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Endoplasmic reticulum stress and Parkinson’s disease

WANG Sheng-dong, BAI Jie*
(Biotechnology Research Center, Kunming University of Science and Technology, Kunming 650224, China)

Abstract: Endoplasmic reticulum(ER) is one of the most important organelles incells. ER function is related with
the state of cells. The accumulating of the unfolded or malfolded proteins inER, dysfunction of the cholesterol
metabolism and the calcium metabolism evoke ER stress. Abnormal ER stress plays important role in cell patho—
physiological processes. It has been showed that ER stress is involved in neurodegenerative diseases, such as

Parkinson’s disease. This article reviews the ER function, and the mechanism of ER stress, the relationships

between ER stress and Parkinson’s disease.
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