
Volume 10, Issue 2, February – 2025                              International Journal of Innovative Science and Research Technology 

ISSN No:-2456-2165                                                                                                            https://doi.org/10.5281/zenodo.14959364 

 

 

IJISRT25FEB904                                                                www.ijisrt.com                   1145  

The Impact of Environmental Factors on 

Schizophrenia Risk 
 

 
1A. Lahari; 2K. Gnanankitha; 3V. Poojitha; 4Paila. Bhanuji Rao;  

5Nimmala. Phani Satyavathi 
 

Doctor of Pharmacy 

Sri Venkateswara College of Pharmacy, Etcherla, Srikakulam, Andhra University,  

Vishakapatnam 

 

Publication Date: 2025/03/03 

 
Abstract: This journal explores the role of environmental influences in increasing the risk of developing schizophrenia, a complex 

mental health condition. While genetics play a significant role, research suggests that environmental elements such as prenatal 

infections, early life trauma, growing up in urban areas, and substance abuse significantly elevate the chances of schizophrenia, 

particularly in individuals with a genetic vulnerability. The interaction between these environmental triggers and genetic factors is 
complex, and gaining a deeper understanding of this relationship is essential for creating better prevention and treatment 

strategies. This review emphasizes the importance of considering both genetic and environmental factors for more effective 

management and prevention of the disorder. 
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I. INTRODUCTION 
 

Schizophrenia is a debilitating brain disorder that often 

leads to lifelong disability and emotional suffering for those 

affected (1). The disorder's clinical symptoms typically 

manifest in the late teens to early twenties, with males 

generally experiencing onset about five years earlier than 

females. Although schizophrenia impacts around 1% of the 

global populatio,(2) the exact causes of the illness remain 

unclear. Numerous studies have attempted to pinpoint 

genetic and environmental factors that, either separately or 

together, may contribute to its development. 

 
However, this body of research is complex and often 

contradictory, with initial findings sometimes failing to be 

replicated in later studies.(3)These inconsistencies could 

reflect the intricate nature of schizophrenia, where subtle 

brain abnormalities lead to a disorder that begins in early 

adulthood and progresses with minimal degeneration 

throughout life. 

 

Schizophrenia, like many other diseases, might result 

from a variety of different pathological pathways. Efforts to 

create a unified understanding of its origins have suggested 

biological mechanisms tied to developmental processes 

occurring before the appearance of clinical symptoms.(4) 

While there is still no consensus on the precise causal 

factors or the timing of their impact, the 

neurodevelopmental model of schizophrenia remains a 

compelling theory.(5) 

 

II. SIGNS AND SYMPTOMS 

 
 Categorizing Schizophrenic Symptoms: 

Since (6) originally used the name "schizophrenia," it 

has been generally accepted that the condition probably has 

multiple different forms, leading to the development of 

numerous subgroups. I suggest that schizophrenia can be 

divided into at least two categories in order to better 

comprehend the symptoms. A helpful framework is offered 
by Crow's two-syndrome model (Crow, 1980a), which 

combines several earlier distinctions,(7)including acute 

versus chronic and high versus poor premorbid performance. 

Crow has also attempted to connect these clusters of 

symptoms to underlying physiological changes and long-

term consequences.(8-12) 

 

According to Crow's method, there are two main types 

of schizophrenia symptoms: positive and (13-15)negative. 

The occurrence of atypical experiences, which are 

uncommon in healthy people, is what defines positive 

symptoms.(16-20) 
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 Explaining Schizophrenic Symptoms: 

Many explanations of schizophrenic symptoms 

propose that the cognitive dysfunction lies within the 

perceptual system.(21)For example, theories like the 

'defective filter' theory suggest that hallucinations result 

from misperceptions and misinterpretations of stimuli, while 

delusions arise from focusing on irrelevant stimuli and 

struggling to differentiate between what is significant and 

what is not. Thought disorder is linked to the perception of 

word meanings and associations that are unrelated to the 

current context.(22-24) Negative symptoms of 

schizophrenia, however, are not easily explained by 

perceptual dysfunction alone. Instead, they can be viewed as 

coping mechanisms developed in response primary  

perceptual difficulties, such as social withdrawal and limited 

speech, which serve to reduce the overwhelming stimuli 
causing distress to the patient. 

