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[Abstract] Autophagy is an essential cellular metabolic process that involves clearance of damaged organelles and protein
aggregates in cells through lysosomes, providing energy for cells, and maintaining cellular tissue homeostasis. Impaired autophagy is
closely related to the pathophysiology of a variety of diseases. In the pathogenesis of atherosclerosis (AS), the dysfunction of
autophagy of vascular cells plays a crucial role in the formation and progression of AS. The functional status, survival or death of
vascular cells, including endothelial cells, vascular smooth muscle cells and macrophages, can influence the formation and stability of
plaques, thereby affecting the progression of AS. This review summarizes the relationship between autophagy and AS, and details the
impact of autophagy dysfunction on vascular cell function in the process of AS, as well as the role of mitophagy and inflammasome in
the development of AS, aiming to provide novel insights for the prevention and treatment of AS.
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Fig.1 Mechanism of autophagy dysfunction and atherosclerosis
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