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Fig. 1 The four stages of autophagy
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Fig. 2 The mechanism of vascular endothelial cell autophagy inducted by lipopolysaccharide, oxidation low density

lipoprotein and rapamycin
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The Factors Influence Vascular Endothelial Cells

of Autophagy and Related Mechanism®

LIN Xiao-Long, MA Xiao-Feng, LI Shuang, ZHAO Yue, WANG Zuo™
(Institute of Cardiovascular disease, Key Laboratory for Atherosclerology of Hunan Province, University of South China, Hengyang 421001, China)

Abstract

Autophagy plays critical role in maintaining the cell homeostasis, organelle turnover and nutrient

recycling in physiological condition. Autophagy is consist in the body's physiological and pathological process. It

has protection and repairing role at basic autophagy level, but over-autophagy would lead to injury and apoptosis.

In the past years, major studies are focussing on cancer cell autophagy, and only a few studies concerning about

normal cells. Vascular endothelial cells as one of the most active cells in the human body, many cardioascular

disease were bound up with vascular endothelial cells (VECs) function change. This review summarizes influence

factors on vascular endothelial cells autophagy.
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