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[bookmark: _Toc213958309]Abstract

Background: The link between substance misuse and schizophrenia is debated, particularly regarding causation, shared genetics, and which develops first.
Objective: To review UK evidence linking substance misuse and schizophrenia-spectrum disorders in adults and summarise proposed mechanisms.
Methods:  A scoping review following Arksey–O'Malley and PRISMA-ScR guidelines searched major databases (2015–2025) for peer-reviewed UK studies on adults. Data were charted and thematically synthesised.
Results: Four themes emerged: (1) Cannabis and other substances as key risk factors; (2) Moderate causal influences and bidirectional relationships; (3) Separate genetic and environmental influences, and (4) Timeline of progression and clinical predictors.
Conclusion: UK evidence shows substance misuse, especially high-potency cannabis, contributes to schizophrenia risk alongside genetic and environmental factors, requiring integrated multifactorial interventions.
[bookmark: _Toc213958310]Introduction   

Schizophrenia, a serious and debilitating mental disorder, is marked by positive symptoms like hallucinations and delusions, negative symptoms such as reduced emotional expression and avolition, as well as cognitive deficits that impact memory, attention, and executive functioning (Correll and Schooler, 2020). Worldwide, schizophrenia affects over 24 million individuals (WHO, 2022). The prevalence of schizophrenia in the UK is thought to be around 1% of the population (Zacher, J.M., 2022). Substance misuse is defined as the dangerous or damaging use of psychoactive chemicals, such as stimulants, alcohol, cannabis, and other illegal drugs, which results in dependence syndrome and related health issues (DHCC  2017). Furthermore, research indicates that the prevalence of substance misuse ranges from 24 to 36 per cent, 5 - 9% for drug abuse alone, and 8% for combined drug and alcohol abuse (NICE, 2009). Since substance use has been associated with an earlier onset age, more severe symptoms, higher relapse rates, and poorer treatment outcomes in individuals with schizophrenia, this comorbidity presents challenging clinical dilemmas (Barnes et al., 2018).
The connection between substance misuse and schizophrenia remains a topic of debate in psychiatric research. Although epidemiological studies have consistently demonstrated associations between cannabis consumption and increased rates of psychotic disorders, establishing causation has proven challenging due to confounding factors, reverse causation, and shared genetic predispositions (Di Forti, M. et al., 2015). Recent developments in genetics, especially Mendelian randomisation studies, have yielded novel methodological strategies for evaluating causal links while reducing confounding variables (Davies, Holmes and Davey Smith, 2018).
Considering the growing evidence base, the increasing strength of cannabis products in the UK, and recent genetic findings, it is crucial to conduct a comprehensive scoping assessment of recent UK research to synthesise current information and identify knowledge gaps.
[bookmark: _Toc213958311]Review Question

What is known from UK adult studies about the relationship between substance misuse and schizophrenia or schizophrenia-spectrum disorders, including proposed causal pathways?

[bookmark: _Toc213958312]Objectives
1. To identify substances most frequently associated with schizophrenia or schizophrenia-spectrum disorders in UK adult populations
2. To explore the substance misuse-schizophrenia relationship, including causal pathways, biological mechanisms, and directionality.
3. To identify gaps in current research to inform future prevention strategies and policy initiatives
[bookmark: _Toc213958313]Background

