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[. INTRODUCTION

Substance use and mental disorders often appear
confusingly similar because both influence the same
biological systems that allow us to think clearly, feel
emotions, stay focused, and interpret reality correctly.
Many people assume that drugs simply cause a “high,”
but in reality, they push the brain into extreme states
that resemble real psychiatric illnesses. For example,
when someone uses high doses of methamphetamine,
their heightened paranoia and hallucinations look
exactly like schizophrenia. When a person suddenly
stops drinking alcohol after drinking heavily for years,
the intense shaking, fear, and panic may look
indistinguishable from an anxiety disorder. The DSM-
5-TR attempts to help clinicians by creating a category
called “substance/medication-induced mental
disorders,” which explains that symptoms should start
during intoxication or withdrawal and should reduce
after the substance leaves the body (American
Psychiatric  Association, 2022). Despite these
guidelines, real-life situations are much more
complex. Many patients do not know or remember
exactly when symptoms started, and some may hide
their drug use due to fear of judgment. As a result,
drug-induced conditions are often misdiagnosed as
primary mental illnesses, and people may be treated
with medications they do not actually need.
Understanding how and why drugs mimic psychiatric
symptoms is therefore extremely important for
accurate diagnosis and effective treatment.

II. NEUROBIOLOGICAL BASIS
The brain operates through a fragile balance of
chemicals, electrical signals, and communication

networks. Drugs disrupt this balance in sudden and
extreme ways, pushing the brain into states very
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similar to psychiatric disorders. Dopamine, for
example, is a chemical involved in pleasure,
motivation, and detecting threats. When dopamine
levels become too high, the brain becomes overly
sensitive to normal stimuli, and ordinary sounds or
thoughts may seem threatening or meaningful. This is
exactly what happens in both schizophrenia and
stimulant intoxication. Serotonin helps regulate mood,
perception, and the sense of self. Hallucinogens
overstimulate serotonin receptors, causing changes in
perception and thinking that closely mirror psychotic
disorders. Alcohol and
benzodiazepines increase GABA, which slows down
brain activity; but when the brain becomes dependent
on them and then suddenly loses them, it may
overreact with panic, anxiety, and agitation.
Glutamate, another major chemical involved in
learning and memory, is blocked by drugs like

or dissociative

ketamine and PCP. When glutamate signaling is
disrupted, the brain experiences detachment,
confusion, memory gaps, and loss of connection with
reality. In essence, drugs force the brain into chemical
extremes that are similar to what happens naturally in
psychiatric disorders. This explains why drug effects
are not random they are biologically predictable and
follow the same pathways involved in mental illness.

III. STIMULANTS AND SCHIZOPHRENIA-LIKE
PSYCHOSIS

Stimulants like methamphetamine and cocaine
strongly activate the brain’s reward and motivation
pathways by releasing enormous amounts of
dopamine. When used repeatedly or in large doses, the
brain becomes overstimulated, and this can lead to
intense paranoia, suspiciousness, hallucinations, and
disorganized behavior. A person may believe that
strangers are following them, that conversations on the
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street are secret messages directed at them, or that
cameras are hidden in their home. These beliefs are not
simply irrational they feel intensely real to the person
because their brain is interpreting information
incorrectly due to chemical overload.
Methamphetamine in particular is known to cause
tactile hallucinations, such as feeling insects crawling
under the skin. When a doctor observes these
symptoms, they are nearly identical to what is seen in
schizophrenia. Brain imaging studies even show
similar patterns of dopamine dysregulation and
structural changes (Chen et al., 2020). For some
people, stimulant-induced psychosis stops soon after
drug use ends, but in others, repeated episodes may
trigger long-lasting changes, making the person
vulnerable to chronic psychotic disorders. This
overlap makes stimulant-related psychosis one of the
most challenging drug-induced conditions to diagnose
accurately.