 

 Control of Action and the Symptoms of Schizophrenia: 

A deficit in response selection or action control could 

help explain the symptoms of schizophrenia. For this 

explanation to be meaningful, we must define key terms like 

"action" and "control" with precision, but this precision 

should be shaped by the lived experience of those with 

schizophrenia. Two particular aspects stand out.(25) One is 

the sensation of passivity or delusions of control, where the 

patient believes that their actions are not directed by 

themselves, but by an external force. In extreme cases, this 

belief can extend to the idea that foreign thoughts are being 

implanted in their mind. (26-27) 

 

Additionally, research by (28) suggests that some 

individuals with schizophrenia experience auditory 

hallucinations where the voice they hear is actually their 
own, but they perceive it as coming from an external source. 

In these situations, the individual may speak but feel as if 

the voice is not their own. These experiences may arise from 

a disconnection between the will to act and the execution of 

the action itself. In severe cases, the patient might not even 

be conscious of performing the action at all. 

 

III. EPEDIMOLOGY 
 

Research on schizophrenia suggests that the disorder is 

often unequally distributed across society, with higher 

prevalence rates observed in lower socio-economic groups. 

Recent meta-analyses have reinforced the belief that men 

have a higher lifetime risk of developing schizophrenia 

compared to women, with the risk for men being 1.4 times 

higher (29) 

 
In a review by(30)  three systematic reviews on 

schizophrenia's incidence, prevalence, and mortality were 

analyzed. They found that, contrary to previous views, 

schizophrenia’s incidence showed significant variation 

between regions. The median incidence was 15.2 cases per 

100,000 people, with estimates varying widely (7.7–43.0 per 

100,000). The male-to-female ratio for incidence was 1.4:1. 

Prevalence estimates also varied considerably, with the 

median lifetime risk of schizophrenia being 7.2 per 1,000 

people. People with schizophrenia had a two- to threefold 

higher mortality rate compared to the general population, 

with a median standardized mortality ratio of 2.6 for all 

causes of death, and this gap in mortality has widened over 

recent decades. 

 

Migrants were found to have a higher incidence and 

prevalence of schizophrenia compared to native-born 

individuals. Factors such as urban living, economic status, 

and latitude were also linked to the frequency of the 

disorder.(31-33)  concluded that the epidemiology of 

schizophrenia displays notable variability, offering potential 

directions for future research. 

 

Prevalence Lifetime Prevalence The lifetime 

prevalence of schizophrenia typically ranges from 0.14% to 

0.46%. A recent literature review by (34) on data from 
Central and Eastern Europe found that lifetime prevalence 

ranged from 0.4% to 1.4%. In Finland, based on DSM-IV 

criteria, the lifetime prevalence was 0.87% for schizophrenia 

and 0.32% for schizoaffective disorder.(35) These estimates 

should be seen as approximate, as demographic differences 

such as age-specific mortality and migration can affect the 

data. 

 

Prevalence in the Czech Republic In the Czech 

Republic, the prevalence of schizophrenia in 2013, based on 

the number of treated patients, was highest in Prague 

(0.608%) and lowest in the Central Bohemian Region 

(0.307%). The national average prevalence for the year was 

0.462%, placing the country among those with higher 

prevalence rates.(36) However, since about 1% of the global 

population is affected by schizophrenia, equating to roughly 

100,000 individuals in the Czech population, the actual 

number of cases is closer to 50,000 due to factors like 
migration and age-specific mortality. 

 

IV. RISK FACTORS 
 

While the precise origins of schizophrenia are not fully 

understood, both genetic and epidemiological studies have 

identified a range of genetic and environmental risk 

factors.(37) 

 

Numerous investigations have concentrated on the 

impact of environmental elements on the development of 

schizophrenia. Several risk factors have been recognized 

that can indicate the likelihood of experiencing psychosis, 

applicable to both individuals with a family history of the 

disorder and those without. 

 

In a study conducted by researchers (38- 40), they 
examined environmental risks associated with 

schizophrenia, considering factors such as complications 

during childbirth, being born in the winter or spring, delays 

in motor and speech development, behavioral anomalies, 

trauma from stressful life events, and substance usage. 

 

They assessed a sample of 100 patients (45 females 

and 55 males) and discovered that complications at birth and 

cannabis consumption were associated with an earlier onset 

of schizophrenia in individuals without a family history of 
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the condition. However, no environmental risk factors were 

found to predict an earlier onset in cases of familial 

schizophrenia. 

