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Research advances in the pathogenesis of abnormal copper
metabolism in Parkinson’ s disease

YANG Huijie', LAN Rui’*, WANG Manman', WANG Weiwei', LI Hongyu', TANG Chen', LIU Shuang',
YANG Jieli', SHEN Xiaoming’
(1. Encephalopathy Center, the First Affiliated Hospital of Henan University of Chinese Medicine, Zhengzhou 450000, China.
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[ Abstract] Parkinson’s disease is a neurodegenerative disease associated with abnormal copper metabolism in the
brain, which leads to misfolding and aggregation of a-synuclein-copper complexes, which is an important pathological sign
of Parkinson’ s disease. Copper metabolism, i.e. , cellular metabolic processes involving copper ions, is closely related to
the pathogenesis of o-synuclein aggregation, dopamine metabolism, mitochondrial dysfunction, oxidative stress, and
ferroptosis in Parkinson’s disease. In this review, we summarize the molecular metabolic mechanism of copper toxicity by
studying the pathological role of copper metabolism in Parkinson’ s disease, to support our further understanding of the
mechanism of action and drug development.
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