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MFFERR R OBEEE (330) @ This study will be aiming to clarify the pathophysiology of schizophrenia
from the view point of neurodevelopmental hypothesis through investigating the brain of animal model
and postmortem human brain neuropathologically. As the results, I found the differences of the
formation of neuronal fiber and the appearance of neuromodulator protein or neurotransmitter in the
brain of model mouse compared to the control. Also, these findings observed in animal model were
detected in the brain of schizophrenia. These facts indicated that there existed the neurodevelopmental

problem in the pathophysiology of the schizophrenia.
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