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Abstract

Background: Post-Traumatic Stress Disorder (PTSD) is a trauma- and stressor-related disorder
associated with intrusion symptoms that stem from exposure to a traumatic environmental event.
Complex psychiatric disorders such as PTSD have a variety of causal triggers, including, but not
limited to, environmental factors, genetic predisposition, and epigenetic modification events. PTSD
is commonly treated with talk therapy and antidepressant medication to help reduce symptom
severity. Cannabis is a potential treatment, or adjunct treatment option, in mitigating
symptomatology of intrusions. Methods: Literature analysis was conducted using PubMed and
Google Scholar to investigate epidemiological and genetic data pertaining to PTSD and cannabis use.
All articles referenced are primary source peer-reviewed research articles and were not limited to the
United States. Results: Lower-income demographics and military veterans demonstrated a
significantly higher prevalence of PTSD, while higher-income demographics demonstrated a higher
prevalence of cannabis use. Cannabis was effective in the short-term reduction of self-reported
baseline symptoms associated with PTSD. However, long-term baselines remained seemingly
unaffected. Small subsets of populations of individuals reported worsening symptom severity when
taking cannabis, so the idea of this as a universal treatment is not supported. PTSD is a common
certifying condition for medical marijuana in many states, including Pennsylvania, where it ranked
third (54,858), only behind anxiety disorders (309,443) and chronic pain (162,561) in 2025. Psychiatric
disorders tend to be comorbid with other mental disorders due to genotypic factors as well, and PTSD
generally has comorbidity with Major Depressive Disorder (MDD). The intersection between
diagnosis and treatment can be complicated when managing multiple closely related disorders, so
having a short-term mitigation option with minimal therapeutic lag could prove to be considerably
valuable. Conclusion: As one of the most commonly diagnosed psychiatric conditions, PTSD and its
treatment options remain appreciably complex. There has been no magic bullet treatment to eliminate
the onset or symptoms entirely. Cannabis has demonstrated considerable prospects in short-term
symptom reduction in those suffering from intrusion symptoms without altering long-term baselines
negatively. As it stands now, cannabis therapy would serve best as a form of adjunct therapy to aid
in symptom severity mitigation. However, substantial research is still needed to further assess
variations in dosage and mode of administration.

Keywords: adjunctive; genomics; epidemiology; cannabinoids; cognitive behavioral therapy (CBT)

