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Application of PCSK9 Inhibitor in the Treatment of Coronary Atherosclerotic Heart Disease
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Abstract: Elevated plasma levels of low-density lipoprotein cholesterol (LDL-C) are a major risk factor for atherosclerotic cardiovascular disease
(ASCVD). Although statins can effectively reduce LDL-C levels, some patients are still unable to achieve lipid-lowering goals or are intolerable. A
large number of studies have shown that the proprotein convertase subtilisin 9 (PCSK9) is closely related to plasma LDL-C, and inhibition of PCSK9
can effectively reduce the level of LDL-C and ASCVD. This article reviews the recent advances in PCSK9 mechanisms and PCSK9 inhibitors in the
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treatment of coronary atherosclerotic heart disease.
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Alirocumab 2 LDL-C [# i 7] i5 62.7% ; Alirocumab
AL M4 F LT G B AR 15%, B0
SRAET A1, AEBFCE O NIESE AR YU B ANk
MM 7R TR ) A e T 3 AR, BT R T R
15%, HAKFET KUK FEAR 15%, 46 5%F XU [ A%
0.6%. E—L T iiRs, XFREPLAT FELR LDL-C=
2.6 mmol/L AEAH AT T A, BEEHIET- K
5 AR i 0 ok A 25 (AR T JRUBS: BTG 29% , & %o JRUIS: 4
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2 TAV 45/ 5.8 mm®, LRI 4 45 /)y 0.9 mm®, B 4
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