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[ Abstract)

functions. There is few research about autophagy during the course of diabetic vasculopathy and the protec-

Autophagy, a self-protecting response of eukaryotic cells, has important physiological

tive effect of autophagy on vascular endothelial cell injury. It has been indicated that the basis of autophagy in
endothelial cell is a survival mechanism in diabetes, while autophagy can protect cells from excessive stimula-
tion, especially in the case of high glucose, hyperinsulinemia, hyperlipidemia, oxidative stress and inflam-
mation. However, excessive autophagy can damage endothelial cells, leading to autophagic death of cells.
Therefore, a comprehensive study of the characteristics and mechanisms of autophagy in endothelial cells un-

der different conditions might provide novel strategies for the prevention and treatment of diabetes and its vas-

cular complications.
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