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ABSTRACT 

Neuroleptic drugs, essential in treating psychiatric disorders, often cause hormonal alterations 

by disrupting the hypothalamic-pituitary axis through their effects on dopaminergic and 

serotonergic pathways. These disturbances can lead to conditions such as hyperprolactinemia, 

thyroid dysfunction, metabolic syndrome, and alterations in sex and stress hormones, which 

may exacerbate psychiatric symptoms and impair physical health. Effective management 

requires a comprehensive understanding of these effects and strategies such as switching to 

atypical antipsychotics with lower endocrine impact, dose optimization, or adjunctive therapies 

like dopamine agonists or hormonal treatments. However, challenges persist due to 

underdiagnosis, limited clinical guidelines, and variability in individual responses. Advancing 

research to elucidate the mechanisms behind these alterations and develop targeted 

interventions is crucial. A multidisciplinary approach involving psychiatrists, endocrinologists, 

and researchers is vital to address these complexities, improve patient outcomes, and minimize 

the burden of neuroleptic-associated hormonal side effects. 
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INTRODUCTION 

Neuroleptic drugs, also known as 

antipsychotics, are pivotal in the 

management of psychiatric disorders, 

particularly schizophrenia, bipolar disorder, 
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and other severe mental health conditions. 

These drugs exert their therapeutic effects 

primarily through modulation of 

dopaminergic and serotonergic pathways in 

the brain. Despite their efficacy in managing 

psychotic symptoms, neuroleptics are 

associated with a range of adverse effects, 

among which hormonal alterations represent 

a significant and often underrecognized 

challenge [1].  

This introduction explores the mechanisms, 

clinical manifestations, and implications of 

neuroleptic-induced hormonal alterations. It 

also highlights the importance of early 

detection and multidisciplinary management 

to mitigate these effects and improve the 

overall quality of life for patients 

undergoing long-term neuroleptic therapy 

[2]. 

MECHANISMS UNDERLYING 

HORMONAL ALTERATIONS 

Neuroleptic drugs primarily target 

dopamine receptors in the brain, a 

mechanism central to their therapeutic 

efficacy. Dopamine plays a crucial role in 

modulating prolactin release from the 

anterior pituitary gland by inhibiting its 

secretion. Neuroleptics, especially typical 

antipsychotics, block D2 receptors in the 

tuberoinfundibular pathway, removing this 

inhibitory control and resulting in elevated 

prolactin levels. Hyperprolactinemia is one 

of the most well-documented hormonal side 

effects of neuroleptic drugs [3]. In addition 

to prolactin dysregulation, neuroleptic drugs 

influence the broader HPA axis. Chronic 

exposure to these drugs can alter the 

secretion of corticotropin-releasing 

hormone (CRH), adrenocorticotropic 

hormone (ACTH), and cortisol [4]. 

CLINICAL MANIFESTATIONS OF 

HORMONAL ALTERATIONS 

The hormonal side effects of neuroleptic 

drugs manifest in diverse ways, affecting 

multiple physiological systems: 

 Hyperprolactinemia: Common 

symptoms include galactorrhea (milk 

production unrelated to childbirth), 

amenorrhea (absence of menstruation), 

and gynecomastia (breast enlargement 

in men). In the long term, 

hyperprolactinemia can lead to 

infertility, sexual dysfunction, and 

decreased bone mineral density, 

increasing the risk of osteoporosis. 

 Thyroid Dysfunction: Neuroleptic 

drugs can alter thyroid hormone levels, 

leading to hypothyroidism or 

subclinical thyroid dysfunction. 

Symptoms include fatigue, weight gain, 

depression, and cognitive impairment, 

which may exacerbate psychiatric 

conditions. 

 Cortisol Dysregulation: Neuroleptics 

may alter cortisol secretion patterns, 

contributing to stress intolerance and 

mood disturbances. Prolonged cortisol 
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dysregulation can impair immune 

function and increase susceptibility to 

infections [5, 6]. 

