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Background: Schizophrenia is a highly heterogeneous psychiatric disorder, which often makes it difficult to find treatments
targeted to each patient’s unique symptom profile. Standard lines of treatment, first-generation (FGA) and second-generation
(SGA) antipsychotics have shown short-term efficacy, but their long-term use is frequently associated with significant metabolic
side-effects and limited relief from cognitive and negative symptoms. Given these limitations, complementary approaches
targeting holistic mind-body integration like yoga-based therapy are explored for their potential to enhance cognitive function and
overall quality of life.

Objective: This review evaluates the long-term efficacy of yoga-based therapy compared with traditional pharmacology to
alleviate the cognitive symptoms associated with schizophrenia.

Methods: This is a literature review utilizing two randomized control trials testing yoga on the PANSS Positive, PANSS negative,
and PANSS total, and SOFS scales in alleviating cognitive symptoms. Another single-blind RCT comparing yoga and usual
treatment tested neuroplasticity and oxytocin levels in schizophrenia patients. Historical observational studies are used to
acknowledge why traditional pharmacological treatment was utilized in the past as well as nowadays as the primary treatment.
Findings: Compared to exercise, on all scales, yoga showed better results with a statistically significant P-value of 0.001 or lower
in treating cognitive symptoms. Futhermore, yoga has shown to increase levels of oxytocin in the brain, which in turn increases
neuroplasticity and provides relief from cognitive symptoms.

Conclusion/Significance: The review supports that yoga has shown promising results to be an add-on therapy to alleviate
cognitive symptoms such as delusions and hallucinations. Nonetheless, more statistically significant results are needed to establish
yoga as a highly effective treatment.

Keywords: FGAs, SGAs, endocannabinoid system (ECS), THC, striatum, schizophrenia AND extra-pyramidal symp-
toms (EPS), Pancha Kosha model AND yoga, meditation AND yoga, serotonin, glutamate, gamma-aminobutyric acid (GABA),
and acetylcholine pathways, dopamine D2 receptors, Risperidone and clozapine effects, affective symptoms, gynecomastia,
amenorrhea, prana, nadis

Introduction years primarily due to the side effects of antipsychotic medica-
tions (Magas et.al, 2025)2. This makes the disorder a pressing
issue to address since it not only harms personal health and
quality of life, but also imposes a significant global economic

burden due to healthcare costs (Magas et.al, 2025)2.

Schizophrenia is a complex disorder caused by genetic and

Schizophrenia remains a significant challenge in psychiatric re-
search and clinical treatment due to its complex etiology. In the
late 19th century, Emil Kraeplin introduced the term “dementia
praecox”, meaning “premature dementia”, and used it to de-

scribe a chronic mental disorder that began during adolescence
and led to cognitive decline (Engstrom, 2002)1. However, in the
early 20th century, Eugen Bleuler discovered that schizophrenia,
meaning “split-mind” in Greek, had variable courses, and some
individuals could have stable or episodic symptoms, highlight-
ing that there were complex underpinnings to the disorder.
Globally, schizophrenia affects around 24 million individuals
(Magas et.al, 2025)2 and is one of the top ten causes of disease-
related burden in the age group of 15-44 (Réssler et.al, 2005)%.
Schizophrenia significantly reduces life expectancy by 10 to 28

environmental factors. There is a strong contribution from drugs
of abuse such as cannabis that can cause an early onset and even
make the treatment’s outcome unfavorable (Patel et.al.,2020)%.
Tetrahydrocannabinol (THC), the psychoactive component of
cannabis, increases dopamine release in the striatum (see fig.1),
which exacerbates psychotic symptoms (Renard et.al, 2017)=.
Additionally, drugs of abuse can potentially introduce psychosis
in patients who have genetic risk factors (Wainburg et.al, 2021)©.

Schizophrenia is often called a spectrum disorder because it
presents differently in each individual: while core symptoms
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like hallucinations and delusions are common, the severity, type,
and combinations of symptoms can vary. Pharmacological treat-
ment primarily targets the dopaminergic system, but has shown
mixed success in balancing symptom relief with tolerability.
This usually further complicates treatment and leads to relapse
and hospitalization. Given these shortcomings of traditional
pharmacotherapy, add-on therapies are being explored for their
non-invasively healing properties, and their ability to improve
overall quality of life.

