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Mechanisms of Parkinson disease with peripheral neuropathy ZHANG Houwen, ZHU Hong, LI Chunrong, et al.
(The Second Clinical Medical College of Zhejiang Chinese Medical University , Hangzhou 310053, China)

Abstract: Parkinson disease (PD) is the second most prevalent neurodegenerative disorder and predominantly im-
pacts the extrapyramidal system. This condition arises from the degeneration of the dopaminergic nigrostriatal pathway. In
recent years, studies have shown that PD pathology and lesions are not limited to the center nervous system, and that PD is
a systemic and multisystem disease. The concurrence of PD with peripheral neuropathy (PN) has been increasingly ac-
knowledged, although its pathogenesis remains elusive. The motor symptoms in PD patients often mask the symptoms of

PN, leading to relatively low clinical recognition of PD coexisting with PN. This poses challenges in the clinical diagnosis
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and treatment of PD. This review comprehensively summarize the pathogenesis of PD coexisting with PN.
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