IMPLICATIONS FOR PATIENTS AND 

CLINICAL PRACTICE 

The hormonal side effects of neuroleptic 

drugs have far-reaching implications for 

patients and clinicians. These alterations can 

exacerbate psychiatric symptoms, reduce 

adherence to medication, and compromise 

overall treatment outcomes. For example, 

sexual dysfunction, a common consequence 

of hyperprolactinemia and testosterone 

deficiency, often leads to decreased 

medication adherence in male patients. 

Causes of Psychosis 

Psychosis, a condition characterized by a 

disconnection from reality, manifests 

through symptoms such as hallucinations, 

delusions, and disorganized thinking. The 

causes of psychosis are multifaceted, 

encompassing a combination of biological, 

psychological, and environmental factors. 

Biologically, psychosis often arises from 

imbalances in neurotransmitters, 

particularly dopamine and glutamate, which 

play critical roles in brain function. Genetic 

predisposition also plays a significant role, 

as individuals with a family history of 

psychotic disorders are at a higher risk [7]. 

Sleep deprivation and postpartum hormonal 

changes are other notable contributors. 

Furthermore, autoimmune disorders and 

nutritional deficiencies, such as vitamin B12 

deficiency, have also been linked to 

psychosis. Early developmental insults, 

such as prenatal exposure to infections or 

malnutrition, can increase vulnerability later 

in life. Chronic stress, which disrupts the 

hypothalamic-pituitary-adrenal (HPA) axis, 

has been shown to heighten the risk of 

psychotic disorders. Social isolation, 

discrimination, and lack of support networks 

may further exacerbate the condition, 

particularly in marginalized populations. 

Emerging research also highlights the role of 

inflammation and immune dysregulation, as 

elevated levels of pro-inflammatory 

cytokines have been observed in individuals 

experiencing psychosis. This suggests a 

potential link between the immune system 

and brain function. Additionally, epigenetic 

mechanisms, where environmental factors 

influence gene expression, are increasingly 

recognized as contributors to psychotic 

disorders. The interplay of these factors 

underscores the complexity of psychosis, 

necessitating comprehensive diagnostic and 

therapeutic approaches to address its diverse 

etiologies and manifestations [8]. 

Pathophysiology of Psychosis 

Psychosis is a complex condition involving 

a disconnection from reality, characterized 

by symptoms such as hallucinations, 

delusions, and disorganized thinking. The 

pathophysiology of psychosis is 

multifactorial, involving intricate 

interactions among neurotransmitter 
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imbalances, neural circuitry dysfunction, 

genetic predisposition, and environmental 

influences.  

Neuroanatomical studies reveal structural 

and functional brain abnormalities in 

individuals with psychosis, including 

reduced gray matter volume in regions such 

as the prefrontal cortex, hippocampus, and 

thalamus. These changes disrupt normal 

communication between brain regions, 

impairing cognitive processing and 

emotional regulation. Functional imaging 

studies demonstrate altered activity in neural 

networks, such as the default mode network 

(DMN) and salience network, which play 

critical roles in self-referential thinking and 

the allocation of attention, respectively. 

Dysregulation of these networks is thought 

to underlie the disorganized thinking and 

aberrant salience attribution seen in 

psychosis [9]. 

The role of neuroinflammation and immune 

system dysfunction in psychosis is 

increasingly recognized. Elevated levels of 

pro-inflammatory cytokines and microglial 

activation are observed in individuals with 

psychotic disorders, suggesting a connection 

between inflammation and altered neural 

function. This is supported by findings of 

increased blood-brain barrier permeability, 

which may facilitate the entry of peripheral 

immune mediators into the central nervous 

system, further exacerbating neuro-

inflammation. Chronic inflammation may 

also impair neurogenesis and synaptic 

plasticity, contributing to the progression of 

psychotic symptoms [10]. 

 

 
Figure 1: Pathophysiology of psychosis 

Additionally, epigenetic modifications, such 

as DNA methylation and histone 

acetylation, may mediate the effects of 

environmental factors, such as prenatal 
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stress, infections, and substance use, on gene 

expression, thereby influencing the risk of 

developing psychosis [11]. 