To alleviate the shortcomings of traditional psychotic treat-
ments, a number of complementary treatments have gained
popularity. Recently, music therapy has shown promise, helping
with symptom management, emotional regulation, cognitive
function, and social engagement (Geretsegger et.al., 2017)Z.
Many forms of music therapy involve rhythm and coordinated
movement, which help regulate neural activity and improve
motor function. These parallels of rhythmic involvement be-
tween music and movement provides an opportunity to integrate
yoga—an ancient Indian practice that combines breath control,
meditation, and physical postures. Unlike pharmacology, yoga
targets the body holistically: specifically, the physical aspect
of yoga has shown to increase neuroplasticity and oxytocin in
the brain, which naturally alleviates delusions and hallucina-
tions. This paper reviews the potential of yoga-based treatment
to improve residual symptoms (negative, cognitive, and subtle
positive) in schizophrenia.

Methodology and Literature Review

The longitudinal effects of current pharmacological treatments
(FGAs and SGAs) were obtained via various hallmark case
studies, current and historical. The case studies highlight the
evolution of the use of pharmacology and the longitudinal side-
effects that resulted from each one. To evaluate the efficacy of
yoga therapy in schizophrenia patients, relevant literature was
obtained through the following manners: an English language
search of PubMed/MEDLINE , Google Scholar, and Taylor and
Francis Online using key words ‘Effects of yoga on schizophre-
nia’, ‘Schizophrenia and psychosis’, ‘Meditation and effects on
schizophrenia symptoms’, and “Yoga and the Pancha Kosha’.
Information on manuscripts accepted and under review for pub-
lication in journals as well as pre-existing literature reviews was
solicited from where such research was ongoing, particularly
in India. Current studies were at least within the last 13 years,
while historical studies were within 2 years of the invention of
each pharmacological drug. The review is structured as such:
to explain the mechanisms by which FGAs and SGAs block
receptors, highlight the longitudinal side-effects and drawbacks
that result from FGAs and SGAs, and present yoga as a potential
complementary therapy to alleviate these long-term side-effects.

Longitudinal effects of Pharmacological approaches
FGAs: A Brief History and their properties

Finding a tailored line of treatment for schizophrenia can be dif-
ficult due to its complex etiology and variable outcomes in every
patient. Antipsychotic medications are used to treat and manage
schizophrenic symptoms and are classified into two categories:
Ist generation and 2nd generation. FGAs, also known as “typical
antipsychotics” or “neuroleptics” were developed in the 1950s
and revolutionized the treatment of schizophrenia and other psy-
chotic disorders (Ferrero, 1975)%. The development of FGAs
began with research on antihistamines in the 1940s. Initially
tested as an anesthetic, its antipsychotic properties were discov-
ered by Henri Laborit, a French surgeon (Etain et.al, 2002)2.
Likewise, its profound effects on calming patients also drew
attention. Psychiatrists Jean Delay and Pierre Deniker at Sainte-
Anne Hospital in Paris conducted the first clinical trials in 1952
(Etain et.al, 2002)?, and found that chlorpromazine significantly
reduced psychotic symptoms in schizophrenia patients (Delay,
J.et.al, 1952)10,

FGAs are classified by their ability to block dopamine D2
receptors (Abou-Setta, et.al.,2012)"Y. However, they also ex-
hibit varying degrees of affinity for other receptors, contribut-
ing to their diverse side-effect profiles. Due to these different
affinities of receptors, antipsychotic treatment with FGAs varies
significantly based on potency, dosing strategies, and patient
response. Some patients require high-potency drugs at low
doses, while others need low-potency drugs at higher doses
(Chokhawala, et.al, 2023)12. This variability in dosing leads to
inter-individual variability in both efficacy and side effects, like
extrapyramidal symptoms, anticholinergic effects, cardiovascu-
lar risks, and sedation, which complicates management and of-
ten forces trade-offs between dose and tolerability. For example,
low-potency FGAs (such as Chlorpromazine and Mesoridazine)
often need higher dosing to achieve therapeutic effects, but lead
to increased sedation and a greater incidence of anticholinergic
side effects such as dry mouth and constipation (Tardy et al.,
2025)13. Such side effects severely impair the patient’s ability
to function independently, and lead to social, emotional, and
physical distress. As a result, patients may withdraw from social
settings and undergo depression and worsening mental health.
Consequently, non-pharmacological interventions have become
imperative due to their properties of targeting the holistic mind-
body connection to improve quality of life.