Introduction

Post-traumatic stress disorder (PTSD) is labeled as a “trauma- and stressor-related disorder”
following exposure to dangerous or traumatic events and is characterized by the presence of specific
criteria that last for more than one month, as per the criteria noted in the latest version of the
Diagnostic and Statistical Manual of Mental Disorders (DSM) (1). The DSM-5-TR is the diagnostic
guide for healthcare professionals in the United States (US) in recognizing and diagnosing mental
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disorders (2). The most recent version, the DSM-5-TR, lists numerous criteria based on
symptomatology for diagnosing individuals with PTSD (3). An individual aged six years or older
must meet all of the following criteria for PTSD: exposure to a traumatic event; intrusion symptoms
directly connected to the traumatic event; avoidance of stimuli associated with the trauma; adverse
developments in cognition and mood; shifts in both arousal and reactivity; and persistence of
symptoms lasting longer than one month (4). The severity of the symptoms and their impact on social,
occupational, and other aspects of functioning must be sufficient to rule out the possibility that they
are caused by exogenous drugs or other medical problems (5-6). Intrusion symptoms commonly
include unwanted or disturbing memories, flashbacks, nightmares, emotional or physical distress,
and reactivity after exposure to triggers. Diagnosing PTSD can be complex because individuals may
be hesitant to disclose the traumatic event, may not understand the link between the trauma and
symptoms, or may be hindered by comorbidities, substance use, or depression (1,7). With mental
health disorders, diagnosis is based on signs and behavioral correlations rather than biological
metrics (8). Notable overlap exists between symptoms of various psychiatric disorders and a high
likelihood of comorbidity (9). With this, accurate diagnosis becomes increasingly difficult. Modern
pharmaceutical intervention methods, which include selective serotonin reuptake inhibitors (SSRI)
and selective norepinephrine reuptake inhibitors (SNRI), are considerably inefficient and
demonstrate a therapeutic lag (10). This inefficiency has pushed cannabis to become increasingly
popular as a treatment for various disorders and ailments, including psychiatric disorders (11,12).
Historically, cannabis has been used predominantly for its psychoactive effects on those ingesting it
(13). Tetrahydrocannabinol (THC) is the primary psychoactive cannabinoid typically extracted from
the cannabis plant (14). With an extensive history behind its use, cannabis and THC have been
popular debate topics regarding their potential medicinal value (12). Currently, there are FDA-
approved synthetic THC derivatives, dronabinol and nabilone, that are pharmaceutically available.
Both drugs are approved explicitly for chemotherapy-induced nausea (14-15). When consumed, THC
will bind to receptors within the endocannabinoid system. CB: and CB: receptors are extensively
distributed in the nervous system, with CB: receptors being more prevalent in the brain and CB:
receptors being more associated in the periphery and other organs. The CB1 receptors regulate
cognitive, bodily, and sensory perception, which opens the conversation to the possibility of treating
mental disorders (16-17). Another exciting component in cannabis is cannabidiol (CBD). This non-
psychoactive cannabinoid has shown promise in animal model studies treating neurological,
psychiatric, and drug-use disorders (18). The mechanism of CBD is currently being investigated, but
has been determined to be a prominent antidepressant, anxiolytic, antipsychotic, and neuroprotective
agent in psychiatric medicine (19). Although there have been prior reviews, there is still a need for
updated information about psychosocial impacts and health conditions related to exposure (12).
Therefore, the literature on PTSD and its association with cannabis-based treatment regimens was
analyzed. Numerous sources were examined to distinguish patterns in epidemiological causes and
demographic data.

Methods

Literature on PTSD and its association with cannabis-based treatment regimens was analyzed.
Numerous sources were analyzed to distinguish patterns in epidemiological causes and
demographic data. All source information was gathered from PubMed, Science Direct, and Google
Scholar. Keywords entered into the search engines included PTSD, cannabis, prevalence, incidence,
sex, cannabinoids, and endocannabinoid system. Journals needed to be peer-reviewed with an impact
factor of > 2 to ensure articles were of sufficient quality.
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Discussion

PTSD

The onset of PTSD is widely understood to be directly associated with exposure to a traumatic
event. While no distinct demographic or geographic region can be directly linked to PTSD, it remains
among the most commonly diagnosed mental disorders among both civilians and military service
members (3, 20). Although the genetic inheritance of PTSD has not yet been confirmed, research has
drawn correlations between epigenetic modifications and the risk of developing PTSD within one’s
lifetime, suggesting a potential pattern of inheritance that may influence the prevalence of PTSD (16).
Environmental exposures are correlated to manifestation of symptoms. Trauma exposures are the
most discussed environmental contributors, which involve paralleled psychiatric diagnoses in higher
prevalence of comorbid conditions. While these comorbidities exist alongside PTSD, conditions differ
in biologic symptom profile and corresponding treatment options, further emphasizing the need for
personalized approaches to treatment (21). Although cannabinoids have been utilized to treat various
medical conditions, progress in our knowledge of both beneficial and harmful effects within
therapeutic settings has been slow (22). Understanding the possible risks associated with long-term
cannabis usage is still limited, requiring additional studies analyzing potential onset of mental illness
as a result of excessive consumption (23-24).

