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[Abstract] Autophagy is a highly conservative process that degrades long-lived proteins and organelles in
cells. There are increasing evidences that the disorder of autophagic pathways is related to the pathogenesis of kidney
dysfunction and aging. Renal microvasculature is involved in many physiological processes, such as regulating vascular
dilatation, contraction, permeability, leukocyte recruitment, anti—thrombosis, etc. Therefore, endothelial dysfunction
may lead to renal insufficiency and may promote the progression of chronic kidney disease (CKD) and kidney fibrosis.
However, at present, there is relatively little research on endothelial cell autophagy in kidney diseases, and because of its
importance in pathogenesis of various renal diseases, it is necessary to summarize the autophagy of endothelial cells in

kidney diseases.
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