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Abstract:  With changes in lifestyle, cardiovascular and cerebrovascular diseases have gradually become the "no. 1 killer" of all hu-
man deaths, higher than malignant tumors and diabetes. The increase in blood lipids, especially the increase in low-density lipoprotein
cholesterol (LDL-C) is closely related to the occurrence and development of atherosclerotic cardiovascular disease (ASCVD). Existing ex-
pert consensus and guidelines suggest that statins are the first-line drugs for lowering LDL-C, but recurrent ischemic events may still oc-
cur. Human proprotein convertase subtilisin 9 (PCSK9) inhibitors, as a new class of lipid-lowering drugs, can significantly reduce blood
LDL-C levels and reduce lipoprotein (a) levels and are related to ASCVD and venous thromhoembolic disease (VTE). This article system-
atically describes the research progress on the relationship between new lipid-lowering drug PCSK9 inhibitors and SCVD and VTE.

Key words: Hypolipidemic agents; Human proprotein convertase subtilisin 9;  Human proprotein convertase subtilisin 9 inhibi-

tor; Low-density lipoprotein cholesterol; Lipoprotein (a);
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