Epidemiology. An estimated one-third of the population may experience a life-altering trauma at
some point. Since 10% to 20% of those exposed to traumatic events may develop PTSD, it is estimated
that 3-6% of the general population has PTSD (25). Several US-based studies have supported this
estimate, but international research has noted slightly lower estimates of 5.6% lifetime prevalence
among those that were trauma exposed (26, 27, 28-31). The likelihood of developing PTSD depends
on several variables, including the kind and severity of the incident and the person’s traits (25, 27).
Higher risks of developing PTSD have been associated with exposure to traumatic events such as
parental separation, childhood abuse, sexual assault, and divorce in early life (21). Socioeconomic
adversity may predispose individuals to acquiring PTSD, suggesting that socioeconomic status is one
of several potential indicators (6).

The onset of PTSD is widely understood to be directly associated with exposure to a traumatic
event. There is an explicit relationship between environmental exposures and the onset of
symptomatology, constituting the acknowledgment of epidemiological risk (32). The high rate of
comorbidity between PTSD and other mental illnesses may be attributed to the fact that exposure to
traumatic events can trigger the onset of many disorders at once (33). While conditions overlap
extensively, clinical studies have shown varying differences in biological manifestation, genetic
patterns, and treatment regimens between PTSD, psychotic disorders, and control groups (4,34).
Although veterans and first responders are thought of more frequently in terms of developing PTSD,
within the general population, about 7-8% of people will develop PTSD in their lifetime, with women
being at a higher risk than men, possibly due to genetics (27). Development of PTSD does not mean
someone is weak physically or mentally, although people who lack coping mechanisms, are
introverted, and do not reach out for support are more likely to be affected by traumatic experiences
as opposed to someone who works through the trauma, learns to respond in healthy ways, and leans
on others for support otherwise known as resilience factors (35). Out of the various mental disorders,
PTSD is the only one in which the cause is clear. Events causing PTSD can range from disasters, terror
attacks, incidences in live combat, with the leading cause being sexual abuse (29). Additional risk
factors for causing such responses to stressors may be previous exposure to trauma, especially during
childhood, or an occurrence after the primary trauma, such as financial issues, loss of a job, or family
member (21,32). PTSD can develop at any age but has a 9.7% prevalence rate in American adults ages
45-49 (28, 32). The overall prevalence varies across regions, but correlates to the exposure levels of
traumatic or stressful events citizens are exposed to (28,36).

Genomic Risk Factors and Patterns. Many psychiatric conditions exist at the point of intersection
between nature and nurture. PTSD is no exception to that rule, with current investigations suggesting
the presence of a heritable genetic component that would increase the risk of developing symptoms
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in the presence of environmental stimuli (20). There is extensive research indicating the genetic
component of various psychiatric disorders, such as personality disorders and major depressive
disorder (MDD) (8, 13, 16, 34-39). In one study, the high prevalence of comorbidity between PTSD
and MDD was genotypically analyzed and found to have a high genetic correlation. Causal variants
coding for depressive phenotypes in PTSD participants were compared to those with varying
depressive phenotypes. Causal variants indicative of PTSD were entirely covered by causal variants
of each MDD phenotype being investigated (40). With the knowledge of a known mechanism of
heritability for depressive disorders, formulating a correlation may validate the assumption that
there is also a mechanism for individuals to inherit a predisposition to PTSD. Whether or not that
mechanism is independent of others has yet to be determined. Ultimately, these findings raise
questions as to why standard methods of treatment and pharmaceutical interventions for depressive
disorders remain considerably inefficient in treating PTSD, further emphasizing the need for
personalized precision medicine interventions and adjuvant therapeutics to mitigate the therapeutic
lag demonstrated by current pharmacotherapeutics and talk therapy.

Twin studies have been performed to tease apart genetic and environmental factors that
contribute to the expression of symptoms. Heritable factors were responsible for 46% of
inconsistencies seen in PTSD (40,41). In another study performed on genetic components of PTSD,
childhood adversity was associated with the development of psychiatric struggles, specifically
anxiety, depression, and behavioral problems (42). Children with parents suffering from PTSD were
at a much higher risk of developing psychiatric disorders later in life. There was a positive correlation
between the severity of parental PTSD symptoms and negative psychological impact, as well as
biological modifications, in offspring (4,41). These studies support a genetic component that is at least
partially responsible for PTSD.