Adverse childhood experiences, such as 

trauma and abuse, have been linked to 

alterations in the hypothalamic-pituitary-

adrenal (HPA) axis, leading to heightened 

stress reactivity and increased risk of 

psychosis. Increased oxidative stress, 

resulting from an imbalance between 

reactive oxygen species (ROS) production 

and antioxidant defences, can damage 

cellular components, including lipids, 

proteins, and DNA. Mitochondrial 

dysfunction may impair energy metabolism 

and exacerbate oxidative stress, further 

disrupting neuronal function and 

connectivity [12, 13]. 

The concept of aberrant neurodevelopment 

is central to understanding the onset and 

progression of psychosis. Disruptions in 

synaptic pruning during adolescence, a 

critical period for brain maturation, may 

lead to the retention of redundant synaptic 

connections and impaired neural efficiency. 

These developmental abnormalities are 

thought to contribute to the emergence of 

psychotic symptoms during late adolescence 

or early adulthood, a common period for the 

onset of psychotic disorders. In addition to 

neurobiological factors, dysregulation of the 

gut-brain axis has gained attention as a 

potential contributor to psychosis [14, 15]. 

The gut microbiota influences brain function 

through the production of neuroactive 

compounds, modulation of immune 

responses, and regulation of the HPA axis. 

Alterations in gut microbiota composition, 

observed in individuals with psychotic 

disorders, may exacerbate systemic 

inflammation and impact neurotransmitter 

systems, further contributing to psychosis 

[16]. 

Types of Psychiatric Disorders 

Psychiatric disorders encompass a broad 

range of mental health conditions that affect 

mood, thinking, behaviour, and overall 

functioning. These disorders are classified 

into several categories based on their 

symptoms, aetiology, and clinical 

manifestations. Below are the main types of 

psychiatric disorders: 

Generalized Anxiety Disorder (GAD) is a 

common psychiatric condition characterized 

by excessive, uncontrollable worry about 

various aspects of life, such as work, health, 

or personal relationships. Unlike situational 

anxiety, GAD involves persistent and 

pervasive worry that lasts for at least six 

months and interferes significantly with 

daily functioning. Individuals with GAD 

often experience physical symptoms, 

including muscle tension, restlessness, 

fatigue, and difficulty concentrating. Sleep 

disturbances, such as insomnia, are also 

prevalent, further exacerbating emotional 

distress [17]. 
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Figure 2: Types of psychiatric Disorders 

 

Post-traumatic stress disorder (PTSD) is 

a psychiatric disorder that can develop after 

an individual experiences or witnesses a 

traumatic event, such as combat, sexual 

assault, accidents, or natural disasters. 

PTSD is characterized by a persistent sense 

of fear, anxiety, and distress that can 

interfere with daily functioning. Symptoms 

typically include flashbacks, nightmares, 

hypervigilance, emotional numbness, and 

avoidance of reminders of the trauma. PTSD 

is classified as an anxiety disorder in the 

Diagnostic and Statistical Manual of Mental 

Disorders (DSM-5) but is also linked to 

other psychiatric conditions like depression, 

substance abuse, and dissociative disorders. 

The trauma can lead to alterations in brain 

function, particularly in areas like the 

hippocampus, amygdala, and prefrontal 

cortex, which affect memory, emotional 

regulation, and stress response [18]. 

Major depressive disorder (MDD), also 

known as clinical depression, is a common 

and serious psychiatric condition that 

negatively affects how a person feels, thinks, 

and functions. It is characterized by 

persistent sadness, loss of interest or 

pleasure in activities, and a range of physical 

and emotional symptoms, including fatigue, 

difficulty concentrating, changes in appetite 

or sleep patterns, feelings of worthlessness, 

and thoughts of death or suicide. This 

disorder often co-occurs with other 

psychiatric conditions, including anxiety 

disorders, substance use disorders, and post-

traumatic stress disorder. Left untreated, 

MDD can lead to significant impairment in 

daily life, including difficulties at work, 
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school, or in relationships, and an increased 

risk of suicide [19]. 

