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[ Abstract] Atherosclerotic cardiovascular disease is associated with a number of factors, of which dyslipidaemia plays an important
role. Cholesteryl ester transfer protein inhibitors are lipid-modifying drugs that aim to increase high-density lipoprotein cholesterol. It can be
combined with statins to increase the level of high-density lipoprotein cholesterol on the basis of reducing low-density lipoprotein cholesterol,
thereby reducing the risk of cardiovascular events in high-risk patients. This article reviews the mechanism of action,research status and future
prospects of cholesteryl ester transfer protein inhibitors.
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