Epigenetic Modification. With any partially heritable condition, there is an unspecified degree of
environmental influence required to modify genes to an expressive state. Epigenetic modifications
are not structural changes of the DNA that would change the code, but rather, alterations that directly
modify DNA regulation without disrupting the primary sequence. Epigenetics are the implications
of both genetic and environmental influences by altering gene expression, contributing to potentially
chronic and transgenerational phenotypes (4,41). Whether or not environmental stimuli cause
epigenetic modifications that can be inherited transgenerationally is yet to be determined definitively.
According to numerous studies, there are a handful of epigenetic mechanisms that have been
extensively investigated (41, 42). These mechanisms include histone modification, DNA methylation,
histone deacetylation, etc. It is hypothesized that through unspecified epigenetic modifications of the
DNA, predispositions to stress disorders, such as PTSD, can be passed down intergenerationally from
parent to offspring (4,41,42).

Histone Modification. DNA strands are organized around histone proteins in a bead-like fashion
into structural units referred to as nucleosomes. The wrapping of DNA around histones aids in the
compacting of DNA into condensed chromatin, which exists as strands of DNA-wound histones
linked together in a strand. Epigenetic alterations or modifications of histone proteins directly impact
how tightly the DNA strand is wound and further affect the structure of the chromatin (4,37,43).
Acetylation and deacetylation modifications are responsible for coiling or uncoiling the said strand,
which alters the regulation of genes expressed by chromatin (37,44). Histone modification can be
associated with memory regulation, traumatic memory encoding, and fear extinction, all of which
are hindered in those afflicted with PTSD (37,43-47).

Histone acetylation occurs when histone acetyltransferase enzymes add an acetyl group to the
lysine residues of the histone proteins. This process will cause the uncoiling of the DNA strand
wrapped around the protein, decondensing the chromatin structure so that the primary strand can
be transcribed (37). Deacetylation is when histone deacetylase removes the acetyl groups that have
been added by the HAT enzymes, contributing to the recoiling of the formerly unwound DNA strand
around histone proteins (17). In other words, acetylation enhances gene expression, while
deacetylation represses expression. Furthermore, histone modification, in general, acts as an on-off
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switch for gene expression by making DNA regions either reachable or unreachable by the replication
machinery (4).

DNA Methylation. Epigenetic modification in the form of methylation is one of the most widely
studied processes in PTSD research. There are a plethora of known DNA modifications, but two
specifically occur in neurons associated with PTSD processes. Increased or decreased methylation
alterations within a gene typically result from stress responses to traumatic exposures (4, 37). One
finding in DNA methylation research states how children of individuals who lived through genocide
demonstrated higher amounts of methylation biomarkers than those born to parents who lived
abroad at the time of the traumatic event (41). DNA demethylation of glucocorticoid receptor binding
sites (GREs) within the FKBP5 gene, which is responsible for regulating the HPA cortisol response,
was directly associated with childhood abuse (4). Studies proposing the concept of hereditary
epigenetic markers continue to be relatively premature in indicating a causative genomic
contribution.

Current Standard Of Care

As previously mentioned, the current method of treatment of PTSD remains relatively inefficient
in overall symptom reduction. When treating any psychiatric disorder, there is a degree of
uncertainty in attaining accurate data, being that diagnosis relies solely on self-reporting symptom:s.
Furthermore, common treatments involve a combination of pharmaceutical and non-pharmaceutical
interventions (48). The first-line treatment approach for PTSD patients is predominantly a form of
manualized trauma-focused therapy where the healthcare professional uses a guided manual to
make sure every aspect of the trauma is addressed during talk therapy sessions. This has become the
gold standard over pharmacologic approaches, being that typical pharmaceutical medications have
been noted to be subpar in reducing symptoms of PTSD (4).

