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Abstract: Parkinson’s disease (PD) is a common neurodegenerative disease, but so far its pathogenesis remains
unclear, environmental and genetic factors are closely related to the disease. Recent studies have shown that
the accumulation of abnormal proteins (ubiquitin/proteasome pathway) and mitochondrial oxidative damage
(mitochondrial pathway) may lead to the impairments of dopaminergic neurons in PD patients. Mutations of
Parkin, PINK1 (PTEN-induced kinase 1) and DJ-1 have been found in autosomal recessive PD. The three
proteins encoded by Parkin, PINKI and DJ-1 play an important role in improving the mitochondrial functions.

This review will focus on Parkin, PINK1, DJ-1 and mitochondrial dysfunction as well as overview of progress

made in recent years.
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