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Abstract 

Schizophrenia is a prevalent complex condition marked by psychosis, cognitive impairment, and unpleasant 

symptoms, with an aetiology that includes interactions between genetic, mental and environmental risk factors. 

Recent findings from continuing research into the nature of these vulnerability elements have proved promising. 

The progress made in the understanding of environmental risk factors for mental disorders, genetic studies into 

mental illnesses, are to be discussed. The findings' limitations will be highlighted, as well as the implications of 

these developments for genetic counselling practise. Over the last half-century, the development of antipsychotic 

medications has had a significant impact on the treatment of schizophrenia. Many second-generation 

antipsychotics (atypical and dopamine partial agonist) are thought to have advantage over first-generation 

medications for treating schizophrenia.The Neurodevelopment Hypothesis, Dopamine Hypothesis, and 

Glutamate Hypothesis are three proposed biological theories for schizophrenia. It's critical to assist someone 

with schizophrenia symptoms in receiving treatment as soon as feasible. Here Antipsychotic medicines and 

psychosocial therapy are two types of treatments that can help with symptoms.Various drugs have been 

discussed in the review like Clozapine, Paliperidone, Asenapine, Lurasidone, Olanzapine, Quetiapine, 

Ziprasidone, Risperdal. 
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Introduction 

Schizo is a term that refers to a split ad. Phrenia is a word that signifies "splitting of the Mind." 

Splitting the mind, on the other hand, does not signify splitting the personality; rather, it refers to a spread or 

fractured pattern of thought. Schizophrenia is a syndrome, which means there are a variety of symptoms that 

might be associated with it, and different patients may have different symptoms. 

Schizophrenia is the typical illness for the "psychotic disorder" group of mental illness. Psychosis is a term used 

to define a variety of cognitive disorders, as well as a frequently distorted perspective of reality. These can 

include hallucination, which is sensory perception without actual stimuli, such as hearing or seeing things that 

aren't there, or delusions, which are fixed incorrect beliefs that aren't explained by a person's culture, such as the 

assumption that someone else is guiding one's thinking. Hallucinations are non-shared perceptual experiences 

that can affect any of the five senses and are not restricted to visual interactions. 

A chronic mental illness marked by a breakdown in the relationship between thought, emotion, and behaviour, 

resulting to incorrect perceptions, inappropriate actions, and feelings, as well as a sense of mental fragmentation 

and withdrawal from reality and personal relationships into fantasy and delusions. Schizophrenia is the result of 

a complex interaction between thousands of genes and several environmental risk factors. 

This condition has a worldwide rate of only 1%, which is extremely low. Men are more prone to develop the 

condition in their late teens or early twenties, while women are more likely to develop it in their late 20s or early 

30s. 

Schizophrenia appears to be a polygenic condition in which environmental and developmental factors have a role 

in a person's ability to become schizophrenic. Genetics has been found to play a significant impact in 

schizophrenia, according to studies. The condition is a reflection of two characteristics of schizophrenia: (a) the 

disorder frequently begins in early adulthood, and (b) roughly two-thirds of those who are diagnosed have 

persistent or fluctuating symptoms despite receiving appropriate therapy. 

 

Causes of Schizophrenia 

In persons with schizophrenia, differences in a brain component called neurotransmitter are frequent (controls 

communication in the brain). Neurotransmitters are either too active or not active enough in people with 

schizophrenia. 

