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Generation of pathological models for Parkinson’s disease
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WFER R OBEE (J530) : To understand the pathology of Parkinson’s disease, mouse models that
replicate Parkinson’s disease symptoms are indispensable. However, currently none of the models are
able to meet the pathological demands. The present study will attempt to create a novel NADH
dehydrogenase (ubiquinone) flavoprotein 2,24kDa (NDUFV2) knockout mouse and familial Parkinson’s
disease causative gene PINK1 knockout mouse that presents mitochondrial dysfunction, based on the
cause of Parkinson’s disease, which will be useful for future studies.
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