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[Abstract] The pathogenesis of Parkinson's disease is closely related to genetic factors. This article
has systematically reviewed the research progress of molecular genetic mechanism on Parkinson’s disease by
focusing on the role of six high-penetrance pathogenic genes ( SNCA, LRRK2, PRKN, PINKI,
PARK?7, and VPS35) and some risk genes (such as GBA1). These genetic variants eventually converge in
three core pathogenic biological pathways, including lysosomal-autophagy pathway disorder, mitochondrial
quality control disorder and a-synuclein metabolic abnormality. In-depth understanding of these molecular
mechanisms is of great significance for the development of targeted therapy and realization of precision
medicine for this disease.
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