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[ Abstract] Cardiovascular disease is the main cause of death worldwide. Dyslipidemia is one of the most common risk factors of

cardiovascular disease, and statin therapy has shown some limitations. Inclisiran,a small interfering RNA molecule, increases the amount of

low-density lipoprotein receptor on the liver membrane by inhibiting the synthesis of preprotein convertase subtilisin/kexin type 9 in low-

density lipoprotein cholesterol metabolism, becoming a new drug for the treatment of hypercholesterolemia. We review the mechanism, efficacy

and safety of inclisiran, the first small nucleic acid lipid-lowering drug to be marketed for the prevention of cardiovascular disease,as well as

in the treatment of hypercholesterolemia in this article.
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