, less
reported anxiety at bedtime does not automatically mean better objective
sleep or improved cognition the next morning. The strongest research
examines these domains separately, including day-to-day function,
driving-related impairment, tolerance and withdrawal. Participants'
baseline psychiatric vulnerabilities and the precise formulation matter
greatly.
A study that omits product composition or combines THC-rich cannabis with other cannabinoid
products cannot support precise clinical conclusions. Existing PTSD guidance advises against
cannabis-derived treatments because evidence of benefit is insufficient and harms are relevant. A
controversial research paper should confront that conclusion directly rather than treating it as routine
conservatism. Its more ambitious scientific question is whether some mechanisms that reduce
perceived distress also interfere with the learning and agency required for recovery.
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What the patient feels is not the full outcome An individual might
experience temporary relief after cannabis exposure while measurable
reaction time, working memory or subsequent sleep worsen. Any theory of
maintained recovery must be able to register both findings simultaneously.
It should also examine whether reductions in reported distress persist
without escalating frequency of exposure. The distinction between
immediate effects and withdrawal is especially important in chronic use. If
a proposed small dose appears helpful only while intoxication is present
and functioning deteriorates between doses, the maintenance hypothesis
would be unsupported. A serious experiment privileges sustained
functioning over a brief subjective state.

A calm state can conceal dependence on the intervention If a person
repeatedly uses a cannabinoid to suppress distress, the relevant
longitudinal question is whether function improves between exposures and
after discontinuation, or whether tolerance and withdrawal increasingly
govern the symptoms. The immediate effect may be real without
supporting a claim of long-term regulation. Sleep measures, memory,
motivation and daily performance need separate assessment. The Institute
should never convert reported relief into a claim of restored neurobiology
without those data.
A comparison with validated PTSD treatments matters because an intervention can be more pleasant
in the short term while producing weaker durable outcomes. Current guidance recommends against
cannabis-derived PTSD treatment, and that evidence must be engaged directly. A provocative paper
can investigate cannabinoid physiology while concluding that routine use remains unsupported. The
argument is stronger when it separates receptor interest from clinical recommendation.
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Test maintenance only after the acute effect ends The relevant research
question is not whether someone feels less distressed soon after
cannabinoid exposure, but whether their capacity for sleep, attention, work
and relationships improves over time. Repeated use may generate
tolerance or withdrawal that confounds symptom measurement, and
product composition changes pharmacology. A trial that fails to measure
these effects cannot establish a maintenance mechanism. Existing PTSD
guidance opposes cannabis-derived treatment on current evidence. The
Institute can still investigate receptor biology, but a hypothesis about state
regulation must remain distinct from recommending self-treatment with
unstandardized products.

Detailed considerations from the original investigation
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.

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 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.

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.

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.
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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.

Endocannabinoid signaling participates in stress and plasticity, while exogenous cannabinoids can
impair memory or cognition and carry psychiatric risks.

A person reporting improved sleep after cannabis use may also experience diminished daytime
attention or worsening anxiety.

Separate endogenous receptor physiology from evidence about particular administered products,
concentrations and indications.

Selected scientific reading
1. Di Forti et al. (2019), Cannabis exposure and incidence of psychotic disorder across Europe, Lancet Psychiatry.
https://doi.org/10.1016/S2215-0366(19)30048-3
2. McEwen (1998), Protective and damaging effects of stress mediators, New England Journal of Medicine.
https://doi.org/10.1056/NEJM199801153380307

Additional evidence checked for this edition
VA/DoD, Management of Posttraumatic Stress Disorder and Acute Stress Disorder, 2023. 
https://healthquality.va.gov/HEALTHQUALITY/guidelines/mh/ptsd/

Editorial source note: The inherited selected readings are retained from the source manuscript and have not all been
independently verified. Newly checked evidence is identified separately. The mechanistic extensions are hypotheses
except where explicitly described as established physiology.

https://doi.org/10.1016/S2215-0366(19)30048-3
https://doi.org/10.1056/NEJM199801153380307
https://healthquality.va.gov/HEALTHQUALITY/guidelines/mh/ptsd/

