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[Abstract] Coronary artery in-stent restenosis is one of the important complications affecting the long-term prog-
nosis of interventional therapy for coronary heart disease. However, the mechanism of restenosis involves endothelial
cells, smooth muscle cells, inflammatory response and neovascularization. MicroRNAs (microRNAs) are a class of en-
dogenous small molecular RNAs that have great potential in regulating endothelial cells, vascular smooth muscle func-
tion and inflammatory response. More and more studies have shown that microRNAs are involved in the pathophysiolog-
ical mechanism of restenosis by regulating endothelial cells, smooth muscle cells and inflammatory response. This paper

reviews the recent progress of microRNAs in the pathogenesis, prevention and treatment of restenosis in coronary stents.
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