Pharmacological agents used in treating PTSD are generally SSRIs and SNRIs. The medication
of choice can be switched by a healthcare provider based on the patient’s response and tolerance to
what is prescribed (8). Some of the drugs that have been best studied are fluoxetine, paroxetine,
sertraline, and venlafaxine. SSRI and SNRI medications are typically used in treating depression and
anxiety disorders, so administration of any one of these would aid in the reduction of symptoms
mirroring those specifically (10).

Cannabis Use

Propagation of the Cannabis sativa plant, as well as the medicinal properties of its extract, have
been documented as early as 1843 in Western society and about 12,000 years ago in Central Asia (22-
24). It was used medicinally for physical pain relief, sedation, and sometimes even depression (22,
49). Cannabis contains two substances of particular interest-CBD and THC, which is the most
psychoactive component of the plant. CBD was isolated for the first time in 1940, but THC was not
isolated from cannabis until 1964 (22, 49-51). After marijuana was categorized as having a high
potential for abuse while lacking any medicinal implications, it earned a title as a Schedule I drug in
1970, which halted any further human research into the effects of cannabis (22, 50). Although
investigations on the impacts of cannabis on the human body had come to a halt, scientists continued
to examine the substances they isolated and were able to identify the first cannabinoid receptor, CB1,
in rat brain samples (22, 49). When consumed, THC will bind to receptors within the
endocannabinoid system. The CB1 and CB: receptors are dispersed throughout the nervous system,
with CB: receptors localized throughout the central nervous system, whereas CB: receptors are
typically found in the periphery and organs (8,12, 22, 49-50). The CB:1 receptors are responsible for
the regulation of cognitive, somatic, and sensory perception, which opens the conversation to the
possibility of treating mental disorders (8,12, 22). Because of the psychoactive properties of THC,
cannabis use moved away from solely medicinal purposes to recreational purposes. Cannabis also
exhibits a strong dose-response relationship in that the effects will change based on the amount of
cannabis ingested, whether that is through smoking, vaping, tinctures, or eating baked goods
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containing cannabis (52). Even though it was federally illegal for most of the second half of the
twentieth century, marijuana consumption in the US has persisted (53). With maturity and increasing
age, rates of recreational use typically fall (54). The presence of medical cannabis programs further
drives interest in assessing the potential long-term effects of cannabis use. Prospective health
advantages and the lack of well-substantiated adverse effects promote expanding marijuana usage
and legislation for legalization (24). Despite its popularity, challenges arise from the plethora of
varying strains, administration methods, and regulatory frameworks (55).

Two-thirds (66.7%) of states in the US with a medical cannabis program included PTSD as a
qualifying condition in 2017 and this increased to almost four-fifths (78.8%) in 2024 (56). Figure 1
shows the pronounced gains in PTSD certifications for medical marijuana in Pennsylvania relative to
another common psychiatric disorder (autism), addiction (opioid use disorder) and a neurological
condition (multiple sclerosis). Certifications for PTSD in 2025 (54,858) were five-fold greater than
OUD (10,695) as well as over seventeen-fold that of autism (3,180) or multiple sclerosis (3,064).