Binge eating disorder (BED) is a 

psychiatric disorder characterized by 

recurrent episodes of consuming large 

amounts of food in a short period, 

accompanied by a lack of control over 

eating. Unlike bulimia nervosa, individuals 

with BED do not engage in compensatory 

behaviors such as vomiting or excessive 

exercise. Treatment for binge eating 

disorder typically includes psychotherapy, 

such as Cognitive Behavioral Therapy 

(CBT), and sometimes medication, 

including antidepressants or anti-obesity 

drugs. Early intervention and support are 

vital for managing symptoms and improving 

quality of life [20, 21]. 

Bipolar disorder is a psychiatric condition 

characterized by extreme mood swings, 

including episodes of mania or hypomania 

(elevated, expansive, or irritable mood) and 

depression. These mood changes can 

significantly impact an individual’s 

behavior, energy levels, and ability to 

function. There are two main types: Bipolar 

I, which involves manic episodes lasting at 

least seven days or requiring hospitalization, 

and Bipolar II, marked by hypomanic 

episodes and major depressive episodes. 

The exact causes of bipolar disorder are not 

fully understood but are believed to involve 

a combination of genetic, neurobiological, 

and environmental factors. Family history 

and imbalances in neurotransmitters like 

serotonin and dopamine contribute to its 

development. Treatment typically involves a 

combination of mood-stabilizing medications 

(such as lithium), antipsychotics, and 

antidepressants, along with psychotherapy 

(e.g., Cognitive Behavioral Therapy). Early 

intervention, continuous treatment, and 

support can help individuals manage the 

disorder and lead fulfilling lives [22]. 

Schizophrenia is a severe psychiatric 

disorder characterized by distorted thinking, 

perceptions, emotions, and behaviors. 

Common symptoms include hallucinations 

(hearing or seeing things that aren’t there), 

delusions (false beliefs), disorganized 

speech and thinking, and impaired 

functioning in daily activities. Individuals 

with schizophrenia may also experience 

cognitive impairments, such as difficulty 

with memory, attention, and decision-

making. The exact cause of schizophrenia is 

unknown, but it is thought to result from a 

combination of genetic, biochemical, and 

environmental factors. Early diagnosis and 

consistent treatment are crucial in managing 

the disorder and improving long-term 

outcomes [23]. 

Schizoaffective disorder is a psychiatric 

condition characterized by symptoms of 

both schizophrenia (e.g., hallucinations, 

delusions, disorganized thinking) and mood 

disorders, such as depression or mania. The 

disorder is classified into two types: bipolar 
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type, which involves episodes of mania or 

hypomania, and depressive type, which 

includes only major depressive episodes. 

Treatment typically involves antipsychotic 

medications to manage psychosis and mood 

stabilizers or antidepressants for mood 

symptoms. Psychotherapy, such as 

Cognitive Behavioral Therapy, is also 

helpful in improving coping strategies and 

functional outcomes. Early treatment is 

essential for managing symptoms and 

enhancing quality of life [24]. 

Borderline personality disorder (BPD) is 

a psychiatric condition characterized by 

intense emotional instability, impulsive 

behaviors, and unstable relationships. 

Individuals with BPD often experience 

extreme mood swings, fear of abandonment, 

difficulty maintaining relationships, and a 

distorted self-imageTreatment for BPD 

typically involves psychotherapy, with 

Dialectical Behavior Therapy (DBT) being 

particularly effective. DBT helps 

individuals develop skills for emotional 

regulation, mindfulness, and interpersonal 

effectiveness. Medications, such as 

antidepressants or mood stabilizers, may 

also be used to manage symptoms. Early 

diagnosis and treatment are crucial for 

improving long-term outcomes and helping 

individuals lead more stable, fulfilling lives 

[25]. 

Narcissistic personality disorder (NPD) is 

a psychiatric condition marked by a pattern 

of grandiosity, a need for admiration, and a 

lack of empathy for others. Individuals with 

NPD often have an inflated sense of their 

own importance, a belief that they are 

unique or special, and a preoccupation with 

success or powerTreatment for NPD 

typically involves psychotherapy, such as 

Cognitive Behavioral Therapy (CBT), 

which helps individuals develop healthier 

patterns of thinking and behavior. Therapy 

can address underlying insecurities and help 

improve interpersonal skills. Medication 

may be used to manage symptoms like 

depression or anxiety, though it's not a 

primary treatment for NPD itself [26]. 

