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Although the etiological mechanisms of psychiatric disorders, such as schizophrenia,
remain largely esoteric, multiple hypotheses (e.g. dysfunction of dopamine, glutamate or
serotonin, neurodevelopmental disorders, stress during pregnancy and viral infection) have
been proposed. The dissection of molecular pathways centered on promising risk factors,
such as Disrupted-In-Schizophrenia 1 (DISC1), may help us achieve a better
understanding of the pathogenesis of these disorders. In this study, I identified a novel
interacting protein complex, V-ATPase, as a partner of DISC1. I found significant protein
reduction of a couple of V-ATPase subunits in synaptic vesicle fractions isolated from the

DISC1-deficient mice compare to proteins isolated from the wildtype mice.
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