People suffering from schizophrenia recognised this. a) The ventricles, or brain spaces, are bigger. (b) The 

memory-related medial temporal lobes of the brain were smaller. (c) The number of connections between 

neurons in the brain is reducing. 
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A mild, generalised loss in grey matter, a minor reduction in overall brain volume, enlargement of ventricles, and 

specific change of white matter tracts have all been observed in studies. Neuropathological studies have 

discovered evidence for cytoarchitectural abnormalities in places like the hippocampus and prefrontal cortex, 

where volume reduction is more severe. Despite the fact that this physical pathology is minor, it has been related 

to problems in a variety of cortical sites. Patients' activation in a number of cortical and subcortical regions, 

including the prefrontal and parietal cortices, as well as the thalamus, was reduced by simple auditory and 

sensory inputs. Prenatal and postnatal problems, as well as environmental exposure, appear to have a greater 

impact than individual genes, with prenatal infection or hypoxia increasing the chance of schizophrenia from 1 in 

100 to 2-4 in 100. Recent studies have tried to describe the relationship between genetic risk and environmental 

exposure that is thought to be the cause of schizophrenia. Furthermore, research has shown that if one of the 

parents has a psychotic illness, maternal sadness during pregnancy increases the risk of schizophrenia in the kids. 

If one parent has psychosis, a child's risk of developing schizophrenia increases by 2.6 times. Maternal 

depression did not increase the risk of schizophrenia on its own, but it was more than 9 times more likely when it 

was combined with environmental risk factors for maternal depression. When genetic risk and environmental 

exposure are combined, the risk of schizophrenia rises more than would be expected if the hazards were added 

separately. 

The polygenic interaction of several common variants of hundreds of genes, each with a very modest effect, is 

thought to be the first way that genetic risk for schizophrenia originates. 

The second are rare but highly penetrant genetic events such as deletion or duplication-copy number variation of 

prenatal and perinatal environmental risk factors; three of the gene environment studies related to schizophrenia 

focus on these-infection, depression/stress, and urban birth. 

Schizophrenia is caused by an abnormal synapse and circuit formation development trajectory, which results in a 

brain that is miswired and shows clinical symptoms. This abnormal developmental trajectory is caused by the 

interaction of thousands of risk genes and different environmental risk factors. One way is to learn more about 

the effects of risk genes in brain development, which is the subject of several current studies. A similar strategy 

is used to investigate how environmental risk factors affect the developing brain. Environmental risk factors, 

which can be avoided whereas inherited risk factors cannot, may provide the best chance for prevention in the 

end. This illness could be the one-of-a-kind price we as a species pay for the complexity of our brains; in the 

end, some people, more or less by hereditary and environmental chance, develop this illness. 

The most recent research indicates a gene-environment interaction that is similar to the risk of schizophrenia, 

such as the connection between genetic vulnerability and prenatal infection, urban birth, and cannabis use and a 

catechol-O-methyltransferase polymorphism. Stress can have a range of effects on brain development that may 

increase the risk of schizophrenia, according to evidence from clinical and preclinical research. In rhesus 

monkeys, for example, prenatal maternal stress causes decreased hippocampus volume and 

Neurogenesis. 

▪ It has been discovered that virus exposure has a role in the development of schizophrenia. A variety of virus 

characteristics could make this possible. Viruses, for 

▪ Example, can target specific brain regions while leaving others unaffected. 

▪ Change the way specific processes in a brain cell work without destroying it. 

▪ Infect someone and then go dormant for years before producing disease. 

▪ In people with schizophrenia, minor physical defects, birth problems, and changed fingerprint patterns are 

common. 

 

Symptoms of schizophrenia 

Positive, negative, and cognitive symptoms are the three primary kinds of Psychopathological symptoms 

associated with this disorder. Despite the fact that positive and cognitive symptoms are almost universal in 

schizophrenia, positive 

 

Symptoms have not been linked to cognitive changes. 

Positive symptoms 

Positive symptoms usually appear in young adulthood, while cognitive problems might appear at any age (11, 

12). Psychosis is a chronic illness with symptoms that can last for months or years, and only a small percentage 

of people recover completely. Auditory, visual, olfactory, gustatory, and tactile hallucinations all occur in 

schizophrenia, with auditory hallucination being the most common. Persecutory delusions, delusion of control 

(e.g., the belief that one's thoughts or actions are controlled by others), grandiose delusion (e.g., the thought that 

one is god), and somatic delusion are all examples of delusions in schizophrenia. These symptoms may appear in 

waves over time. "Delusions and prominent hallucinations, with the hallucination happening in the absence of 

understanding into their pathological character," is the most typical definition. In addition to delusions and 

hallucinations, the alternative definition includes "additional positive signs of schizophrenia 

(Disorganized mental process, and severely disorganized or cationic behavior)." 