Second generation pharmacological approaches

In lieu of the EPS and tardive dyskinesia (TD) seen in patients
after doses of FGAs, SGAs were subsequently developed in the
1960s, seen as a better alternative. Clozapine, synthesized in
1958, underwent initial clinical evaluations in the early 1960s,
and was found to block both dopamine (D2) and serotonin

2 | NHSJS Reports

© The National High School Journal of Science 2025



DOPAMINERGIC PATHWAYS
IN THE BRAIN

Mesocortical

i

SN BG-S Nigrostriatal

H-ARC H-ME Tuberoinfundibular

OO

LEGEND

VTA = Ventral tegmental area
PFC = Prefrontal cortex
NAc = Nucleus accumbens
SN = Substantia nigra
= Basal ganglia (striatum)
= Hypothalamus, arcuate (infundibular) nucleus
= Hypothalamus, median eminence

PsychDB.com

Fig. 1 Dopaminergic Pathways in the brain; adopted from: Vaiman et
al. (2022)1

(5-HT,A) receptors, with limited EPS in treatment-resistant
schizophrenia patients (Anderman et.al, 1977)12. Many SGAs
such as Risperidone (as shown in fig. 2), block both dopamine
(D2) and serotonin (5-HT,A) receptors (Buoli et.al, 2016)19,
however, Clozapine is known to exhibit unique receptor-binding
characteristics. D2 receptors are predominantly found in the
mesolimbic pathway and also in the nigrostriatal (see fig. 1),
mesocortical, and tuberoinfundibular pathways (see fig. 1),
while 5-HT, A receptors are widely distributed in the cortex,
limbic system, and basal ganglia. While most SGAs have high 5-
HT,A:D2 binding ratios (relative affinity for serotonin 5-HT>A
receptors), clozapine has relatively weak D2 antagonism and
stronger 5-HT2A blockade, which contributes to enhanced effi-
cacy in treatment-resistant schizophrenia and impact on affective
symptomg’}

However, despite being a quite effective antipsychotic, Cloza-
pine and other SGAs have several limitations and risks that
restrict their widespread use. Common long-term metabolic dis-
orders for SGAs include gynecomastia in males, amenorrhea and
infertility in females, an increase in LDL and triglycerides and
lower levels of HDL (Grant, et.al, 2024)2. Although Clozapine
is effective for treatment-resistant schizophrenia, it requires reg-
ular monitoring for agranulocytosis, a condition characterized
by a dangerous drop in neutrophils (a type of white blood cell),
which may increase the risk of pneumonia and sepsis; Risperi-
done, although commonly used, can cause prolactin elevation
which is known to cause erectile dysfunction and gynecomastia
in males, amenorrhea and infertility in females (Gautam et.al,
2006)18. These findings underscore the therapeutic plateau
reached by pharmacological interventions alone and highlight
the growing need for complementary strategies.

« Affective symptoms are not core diagnostic features, but they are common and
can significantly impact functioning, quality of life, and treatment outcomes.
Examples of affective symptoms are anxiety, anhedonia, irritability, and sleep
disturbances.

Mechanism of Action of Risperidone
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Fig. 2 Mechanism of Action of Risperidone, Created in
https://BioRender.com

Created in BioRender.com bio

Yoga as a holistic treatment approach

Compared with conventional pharmacological treatments,
yoga—an ancient practice of India— presents a unique and po-
tentially more longitudinally effective approach. Like music,
yoga enhances cognitive flexibility, emotional regulation, and
self-awareness. By incorporating movement into therapy, yoga
can amplify the benefits of music therapy, offering a holistic
approach that aligns the mind and body in managing schizophre-
nia symptoms more sustainably. The treatments in yoga are
derived from the Pancha Kosha theory (Raina, 2016) B Derived
from Sanskrit, Pancha Kosha roughly translates to “five sheaths”.
The Pancha Kosha model (see fig.3), according to vedic texts,
believes that all mental disorders arise from imbalances in the
Manomaya Kosha (mental and emotional levels). These im-
balances amplify themselves in mental illnesses called ‘Ad-
his’ (mental/emotional disturbances in the astral sheath) (Raina,
2016)"™°. Prompted by the perceptual growth of desires that lead
to anger and jealousy, these mental diseases congeal within an
individual as they begin to manifest themselves externally. The
uncontrolled speed of mind, backed by these powerful emotions,
can lead to agitations and violent fluctuations in the flow of
Prana (life force) in the Nadis (channels of Prana as blood ves-
sels carrying blood). Therefore, breathing exercises in yogasana
are necessary to correct the flow of the Prana. Most lines of
treatment include packages of Pancha Kosha with asanas and
pranayama/breathing patterns to a set rhythm, but not medita-
tion.

