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ABSTRACT: We discuss the schizophrenia disease and possible model to understand precise mechanism of 

antipsychotic drugs. The symptoms of schizophrenia disorder have three major categories: positive, negative 

and cognitive Positive symptoms include auditory and visual hallucinations, delusions, conceptual 

disorganization and thought disorder. Negative symptoms are associated with emotional blunting, social 

withdrawal, anhedonia, avolition, poverty of thought and content of speech. While, cognitive symptoms include 

impaired executive function, working memory and attention. Available antipsychotic are divided in to two 

categories i.e., first generation antipsychotic drugs (typical antipsychotic drugs) and second generation 

antipsychotic drugs (atypical anti psychotic drugs). All current antipsychotics function primarily by blocking 

dopamine receptors. Present scenario revealed that atypical antipsychotic drugs are widely prescribed for 

psychotic disorders as compared to typical antipsychotic drugs. 
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I. INTRODUCTION 

Schizophrenia is a disabling brain disease that is best conceptualized as a category, like dementia, 

epilepsy, cancer, or anemia, with multiple causes and types. According to Green (1996), schizophrenia is a 

chronic, debilitating mental disorder with a heterogeneous symptomatology which includes positive, negative 

and cognitive dysfunction. In the development of schizophrenia genetic susceptibility and environmental 

toxicants play an important role (McDonald and Murray, 2000; Harrison and Weinberger, 2005) Various 

environmental factors (including exposure to infectious, toxic, or traumatic insults and stress in utero or during 

childhood) play a role in the pathogenesis of schizophrenia, perhaps via subtle alterations of neurodevelopment 

(Marceliset al., 1998; Tsuang, 2000). Maternal infection during pregnancy is also considered as one of the 

environmental factors that significantly increases the risk for schizophrenia-related disorders in the offspring 

(Brown and Susser, 2002; Brown, 2006; Patterson, 2007; Boksa, 2008). Disturbances in immune mechanisms 

are thought to play a significant role in etiology of schizophrenia (Müller and Schwarz, 2010). The present paper 

deals with the review of schizophrenia disease and its treatment. 

Symptoms of schizophrenia disorder: The symptoms of psychotic disorder fall into three broad 

categories: positive, negative and cognitive (Kapur and Mamo, 2003; Lieberman et al., 2005). Positive 

symptoms typically reflect a distortion of normal functions that are regarded as manifestations of psychosis and 

include auditory and visual hallucinations, delusions, conceptual disorganization and thought disorder. Negative 

symptoms are associated with emotional blunting, social withdrawal, anhedonia, avolition, poverty of thought 

and content of speech. Cognitive symptoms including impaired executive function, working memory and 

attention (Andreasen, 1995; Green, 1996).Hyper- and hypoactivity of Dopamine at its receptor sites suggested to 

be main reason behind the occurrence of positive and negative symptoms respectively (Strange, 2001; Jones and 

Pilowsky, 2002; Seeman, 2015; Sharafi, 2005).Furthermore, the deficits in cognitive performance were 

secondary to the motivational deficit directly associated with overexpression of dopamine receptors (Drew et 

al., 2007 Ward et al., 2009). 

 

II. MODELS OF SCHIZOPHRENIA 

Animal models of psychiatric or mental illnesses (e.g., autism, schizophrenia, depression) have proven 

enormously useful for determining the roles of genes and environment, for understanding pathogenesis, and for 

testing potential therapeutic approaches. The bulk of evidence from epidemiological studies in humans have 

provided substantial evidence that prenatal or early postnatal exposure is associated with an increased risk for 

the development of several psychiatric illness, most prominently schizophrenia (Geyer and Markou 2002; 

Powell and Geyer 2007; Swerdlowet al., 1994; Young et al., 2010). Two of the well established animal models 
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are based on prenatal maternal exposure to bacterial endotoxinlipopolysaccharide (LPS) and viral mimic 

polyriboinosinic–polyribocytidilic acid (polyI:C) (Baharnooriet al., 2012). Some models also suggest the role of 

maternal immune system in the development of schizophrenia by the activation of the immune system at direct 

brain level and activation of HPA axis (hypothamic-pituitary-adrenal) (Dantzeret al., 2008; Monjiet al., 2009). 

 

III. TREATMENT BY ANTIPSYCHOTIC DRUGS 

Antipsychotic drugs (APDs) are used to treat the symptoms like hallucinations and delusions in 

patients with mental illness, particularly schizophrenia (Kane and Correll, 2010; Maher et al., 2011). The two 

main classes of APDs are known as typical and atypical. Typical antipsychotics are also known as first-

generation antipsychotics, known such as haloperidol and chlorpromazine used before 1950. Typical 

antipsychotics are effective in alleviating both the positive and negative symptoms of schizophrenia, although 

the degree of improvement of negative symptoms is usually less than that of positive symptoms (Goldberg, 

1985). Besides their therapeutic efficacy, first-generation agents cause a variety of undesirable adverse events, 

including acute (dystonia, akathisia and parkinsonism) and later-onset (tardivedyskinesia, extrapyramidal 

symptoms (EPS) and a propensity to cause hyperprolactinemia. In addition, typical antipsychotics also cause 

unwanted side effects that are characterized by symptoms of dysphoria/anhedonia, depression and a slowed 

mentation (Marder, 2005; Voruganti and Awad, 2004).  

Now a day’s psychiatrics are using atypical antipsychotics drugs (second generation antipsychotics) for 

the treatment of schizophrenia because atypical antipsychoticsdrugs (AAPDs)as compared to typical 

antipsychotics drugs cause minimum EPS and successful in treatment of both positive and negative symptoms 

of schizophrenia (Suginoet al., 2009; 

Piontkewitzet al., 2011).Risperidone, paliperidone, olanzapine and clozapine AAPDs are used for the 

treatment of schizophrenia. However, the successful results of AAPDs in treatment of schizophrenic symptoms 

some reports also suggested certain side effects such as hypertension, hyperprolactinemia, extrapyramidal 

movements, tardivedyskinesia, weight gain and metabolic disorders (McIntyre et al., 2001, Maayan and Correll, 

2010).  

 

IV. CONCLUSION 

Schizophrenia is one of very common and serious brain disease that presents challenging task for 

neuroscientist to develop efficient antipsychotics with lesser side effect profile. The present scenario revealed 

the common usage of  risperidone, paliperidone, olanzapine and clozapine as AAPDs for the treatment of 

schizophrenia. Further research is required to understand the precise mechanism of AAPDs action to diminish 

the side effect for more effective treatment. 
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