Epidemiology of Cannabis Use. In regard to prevalence, an estimated 192 million individuals were
reported to have used cannabis in the United Nations within the 2017-2018 year. In the same finding,
the prevalence of estimated use in North America for 2018 was 12.4% (57). Cannabis use was reported
predominantly among more affluent regions, while lower-income regions have demonstrated an
increase in use over the past decade. With this, the overall number of individuals who reported using
cannabis either daily or near-daily has increased in the same timeframe (53,57). Finding the true
prevalence of cannabis use and dependence has been made difficult due to its quasi-legal status
across states of North America. However, around 10% of all individuals who try cannabis become
daily users, and 20-30% use it weekly (58). There was no reported increase in the prevalence of
adolescent cannabis use, while the national surveys conducted in the US between 2017 and 2019
propose an increase in both daily usage and vaping of cannabis among this demographic (53,57).
Although the legality of cannabis varies from state-to-state with Idaho being the last state in the US
lacking a THC or CBD program, changes in state-level legalization and taxation policies have
demonstrated drastic fluctuations in pricing and sales of legal cannabis products, many of which
contain high-potency levels of THC which is defined as >70% THC concentration in any one product
(57-60). With a higher price tag resulting from increased taxation, legal purchase of cannabis becomes
less accessible to lower-income demographics, such as adolescents and those who are economically
disadvantaged (60,61). Economic factors could be contributing to the historically low levels of lifetime
marijuana use among high-school seniors (Figure 1). According to self-reported data collected in
2018, the overall prevalence of cannabis use for medicinal purposes was 27%, with the highest
prevalence being in US recreationally legal states at 34%. Even in US states where cannabis is still
illegal, there was an average prevalence of 23%, the highest being in the adolescent age group (60).
Due to this, further research is required to assess and better understand the safety and effectiveness
of medicinal cannabis use in treating numerous disorders, especially in special populations.

The regular use of marijuana has undergone tremendous changes over the past-four-decades.
According to a nationally representative survey of high-school seniors, lifetime use peaked in 1979,
plummeted in the early 1990s, and is currently at record low levels (Figure 2). With over a quarter
of the US population reporting the use of cannabis, the prevalence of use by sex was noted to be
similar (60). In a parallel study assessing cannabis use among high school students, approximately
54% of the surveyed individuals self-identified as female and 46% as male (63). Similar ratios can be
seen in the international arena as well, with most of the Canadian provinces following a similar male-
to-female user ratio in user-reported data (64). No causative evidence explaining the difference in the
user-sex ratio was found; however, it is assumed to be the product of social constructs and parameters
that extend beyond the scope of this research (64-67). The impacts of cannabis usage and legalization
and the information necessary for effective policy and treatment need more exploration and analysis
of interconnections between components of sex and gender in cannabis research (68).

© 2026 by the author(s). Distributed under a Creative Commons CC BY license.


https://doi.org/10.20944/preprints202606.0086.v1
http://creativecommons.org/licenses/by/4.0/

Preprints.org (www.preprints.org) | NOT PEER-REVIEWED | Posted: 1 June 2026 d0i:10.20944/preprints202606.0086.v1

7 of 14
@ PTSD

0

c

il

©

2

£

)

(8]

©

c

©

2

&

£

©

0

°

= ¥ OuD
E 1+ Autism

-A- MS

Year (2000)

Figure 1. Annual number of medical marijuana certifications in Pennsylvania (PA) from 2017 to 2025 for Post
Traumatic Stress Disorder (PTSD), Opioid Use Disorder (OUD), Autism, and Multiple Sclerosis (MS) as reported
by the Pennsylvania Department of Health.
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Figure 2. Lifetime prevalence of marijuana use among high-school seniors according to the annual Monitoring
the Future survey conducted by the Institute of Social Research. Lifetime use was at the second lowest levels in

four-decades.

