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Elucidation of the mechanism of dopaminergic cell death based on the analysis of
a novel mouse model of Parkinson®s disease.
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In order to prevent the onset or progression of Parkinson®s disease, it is
important to understand the pathogenesis of the disease in the prodromal phase, before the dopamine
nerves are reduced in large amounts. It is known that Parkinson®s disease manifests various
abnormalities in areas other than the brain from the prodromal stage. In this study, | used a mouse
model of Parkinson"s disease in the prodromal stage and analyzed its blood metabolites. The results
showed an increase in isobutyricarnitine and pyrimidine nucleosides, which are thought to be
associated with mitochondrial abnormalities. These results suggest that systemic mitochondrial
dysfunction already exists in Parkinson's disease, even in its prodromal stage.
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