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Abstract

Proprotein convertase subtilisin kexin type 9, PCSK9 (PCSKDY) is a kind of serine protease. Its mechanism of action is to combined
with low density lipoprotein cholesterol receptor (LDLR), resulting in the change of LDLR conformation to be degraded by itself,
This leads the accumulation of low density lipoprotein cholesterol in plasma , causing atherosclerosis. In recent years, the birth of the
targeted drug PCSK9 inhibitor, which has attracted much attention, effectively and precisely regulated PCSK9, and reduced the level
of low densitylipoprotein cholesterol. In this paper, the structure and mechanism of PCSK9 as well as the types, application status
and development prospects of PCSK9 inhibitors are reviewed.
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