 

 Seasonal Effects , Birth Place and Place of Birth: 

Schizophrenia: (41). The flu epidemic and other acute 

respiratory tract illnesses are particularly common during 

the winter months. Pregnant women who contract viruses 

run the risk of developing schizophrenia because they can 

alter the brain. Although there are no established causes for 

this phenomenon, there are some signs that imply a higher 

number of people with schizophrenia are born in the winter. 

A combination of pathogenic agents, temperature, weather, 

food, pollution, and light intensity is the most likely cause. 

 

The importance of sunlight is enormous since it gives 
the body more than 90% of the vitamin D it needs. Vitamin 

deficits during pregnancy may cause fetal growth factor 

deficiency, which has Among acute respiratory ailments, 

influenza and other flu-like conditions are the most 

common. while the wintertime. Pregnant women who 

contract viruses run the risk of developing schizophrenia 

because they can alter the brain. Although there are no 

established causes for this phenomenon, there are some 

signs that imply a higher number of people with 

schizophrenia are born in the winter.(42-44). A combination 

of pathogenic agents, temperature, weather, food, pollution, 

and light intensity is the most likely cause. 

 

The importance of sunlight is enormous since it gives 

the body more than 90% of the vitamin D it needs. Pregnant 

women who are vitamin deficient may suffer fetal growth 

factor insufficiency, which can hinder brain development. 

Neo natals with both high and low vitamin D levels are 
linked to 

 

Higher The likelihood of developing schizophrenia is 

almost doubled for those who are born in urban regions. As 

mentioned by, the risk of As the population increases, the 

prevalence of schizophrenia also increases. Stress, excessive 

noise, pollution, crime, the availability of illegal drugs, 

family separation, and other unpleasant aspects of urban 

living are thought to contribute to the development of 

schizophrenia. 

 

 Pregnancy And Birth Complications: 

Research examining the link between schizophrenia 

and birth complications has lent support to both 

developmental and non-genetic models of the disorder (45) . 

One of the most common complications identified is fetal 

hypoxia, which may raise the likelihood of developing 
schizophrenia. Other birth-related factors, such as 

preeclampsia, malformations, and the use of vacuum 

extraction, can also increase the risk of the condition. 

 

Children born to mothers with schizophrenia are 

especially susceptible to perinatal damage,(46)  placing 

them at high risk. These children often experience lower 

birth weights, which are linked to developmental challenges 

in their first year. Additionally, evidence indicates that stress 

during pregnancy may play a role in triggering 

schizophrenia in those with a genetic predisposition. 

 

 Infection: 

Although the evidence for an infectious cause is 

typically indirect and frequently lacks specificity, it is 

nonetheless a significant factor to take into account. 

Infections with bacteria, protozoa, and viruses can cause 

both acute and subacute alterations. (47) 

 

Influenza virus infection during pregnancy is known to 

increase the incidence of neurodevelopmental problems, 

such as schizophrenia, in the offspring (48) . The sixth 

month of fetal development is the time of greatest risk (49), 

and there is a link between maternal infection and viral 

serological evidence (50). Being exposed to influenza 
Kynurenic acid levels have been demonstrated to 

momentarily rise in response to a virus during development, 

which may interfere with normal brain growth and cause 

cognitive deficits later in life. This process could shed light 

on how virally driven modifications in tryptophan 

metabolism during development lead to symptoms similar to 

schizophrenia. signs. (51) 

 

Congenital central nervous system anomalies have also 

been connected to measles infection. Adult psychosis and 

schizophrenia may be more likely to develop in those 

exposed to measles during pregnancy (52) . The genetic 

composition at schizophrenia-associated human leukocyte 

antigen loci may alter the impact of inflammatory processes 

and infections in determining the possibility of developing 

schizophrenia.(53) 

 

 Substance And Drug Abuse: 
Substance addiction is a common complication for 

individuals with psychotic disorders, involving substances 

such as cocaine, methamphetamine, LSD, phencyclidine, 

opiates, alcohol, tobacco, and cannabis. Drug use can trigger 

psychosis in individuals at risk or those with a history of 

psychotic episodes. In some cases, distinguishing between 

the onset of drug use and the early signs of psychosis can be 

challenging. However, substance abuse often precedes the 

classic symptoms of schizophrenia. 