Medical conditions that can cause 

psychosis: Psychosis, characterized by a 

distorted perception of reality, often 

manifests through symptoms like 

hallucinations, delusions, and disorganized 

thinking, and it can be caused by a wide 

range of medical conditions [27]. Dementia 

with Lewy bodies, another type of dementia, 

is particularly associated with vivid visual 

hallucinations and fluctuating cognitive 

impairments, leading to psychotic episodes. 

Multiple sclerosis (MS), a condition that 

affects the central nervous system, can cause 

psychosis due to lesions in the brain and 

disruption of neural pathways involved in 

perception and thought. Traumatic brain 

injuries (TBI), resulting from physical 

impact to the brain, can lead to cognitive 

dysfunction and psychotic symptoms, 
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especially when the injury occurs in areas 

that regulate mood and perception. Strokes, 

which interrupt blood flow to the brain, can 

cause psychosis depending on the region of 

the brain affected; for example, strokes in 

the temporal lobe can lead to hallucinations 

or delusions. Brain infections like 

encephalitis, which is inflammation of the 

brain usually caused by a viral infection, can 

lead to psychosis due to direct inflammation 

and damage to brain tissue, resulting in 

altered mental status, delusions, and 

hallucinations. Meningitis, another infection 

of the brain’s protective membranes, can 

cause confusion, delusions, and psychotic 

symptoms as the infection spreads. In 

individuals with HIV/AIDS, psychosis can 

develop as a result of the virus’s direct 

effects on the brain, as well as due to 

complications such as HIV-associated 

dementia, which can manifest as memory 

loss, confusion, and hallucinations [28, 29]. 

This is particularly common in conditions 

like hepatic encephalopathy, where the liver 

fails to detoxify the blood, leading to 

confusion, altered mental status, and 

psychosis. Wernicke-Korsakoff syndrome, 

caused by a thiamine deficiency often 

related to chronic alcohol abuse, is a 

neurocognitive disorder that can lead to 

psychosis, particularly through memory 

impairment, confabulation, and 

hallucinations. Substance abuse and 

withdrawal are significant contributors to 

psychosis [30, 31]. For instance, drugs such 

as methamphetamines, cocaine, LSD, and 

other hallucinogens can induce psychotic 

episodes during use, with effects ranging 

from visual and auditory hallucinations to 

delusional thinking. Long-term drug use can 

lead to persistent psychosis even after the 

drug has left the system, a condition known 

as substance-induced psychosis. Alcohol 

withdrawal, particularly when it is severe 

(delirium tremens), can also result in 

psychosis, with symptoms including 

tremors, hallucinations, agitation, and 

confusion. Autoimmune disorders like 

systemic lupus erythematosus (SLE), which 

causes the immune system to attack the 

body’s own tissues, can result in psychiatric 

symptoms, including psychosis, particularly 

when the central nervous system is involved 

[32]. Cancer treatments, including 

chemotherapy and radiation, can sometimes 

cause cognitive disruptions and psychosis as 

side effects due to the toxic impact on the 

brain or hormonal changes. Finally, certain 

psychiatric disorders, while not strictly 

medical conditions, can overlap with 

medical causes of psychosis. Schizophrenia, 

a primary psychotic disorder, is one of the 

most common causes of psychosis, but 

psychotic episodes can also be triggered or 

exacerbated by medical conditions, making 

it important to differentiate between primary 

psychiatric causes and secondary medical 

causes of psychosis [33]. 
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Antipsychotics induced hormonal 

alterations 

Antipsychotics, particularly atypical 

antipsychotics, can induce a range of 

hormonal alterations that affect various 

endocrine systems. These effects are 

important to consider as they may contribute 

to side effects, including metabolic changes, 

sexual dysfunction, and disruptions in 

reproductive health. The hormonal 

alterations induced by antipsychotics are 

primarily due to their interaction with 

neurotransmitter systems, particularly 

dopamine, which plays a key role in 

regulating the secretion of several hormones 

[34, 35]. 

