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Inclisiran, A New Small Interfering RNA Drug for Treatment of Dyslipidemia
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[ Abstract] Inclisiran is the first small interfering RNA drug for lipid lowering, which can specifically inhibit the synthesis of the

proprotein convertase subtilisin/kexin type 9, thus lowering LDL cholesterol, with good efficacy and safety. This review summarizes the

mechanism, effectiveness and safety of inclisiran as a lipid-lowering drug to prevent cardiovascular diseases.
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