The empirical evidence of meditation on schizophrenia pa-
tients seems to be heterogeneous, since some forms of medi-
tation have been associated with symptoms of psychosis post-
practice in premorbidly functioning patients, while some, like
mindfulness meditation, have shown to alleviate anxiety and
depression (Mohandas, 2008)2?. This underscores the need for
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Fig. 3 The Pancha Kosha model. The Atman (Self) is said to be far
beyond the mental plane of ego-consciousness (Rania, 2016)2. Image
created in https://BioRender.com

careful selection and monitoring of meditation techniques when
integrating meditation into treatment plans for schizophrenia.

Evaluating the efficacy of yoga in treating symptoms

Despite the debates on the effects of meditation (Goud et.al,
2022)2L the physical components of yoga have shown to al-
leviate symptoms of depression, along with decreasing levels
of stress and anxiety (Bridges et.al,2017)%%, which makes it a
promising treatment in patients with schizophrenia if performed
methodically. Techniques such as pranayama have shown to
reduce cortisol levels in stress-related disorders and serum in-
sulin and lipid-profile in metabolic disorders (Varambally et al.,
2019)%3. Recent preliminary evidence also shows that yoga pro-
motes neuroplasticity in neurological disorders such as depres-
sion and that it increases neurotransmitter levels like serotonin,
Gamma-Aminobutyric Acid (GABA), dopamine, endorphins in
certain brain regions (Sengupta et.al., 2012)%%,

Furthermore, preliminary research has proposed that medita-
tive practices involved in yoga may increase cortical thickness
(Bangalore & Varambally, 2012)%> and increase the volume
in grey matter responsible for memory and cognition (Kuo &
Pogue-Geile, 2019)2°. In a study conducted at the National
Institute of Mental Health and Neurosciences (Varambally et.al,
2012)22, 120 schizophrenic patients on stable medication attend-
ing outpatient services were randomly assigned to three groups
of approximately equal size; each of them was allocated as the
following: yogasana (n=39), exercise(n=22), and waitlist(n=34).
The yogasana arm received 100 of 45-minute duration sessions
taught by a certified yoga instructor, and were taught breathing
patterns and postures. The exercise group, lasting for the same

duration and number of sessions, comprised standard physical
activities, including stretching and aerobic exercises. The three
groups continued to receive pharmacological therapy that was
unchanged throughout the course of the trial. Before and after
the assessments, a trained clinician, blind to the group allo-
cations, rated the patients based on the following scales: (a.)
Positive and Negative Syndrome Scale (PANSS), (b.) Social
and Occupational Functioning Scale (SOFS), and (c.) Extra
Pyramidal Symptoms. Assessments conducted at baseline and
after four months indicated that while both the yogasana and ex-
ercise groups showed improvements in negative symptoms and
social functioning, the yogasana group experienced significantly
greater benefits and showed statistically significant improve-
ments with a p-value of 0.001 or ;0.001. Yoga, as shown in
Figure 3, has shown to be more effective than exercise, as sup-
ported by the fact that it has the lowest statistically significant
p-value.

In another study by Bharat Holla (Holla, et.al, 2024), a six-
month parallel group RCT(with rater blinding) was conducted
to evaluate the effectiveness of a yoga-based intervention. 110
patients with DSM-5 schizophrenia on stable medication were
allocated either to a yoga-add-on therapy or to treatment as
usual(TAU-just pharmacological treatment). Clinical assess-
ments were conducted at baseline and at one, three, and six
months. A longitudinal mixed model approach revealed a sig-
nificant group-by-time interaction with the YT group showing
medium effect improvements in negative symptoms (12p =
0.06) and small effect improvements in positive symptoms (12p
= 0.012) when compared to TAU. The patients successfully
learned and performed yoga practices without reporting any
significant adverse effects. According to these results (as sum-
marized in Figure 3), yoga intervention may be a viable adjuvant
therapy for medication-stabilized patients with schizophrenia,
especially in ameliorating negative symptoms and enhancing
quality of life.