 

Negative symptoms 

Blunted affects (e.g., immovable facial expression, monotonous voice tone), anhedonia (lack of pleasure), and 

alogia are all common unfavorable symptoms (reduced quantity and content of speech). Positive psychotic 
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symptoms are more widespread and fluctuate less over time than negative psychotic symptoms. Negative 

symptoms can be divided into three subtypes, which can be difficult to distinguish: (1) primary enduring (or 

deficit), (2) primary non-enduring, and (3) negative symptoms that are secondary to other causes, such as 

depression, positive symptoms, EPS, substance abuse, or iatrogenic effects such as under stimulation during 

long-term hospitalization. Prior to feeling good experiences, over 70% of schizophrenia patients suffer basic 

negative symptoms. There are presently no viable treatments for the main Unpleasant effects. Cognitive 

dysfunction Attention, learning, memory, focus, abstract thinking, and problem solving are all affected by 

cognitive dysfunction in schizophrenia, which can be highly severe. Cognitive dysfunction can have a significant 

impact on a person's capacity to function in daily life, and it frequently 

Manifests as a drop in school or work performance. 

 

Efficiency on mood symptoms 

In schizophrenia, mood symptoms, particularly depression but also mania, can develop. Depressive symptoms 

are widespread throughout the illness, and they are related to poorer outcomes, reduced social and vocational 

functioning, lower quality of life, and a higher risk of relapse and suicide. In schizophrenia, the modal rate of 

comorbid depression has been observed to be 25%. Anomalies in neurotransmission have been used to explain 

the pathophysiology of schizophrenia. The majority of these theories concentrate upon dopamine, serotonin, and 

glutamate neurotransmitter abnormalities. Other ideas link aspartate, glycine, and Gamma-aminobutyric acid 

(GABA) to schizophrenia's neurochemical imbalance. Abnormal activity at dopamine receptor sites (specifically 

D2) is thought to be associated with many of the symptoms of schizophrenia. Four dopaminergic pathways have 

been Implicated. The substantia nigra is the start of the nigrostriatal pathway, which leads to the caudate nucleus. 

Low dopamine levels in this pathway are considered to cause motor symptoms through affecting the 

extrapyramidal system. The mesolimbic pathway, which extends from the ventral tegmental area (VTA) to 

limbic areas, may play a role in the positive symptoms of schizophrenia in the presence of excess dopamine. The 

mesocortical circuit connects the VTA to the cortex. Negative symptoms and cognitive impairments in 

schizophrenia are thought to be caused by low mesocortical dopamine levels. The Tuberoinfundibular pathway 

travels from the hypothalamus to the pituitary gland. Increased prolactin levels and, as a result, galactorrhea, 

amenorrhea, and lower libido result from a Reduction or blockade of tuberoinfundibular dopamine. The 

serotonin theory for the genesis of schizophrenia was born out of the observation that lysergic acid diethylamide 

(LSD) increased the effects of serotonin in the brain. Following study, pharmacological compounds that blocked 

both dopamine and serotonin receptors were discovered, in contrast to previous treatments that only targeted 

dopamine receptors. Both positive and negative symptoms of schizophrenia have been claimed to be helped by 

the newer drugs. Another theory explaining the symptoms of schizophrenia is that glutamate, the brain's 

principal excitatory neurotransmitter, is activated. This hypothesis was motivated by the observation that 

phenylciclidine and ketamine, two noncompetitive NMDA/glutamate antagonists, elicit schizophrenia-like 

symptoms. 6 This indicated that under the normal management of mesocortical dopamine neurons, NMDA 

receptors are inactive, which could explain why persons with schizophrenia exhibit negative, affective, and 

cognitive symptoms. In schizophrenia patients, the brain tissue appears to undergo physical changes that can be 

detected. Individuals at high risk of a schizophrenia episode, for example, have a smaller medial temporal lobe in 

addition to an increase in the size of the third and lateral ventricles. 