[bookmark: _Toc213958314]Policy and Legislative Context
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In the UK, various significant policy frameworks regulate the connection between substance abuse and mental health. Moreover, the statutory framework for the care and treatment of people with mental disorders, including those who also abuse substances, is provided by the Mental Health Act 1983 (revised in 2007). According to the Act, dual diagnosis is a serious clinical issue that calls for integrated treatment strategies (DHSC,2015).
Furthermore, the 2017 Drug Strategy and further revisions to the UK Government's drug policy place a strong emphasis on harm reduction, treatment, and recovery for those suffering from substance use disorders (HM Government, 2017). However, the UK continues to classify cannabis as a Class B prohibited substance under the Misuse of Drugs Act 1971 due to worries about its possible negative effects, which include connections to mental health issues. Public Health England's evidence assessments have repeatedly emphasised the link between cannabis usage and psychotic illnesses (Davies, 2018).
Additionally, clinical guidelines for the treatment of schizophrenia and psychosis in adults (CG178, revised 2014), as well as co-occurring severe mental illness and substance abuse (CG120, 2011), are provided by NICE. These recommendations advocate frequent evaluation and integrated treatment techniques that address both illnesses concurrently, acknowledging that substance abuse is common among individuals with schizophrenia (NICE,2011; NICE,2014).

[bookmark: _Toc213958315]Current Services and Practice

NHS services for individuals with comorbid schizophrenia and substance misuse have evolved toward integrated care models. Early Intervention in Psychosis (EIP) services, established across England following the NHS Long Term Plan, provide specialist support for individuals experiencing first-episode psychosis, including assessment and intervention for substance use (NHS England, 2016). These services operate within a critical three-year window following first presentation, aiming to reduce the duration of untreated psychosis and improve long-term outcomes (Kirkbride et al., 2017). Updated Early Intervention in Psychosis standards mandate routine assessment, integrated pathways, and dual-diagnosis competence (NHS England, 2023).
Additionally, Community Mental Health Teams (CMHTs) offer continuous treatment to people with confirmed schizophrenia, and dual diagnosis specialists are becoming increasingly incorporated into the delivery of services (NHS, 2023). Nonetheless, the provision of services across the UK remains inconsistent, and numerous areas lack specialised dual diagnosis treatments. The "no wrong door" strategy outlined in policy documents stresses that individuals should receive appropriate mental health and substance abuse care, irrespective of the initial point of contact (PHE, 2017).
Furthermore, treatment involves both medication and therapy. Antipsychotic drugs are prescribed along with psychosocial support like cognitive behavioural therapy for psychosis (CBTP), therapy that includes family members, and motivational interviewing for substance-related problems (NICE, 2014). Although there are still implementation issues, there is evidence that integrated therapy models outperform parallel or sequential treatment techniques (Harris et al., 2023).
[bookmark: _Toc213958316]Key Challenges and Issues

However, even with policy commitments, various challenges make it difficult to understand and manage substance misuse in individuals with schizophrenia. First, it is still unclear which way the relationship is going. People who are genetically predisposed to schizophrenia may be more likely to start using drugs than those who are not, indicating a reverse causal relationship (NCCMH,2011). Additionally, to make causal inference even more difficult, the self-medication theory suggests that people take drugs to cope with unpleasant psychotic symptoms or adverse drug reactions (Khantzian, 1997; Turner et al., 2018).
[bookmark: OLE_LINK5]Secondly, the evolving environment of substance use brings forth new difficulties. Over the last few decades, cannabis potency in the UK has risen significantly, with high-potency "skunk" strains now dominating and featuring heightened levels of tetrahydrocannabinol (THC) (Wilson, Freeman and Mackie, 2019). This change raises the question of whether the findings of previous studies are still applicable to current cannabis use trends. Multicentre and South London case-control data suggest restricting high-potency cannabis could reduce first-episode psychosis incidence; population-attributable fractions indicate significant public health potential (Di Forti et al., 2019).
Thirdly, genetic studies have shown that cannabis usage and schizophrenia share a common genetic architecture, indicating overlapping biological processes (Wainberg et al., 2021). However, complex analytical techniques like Mendelian randomisation, which employ genetic variants as instrumental variables to evaluate causality while minimising confounding, are needed to differentiate shared genetic liability from causal effects.
Fourthly, there are still unanswered questions about certain drug classes, dose-response models, exposure timing, and genetic vulnerability interactions. Despite their clinical importance, stimulants, alcohol, and polysubstance use have received less attention in studies than cannabis (BPS, 2022).
Finally, it is still difficult to characterise the temporal link between substance use and the onset of psychosis. Although it is methodologically difficult, determining whether substance use occurs before or after prodromal symptoms is crucial for comprehending causative pathways and creating focused preventative interventions (Myles et al., 2012).
[bookmark: _Toc213958317]Methods