IV. COCAINE INTOXICATION AND MANIA-
LIKE EPISODES

Cocaine acts rapidly and powerfully on dopamine and
norepinephrine systems, which are responsible for
energy, alertness, motivation, and emotional intensity.
When someone uses cocaine, they may feel extremely
confident, energetic, talkative, restless, and
unstoppable symptoms that mirror the manic phase of
bipolar disorder. They may make impulsive decisions,
engage in risky behavior, or spend money recklessly.
They may also talk faster than usual and feel as if their
thoughts are racing. These symptoms are so similar to
bipolar mania that even trained professionals can have
difficulty distinguishing between the two conditions.
Once the drug wears off, however, the brain undergoes
a severe crash. This crash brings sadness, irritability,
tiredness, and sometimes suicidal thoughts, closely
resembling bipolar depression. The pattern of intense
highs followed by deep lows creates a cycle that looks
exactly like bipolar disorder. The key difference is that
cocaine-induced symptoms are tied directly to drug
use and its aftereffects. However, unless clinicians ask
detailed questions about timing and drug history, the
condition may be mistaken for an emerging mood
disorder, leading to misdiagnosis and incorrect long-
term treatment (Kalapatapu & Bedi, 2010).
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V. CANNABIS AND PSYCHOSIS-SPECTRUM
SYMPTOMS

Cannabis affects the brain’s endocannabinoid system,
which helps regulate mood, memory, thinking, and the
processing of rewards. High-potency cannabis strains
those with very high THC levels can disrupt this
delicate system by overstimulating cannabinoid
receptors linked to dopamine release. This can cause
changes in perception, thinking, and emotional
awareness. People may experience paranoia, such as
feeling that others are judging them or plotting against
them. Some may develop auditory or visual
hallucinations, where they hear whispers or see
shadows. Others may feel detached from their
surroundings or even question whether their thoughts
are being controlled by outside forces. These
experiences can resemble early signs of schizophrenia
or schizoaffective disorder. Studies show that in
people who have a genetic vulnerability such as a
family history of psychosis regular cannabis use
increases the risk of developing a long-term psychotic
disorder (D’Souza et al., 2016). For some, the
psychotic symptoms disappear within days or weeks
of stopping cannabis, but for others, the symptoms
may persist, making it difficult to determine whether
cannabis triggered a temporary issue or revealed an
underlying disorder.

VI. HALLUCINOGENS AND DISSOCIATIVE OR
PSYCHOTIC-LIKE STATES

Hallucinogens such as LSD, psilocybin, and MDMA
produce dramatic changes in perception, thought, and
emotion by interacting with the serotonin system,
particularly the 5-HT2A receptor. These drugs can
cause intense sensory experiences, such as seeing
vivid colors, patterns, or shapes that are not present.
They may also distort time, making minutes feel like
hours, or create a sense of detachment from the body.
People may believe they have special insight, spiritual
awareness, or an altered sense of self. While some
individuals view these experiences positively, others
may find them frightening or overwhelming. In rare
cases, hallucinogen use can lead to Hallucinogen
Persisting Perception Disorder (HPPD), in which
visual changes and perceptual distortions continue
even after the drug has worn off. Dissociative
substances like PCP and ketamine act through a
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different mechanism blocking NMDA receptors which
causes confusion, memory loss, a sense of being
outside one’s body, and even catatonic behavior.
These dissociative episodes can resemble conditions
like dissociative identity disorder or catatonic
schizophrenia. Because these symptoms can last
beyond intoxication, clinicians must carefully
differentiate drug effects from primary psychiatric
illnesses.

VII. ALCOHOL AND DEPRESSION/ANXIETY-
LIKE DISORDERS

Alcohol is one of the most widely used substances that
mimics psychiatric disorders because it affects both
excitatory and inhibitory systems in the brain. During
intoxication, alcohol increases GABA, leading to
relaxation, reduced anxiety, and impaired judgment.
But with long-term heavy use, the brain reduces its
natural GABA production to compensate. When
alcohol is suddenly removed, the brain struggles to
calm itself, creating a state of hyperarousal. This can
lead to intense anxiety, panic attacks, sweating,
shaking, restlessness, and rapid heartbeat symptoms
that resemble severe anxiety disorders. In addition,
alcohol interferes with serotonin and dopamine, two
chemicals involved in regulating mood. Over time,
this can cause persistent sadness, loss of interest in
activities, low energy, and feelings of hopelessness,
which look like major depression. Studies have shown
that many individuals diagnosed with depression or
anxiety are actually experiencing alcohol-related
symptoms (Boden & Fergusson, 2011). Because
alcohol use is common and often socially accepted,
people may not recognize that it is contributing to their
emotional struggles.

