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Abstract: Atherosclerosis refers to vascular pathological changes in which vascular lumen was narrowed or
blocked by cholesterol or fat existed in vascular endothelium, which could induce serious cardiovascular events.
The pathogenesis of atherosclerosis is complicated extremely. Vascular endothelial dysfunction initiated the plague
formation and deterioration, which determined the prognosis of atherosclerosis. Circular RNA (circRNA) is a
special endogenous non-coding RNA, which has become a research hotpot in the field of non-coding RNA. This
review aims to bring together the recent research on the pathogenesis and pathological process of endothelial
dysfunction, and the regulative effect of circRNA on it. Our article will provide new targets and new ideas for the
research and development of anti-atherosclerosis drugs.
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Figure 1 Vascular endothelium EndMT initiates atherosclerotic
plaques formation. EndMT: Endothelial-mesenchymal transition;
VE-cadherin: Vascular endothelium cadherin
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Figure 2 Circular RNA regulate endothelial dysfunction
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