The methodological framework established by Arksey and O'Malley (2005), refined by Levac et al. (2010), guided this scoping review. The process followed five phases:
1. Formulating the research question. 
2. Locating pertinent studies. 
3. Choosing studies. 
4.  Mapping the data.
5. Compiling, summarising, and reporting findings.
The research adhered to the PRISMA-ScR checklist, a standardised tool ensuring comprehensive and transparent reporting of a scoping review's methods and findings (Sarkis-Onofre et al., 2021).

[bookmark: _Toc213958318]Search Strategy

Additionally, a comprehensive literature search was conducted across PubMed, PsycINFO, Scopus, and the University of Wales Trinity Saint David (UWTSD) Library database. Only peer-reviewed journal articles published between 2015 and 2025 were included. Boolean operators combined key phrases such as:

(“schizophrenia” OR “psychosis” OR “schizophrenia-spectrum”) AND (“substance use” OR “substance misuse” OR “cannabis” OR “drug use” OR “alcohol”) AND (“United Kingdom” OR “UK” OR “Britain” OR “England” OR “Scotland” OR “Wales”).



[bookmark: _Toc213958319]Inclusion criteria

· Peer-reviewed primary or secondary research studies.
· Concentrate on individuals aged eighteen and over.
· UK data or with UK populations.
· Investigating links between substance abuse and schizophrenia or schizophrenia spectrum disorders.
· Published from 2015 to 2025.

[bookmark: _Toc213958320]Exclusion criteria

· Research focused solely on adolescent groups.
· Non-UK research without UK-relevant data
· Non-peer-reviewed sources, such as case reports, editorials, and policy documents.
· Studies lacking temporal links between substance use and psychosis onset.
· Studies treating substance use as an outcome of schizophrenia.

Data Extraction and Analysis

A standardised charting form captured key study details:  year, author, study design, sample characteristics, substances studied, key findings, and relevance to the review topic. A thematic analytical framework identified recurring patterns, interrelationships, and research gaps (Aveyard, 2014). Themes were developed through continuous analysis.

Ethical Considerations

As this review analysed existing research without direct participant involvement, formal ethical approval was not required. Ethical standards were upheld by accurately representing findings, avoiding selective reporting, and acknowledging limitations. All sources were properly cited to ensure transparency and avoid plagiarism.


[bookmark: _Toc213958321]Results

Six peer-reviewed studies from 2017 to 2024 satisfied the selection criteria. All either originated from the UK or included British data (such as from the EU-GEI and UK Biobank datasets) and employed different but complementary research methods: Mendelian randomisation (MR) (Gage et al., 2017; Vaucher et al., 2017), long-term follow-up studies (Alderson et al., 2017), case-control investigations (Barnes et al., 2018; Austin-Zimmerman et al., 2024), and genome-wide association meta-analysis (Johnson et al., 2024). Together, these studies examined the genetic, environmental, and clinical mechanisms connecting substance misuse, mainly cannabis, to schizophrenia in UK adults. 
Summary of Selected Studies

Key: OR = Odds Ratio; CI = Confidence Interval; PRS = Polygenic Risk Score; rg = Genetic correlation. 

