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Novel hypothesis for pathophysiology of schizophrenia based on its genetic
architectures
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Genetic architecture of schizophrenia remains largely unknown, although

Genome-wide association study (GWAS) has contributed for detecting pathophysiology of complex
disorders. One of the reasons is that most studies are conducted based on “ separate analysis”
between common polymorphism (single nucleotide polymorphism: SNP) and rare variant (copy number
variant: CNV), so far. In this study, we conducted a joint analysis merging SNP (and polygenic risk
score calculated by whole-genome SNP effect) and CNV. Here, we detected the possible “ genuine”
CNVs were enriched in the lower PRS which had lower risk for schizophrenia based on polygenic model.
Further study will be required to obtain conclusive results, however, such hybrid analysis will be
essential for schizophrenia.
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