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Exploration of Parkinson disease-specific pathological background
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Analysis of Parkinson®s disease-causative genes PINK1, Parkin, and CHCHD2
using model animals indicated that mitochondrial dysfunctions are a risk factor for dopaminergic
degeneration, and that enhanced mitochondrial function suppresses the aggregation and accumulation
of alpha-synuclein. The study of VPS35 and LRRK2 suggested that abnormal presynaptic endocytosis is
a risk factor for dopaminergic degeneration. In addition, analysis of the PD-associated gene PLA2G6
suggested that alteration in phospholipid composition may be a risk factor for alpha-synuclein
aggregation and that a lipid-controlled diet may reduce the risk of PD.
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