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Effect of evolocumab early use after PCI on blood lipids and inflammatory

factors in patients with ultra-high-risk ASCVD"
ZHANG Weijian ,LI1U Bingkun ,LIU Yichen ,YAN Yao ,ZHAO Chuanyan”
(Second Wards Area ,Department of Cardiology .Yidu Central Hospital ,
Weifang , Shandong 262500,China)

[Abstract] Objective To investigate the effects of evolocumab in the early postoperative period after
percutaneous coronary intervention (PCI) on blood lipids and inflammatory cytokines in the patients with ul-
tra-high-risk atherosclerotic cardiovascular disease (ASCVD). Methods A total of 65 patients with ultra-
high-risk ASCVD treated by PCI in this hospital from October 2022 to March 2023 were selected as the study
subjects and divided into the observation group (n =33) and control group (n =32) according to the used
drugs. The patients in the control group received the treatment of oral rosuvastatin 10 mg;on the basis of the
treatment in the control group,the observation group was treated with subcutaneous injection of evolocumab
140 mg immediately after PCI. The fasting blood samples were collected before surgery,on postoperative 3 d,
1,3.6 months,and the levels of inflammation and blood lipid indexes were detected and recorded. The occur-
rences of cardiovascular adverse events (MACE) and other complications in postoperative 6 months were re-
corded. Results The levels of LDL-C,Lp-PLLA2 and lipoprotein a on postoperative 3 d,1,3,6 months in the
observation group were gradually decreased, moreover were lower than those in the control group,and the
differences were statistically significant (P <C0. 05). The levels of IL.-6 ,homocysteine and hs-CRP on postoper-
ative 3 d,1,3,6 months in the two groups were decreased ,moreover the levels of various indexes in the obser-
vation group were lower than those in the control group,and the differences were statistically significant (P <

0. 05). The incidence rate of MACE in the observation group was lower than that in the control group.and the
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difference was statistically significant (P <C0. 05) ; the difference in the incidence rates of other complications

between the two groups was not statistically significant (P>>0. 05). According to the Log Rank test,the sur-

vival rate of the observation group was higher than that of the control group,and the difference was statistical-

ly significant (P<C0. 05). Conclusion

The early application of evolocumab after PCI could reduce the blood

lipid level and inflammatory cytokines levels of the patients with ultra-high-risk ASCVD, and increase their

survival rate.
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FALHE . (1) 2 18 RS AE Gl iR 30 Bk | ik 20y Jok Fn A1 &
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XA 5T T 265 ) 6 25 B E SR T 52 5 (5) & FF K
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1) LDL-C.Lp-PLA2 JR 8 1 a /KF 5097 H L3 2
SEGHFE L (P>0.05) K53 d. AKJF14HH K
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PLA2 JRHEF a KFZ W T B H BT X M4, 25
A #FE L (P<<0.05), W% 2, RjF61H, W&
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2.2 WMUABFZFETWERXEMBEFRKFE

BT HT . WG R TL-6. [F) 2 Bk 4 W8 & hs-
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d % B2 A A Y ) AU o b 22 R S TL-6 K P A #R TR
YT TR TR WSS A R TL-6 . [A) B o b s
hs-CRP KA FIRITHI PR, ZRA ST E XL
(P<<0.05):REFE3dARFE1IAHAKF3IAH KRG
6 ™ H 4 B A 1Y T1L-6 ., [A] 78 2 B 2 2 A1 hs-CRP 7K
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*2 WABRERFTWEMAEKFELLER (x£s)

P

0.191
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<20. 001

<20. 001

5 H n TRITHT ARG 3 d RiE 14H RJg 34~ A KJg 6 4~ A
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pUE~37| 33 2.6940. 29 2.0320. 30 1.6540. 20" 1.4440. 16 1.3340. 16>
Xf BE AL 32 2.63+0.57 2.45+0.48 2.234+0.44 1.9940. 45 1.8740.43
L 0.491 4.198 6.755 6.491 6.724
P 0. 625 <<0. 001 <<0. 001 <<0. 001 <0. 001
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X 21 32 220.28+32. 86 209.07+32.72 198.43432.95 187.96+33. 40 178.61434. 40
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SFREL(P<0.05) s A B E R I KIER RV, %
BHG 2 E X (P>0.05), W3 4. f#i ] Kaplan-



FTHREF 20255 2A% 5455 2H

Meier 22 i 20 8 & HE A7 T 28, 28 Log Rank 6 4,
MEHBF B RS THNBA, ZRA5TvEX

449

(P=0.03D), A 1,

x3 MAREFRTARREMAREFAELR (2 Ls)

i H n IR ARJE 3d AE14MH AE34MH AE6MH
1L-6(ng/L)
pUE =37 33 4.354+1.11 2.8240.97* 2.0940. 74* 1.5640. 49 1.194-0, 32
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SERFLLH PCT AR J5 B E M W HE" . IEEH a
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B Jok o83 A B Ak A5 00 I 92 0 L 2 A OG L 20 I A R
A4 T IR K fG B DR, T DA T O LA AE B
JCo LA 77 T AR RO LR ol 2 B2 L I 35 B I R = 2B )
ACS % &4 MACE H1 10 77 58 8 i A 20
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