 

 
 

Fig 1: Pathophysiology of schizophrenia [4, 5] 
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Current treatment option for schizophrenia 

Various therapy options for the treatment of schizophrenia have recently become accessible and are currently 

being used in practise. Typically, clinical reports and their ranges or severity levels are used to determine 

schizophrenia treatment. Patients with schizophrenia who cannot take their medications are more likely to 

relapse, which may require hospitalization. As a result, it's vital to inform the patient of his illness and current 

health status. As you are probably aware, schizophrenia is a serious chronic illness that requires lifetime care, 

thus it is your job to stay informed. 

Antipsychotic agents for Schizophrenia 

Chlorpromazine, a first-generation antipsychotics (FGAs) medicine, was discovered in 1950 and was widely 

utilized because it was the only antipsychotic drug available at the time. Chlorpromazine at a higher dose will 

lower the severity of schizophrenia.. Other medicines of this class, including as loxapine, fluphenazine, 

perphenazine, and haloperidol, were identified by modifying their structure and activity, however they all have a 

major side effect, extrapyramidal symptoms, which should not be overlooked. As a result, these drugs are no 

longer in use. These FGAs pharmaceuticals are also known as typical or conventional medications. Clozapine is 

a second-generation antipsychotic drug that was discovered in 1970 and is far superior to other agents. It's a 

dopamine receptor agonist, but it works in a different way. Second-generation antipsychotics (SGAs) are a first-

line treatment for schizophrenia that has proven to be successful. Following this, a number of SGAs have been 

found that may also be effective in reducing the intensity of this disease? This family of medications, originally 

classified as atypical antipsychotics but now referred to as 2nd generation antipsychotics, was lauded as the first 

substantial development in schizophrenia therapy in 40 years. These medications appear to outperform first-

generation antipsychotics. It is difficult to establish effective rehabilitation programmes in most schizophrenia 

patients without the use of antipsychotic medications. In the event of an acute psychotic episode, medication 

should be started right away. Clozapine's effectiveness may be enhanced when used in conjunction with other 

medications, such as risperidone. Clozapine is a more effective antipsychotic than other antipsychotics. 

Clozapine was first provided with the count of white blood cells (WBCs) being monitored. If agranulocytosis 

develops as a result of the high dose, the clozapine must be stopped. If schizophrenia has progressed to a severe 

stage, combination therapy, such as a combination of SGAs and FGAs or other drugs, may be beneficial. 

Second-generation antipsychotics (SGAs) have few noticeable side effects, although the most common one is 

weight gain. Furthermore, excessive doses of clozapine have been linked to significant side effects such seizures. 

So, these are some of the most regularly used antipsychotics. 

First generation antipsychotics 

When the dopamine neurotransmitter mechanism is triggered, these pathways are also activated, resulting in 

positive schizophrenia symptoms as indicated in FIGURE 1. However, FGAs suppress the function of the 

neurotransmitter dopamine receptor 2, preventing these pathways from being activated and inhibiting 

schizophrenia. 

 

 
 

Fig 2: Mechanism Pathways for First generation Anti-psychotics (FGAs). 

 

Second generation antipsychotics 

Atypical antipsychotic agents are also a name for SGAs. SGAs were recently developed and have been shown to 

improve schizophrenia treatment while posing less dangers. Many schizophrenia drugs have higher dangers and 

lower efficacy. Clozapine, for example, is a powerful serotonin antagonist that binds to the 5-HT, 2A/2C 

receptor subtypes. It also has some affinity for dopaminergic (D2) receptors, although only to a minor degree. 