	Author(s),
Year

	Research Objectives
	Methods
	Key findings
	Relevance to question

	Gage et al. (2017)
	To evaluate whether cannabis use causes schizophrenia using genetic approaches.
	Two-sample Mendelian randomisation; 36,989 cases, 113,075 controls; 21 genetic variants for cannabis initiation
	Modest cannabis-to-schizophrenia association (OR 1.04, 95% CI 1.01-1.07); stronger reverse effect with schizophrenia predicting cannabis initiation (OR 1.10, 95% CI 1.05-1.14)
	Shows limited cannabis impact on schizophrenia; stronger evidence that schizophrenia genetics increase cannabis use

	Barnes et al. (2018)
	To assess substance, use in psychosis in first-episode schizophrenia
	Longitudinal prospective design; 152 patients (110 substance users, 42 non-users); West London First-Episode Study
	Cannabis use linked to psychosis onset 5 years earlier (p-value=0.002); 68% used substances, with cannabis being the most commonly used
	Shows cannabis correlates with earlier psychosis in UK patients

	Vaucher et al. (2017)
	To determine cannabis causation on schizophrenia using genetic instruments
	Mendelian randomisation; 34,241 cases, 45,604 controls; 10 single-nucleotide polymorphisms (SNPs) for cannabis use; mostly European descent
	Cannabis linked to schizophrenia risk (OR 1.37, 95% CI 1.09-1.67); greater than Gage findings; no pleiotropy (p-value=0.292)
	Shows stronger causal cannabis-schizophrenia link than other MR studies; supports causation

	Austin-Zimmerman, Di Forti et al. (2024)
	To investigate
schizophrenia, genetic risk, and cannabis interaction on psychosis
	Case-control; EU-GEI (1,098) and UK Biobank (143,600); schizophrenia and cannabis polygenic risk scores (PRS)
	High-potency cannabis increased psychosis risk (OR 5.09, 95% CI 3.08-8.43); schizophrenia PRS and cannabis independently raised risk; no PRS-cannabis interaction
	High-potency cannabis use independently predicts psychosis irrespective of genetic risk; both genetic and environmental factors contribute separately.

	[bookmark: _Hlk213266578]Johnson et al. (2024)
	To examine genetic links between schizophrenia, cannabis disorder, and tobacco use across ancestries
	Cross-ancestry GWAS meta-analysis; European (schizophrenia N=161,405, cannabis use disorder N=886,025, smoking N=805,431); African samples; Mendelian randomization and pleiotropy analyses
	Bidirectional causation found; cannabis disorder-schizophrenia correlation (rg=0.37) greater than smoking-schizophrenia (rg=0.17); 327 shared genetic variants identified
	Shows shared genetic factors and bidirectional causation; cannabis disorder-schizophrenia genetic overlap exceeds smoking-schizophrenia overlap

	Alderson et al. (2017)
	To examine transition from substance-induced psychosis to schizophrenia and risk factors
	Longitudinal cohort; 3,486 first substance-induced psychotic disorder (SIPD) admissions, Scotland (1997-2012); 15.5-year follow-up
	17.3% transitioned to schizophrenia. (15.5-year risk) 21.4% from cannabis-induced psychosis. 50% transitioned within 2 years (mean: 13y). Risk factors: male, <30, long admission
	Provides UK-specific evidence that substance-induced psychosis, particularly cannabis-related, increases risk of schizophrenia diagnosis; demonstrates temporal progression from substance use to schizophrenia




[bookmark: _Toc213958322]Thematic analysis

[bookmark: _Toc213958323]Theme 1:  Cannabis and other substances as key risk factors

Cannabis is the substance most frequently linked to schizophrenia. Barnes et al. (2018) found that 68% of individuals experiencing their first schizophrenia episode in West London had a history of substance use, specifically cannabis. Moreover, Alderson et al. (2017) reported that 21.4% of those with cannabis-induced psychosis developed schizophrenia, compared to 10.6% with alcohol-induced psychosis.
[bookmark: _Toc213958324][bookmark: OLE_LINK1]Theme 2:  Moderate causal influences and two-way relationships

Mendelian randomisation studies found significant causal links between cannabis and schizophrenia, with odds ratios from 1.04 to 1.37 (Gage et al., 2017; Vaucher et al., 2017). Genetic predisposition to schizophrenia also increased cannabis use (OR = 1.10), suggesting a two-way relationship (Johnson et al., 2024).