VIII. BENZODIAZEPINES AND REBOUND
ANXIETY

Benzodiazepines, such as diazepam and alprazolam,
are commonly used to treat anxiety and insomnia.
They work by enhancing the calming effects of
GABA, but when taken for long periods, the brain
becomes dependent on this external chemical support.
The brain gradually reduces its own production of
calming signals, meaning that when the
benzodiazepine wears off, the person may feel even
more anxious than before. This is known as rebound
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anxiety. Withdrawal from benzodiazepines can be
extremely intense, leading to severe panic, fear,
muscle tension, insomnia, irritability, shaking, and
even hallucinations. These symptoms can be so strong
that individuals believe their anxiety disorder has
returned or worsened, when in fact the symptoms are
caused by dependence and withdrawal. Distinguishing
between true anxiety and benzodiazepine withdrawal
is essential because the treatment approaches are very
different. Long-term benzodiazepine use requires
careful tapering to avoid dangerous or distressing
withdrawal symptoms. If clinicians do not evaluate
substance history, they may assume the patient has
chronic anxiety rather than a drug-induced condition.

IX. OPIOIDS AND DEPRESSION-LIKE
SYNDROMES

Opioids mimic natural endorphins, the chemicals that
create feelings of pleasure and reduce pain. With
repeated opioid use, the brain becomes dependent on
the external supply and reduces its own production of
endorphins. As a result, individuals often experience
emotional numbness, lack of motivation, withdrawal
from relationships, and inability to feel pleasure
symptoms that resemble depression or schizoid
personality traits. When opioids are discontinued, the
brain is suddenly left without adequate reward
signaling, leading to dysphoria (deep emotional
discomfort), anxiety, irritability, and suicidal
thoughts. These withdrawal symptoms are often
mistaken for a major depressive episode. People may
feel as though their life has lost all meaning and may
misinterpret these symptoms as signs of a permanent
psychiatric problem. However, these emotional
struggles are directly linked to the brain’s altered
chemistry from opioid use and withdrawal.
Recognizing this distinction is important because
treatment for opioid withdrawal differs significantly
from treatment for clinical depression. Without proper
diagnosis, individuals may receive inappropriate
medications instead of necessary addiction treatment.

X. CLINICAL IMPLICATIONS

Drug-induced psychopathologies create significant
clinical challenges because their symptoms closely
resemble primary psychiatric disorders. The overlap is
so strong that even experienced clinicians may initially
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misinterpret  stimulant-induced  psychosis  as
schizophrenia, cocaine euphoria as bipolar mania, or
alcohol withdrawal panic as an anxiety disorder. This
similarity makes it essential for mental health
professionals to conduct thorough, systematic
evaluations before assigning a long-term psychiatric
diagnosis. A key implication is the importance of
establishing a clear temporal relationship between
substance use and symptom onset. Clinicians must ask
detailed questions about when the symptoms began,
whether they appeared during intoxication or
withdrawal, and whether they improved after a period
of abstinence. Without this timeline, misdiagnosis is
highly likely. In addition, many patients minimize or
deny substance use due to stigma or fear of legal
consequences, so obtaining collateral information
from family members or caregivers becomes
necessary for an accurate diagnosis.

Another major implication is the need for routine
toxicology screening in emergency psychiatric
settings. Because drug-induced symptoms can be
severe, misleading, or even life-threatening, objective
evidence of recent substance use provides valuable
diagnostic clarity. However, clinicians must also
remember that drugs with long half-lives, like
cannabis, may appear on tests long after intoxication
but symptoms may not necessarily be ongoing.
Therefore, toxicology results must be interpreted
carefully alongside clinical history rather than used in
isolation. Additionally, symptoms should be re-
evaluated after 2 to 4 weeks of abstinence, as DSM-5-
TR suggests. If symptoms decrease significantly, the
condition is likely substance-induced; if symptoms
persist, a primary psychiatric disorder may be present.
This observation period prevents premature and
potentially harmful treatment decisions.

Equally important is avoiding unnecessary long-term
psychiatric medication. For example, stimulant-
induced psychosis may resolve completely once the
individual stops the drug, yet patients may be
incorrectly placed on lifelong antipsychotic treatment
if clinicians do not reassess symptoms after
abstinence. Similarly, cocaine-induced mania or
alcohol-related depression should not lead to
immediate labeling as bipolar disorder or major
depressive disorder. Misdiagnosis not only exposes
patients to unnecessary medications but also prevents
them from receiving appropriate addiction-focused
interventions, such as detoxification, relapse-

IJIRT 188377

prevention therapy, motivational interviewing, harm-
reduction strategies, or medication-assisted treatment.

