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Detecting genetic component of schizophrenia
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A number of genome-wide association studies (GWASs) for schizophrenia have
conducted, and now detected multiple susceptibility genes. However, as such locus cannot fully explain
the heritabilitx (i.e. missing heritability), rare variants may be the key factor to detect the whole
range of the schizophrenia risk. In this study, we conducted a GWAS (for the common variants: SNP) and a
target resequencing (for previously implicated loci) in the Japanese population, to detect the
susceptibility genes for schizophrenia.

Approximately 5,000 subjects were genotyped, however, we could not find any significant association in
SNP nor SNVs with schizophrenia.

Specifically, to examine the existence of the genetic risk within our samples, we conducted a polygenic
component analysis: we did find significant enrichment of the risk alleles in our cases, implying
accumulative genetic risk exists. Further sample size will be required to identify individual
susceptibility SNP for schizophrenia.
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