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[ Abstract] Accumulating evidence from epidemiological studies indicates that elevated plasma lipoprotein (a) [ Lp (a) ] level is

independent risk factors for coronary atherosclerotic heart disease. However, there is still a lack of relevant basic and clinical research on the

direct evidence of Lp(a) induced in-stent restenosis. Current studies have shown that Lp(a) can affect the occurrence of in-stent restenosis by

promoting thrombosis, inflammatory response and intimal hyperplasia. This article reviews the biological characteristics of Lp (‘a) ,the

pathophysiological mechanisms of Lp(a) induced in-stent restenosis,and the research progress in the treatment of Lp(a).
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