Clozapine has an antagonistic impact on D2 receptors in the mesolimbic pathway and 5-HT/2A receptors in the 
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frontal cortex when used in a combined form. The activation of mesolimbic pathways as well as the frontal 

cortex are both reduced when D2 and 5-HT receptors are blocked. Positive symptoms are relieved by D2 

antagonists, while negative ones are relieved by 5-HT/2A antagonists. One major issue with the usage of these 

medications is that repeated use of these agents at regular doses generates super-sensitivity in patients, resulting 

in no additional effect being created in the patient. As a result, we must increase the dose to cure or to have an 

effect. There are several drugs that increase dopamine levels in the body and cause schizophrenia in patients, 

such as cocaine, amphetamines, and other stimulants. 

Newer antipsychotics known as "atypical antipsychotics" have a lower risk of extrapyramidal adverse effects 

than older antipsychotics. Antipsychotics currently accessible in the U. S. are listed in Table 4. Medicine 

nonadherence is a major issue; in one recent study, 74% of patients stopped taking their medication after 18 

months. 16 Noncompliance frequently results in a recurrence of symptoms. Because of their decreased 

likelihood of neurologic adverse effects, atypical antipsychotics were once expected to aid adherence. However, 

meta-analyses have indicated that atypical antipsychotics had no better drop-out rates or relapse prevention than 

neuroleptics. 17,18 Atypical antipsychotics are also superior than high doses (more than 12 mg per day) of 

haloperidol (Haldol) in respect of symptom scores and drop-out rates, according to meta-analyses; when the dose 

of haloperidol was less than 12 mg per day, there was no benefit. To put it another way, many of the reported 

benefits of atypical antipsychotics were due to the use of high doses of first-generation antipsychotics in 

randomized trials. Evidence suggests that delaying the start of antipsychotic therapy can have a long-term 

negative impact on psychotic episodes and social adjustment. If psychiatric resources are inadequate, family 

physicians should consider initiating medicines instead of antipsychotic therapy. 

 

Psychosocial Treatments 

Individuals, group and family therapy for people with schizophrenia have been established. Individual family 

therapy, group psychoeducation, and family group therapy are all examples of family interventions. Support, 

education about the illness, and alternatives for lowering critical and emotionally overinvolved attitudes and 

behaviors toward patients are all available through these interventions. The best empirical support for alleviating 

symptoms and lowering hospitalizations comes from family therapy. These therapies are based on early research 

that found that family situations with a lot of "expressed emotion" (either critical and rejecting or emotionally 

overinvolved) were linked to recurrence in schizophrenia patients. Multiple studies have indicated that family 

interventions reduce relapse rates and improve symptoms, medication adherence, and functioning. However, 

numerous family intervention experiments were shown to have problems in a recent study, indicating that more 

research is needed. A variety of psychosocial rehabilitation treatments have been discovered to improve the 

quality of life of schizophrenia patients. The Intensive Psychiatric Rehabilitation Treatment, which is a 

programmer that teaches patients living, employment, and social skills, has improved patients' functioning. 

Supported employment programmes have increased the number of hours worked and total wages paid41, and in-

home crisis intervention has showed potential in reducing treatment dropout rates. Individual cognitive behavior 

therapy for schizophrenia has been found in studies to improve both positive and negative symptoms, but no 

evidence that it lowers relapse rates. 

 

Drugs used in treatment of schizophrenia 

1. Clozapine 

Clozapine is a one-of-a-kind antipsychotic that can be considered a separate 'third class' of antipsychotic. It is the 

only antipsychotic medicine that has been shown to work in schizophrenia patients who have failed to respond to 

other treatments (TRS). Clozapine produces significant antipsychotic action at a 65 percent threshold of striatal 

D2 receptor blockade, suggesting that other receptors or mechanisms contribute to its therapeutic impact beyond 

D2 receptor inhibition in the striatum. The precise mechanism of clozapine's better effectiveness in TRS has not 

been determined, but about 50–60 percent of individuals with schizophrenia who are refractory to other 

antipsychotics will respond to it. 

