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Research progress of oxidative stress and mitochondrial dysfunction in the pathogenesis of Parkinson s disease
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Abstract: The occurrence of Parkinson’s disease (PD) is influenced by many factors, among which oxidative stress and mitochondrial
dysfunction have become the focus of research on the pathogenesis of PD. Oxidative stress response can lead to oxidative modification of
mitochondrial proteins, oxidative damage of mitochondrial DNA , and loss of mitochondrial membrane potential , which in turn exacerbates the
impairment of mitochondrial function. Mitochondrial dysfunction not only affects the energy conversion efficiency of cells, but also leads to
metabolic disorders, and causes neurodegenerative diseases. Oxidative stress and mitochondrial dysfunction interact to form a vicious cycle,
exacerbating the development of PD. Therefore ,a comprehensive understanding of the relationship between oxidative stress and mitochondrial
dysfunction in the pathogenesis of PD is helpful for the research and treatment of PD. This article provides a systematic review of the correlation
between oxidative stress,mitochondrial dysfunction,and PD,aiming to provide new research directions for the prevention and treatment of PD.
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