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Research progress of ferroptosis in the formation of Parkinson's disease
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[Abstract] Parkinson's disease (PD) is one of the most common neurodegenerative diseases, which is

characterized by dopaminergic(DA) neuron loss in the substantia nigra pars compacta(SNpc) and the forma-

tion of Lewy bodies and Lewy neurites. Ferroptosis is a particular form of cell death which is induced by lipid

hydroperoxides derived from the oxidation of reactive species generated by free iron. At present,it is consid-

ered that iron overload,increased lipid peroxide level and decreased glutathione level will occurr during ferrop-

tosis, which reveals that ferroptosis may participate in the pathophysiological process of PD formation.
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