Clozapine use, on the other hand, varies greatly by geography, with most countries having a lower prevalence of 

clozapine use than the 30% of patients who are likely to benefit from it, and there is substantial evidence that it is 

only used after a several-year delay. 21 This is partially owing to the nature and severity of the side effects it 

might induce, such as agranulocytosis, which affects about 0.8 percent of clozapine-treated patients in the UK 

and is linked to a death rate of 1 in 10,000. Clozapine is only given in the United Kingdom in conjunction with 

weekly white cell count measurements for the first 18 weeks of treatment, followed by fortnightly white cell 

count measurements for the next 34 weeks And then followed by monthly white cell counts for as long as the 

patient is maintained on clozapine. It is likely that the fear of adverse medication reactions (by clinicians and 

patients alike) and the inconvenience of therapeutic monitoring of full blood counts (FBCs) so early in the course 

of Clozapine use are factors contributing to this delay. 

 

2. Paliperidone 

Paliperidone, the active metabolite of risperidone, is available in oral and LAI forms, with efficacy, tolerability, 

and a delay in duration to relapse in schizophrenia in both. It is not metabolized by the liver, hence it is safe to 

use in patients with hepatic impairment and has a low risk of pharmacokinetic drug interactions. Paliperidone is 

also approved for the treatment of schizoaffective disorder's psychotic and manic symptoms. Its side effects are 
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comparable to those of the parent molecule risperidone, including weight gain, hyperprolactinemia, and EPSEs 

at higher doses, as well as tardive dyskinesia in some cases. EPSEs are more likely with doses of 9–12 mg oral 

Paliperidone (equal to 4–6 mg risperidone daily). 6–9 mg once daily (equivalent) is the therapeutic dose range. 

Paliperidone palmitate is the LAI formulation, which achieves active serum levels within 

Days of initiation and allows deltoid, rather than gluteal muscle administration. 

 

3. Asenapine 

Although Asenapine has shown efficacy in the acute and maintenance stages of schizophrenia treatment, as well 

as the treatment of acute mania in BPAD, it is currently only licensed in the United Kingdom for the treatment of 

mania. Asenapine has a high affinity for a variety of serotonin receptors, including 5-HT2A, 5-HT2C, 5-HT7, 

and 5-HT1A antagonism, as well as powerful D2 and D3 antagonism and modest histamine (H) 1 antagonism. 

If Asenapine is consumed, it is rendered inactive due to first-pass metabolism. As a result, it's only available in 

the form of an orally disintegrating tablet, which is absorbed through the oral mucosa. Antipsychotic or 

dispersible tablets such as olanzapine, risperidone, and aripiprazole, on the other hand, must be swallowed to be 

effective. Patients should be informed that Asenapine cannot be consumed and that they should refrain from 

eating or drinking for at least 10 minutes after therapy. 

Asenapine does not need dose titration and can be started at a dose of 5 mg twice daily for acute schizophrenia, 

with doses approximately 10 mg twice daily showing benefit in preventing relapses. Because asenapine has a 

half-life of 24 hours, it could potentially be administered once a day, although the efficacy of such a prescription 

has yet to be determined in clinical trials. It appears to be a metabolically neutral antipsychotic that has minimal 

effect on prolactin levels and has a low proclivity for weight gain (however there is some evidence for a higher 

proclivity for weight gain in acute mania). It can cause akathisia (which is more common with 10 mg twice-daily 

dosing than with 5 mg twice-daily dosing), sedation, and taste disturbance. 

 

4. Lurasidone 

Lurasidone is an approved therapy for bipolar depression in the United States, and it has been demonstrated to be 

effective as an additional treatment for schizophrenia. 

