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tal between March 2023 and February 2024 were included in this randomized controlled trial. Patients were divided
into control group (n =63) and intervention group (n =63). Patients in the control group received intensive treat-
ment with atorvastatin and standard treatment, compared to those in the intervention group who received additional
evolocumab therapy. Both groups were treated for 6 months. The primary outcome was total efficacy. The seconda-
ry outcomes included blood lipids [ total cholesterol (TC), triglycerides (TG), low density lipoprotein cholesterol
(LDL - C), high density lipoprotein cholesterol (HDL — C), and lipoprotein (a) levels], plaque stability [ soluble
CD40 ligand (sCD40L) , soluble CD40 (sCD40), and homocysteine (Hcy) ]. The safety outcomes included the inci-
dence of major adverse cardiovascular events (MACE) and adverse reactions during 6 — month. Results: Compared
to the control group, intervention group had significantly higher overall efficiency rate (93.7% vs. 81.0%, P =
0.032) and HDL — C level [ (1.5%0.3) mmol/L vs. (1.3+0.3) mmol/L. P<C0.001], and significantly lower TC
[ (2.5%£0.6) mmol/L vs. (3.4%0.8) mmol/L], TG [ (1.1£0.2) mmol/L vs. (1.4%0.2) mmol/L], LDL-C
[(0.9%0.2) mmol/L vs. (2.2%0.3) mmol/L], lipoprotein (a) [ (133.5%33.7) mg/L vs. (255.8+60.2) mg/L],
sCD40L [ (7.0%0.9) pg/ml vs. (11.8%+1.7) pg/ml], sCD40 [ (15.9+3.2) pg/ml vs. (22.5%4.9) pg/ml], Hcy
[ (11.4%£2.1) pmol/L vs. (15.0% 2.9) pmol/L], incidence of MACE (4.8% vs. 15.9%) and adverse reactions
(14.3% vs. 31.7%) (P<<0.05 or <0.01). Conclusion: Compared to intensive atorvastatin monotherapy, evoloc-

umab combined with atorvastatin may improve total clinical efficacy, lower serum lipid, reduce the incidence of ad-
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verse cardiovascular events and adverse reactions in patients with acute coronary syndrome.
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