 

Research indicates (54) , that the most commonly 

abused substances among individuals with schizophrenia are 

alcohol, tobacco, and cannabis. The link between cannabis 

use in adolescence and an increased risk of schizophrenia 

remains debated. Some studies suggest that cannabis use 

may contribute to the development of schizophrenia in those 

already predisposed to it. (55) 
 

Individuals with schizophrenia also have a higher 

tendency to smoke tobacco. Nicotine has been found to 

alleviate some symptoms of the disorder, such as enhancing 

memory, attention, and information processing—areas often 

impaired in people with schizophrenia. Additionally, 

nicotine can reduce the effectiveness of certain antipsychotic 

medications by lowering their blood levels, necessitating 

careful monitoring and potential adjustments in medication 

dosages. 
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Statistics show that up to 50% of individuals with 

schizophrenia also abuse alcohol, which is another substance 

commonly misused. If substance and alcohol abuse (56) are 

not addressed, the likelihood of relapse increases 

significantly. 

 

V. PREVENTIVE MEASURES 
 

Only a few intervention studies have been carried out 

thus far, indicating that research on psychosis prevention is 

still in its infancy. (57-60) Four randomized controlled trials 

(RCTs) have looked at pharmacological interventions or a 

combination of psychological and pharmacological 

treatments, whereas seven RCTs have assessed the impact of 

psychological interventions on treatment-resistant (TR) 

psychosis. Furthermore, seven published meta-analyses 
support the preventive effects of pharmacological treatments 

like olanzapine, risperidone, and omega-3 fatty acids over a 

12-month period, as well as psychological interventions like 

Cognitive Behavioral Therapy (CBT), integrated 

psychological approaches, and family-focused interventions. 

 

(61-65) and colleagues, for instance, showed a 54% 

decrease in 12-month TRs with a pooled risk ratio (RR) of 

0.46 (95% CI: 0.33 to 0.64).required to treat nine (NNT). In 

contrast, the NNT for acetylsalicylic acid-assisted stroke 

prevention in atrial fibrillation ranges from 24 to 87. 

Schmidt et al. also discovered an NNT of 10 (95% CI: 8 to 

17) and a 12-month RR of 0.44 (95% CI: 0.31 to 0.61). 

According to these results, pharmaceutical and 

psychological therapies, either separately or in combination, 

are just as successful in lowering TRs at 6- and 12-month 

follow-ups. 

 
As a result, contemporary treatments range from low-

dose antipsychotics to gentle, well-tolerated therapies like 

psychotherapy. A risk stratification technique may one day 

make it possible to choose the best intervention for each 

person according to their risk level.(66-70) More research is 

required, though, with brequired to treat nine (NNT). In 

contrast, the NNT for acetylsalicylic acid-assisted stroke 

prevention in atrial fibrillation ranges from 24 to 87. 

Schmidt et al. also discovered an NNT of 10 (95% CI: 8 to 

17) and a 12-month RR of 0.44 (95% CI: 0.31 to 0.61). 

According to these results, pharmaceutical and 

psychological therapies, either separately or in combination, 

are just as successful in lowering TRs at 6- and 12-month 

follow-ups. 

 

As a result, contemporary treatments range from low-

dose antipsychotics to gentle, well-tolerated therapies like 
psychotherapy.(70-75) A risk stratification technique may 

one day make it possible to choose the best intervention for 

each person according to their risk level. More research is 

required, though, with bigger sample sizes and longer 

follow-up times. Thankfully, three extensive trials are 

almost finished, including two that seek to duplicate the 

positive outcomes of treatment with omega-3 fatty 

acids.(76-86) 

 

In contrast to later phases of the illness, the first 

omega-3 experiment demonstrated that therapies could be 

beneficial in avoiding the onset of psychosis in persons at 

risk.(87-90) Furthermore, even among patients in the same 

risk category, a single intervention is unlikely to be 

universally beneficial due to the complex, multivariate 

character of psychosis.(91-98) The low level of long-term 

adherence to psychological and pharmacological prevention 

techniques may be a reflection of the difficulties in 

implementing preventive measures.(99-111) The necessity 

for a more varied, modular "toolbox" is highlighted by the 

possibility that many at-risk persons' long-term needs or 

subjective preferences may not be adequately met by current 

therapies interposition.(112-115) 

 

VI. CONCLUSION 
 

A complex mental illness that impairs a number of 

cognitive abilities is schizophrenia. Some people could need 

long-term treatment in a mental health facility, while others 

might recover completely and never exhibit symptoms again 

(116). Disturbed thinking, a distorted sense of reality, and, 

in certain situations, poor motor coordination—especially in 

its catatonic form—are the hallmarks of this severe illness. 

The symptoms of schizophrenia usually appear in late 

adolescence or early adulthood, and they frequently affect a 

large amount of the person's life.(117) 
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