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[Abstract] Parkinson's disease (PD) is a globally degenerative neurodegenerative disease. However, there is no
cure for this disease due to the multiple factors involved in the pathogenesis of PD. At present, most scholars believe that
this disease is related to interaction between age, environmental and genetic factors. In recent years, accumulating evi-
dence has supported that viral infection is one of the possible risk factors for PD. Multiple epidemiological studies indi-

cate that there may be a correlation between PD and hepatitis C virus (HCV) infection. This paper presents the latest re-
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search progress on the relationship between HCV and PD and its possible pathogenic mechanism.
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