5536 %% 45 17 FEMRKEFHRE Vol. 36 No.17
2026 4-9 H China Journal of Modern Medicine Sept. 2026

DOLI: 10.3969/j.issn.1005-8982.2026.17.002

XEHE : 1005-8982 (2026) 17-0008-06
BMVRED - BE

FIFEMR M T, IRITEREESKELEERNE
BREGEEIEEEZEE BRI NTARER
N R ER >

AR, Witk
(FrEmWEmER ChE A, FBEEEREBRK L2 K5 830013)

HE : BH KT RA T IR 2 H RARE LR S B SIE(ACS) % F 2 B B IR SR
AN(PCI) ARG 8 5 AR, 773k RIR20224-3 A—2024 43 A #7152 v9-Lvg E [0 8 69 ACS &%, I‘s&#}v\ﬂasﬂ‘
R 5 MR, LA B2 PCLG T , 3T B AR )G MR A T XA T Ao iR A 2 A, WLAR 22 3¢ R 4 0 Ak b B K&
IHRE A, FLULETT 64 P UG YeBls IR T 28 lg KT S 2 8k S ILARAG 38 4%, ST M 26 B0 R E’uim
*E A AT 6 AR, R ER R E«wﬁﬁ”?ﬁ(MACE)) B5R MMENLU 62 B AT RLABLIE 3F], R
LA 59 B NG T AT LA BL A 5 4], SR 57 ) AN Ge it o AT s LR AR08 7 B AR B IR B 8 2 B B
(LDL-C) . &2 B 8 (TC) H 5% @ B(ApoB)iM&%Xa‘ﬁﬁéﬂ,ikﬂa %8 Al(ApoAl) & T2 BBAL(P <0.05) ;3L
#0597 715 LDL-C.TC.ApoB.ApoAl 89 A3 X T *F IR (P <0.05) . WAL & 97 & Al 4h Bk AT 4k (NT—
proBNP) (S ILILEE & @ 1(cTnl) £ T4 K R AR (LVEDD) | £ £ % KB M2 (LVESD) ¥ & T x4, £
T4 e 52 (LVEF) & T 2 48 (P <0.05) ; MLE 2874 77 7] /& NT—proBNP ¢ Tnl .LVEF,LVEDD ,LVESD #J ;ﬁ{ﬁ
HRTARL(P<0.05), WRAERLESTHRBA(P<0.05); AR R R FE AT, £2F L% 3
(P >0.05), MLE4LMACE & A& R F 2 B4 (P <0.05) ., 45t FT:WMM\méﬁi%ﬁﬂié\m&t$&7&
ZACS & %PCI?]KF‘ 0 38 J7 MR, b — I B IR R Ao P A, AR MACE X £ KU,

KR . AMWEMREEAIE ; BOELER ; RITER 5 FIRT 5 22 BRIIRAN

R ES F‘; R541.4 XEAFRIRAD . A

Study on the application value of Atorvastatin, Ezetimibe combined
with Evolocumab in ACS patients after PCI*

Xu Shu-dong, He Jiang-bo
(Department of Cardiovascular, Xinjiang 474 Hospital, Urumgqi, Xinjiang Uygur Autonomous Region
830013, China)

Abstract: Objective To explore the application value of atorvastatin and ezetimibe combined with
evolocumab in patients with acute coronary syndrome (ACS) after percutaneous coronary intervention (PCI).
Methods A total of 124 patients with ACS admitted to Xinjiang 4754 Hospital between March 2022 and March
2024 were randomly divided into an experimental group and a control group (n = 62 each). Both groups underwent
PCI. The control group received atorvastatin plus ezetimibe after surgery, and the experimental group additionally
received evolocumab. After 6 months, clinical efficacy, lipid metabolism, cardiac function, myocardial injury
indicators, adverse reactions, and major adverse cardiovascular events (MACE) were compared. Results After

treatment, LDL-C, TC, and ApoB levels were lower and ApoAl was higher in the experimental group than
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in the control group; the changes from baseline in LDL-C, TC, ApoB, and ApoA1 were greater in the experimental
group (all P < 0.05). After treatment, NT-proBNP, cTnl, LVEDD, and LVESD were lower and LVEF was higher in

the experimental group; the changes from baseline in these indicators were also greater in the experimental group (all

P < 0.05). The total response rate was higher in the experimental group (P < 0.05). The incidence of adverse

reactions did not differ significantly between the groups (P > 0.05), whereas the incidence of MACE was lower in

the experimental group (P < 0.05). Conclusion The combination of atorvastatin, ezetimibe and evolocumab can

improve the therapeutic effect in patients with ACS after PCI, further optimize lipid metabolism and cardiac

function, and reduce the risk of MACE.
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REAT 2800 5K B 7 Bl Dk . 4 45 i /8738 1, 0 T 4 AR
0 WU HE L™ o SR i PR 52 B % B PCTYR T
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1.1 —R#ER

PR 2022 4F 3 1 —2024 4F 3 J 88 U L Y B B
WA Y ACS [, BT A B 4552 PCLIRYT o AR5
28 B P R 2 e B 5L 4 it 1 (Xj474-1EC-2022-
003), BHMKIRIEZMNFE .

1.2 WA SHERRIRHE

121 sindrk OFF A ACSZ bR ™, 3 4 e
BRI A A 012 s DIEABEAT PCLA s @ AL HY
LA H R 3EZ HABRE R 2567 s @G IR BB SE %
HARMAELS s ©BE M I BEIEH

122 #Hink  OFIFBEME ; Q4 Ik 5L
T L3 Lo 5 XA 5 i L 25 it A e sl s @ A7
TE 4% B DR BE 5 5 & IO JIE o =0 KU e 0 JUE 5
50 I

1.3 ZmtF 50

WA 22 A ORI 35 B Vb ARl 25, [ 24 o
HJ20160181, 10 mg) , #< ¥ Ju 5 H1 ( £ [H Amgen
Manufacturing Limited LLC , [ 24 I F SJ20180022
1 mL: 140 mg) , BTG AR AL TT (1l 7R 5% & 1l 25 A FR 2
il [ 245 5 H20193143, 10 mg) .