Cannabis and PTSD Symptomatology. Cannabis has emerged as a prospective treatment for
various psychiatric disorders. This alternative approach particularly appeals to specific
demographics, such as veterans and trauma survivors seeking relief from intrusion symptoms
associated with PTSD (12). The availability of medical cannabis programs further drives interest,
while compositional differences among strains, modes of administration, and regulatory challenges
pose slight difficulties in efficacy and targeted treatment for some patients (55). Hyperarousal and
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anxiety are common in people with PTSD, manifesting in symptoms including intrusive thoughts,
nightmares, and heightened startle reactions. Due to cannabinoids like THC promoting relaxation
and reduced anxiety, some people with PTSD have reported using cannabis to relieve these
symptoms temporarily (15, 69). While some people may benefit from THC, others may find it worsens
their anxiety (70). Most of THC’s euphoric effects and possible medical advantages come from
binding to CB1 receptors in the brain and central nervous system. THC’s impact on the brain’s reward
and emotional processing pathways may also have a short-term calming effect, making it helpful in
dealing with stress and anxiety (70). Cannabis has been studied and debated for its possible
advantages in treating several medical problems, including some of the symptoms of PTSD. In a 32-
month-long randomized experiment, participating individuals were asked to self-identify which
PTSD symptoms they were experiencing while also self-reporting changes in symptom severity
before and after inhalation of medical marijuana (33,70). In attempts to establish long-term effects on
baseline symptomatology, there were no found effects on long-term baseline symptoms, indicating
no pronounced long-term effects of treatment (70). There was over 90% reduction of symptoms across
the board in the short-term analysis, but over time, the original baseline remained unchanged (42).
The complicated and ever-changing issue of cannabis’ effect on PTSD symptoms has attracted much
attention from academics and therapists. Therefore, the correlation between cannabis and PTSD
symptomatology is complex and not entirely understood, despite certain studies showing that
marijuana may have therapeutic benefits on some PTSD symptoms (71). With a >90% reduction in all
symptoms being significant, there was an unreported, yet comparably small, percentage of
individuals who experienced worsened symptoms, demonstrating that cannabis is not a universal
treatment option for every patient suffering from PTSD (23,70,72). A balanced assessment of benefits
and risks and continued scientific investigation is essential for responsibly integrating cannabis into
PTSD treatment regimens.

Demographics. Cannabis has garnered attention as a potential remedy for PTSD, especially within
specific demographics (73). Military veterans and individuals with trauma backgrounds appear more
prone to cannabis-derived approaches due to their perceived effectiveness in easing PTSD symptoms
(74). This pattern is heightened in three-quarters of the 37 total U.S. population areas in which medical
cannabis programs exist legally (56). Preferences for cannabis strains, administration methods, and
dosage specific to each demographic bring about intricacies in scrutinizing usage patterns.
Understanding these demographics and their inclinations is pivotal for honing treatment strategies
and customizing interventions (75). Thorough research into the interplay between demographics,
effects of cannabis, and management of PTSD symptoms is indispensable for responsibly harnessing
the potential of cannabis-based therapies.

Future Dictations and Treatments

The realm of PTSD treatment is shifting toward innovative approaches involving marijuana.
Research endeavors are crucial to unlocking the complete potential of cannabis-centered therapies.
Investigating the entourage impact, which exploits the harmonious action of marijuana compounds,
shows potential for enhancing treatment outcomes (4). Progressions in delivery methods, like
vaporization and transdermal patches, provide chances for accurate dosing and decreased harm.
Substantial clinical trials, long-term studies, and analyses of real-world evidence are essential to
establish the safety and effectiveness of marijuana for PTSD treatment (11). Ethical considerations
and collaborations among various disciplines will shape the responsible incorporation of marijuana
therapies, enhancing PTSD treatment choices.

Improvements in Research and Treatment. The study of cannabis’ therapeutic potential in treating
PTSD is a dynamic and intricate area of study. While findings have been encouraging across several
studies, further work is needed to overcome many limitations (15, 17). The National Academy of
Medicine rates the quality of evidence of cannabis as a PTSD therapeutic as only moderate/limited
(12). Much of the research on cannabis and PTSD depends solely on self-reporting and observational
data, both of which have inherent limitations in their degree of reliability (65). Well-designed, double-
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masked, placebo-controlled clinical trials should be prioritized in future research to produce more
reliable data. Cannabinoids in cannabis, such as THC and CBD, have varying effects based on their
concentrations and other factors, such as dosage and strain (67). More research is needed to determine
the most effective doses and strains, or formulations, for treating overall PTSD symptomatology.