1. Prolactin Elevation: One of the most 

common hormonal changes associated 

with antipsychotic use, particularly with 

first-generation antipsychotics (e.g., 

haloperidol) and some second-

generation (atypical) antipsychotics 

(e.g., risperidone), is an increase in 

prolactin levels. Antipsychotics block 

dopamine receptors in the 

tuberoinfundibular pathway, a region of 

the brain responsible for inhibiting 

prolactin release. When dopamine is 

blocked, prolactin secretion increases, 

which can lead to conditions such as 

hyperprolactinemia. This can cause 

menstrual disturbances (amenorrhea) in 

women, galactorrhea (inappropriate 

lactation), and sexual dysfunction, 

including erectile dysfunction and 

decreased libido in both men and 

women. Long-term hyperprolactinemia 

can also contribute to bone density loss, 

leading to an increased risk of 

osteoporosis [36]. 

2. Insulin Resistance and Glucose 

Metabolism: Many atypical 

antipsychotics, such as olanzapine, 

clozapine, and quetiapine, are associated 

with metabolic side effects, including 

insulin resistance and impaired glucose 

metabolism. These medications can lead 

to an increase in blood glucose levels, 

raising the risk of type 2 diabetes. The 

mechanism behind this is not fully 

understood, but it is thought to involve 

alterations in insulin sensitivity and an 

increase in appetite, which can lead to 

weight gain. Additionally, changes in 

the secretion of insulin and leptin (a 

hormone involved in appetite 

regulation) may contribute to these 

metabolic disturbances [37]. 

3. Thyroid Function: Antipsychotics can 

also affect thyroid function. For 

example, some studies have reported 

that second-generation antipsychotics, 

such as olanzapine and quetiapine, may 

cause mild alterations in thyroid 

hormone levels, including elevated TSH 

(thyroid-stimulating hormone) levels, 

which can indicate hypothyroidism. 

However, significant thyroid 
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dysfunction is rare. The mechanisms by 

which antipsychotics affect thyroid 

function remain unclear, but it is 

believed to be related to changes in 

dopamine and serotonin, which 

influence the hypothalamic-pituitary-

thyroid axis [38]. 

4. Sex Hormones: Antipsychotic-induced 

hormonal alterations can also affect the 

balance of sex hormones. For example, 

the increased prolactin levels caused by 

antipsychotics may disrupt the 

hypothalamic-pituitary-gonadal axis, 

leading to reduced levels of estrogen in 

women and testosterone in men. This 

can result in menstrual irregularities, 

decreased libido, and infertility in 

women, as well as reduced sexual drive 

and erectile dysfunction in men. The 

impact on sex hormones can also affect 

mood and quality of life [39]. 

5. Adrenal Hormones: Some studies have 

suggested that antipsychotics, 

particularly atypical ones like clozapine 

and olanzapine, may affect adrenal 

function. Specifically, these medications 

may influence cortisol levels, which are 

involved in the body's stress response.  

6. Growth Hormone: Antipsychotics may 

also influence growth hormone (GH) 

secretion, although this is less 

commonly discussed. Some studies have 

shown that medications such as 

risperidone and clozapine may alter GH 

levels, potentially leading to changes in 

metabolism and growth. However, the 

clinical significance of these changes is 

not well understood, and more research 

is needed to determine the long-term 

impact [40]. 

The hormonal side effects of antipsychotic 

medications vary between individuals and 

depend on factors such as the specific 

antipsychotic used, dosage, duration of 

treatment, and individual susceptibility. In 

some cases, switching to a different 

antipsychotic with a more favourable 

endocrine profile (e.g., aripiprazole, 

ziprasidone) may reduce the risk of 

hormonal side effects [41]. Additionally, 

adjunctive treatments such as dopamine 

agonists may be used to mitigate prolactin-

related side effects. Monitoring endocrine 

function through regular blood tests and 

clinical evaluations is important for 

individuals on antipsychotic treatment, 

particularly those on medications known to 

affect metabolic and hormonal systems [42]. 