Lurasidone exhibits complete D2 antagonistic activity and is an antagonist at 5HT2A and 

5HT7 receptors, with minor agonism at 5-HT1A receptors and minimal affinity for 5HT2C, H1, and muscarinic 

receptors. Lurasidone is a once-daily medication that makes it easier to take. Adults should start with 37 mg once 

daily and gradually increase to a max of 148 mg once daily if necessary. A dose range of 37–148 mg per day is 

recommended for schizophrenia, with a lower dose range of 18.5–120 mg per day suggested for bipolar 

depression (Lurasidone at lower doses of 20–60 mg per day has been shown to be as clinically effective in 

bipolar depression as at higher doses of 80–100 mg/day). Lurasidone is metabolized by CYP3A4 enzymes, 

hence it should be used in smaller doses, when used with concomitant CYP3A4 inhibitors (e.g. diltiazem, 

erythromycin). 

Lurasidone is usually well tolerated, with few reports of weight gain or metabolic problems. Despite being a full 

D2 antagonist, it is not related to higher incidences of EPSEs (excluding akathisia) or hyperprolactinemia, as is 

the case with Asenapine. It is accompanied with akathisia (increased rate at doses of 120 mg or greater), 

sedation, and nausea, but unlike asenapine, it is not related to higher incidences of EPSEs (excluding akathisia). 

 

5. Olanzapine 

Olanzapine is an antipsychotic medication used to treat psychotic diseases such as schizophrenia and manic 

depressive illness in adults and children aged 13 and up (manic depression). Olanzapine is also used in 

combination with fluoxetine (Prozac) to treat depression in adults and children aged 10 and up who have bipolar 

I disorder. Olanzapine can also be used for topics that aren't covered in this article. Olanzapine may cause high 

blood glucose as an adverse effect (hyperglycemia). If you have diabetes, you should monitor your blood 

glucose levels on a daily basis. You’ll gain weight or have raised cholesterol and triglycerides (fat types) if you 

take olanzapine, especially if you're a teen. On a daily basis, blood tests are also required. Do not stop taking 

olanzapine suddenly, even if you are feeling fine. Stopping abruptly can have disastrous results. Olanzapine is 

commonly used in conjunction with other antipsychotic or antidepressant medications. Follow all medicine 

instructions and read all medication guides you receive. Consult your doctor before changing your dose or 

dosing plan. 

 

6. Quetiapine 

Quetiapine is an antipsychotic drug used to treat schizophrenia in adults and children aged 13 and up. Quetiapine 

is a drug used to treat mental disorders such as manic depression in adults and children over the age of ten. 

Adults with substantial emotional disturbances are given quetiapine in combination with antidepressants. 

Quetiapine is also used for a variety of other purposes that aren't mentioned in this drug guide. Instead than 

crushing, chewing, or breaking the tablet, swallow it whole. 

Quetiapine may cause you to have a high blood sugar level (hyperglycemia). Check your blood glucose levels on 

a daily basis if you have diabetes. Drink plenty of water while taking quetiapine. In a kid or teenager taking 

quetiapine, blood pressure may need to be checked often. You should not abruptly discontinue using quetiapine. 

Stopping abruptly may aggravate your issue. This medicine may interfere with a drug-screening urine test, 
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causing erroneous results. Tell the lab personnel that you're only taking quetiapine. Store at a cool, dry 

temperature away from moisture and heat. 

 

7. Ziprasidone 

Ziprasidone is a type of antipsychotic drug. Ziprasidone is an oral drug used to treat the manic symptoms of 

schizophrenia and bipolar disorder (manic depression). Ziprasidone injections are used to quickly treat agitation 

in persons with schizophrenia. Ziprasidone is also used for a number of additional conditions that aren't included 

in this medication guide. Ziprasidone oral is a drug that is administered orally. Ziprasidone injection is given to a 

muscle. A healthcare provider will give you this injection if you are unable to take the medicine by mouth. It's 

best to take Ziprasidone with food. Swallow the capsule completely. 