Expanding on Current Research. There are several effective methods for advancing and expanding
upon studies on PTSD therapy. Researchers should broaden their focus to include people of a wide
range of ages, sexes, races, and sexual orientations, as well as those who have experienced varying
degrees of trauma. This will help guarantee that a broad variety of people will benefit from therapies.
Longitudinal studies of PTSD therapies’ effectiveness and safety are needed for this purpose.
Researchers may monitor patients over time to learn about recurrence and the onset of new
symptoms. Evaluating the relative efficacy of various treatments for PTSD is the goal of comparative
effectiveness research (68,76). This information may be used to create individualized treatment
strategies based on examining biomarkers or other potential determinants of therapy response to
tailor individual care. Individuals may then be matched with the most effective therapies based on
their genetic, neurological, or psychological characteristics (12,68). To improve and build upon
cannabis research, it is necessary to gain financial support from public health, private companies,
universities, philanthropic organizations, and more in order to develop a complete understanding
and evidence base of the health effects of cannabis use (12).

Statistical Proof of Effect. Strict scientific research and well-designed clinical studies are needed to
provide statistical evidence of cannabis’ usefulness for certain medical diseases, such as its potential
advantages for symptoms linked to PTSD. While preliminary research postulated that cannabis may
have medicinal applications, it is crucial to note that further study is needed and that results may
vary (70,72). Ultimately, the scientific community will look to the accumulated data from high-quality
research to determine whether or not cannabis is an effective therapy. To further understand the
possible advantages and limits of cannabis for people with PTSD, additional trials, systematic
reviews, and meta-analyses are necessary.

Limitations

Many challenges are faced when performing research with cannabis or cannabinoids, which
limits the studies being performed (77). Those wishing to conduct research must fill out various
applications to the U.S. Food and Drug Administration (FDA), National Institute on Drug Abuse
(NIDA), and U.S. Drug Enforcement Administration (DEA), and depending on state regulations,
additional approval may be required from a state board of medical examiners in order for the study
to take place (77). In addition to a rather in-depth application process, obtaining the supply of
cannabis must be done strictly through NIDA when being used for research. NIDA has a contract
with the University of Mississippi as their only cannabis grower and supplier for research purposes.
The University of Mississippi provides various levels of potency for NIDA, but it is difficult for this
single facility to produce in such abundance and replicate potency for dispensaries (77). Furthermore,
issues with funding place considerable limitations on cannabis research because of the negative light
it is often shown in and the restrictions still placed by many state governments (77). We are cautiously
optimistic that having two presidential administrations remove marijuana from Schedule I will be a
key development.

Conclusion

The investigation into marijuana as a magic bullet treatment for PTSD represents a noteworthy
progression in the treatment of psychiatric disorders. The constraints of current pharmaceutical
interventions highlight the necessity for innovative approaches. Marijuana presents a promising
pathway that can address genetic, epigenetic, and symptom-related facets of PTSD while mitigating
the therapeutic lag demonstrated by traditional therapeutic options. Nonetheless, further exploration
is vital to define optimal dosages, varieties, and enduring effects. Ethical contemplations, regulatory
structures, and rigorous scientific examinations are indispensable as therapies involving marijuana
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advance. Despite persistent challenges, the evolving comprehension of marijuana and well-crafted
studies harbor the potential to transform PTSD treatment and enhance the well-being of those
impacted by this incapacitating disorder. More study is required to determine which people could
benefit most from cannabis-based therapy and how exactly cannabinoids alter PTSD symptoms.
Although cannabis has shown promise as an adjunct therapy for certain people with PTSD, its usage
should be treated carefully due to the lack of knowledge about its effects and associated hazards.
Besides, it is plausible and perhaps sensible to assume that as legislation swings toward legalizing
marijuana, its usage will grow, and, by implication, the number of people who will experience
adverse health effects may increase.
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