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Research progress on proprotein convertase subtilisin/kexin type 9 inhibitors

in the treatment of hyperlipidemia
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Abstract:  Atherosclerosis is a chronic disease that runs through every human life course, and its final outcome is the most common
atherosclerotic cardiovascular disease (ASCVD). The main factor that promotes the development of atherosclerosis (AS) is hyperlipid-
emia. Statins are currently the most widely used and classic first-line lipid-lowering drugs in clinical practice and have brought benefits
to the majority of patients. However, some patients may still not meet the blood lipid standard or cannot tolerate it when fully using
statin lipid-lowering drugs. Through research, researchers found that a proprotein convertase subtilisin/kexin type 9 (PCSK9) inhibitor
can be used as another new type of lipid-lowering drug in clinical practice, with good overall lipid-lowering effects, relatively few ad-
verse reactions, and improved patient prognosis. It is the most promising new lipid-lowering drug in recent years. However, there are al-
so disadvantages such as high price, poor patient compliance, and possible related complications. In this paper, we systematically re-
view the research progress of PCSK9 inhibitors in the treatment of hyperlipidemia.
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