[bookmark: _Toc213958325]Theme 3:  Separate genetic and environmental influences

High-strength cannabis independently increased psychosis risk (OR = 5.09, 95% CI 3.08–8.43), regardless of polygenic schizophrenia susceptibility, indicating additive rather than multiplicative effects (Austin-Zimmerman et al., 2024).

[bookmark: _Toc213958326]Theme 4: Timeline of progression and clinical predictors

Alderson et al. (2017) found that 17.3% of individuals with substance-induced psychotic disorders developed schizophrenia over 15.5 years, with half transitioning within the first two. Furthermore, male gender, age under 30, and prolonged initial hospitalisation were linked to a higher risk of progression.
Overall, the findings show converging evidence that substance misuse, especially heavy use of high-potency cannabis, raises schizophrenia risk via biological vulnerability and environmental factors.
[bookmark: _Toc213958327]Discussion

This scoping review examined UK evidence on substance misuse and schizophrenia in adults, revealing complex environmental and biological mechanisms. Cannabis, especially high-potency forms, showed the strongest psychosis association, contributing to risk alongside genetic and environmental vulnerabilities.

[bookmark: _Toc213958328]Cannabis as the predominant substance

Every study in the review identified cannabis as the primary drug linked to psychotic disorders. Research by Barnes et al. (2018) found that cannabis users experienced their first psychotic episode five years younger than those who did not use the drug. At a national level, cannabis continues to be the most used illegal drug among people aged 16 -24, a critical age range when schizophrenia typically first appears (ONS, 2024; Leeson et al., 2011).
According to Austin-Zimmerman et al. (2024), individuals using high-strength cannabis daily faced a fivefold increased risk of developing psychosis (OR = 5.09), even when accounting for genetic predisposition, indicating a significant environmental influence. These findings are particularly relevant considering that potent "skunk" varieties with high THC and low CBD content dominate Britain's cannabis market (Di Forti et al., 2019). Together, these studies indicate that both the strength of cannabis and how often it is consumed play major roles in determining the level of schizophrenia risk.

Causal evidence from Mendelian randomisation

Conventional observational studies have limitations in distinguishing true causation from confounding factors or situations where the outcome influences the exposure. Mendelian randomisation (MR) employs genetic markers as factors to better establish causal relationships, thereby strengthening the quality of evidence. Studies by Gage et al. (2017) and Vaucher et al. (2017) identified statistically meaningful causal links between starting cannabis use and increased schizophrenia risk (OR = 1.04 and 1.37, respectively). While these effect sizes may seem modest, they reflect population-wide increases that were replicated across separate study groups.
However, both MR investigations focused on whether people started using cannabis rather than measuring usage patterns or intensity. This methodological constraint may underestimate the actual effect, since heavy or long-term consumption of potent cannabis is associated with a higher risk (Austin-Zimmerman et al., 2024). Consequently, MR findings represent a cautious minimum estimate of the causal relationship. When considered together with case-control study results, a clear pattern emerges showing that greater exposure leads to greater risk, providing support for cannabis playing a causal role in psychosis onset.

[bookmark: _Toc213958329]Bidirectional relationships and shared genetic liability

Research by Johnson et al. (2024) revealed mutual genetic links between schizophrenia, cannabis use disorder, and tobacco addiction. The genetic overlap between cannabis use disorder and schizophrenia (rg = 0.37) was more substantial than that between smoking and schizophrenia (rg = 0.17), suggesting some shared biological mechanisms. Likewise, Gage et al. (2017) found that individuals genetically predisposed to schizophrenia had a higher likelihood of beginning cannabis use (OR = 1.10).
This two-way relationship suggests that some of the connection between cannabis and schizophrenia stems from common genetic factors, genes related to dopamine function or impulse control, rather than being purely causative. Nevertheless, the continued presence of substantial environmental influences, such as the fivefold elevated risk associated with potent cannabis use, demonstrates that shared genetics alone cannot account for the entire relationship.