While yoga therapy could be a useful adjunct to traditional
antipsychotics, the neurobiological mechanisms of the therapy
have been poorly understood. Recent studies have demonstrated
an increasing role of oxytocin in modulating social cognition
abilities. One of the mechanisms by which yoga therapy can
modulate oxytocin synthesis is through its action on the vagal
nerve. Yoga is known to play a role in vagal nerve stimula-
tion through diaphragmatic breathing (pranayama), mindful
postures, and meditation, all of which trigger the dermal and
subdermal pressure receptors (Kuntsevich,et.al, 2010)%. In a
study assessing the effect of yoga on plasma oxytocin levels, 43
schizophrenia patients were randomized to: a yoga group(n=15)
and a waitlist group(n=28). Patients in the yoga group received
training in a specific yoga therapy module for schizophrenia,
while both groups were continued on stable antipsychotic med-
ication. The two groups’ demographics were comparable, the
sex ratio(M:F) being 12:3 and 7:5, respectively; the mean age
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being 28.33 in the yoga and 29.5 in the waitlist group. Similarly,
the duration of illness was 68.4 and 77.2 months, respectively.
The yoga therapy group showed a significant improvement in
socio-occupational functioning: with plasma oxytocin levels
showing a steep slope from pre-treatment to post-treatment. The
waitlist group, on the other hand, showed a minimal increase in
oxytocin levels(only from 3 pg/ml to 3.2 pg/ml). The results are
shown summarized in Figure 3, in graph form. The increase in
plasma oxytocin levels post-yoga therapy suggests a plausible
biochemical pathway linking vagal stimulation with improved
social cognition, which is critical in addressing schizophrenia’s
social deficits. Together, these studies show that yoga emerges
as a feasible adjunct. It addresses gaps left by pharmacotherapy,
especially negative and cognitive symptoms, and offers biologi-
cally grounded mechanisms like oxytocin production and vagal
stimulation.

Group Pre(Median, Interquartile Range) Post(Median, Interquartile Range) P#
PANSS Positive

Yoga 14 (11-18.25) 11(8-16) 0.001
Exercise 14(12-18) 13.5(8.5-19.25) 0.4
Waitlist 14(10-18) 12.5(8-19) 03
PANSS Negative

Yoga 16 (14-21) 15 (12-16) <0.001
Exercise 15 (12-16) 14.5(9-16.25) 0.08
Waitlist 16 (12.5-18) 14 (12-17.25) 0.1
PANSS total

Yoga 60.5 (53-69.25) 50 (45.25-55) <0.001
Exercise 60 (54-63) 52(44.5-61) 0.1
Waitlist 55 (47-65.5) 50 (43.75-69.25) 0.09
SOFS

Yoga 29.5 (26-33.25) 25 (20-28) <0.001
Exercise 26(22-31) 21.5(17.75-28.25) 0.004
Waitlist 27(22-32) 25 (20.75-30) 0.02*

Number of patients in each group: Yoga=39,
Exercise=22, Waitlist=34

*- Non-significant after Bonferroni Correction

Fig. 4 Recreated on Excel, Randomized controlled comparison with
exercise and waitlist, Source: Therapeutic efficacy of add-on yogasana
intervention in stabilized outpatient schizophrenia:Indian Journal of

Psychiatry, 54(3):227-232, Jul-Sep 2012.

Groups v Tr Negative Symptoms v  Positive Symptoms v  BREF v
Yoga Therapy n% =0.06 n% =0.012 n% =0.015
Treatment as Usual n% =0.01 n% =0.002 n% =0.012
Small effect: n%, = 0.01

Medium effect: n%, = 0.06 * BREF measures quality of life

Large effect: n%,20.14

Fig. 5 Recreated on Excel. Clinical effects of a yoga-based
intervention for patients with schizophrenia - A six-month randomized
controlled trial. Source: Varambally, S., Holla, B.. (2024) 28]
Schizophrenia research, 269, 144—151.
https://doi.org/10.1016/j.schres.2024.05.007

Waitlist group, Pre-treatment represented by t=4, and post-
treatment by t=10

Yoga group, Pre-treatment represented by t=4, and post-
treatment by t=10

Mean Plasma Oxytocin(pg/ml)
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N

Fig. 6 Mean Plasma Oxytocin(pg/ml) levels in yoga vs. waitlist
groups, recreated on Excel. Source: Jayaram, et.al, 2013
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Methodology Critiques and Limitations

A combination of genetics and environmental influences are
some root causes associated with schizophrenia, however, all
causes responsible for the more complex underpinnings of the
disorder are still yet to be discovered. Existing treatment in-
cludes mostly pharmacological treatments, which are found to
exhibit off-target binding in the dopaminergic pathway, caus-
ing a wide range of cognitive side effects. To ameliorate this,
yoga therapy has recently gained popularity. The present study
reviewed the potential of yoga-based treatment as an add-on to
pharmacology to alleviate cognitive symptoms in schizophrenia.
Yoga therapy has shown to consistently yield positive results
when compared to other forms of alternative therapy. How-
ever, it is important to point out some limitations. Although
the Varambally study showed that yoga led to more statistically
significant than exercise, the magnitude of the difference was
small. The small but statistically significant effect (n2p=0.012)
in the second study is likely meaningful in a clinical setting
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when combined with other symptom improvements, but modest
when viewed in isolation. Future studies must, therefore, vali-
date yoga’s efficacy more thoroughly: perform studies that yield
a larger difference between yoga and TAU. Additionally, since
it is not possible to achieve blinding to treatment received in the
patient group, a possible placebo effect due to an expectation of
outcome from treatment can be expected.

