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Efficacy of evolocumab combined with rosuvastatin in the treatment of coronary
heart disease and its effects on blood lipid levels and inflammatory factors

GUAN Yu,GONG Ling, LIU Xin-yao,GUO Cai-xia
( Cardiovascular Center ,Beijing Tongren Hospital , Capital Medical University , Bejjing 100176, China)

[ Abstract] Objective: To investigate the effect of evolocumab combined with rosuvastatin in patients with coronary heart dis-
ease. Methods ;180 patients with coronary heart disease were divided into control group and observation group according to different
treatment methods, with 90 cases in each group. The control group was treated with rosuvastatin, and the observation group was treated
with evolocumab combined with rosuvastatin. Both groups were treated for 6 months. The blood lipid, cardiac function and inflammatory
indexes [ high-sensitivity C-reactive protein (hs-CRP) ,interleukin-6 (IL-6) ] of the two groups were compared and analyzed,and the
incidence of adverse cardiovascular events ( MACE) and adverse reactions of the two groups were counted. Results: After treatment,the
total cholesterol, triglyceride,low density lipoprotein cholesterol ( LDL-C) and lipoprotein a [ Lp(a) ] in the observation group were
lower than those in the control group (P <0.05) ,and the LDL-C compliance rate was higher than that in the control group (91.95 %
vs.73.26% ,P <0.05). After treatment, compared with the control group,the left ventricular ejection fraction of the observation group
was higher (P <0.05) ,and the levels of plasma N-terminal B-type brain natriuretic peptide precursor and serum hs-CRP and IL-6 were
lower (P <0.05). Compared with the control group,the incidence of MACE in the observation group was lower after 6 months of follow-
up (5.75 % vs.15.12 % ,P <0.05). There was no significant difference in adverse reactions between the two groups (P >0.05).
Conclusion ; The lipid-lowering effect of evolocumab combined with rosuvastatin in patients with coronary heart disease is significant,
which can achieve more effective inflammation relief, cardiac function improvement and lower incidence of MACE.
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