[bookmark: _Toc213958330]Independent genetic and environmental effects

Results from Austin-Zimmerman et al. (2024) help explain how genetic and environmental factors interact. Both polygenic risk scores for schizophrenia (PRS) and cannabis consumption independently predicted psychosis development, without any meaningful interaction between them. This suggests the effects combine additively: intensive cannabis use elevates risk irrespective of genetic vulnerability.
However, from a biological perspective, THC (tetrahydrocannabinol) activates cannabinoid type-1 (CB1) receptors in the brain, which help control dopamine and glutamate, two key chemical messengers. While initial THC exposure may temporarily boost communication between brain cells, prolonged use can disrupt normal dopamine functioning in the brain's reward pathways. This disruption is particularly concerning because similar dopamine dysfunction has been linked to schizophrenia-spectrum disorders. The brain chemistry changes caused by chronic THC use closely resemble those seen in psychosis, especially in brain regions responsible for motivation and determining what is important or meaningful (Bhattacharyya et al., 2020). Therefore, environmental contact with high-potency cannabis compounds can initiate psychotic symptoms even in people with minimal genetic susceptibility. 

[bookmark: _Toc213958331]Temporal progression and clinical risk factors

Alderson et al. (2017) present compelling long-term data from Scotland demonstrating that drug-triggered psychotic episodes are clinically important warning signs for schizophrenia. In a study tracking 3,486 patients over 15.5 years, 17.3% developed schizophrenia, with cannabis-related psychosis showing the greatest conversion rate (21.4%). Half of these transitions happened within two years, although the average time until schizophrenia diagnosis was 13 years. Being male, under 30 years old, and having extended initial hospitalisations increased the chances of progression.
These findings indicate that substance-triggered psychotic episodes are neither temporary nor harmless. Rather, they frequently serve as early indicators of an underlying vulnerability pathway leading to schizophrenia. The pronounced age-related pattern supports developmental brain theories suggesting that drug exposure during late teenage years disrupts normal brain maturation processes, thereby raising lifelong risk.

[bookmark: _Toc213958332]Integration across themes

Collectively, the four themes show that substance misuse interacts with underlying vulnerabilities. High-potency cannabis acts as an environmental catalyst, functioning independently or alongside genetic predisposition. Mendelian randomisation and genome-wide association studies reveal overlapping genetics and bidirectional influences rather than simple causation. Longitudinal studies show substance-related psychosis can precede schizophrenia. Despite varying risk estimates (OR = 1.04 - 5.09), converging genetic, population, and clinical evidence confirms that substance misuse contributes to, but does not deterministically cause, schizophrenia.
Research gaps and limitations

Although findings are consistent, several important knowledge gaps persist:
1. Range of substances: UK research examines cannabis; other drugs like stimulants, alcohol, and combined substance use need more thorough examination despite their established link with psychosis (Alderson et al., 2017).
2. Exposure gradients: The absence of uniform measurements for usage frequency, drug strength, and consumption duration hinders understanding of critical threshold levels. Future research should include precise, objective assessments of THC exposure (ONS, 2024).
3. [bookmark: OLE_LINK4]Timeline accuracy: Most data rely on retrospective reports; forward-looking studies tracking at-risk individuals before symptoms emerge are necessary to establish clearer cause-and-effect sequences (Keerthy et al., 2021).
4. Biological mechanisms: Brain imaging and biological marker research could reveal the neural changes that underpin cannabis-associated psychosis (Murray et al., 2017).
5. Population differences: UK studies provide minimal evidence on variations across gender, ethnic background, or social class, despite documented inequalities in schizophrenia rates (Wainberg et al., 2021).
From a methodological perspective, Mendelian randomisation relies on robust genetic tools; the limited genetic variation explained by cannabis initiation reduces analytical accuracy. Additionally, the scarcity of UK-specific longitudinal studies limits how widely the findings can be applied.
[bookmark: _Toc213958333]Implications for policy and practice