Another clinical implication is the need for integrated
care, where substance use treatment and mental health
treatment occur simultaneously. Many individuals
experience both psychological distress and drug use at
the same time, and separating the two can be artificial
and counterproductive. Clinicians should also be
aware that drug-induced episodes may act as early
warning signs in vulnerable individuals. For example,
cannabis-induced psychosis in a teenager may signal
an underlying genetic susceptibility to schizophrenia.
This requires careful monitoring, psychoeducation for
the family, early intervention, and long-term risk
management.

Finally, clinicians must engage in nonjudgmental
communication. Many patients fear being blamed or
labeled as “addicts,” which prevents honest discussion
about drug wuse. Creating a safe therapeutic
environment encourages transparency and improves
diagnostic accuracy. In summary, the major clinical
implications highlight the need for careful assessment,
avoidance of premature diagnoses, integrated
treatment planning, and continuous monitoring to
differentiate ~drug-induced states from primary
psychiatric illnesses.

XI. CONCLUSION

Drug-induced psychopathologies demonstrate how
profoundly psychoactive substances can alter the
brain’s functioning and how closely these artificially
induced states resemble genuine psychiatric disorders.
The fact that drugs can reproduce symptoms such as
hallucinations, mania, severe depression, panic
attacks, or dissociation shows that mental states are
deeply rooted in neurobiology and can be shifted
dramatically by chemical changes. Recognizing this
overlap is crucial not only for accurate diagnosis but
also for developing a more compassionate
understanding of both substance use and mental
illness. Rather than viewing drug effects as purely
behavioral choices, this perspective highlights the
brain’s vulnerability and the delicate nature of its
chemical balance.

The science behind these conditions reveals that
psychoactive substances do not produce random
effects; they trigger predictable patterns based on the
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neural circuits they target. Stimulants push dopamine
to extreme levels, creating paranoia and psychosis
similar to schizophrenia. Cocaine creates powerful
mood swings comparable to bipolar disorder.
Cannabis destabilizes the endocannabinoid system,
producing paranoia and hallucinations in susceptible
individuals.  Hallucinogens  disrupt  serotonin
pathways, creating experiences that mimic
dissociation or  psychosis. Alcohol and
benzodiazepines suppress the brain’s calming system,
causing anxiety and depression during withdrawal.
Opioids silence natural reward pathways, leading to
anhedonia and emotional numbness identical to major
depression. These similarities reinforce the idea that
many psychiatric symptoms, whether drug-induced or
naturally occurring, emerge from the same biological
foundations.

Clinically, the distinction between drug-induced and
primary psychiatric disorders is essential because the
treatment, prognosis, and long-term risks differ
significantly. A person with stimulant-induced
psychosis may recover fully after sobriety, while
someone with schizophrenia requires long-term
antipsychotic care. A person with alcohol-induced
anxiety may improve with detoxification, while
someone with generalized anxiety disorder needs
structured psychotherapy and
management. Without accurate differentiation,
individuals may receive the wrong treatment and
continue to suffer unnecessarily. Therefore, clinicians
must prioritize careful diagnostic procedures, ongoing
observation, and comprehensive  assessment
strategies.

From a broader perspective, the study of drug-induced
psychopathology offers valuable insight into the
biological basis of mental conditions. By observing
how certain substances induce specific psychiatric
symptoms, researchers can better understand the
neurotransmitter systems involved in disorders like
schizophrenia, bipolar disorder, depression, and
anxiety. These insights may guide future treatments
and improve early detection strategies. Additionally,
educating the public about how drugs affect mental

medication

health can reduce stigma, encourage early help-
seeking, and prevent long-term harm.

In conclusion, drug-induced psychopathologies
underscore the powerful connection between
neurochemistry and mental health. They highlight the
need for careful clinical evaluation, informed
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diagnostic reasoning, integrated substance use
treatment, and continued scientific research.
Understanding the overlap between drug effects and
psychiatric symptoms strengthens our ability to
provide accurate, effective, and compassionate care to
those experiencing psychological distress whether due
to substances, mental illness, or both.
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