Also, there were very few studies looking at yoga as a viable
form of add-on to pharmacology in the treatment of schizophre-
nia. This may be due to a number of reasons.

Patient Engagement

Firstly, not all patients with schizophrenia will be able to en-
gage in all aspects of yoga, especially the mental, which could
significantly affect their outcome. In addition, if patients ex-
perience varying levels of movement-related side effects from
pharmacological treatments, it might impact not only efficacy
of yoga-based treatment but also affect their willingness to try
yoga as an alternative therapy. Personal influences can also
affect one’s willingness to try yoga. For example, western cul-
tural influences may contribute to a lack of willingness to try
such a holistic therapy that does not have a base in conventional
allopathy.

Variability in Yoga Practices and Small Sample Sizes

Secondly, unlike antipsychotic medications and CBT (cognitive
behavioral therapy), yoga practices vary in duration, intensity,
and techniques from patient to patient, making it difficult to
standardize and measure its efficacy. Furthermore, the paucity
of RCTs and small sample sizes of each study pose a significant
limitation with a high risk of Type I i.e. an overestimation of the
efficacy of yoga-based therapy.

Biological mechanisms

Overall, biological mechanisms that might underlie the potential
therapeutic effects of yoga in schizophrenia remain underex-
plored. Existing literature indicates that yoga may influence
neuroplasticity, reduce cortisol levels, and modulate autonomic
nervous system function—all of which are relevant to the patho-
physiology of schizophrenia.

Meditation Risks

Following the line of spiritual practices from yoga, there has
also been emerging research on the effects of meditative prac-
tices on the brain. More current reviews post the COVID-19
(Goud et.al., 2022)! pandemic indicate that onset of psychosis
is common with unguided meditative practices. Furthermore,
individuals with risk factors include: those with a family history
of psychosis, who practice of transcendental and concentrative

meditation in social isolation or at odd times i.e. early morning
or late night. Fortunately, meditation-induced psychosis often
responds well to treatment and cessation of the implicated med-
itation practice. As effective as alternative therapies may be,
it is important to tread with caution with unguided meditative
practices when it comes to managing psychotic symptoms.

Future directions and implications

Advancing the treatment of schizophrenia requires a multi-
dimensional approach that moves beyond sole reliance on phar-
macological interventions. Future research should prioritize the
development of personalized treatment strategies, integrating
genetic, neurobiological, and psychosocial data to tailor ther-
apies to individual patients. Longitudinal studies are needed
to assess the long-term efficacy and safety of adjunctive thera-
pies such as yoga, with a focus on standardized protocols and
outcome measures. Further exploration of mind-body interven-
tions may illuminate underlying neuroplastic mechanisms that
support cognitive and functional recovery. Additionally, the de-
sign of next-generation antipsychotics should aim to minimize
off-target receptor binding to reduce metabolic and motor side
effects.

Conclusion

The review reveals that there is a dead end to using antipsy-
chotics in the long run due to their off-target binding profiles,
which gives rise to numerous cognitive and metabolic defects
in the long run. This is especially true in SGAs, which have
varying degrees of affinity that block more than the D2 receptor
and cause a wide profile of movement-related and metabolic
side-effects. In turn, many of them lead to discontinuation of
treatment among patients. Yoga therapy, rooted in the Pancha
Kosha model of ancient Indian philosophy, addresses mental
illness at the Manomaya Kosha level (encompassing emotional
and cognitive disturbances) providing a complementary path-
way for therapeutic intervention. Yoga can be used to alleviate
cognitive side-effects that are associated with schizophrenia,
making treatment more successful for patients. Studies incorpo-
rating randomized controlled trials support yoga’s effectiveness
over both standard exercise and treatment-as-usual in improv-
ing negative symptoms and social cognition. Moreover, yoga
appears to mitigate some of the cognitive side-effects associated
with antipsychotic use, making it a viable strategy for long-term
management and relapse prevention in schizophrenia.
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