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Schizophrenia is a disease affecting about 1% of the population in the world. However,
pathogenesis of schizophrenia is unclear, several hypotheses are reported. To understand
molecular level of schizophrenic pathogenesis, I focused on DISC1 and its interacting
molecules. In this study, I showed that DISC1 and its interacting molecules regulate axon
elongation, synapse formation, and neuronal migration. These results suggest that the

functional analysis of DISC1 leads to molecular level of schizophrenic pathogenesis
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