If you have diabetes, monitor your blood sugar levels on a regular basis while taking ziprasidone. Your 

symptoms could take a few weeks to improve. Do not stop taking ziprasidone suddenly, even if you feel fine. 

Continue to take the medication as directed and notify your doctor if your condition does not improve. 

 

8. Risperdal 

Risperidone is an antipsychotic medication that operates by affecting brain chemistry. Risperdal is a 

schizophrenia medicine that is prescribed to adults and children aged 13 and higher. Risperdal is also used to 

treat the symptoms of bipolar disorder (manic depression) in adults and children older than 10 years old. 

Risperdal is also used to treat autistic youngsters aged 5 to 16 years old who are irritable. Risperdal is an 

antipsychotic drug that can be taken with or without food. When you're ready to use the Risperdal M-Tab orally 

disintegrating tablet, take it out of the container. Place the pill in your mouth without chewing and let it to 

dissolve. As the tablet dissolves, swallow it multiple times. Carefully measure liquid medicine. Use the 

accompanying dosage syringe or a pharmaceutical dose-measuring equipment (not a kitchen spoon). Risperdal 

liquid should not be mixed with cola or tea. 

 

Conclusion 

Recent advancements in schizophrenia genetic research are a significant step forward, but their practical 

implications, such as useful clinical predictive genetic testing, are still a long way off. This is due to a variety of 

factors. To begin with, each of the found genes gives just a minor degree of mental illness vulnerability, with 

relative risks in the range of two. Second, despite the discovery of genes that appear to increase susceptibility, 

the exact genetic alterations responsible for pathogenesis within them have yet to be identified, and the 

importance and mechanism of these genes in conferring mental illness susceptibility remain unknown.. This 

paper aimed to give genetic counsellors an overview of some of the hallmark characteristics of schizophrenia, as 

well as issues in diagnosis and treatment, as well as an update on the state-of-the-art in rapidly advancing fields 

of research into genetic and environmental contributors to schizophrenia. This paper aims to provide genetic 

counselors with a foundation for further reading and an awareness of some of the most critical areas in which 

genetic counseling may have significant psychosocial impact for families touched by schizophrenia. 

One of the most important aims of pharmacological research should be to develop new ideal antipsychotic drugs 

with low associated risk, rapid onset of action, more effective treatment for negative, cognitive, and affective 

symptoms, improved efficacy against positive symptoms, reduced or even reversed cumulative morbidity, and 

improved relapse rates. 189 Further progress is dependent on the development of a variety of basic and clinical 

neuroscience methods, although given current advancements, future improvement is anticipated to be quite swift. 

To improve our understanding of the molecular and functional pathophysiological pathways operative in 

schizophrenia, we will need to continue our research efforts and collaborate with academic and industry 

laboratories. According to the findings of this study, schizophrenia is a difficult, chronic mental health problem 

characterized by a wide range of symptoms, including delusions, hallucinations, and abnormal speech or 

behavior. Schizophrenia is a complicated disorder that requires rapid medical attention. Although current 

pharmaceutical and nonpharmacological therapeutic choices can assist patients improve adaptive functioning, 

future research is hoped to fill in treatment gaps and possibly lead to a schizophrenia cure. Individual responses 

to antipsychotic medicine are variable, and the inability to predict response leads to a trial-and-error therapy 

method. Clozapine's effects in TRS have yet to be replicated, and its mechanism of action has proven difficult to 

define and reproduce in other antipsychotic drugs for schizophrenia. 

 

Abbreviations 

BPAD: Bipolar Affective Disorder 

TRS: Treatment Resistance Schizophrenia  

FGA: First Generation Antipsychotics 

EPSE: Extra Pyramidal Side Effects 
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