CURRENT PROSPECTIVES AND 

CHALLENGES 

The management of neuroleptic drugs, 

particularly their associated hormonal 

alterations, presents both current prospects 

and challenges in clinical practice. 

Neuroleptics, or antipsychotics, are widely 

used to treat a range of psychiatric disorders, 

including schizophrenia, bipolar disorder, 

and other mood-related conditions. Over the 
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years, second-generation antipsychotics 

(SGAs) have emerged as the first-line 

treatment due to their superior efficacy and 

better side-effect profile compared to first-

generation antipsychotics (FGAs). 

However, these drugs are not without 

significant adverse effects, particularly 

hormonal disruptions that can negatively 

impact patient health [43, 44]. One of the 

most prominent concerns with neuroleptic 

medications is their ability to elevate 

prolactin levels, leading to conditions such 

as hyperprolactinemia, which can cause 

menstrual irregularities, galactorrhoea, 

sexual dysfunction, and infertility. In some 

cases, prolonged hyperprolactinemia may 

lead to bone mineral density loss and 

osteoporosis [45]. Additionally, atypical 

antipsychotics are also linked to metabolic 

side effects, such as weight gain, insulin 

resistance, and an increased risk of type 2 

diabetes, which further complicates patient 

care. These metabolic disturbances are often 

exacerbated by changes in insulin and leptin 

regulation, contributing to long-term health 

risks like cardiovascular disease and 

metabolic syndrome [46, 47].  

Despite these challenges, there are some 

promising developments in the management 

of neuroleptic drug-induced hormonal 

alterations. Efforts to develop new 

antipsychotic drugs with a more favourable 

endocrine side-effect profile are ongoing, 

with medications like aripiprazole and 

ziprasidone emerging as alternatives that 

exert less impact on prolactin and metabolic 

processes. Pharmacogenetic testing may 

also offer new insights into predicting 

individual responses to antipsychotic 

medications, enabling more personalized 

and effective treatment strategies. 

Additionally, adjunctive therapies, such as 

dopamine agonists, can be used to address 

prolactin-related issues, while careful 

monitoring of metabolic parameters (such as 

blood glucose levels, cholesterol, and 

weight) can help mitigate the risk of 

metabolic disturbances [48, 49]. 

CONCLUSION 

In conclusion, the management of 

neuroleptic drug-induced hormonal 

alterations remains a complex and evolving 

challenge in clinical practice. While 

antipsychotics, particularly second-

generation (atypical) antipsychotics, have 

revolutionized the treatment of psychiatric 

disorders, their associated endocrine side 

effects, such as hyperprolactinemia, insulin 

resistance, thyroid dysfunction, and sexual 

hormone imbalances, can significantly 

impact patients' physical health and quality 

of life. These hormonal disturbances require 

careful monitoring and individualized 

management strategies to mitigate long-

term health risks, such as osteoporosis, 

metabolic syndrome, and reproductive 

complications. Although newer 

antipsychotics tend to have a more 
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favourable hormonal profile, the risk of 

adverse endocrine effects cannot be entirely 

eliminated. Current therapeutic approaches 

include dose adjustments, switching to 

medications with a lower propensity for 

endocrine disruption (e.g., aripiprazole), and 

adjunctive treatments, such as dopamine 

agonists or medications to manage 

metabolic disturbances. However, despite 

these strategies, there is still a need for more 

targeted, evidence-based interventions to 

address the underlying mechanisms of 

hormonal alterations induced by 

neuroleptics. Additionally, educating 

healthcare providers and patients about the 

potential endocrine side effects and the 

importance of regular monitoring is 

essential for improving long-term treatment 

outcomes. Future research should focus on 

better understanding the pharmacological 

mechanisms involved in antipsychotic-

induced hormonal changes, as well as 

developing novel drugs with reduced 

endocrine risks. Ultimately, a balanced 

approach that carefully weighs the 

therapeutic benefits of antipsychotic 

medications against their potential hormonal 

side effects is crucial for optimizing patient 

care in psychiatric settings. 
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