These results have important implications for UK mental health and addiction services. Standard screening for substance use should be incorporated into all assessments conducted by Early Intervention in Psychosis (EIP) programmes, given that approximately two-thirds of individuals experiencing their first psychotic episode have used substances (Barnes et al., 2018). Integrated treatment models that simultaneously address psychiatric conditions and substance problems should replace approaches that tackle these issues separately (Harris et al., 2023).
Public health initiatives need to clearly convey the psychiatric dangers of potent cannabis, particularly to teenagers and young adults. Communication should stress that beginning use early and consuming heavily substantially raises psychosis risk, even among those without familial psychiatric histories.
Policymakers should also weigh this evidence in current discussions around cannabis legislation. The documented link between regular high-THC consumption and increased psychosis risk justifies maintaining robust public health safeguards and investing in focused prevention initiatives. Furthermore, the uneven availability of dual-diagnosis services across different regions, commonly referred to as the "postcode lottery", needs to be resolved through establishing nationwide service standards.
In summary, UK research shows that substance misuse, especially cannabis, is both associated with and partially responsible for causing schizophrenia. Mendelian randomisation suggests moderate causal pathways at the population level, while observational and follow-up studies show temporal links (including progression from substance-induced psychosis to later schizophrenia in a subset). Drug-triggered psychotic episodes often appear before schizophrenia develops, strengthening the timeline supporting causation. 
The connection involves multiple factors working in both directions: inherited predisposition and environmental factors operate separately, but their effects accumulate. Decreasing intensive cannabis consumption, particularly among younger people, could reduce new cases of psychotic disorders in the UK, justifying coordinated efforts across prevention programmes, clinical services, and public policy.
[bookmark: _Toc213958334]Recommendations for Future Research

1. Prospective high-risk studies: Track at-risk individuals over time to establish the sequence of events and direction of causation.
2. Broader substance focus: Examine stimulants, alcohol, and combined drug use, which have received limited attention in UK research.
3. Defining exposure thresholds: Identify specific levels of usage frequency and drug potency linked to heightened psychosis risk.
4. Biological mechanism research: Use brain imaging and biological markers to understand the underlying neurological processes.
5. Population subgroup analysis: Investigate differences in vulnerability to substance-related psychosis across gender, ethnic groups, and social classes.

[bookmark: _Toc213958335]Recommendations for Policy and Practice

1. Universal screening protocols: Introduce systematic substance-use assessments throughout Early Intervention in Psychosis (EIP) services and community mental health programmes.
2. Combined treatment approaches: Provide simultaneous care for psychiatric disorders and substance misuse rather than treating them separately.
3. Focused prevention campaigns: Design health education specifically for young people, particularly those with familial psychiatric history, highlighting the dangers of potent cannabis.
4. Enhanced training and service consistency: Strengthen professional development for practitioners and ensure uniform availability of dual-diagnosis services nationwide.
Furthermore, when combined, these observations offer a solid foundation of evidence for enhancing dual-diagnosis care and preventative initiatives throughout the United Kingdom. Policymakers, clinicians, and researchers can better understand, predict, and lessen the impact of substance-related psychosis in mental health practice by targeting both biological and environmental processes.

[bookmark: _Toc213958336]Conclusion 

This scoping review mapped UK research on substance misuse and schizophrenia-spectrum disorders in adults. Evidence suggests frequent or high-potency cannabis is a significant contributory factor within a multifactorial model, including genetic vulnerability and environmental triggers. Mendelian randomisation and genome-wide association studies indicate moderate causal pathways, while observational studies show temporal links between substance-induced psychosis and later schizophrenia. Substance misuse does not solely cause schizophrenia but may accelerate onset, worsen prognosis, or interact with biological susceptibilities. Findings highlight the need for integrated dual-diagnosis services, early prevention, and public health messaging on cannabis risks.
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