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Research progress of a-synuclein in the pathogenesis of Parkinson's disease
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Abstract: Parkinson’s disease (PD) is the most common neurodegenerative disease, and Lewy bodies (LBs) is the most typical

pathological change. a-synuclein (a-syn), as the main component of LBs, is considered as the pathogenic factor of PD. According to the

transmission hypothesis, pathological a-syn can be transported from damaged neurons to normal neurons, leading to pathological misfolding

and aggregation of a-syn in recipient neurons, resulting in cascading neuronal damage. According to the hypothesis of gut-brain axis,
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pathological a-syn can be produced in the intestine, and uploaded to the central nervous system via the vagus nerve. In this paper, the role

of a-syn in the pathogenesis of PD is summarized, in order to provide reference for the study of intervention targets of PD.
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