HIBHE A B (apolipoprotein B, ApoB) . HABHE A
A1 (apolipoprotein A1, ApoAl) | fixi F| &4 Bk A /4 (N-
terminal pro—B-type natriuretic peptide, NT—proBNP) |
Uy ILWLES 25 1 (cardiac troponin 1, ¢Tnl ) 32 71 &5 3 11
B EA TAEY) TR R AR .

Bk-600 4= [ 8l £ AL 73 A A0 [ 1 R 1R R 7
A BR 23 A, FDC8100 42 507 (0, 22 35 M i 75 1%
W R T R R B T A R ]

1.4 BT AE
BT A i 3 ¥ 3 52 PCIIR Y B 5 A AL HT 1M
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INBR SR YT, O 4 LUK ML AR R T, A 6 B
I i i 48 B K A 1 7 AT I, R IR 2 R ]
FEAALTT (20 me/ B ) 16 A 4K AT 22 A (10 mg/d) 11 IR
09T s LB 2 TE 0] IR 7 LAl i AR 9%
PO W T (75 mg/ik L 2 J8 1) . W2
HIF 6.
1.5 MBEIRSTHAIE

IRITRIANAYT 6 J5 #Y LDL-C |5 % B AR 2 1
A & B (high—density lipoprotein cholesterol, HDL-C) .
5 H [ B (total cholesterol, TC ) 38 1 B 1 & B 4 B2 97
BEE A R 2 W) BLA-300 4 [ 3 A= Ak 43 A0
ApoB . ApoAl \NT—proBNP . ¢Tnl i 1= fiff X G0 528 W ik
B K, A2 = AT 5K K B N 48 (left ventricular end-
diastolic diameter, LVEDD) . & % X 45 & 1 N 12 (left
ventricular end—systolic diameter, LVESD ) LB BT
1 (left ventricular ejection fraction, LVEF )18 15t £ 3 i
P SRS

Z: B s PRAF SC 4 B 0 I R 2807 40K IfiL
7 LDL-C 7K ¥ B 41K >50.00% , HLt> i B 2 TE % 5 A
BN L3 LDL-C /K- [ A1 20.00% ~ 50.00% ; Jo2 A
1l 3 LDL-C 7K P B £ <20.00% , HL.C i P JE 2% Ak 5
WAl o S RO = (800 B+ A R0 B A5 5
100%

0 s 25 A RIS RS2 & AR A 00 5 %o J8 3 kAT
6 ™ HBEV,id & FEA R LML F M (major

adverse cardiovascular events, MACE ) .

1.6 ZHirFFHE

BOHE 4> BT R 1 SPSS 27.0 e i #11F . H E R
DAIRL + B 22 (£ 0) R, OB ¢ K036 5 180
BRI B L %% (9% ) Fom |, LU X K8 . P <0.05
NESFGIHFE L

&R

MABE—MWARLE
P2 45 A 2L 62 191 £8 3, X REZE B 7% 3 i, A ¢
S BI AGET e HT s WA iTE 5 B, XA
57 BN A Ge it o Bt 5 o BE AL 5 005 A 1 ) #4 B | AT
W A T 5 45 B (body mass index, BMI) | Hi 4FBR |
DR WA R T Ik E A, & X e K5, 22 53
TG L (P>0.05). WHE1,
2.2 MWAREITEIREMASKFERZEZL

X HR 20 5 OUL %€ 20 34 97 1T LDL-C . HDL-C . TC .
ApoB  ApoAl HL#:, £ Ku i, 2 R ST #E X
(P>0.05) . *F M4 5 W 4 46 97 J5 LDL-C . TC .
ApoB ApoAl H#R, &t K80, Z R WA Gt E X
(P <0.05) ; WAL 43597 J5 LDL-C .\ TC | ApoB ¥J{I% T
XFHR 2L, ApoAl i X BRZ . XF B4 5 ML 4697
i J& LDL-C . TC . ApoB . ApoAl Yy 225 L 48 , 4 1 46
5, 2 S0 Gt L (P <0.05) 5 WS 43R 97 1
J&7 LDL-C . TC , ApoB . ApoA1 ¥ 2% {8 24 K T %
k2,

2

2.1

N

x1 WHBEHERLE
.- . [y ﬁ—@/(ﬁ , BMI_/(kg/mz, aﬁf_é/@, /L\%(rﬁt/min, Lﬂﬁﬁﬁ:/(mmHg, ﬁE}K}jji/(mmHg,
X+s) X+s) X+s) X+s) X+s) X+s)
Xt R 59 36/23 58.21 + 6.59 2343+3.65 274+052 8049x544 152231256 91.20+£7.19
U =<7 57 32/25 57.88 +6.24 2329+350 2.77+054 8031532  151.93+1224 91.48 +7.31
X IHE 0.284 0.277 0211 0.305 0.180 0.130 0.208
PiH 0.594 0.782 0.833 0.761 0.857 0.897 0.836
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X RE 1 5O 52 4136 J7 B NT—proBNP . ¢Tnl |
LVEF .LVEDD . LVESD [ A%, &« K5 56, 22 S ¥ 58
T2 R (P >0.05) . XI5 WA 4R 97 J5 NT-
proBNP , ¢Tnl, LVEF , LVEDD . LVESD H. % , & 1 £
5, 2R ¥A G E X (P<0.05) ; WEHIRIT A

NT-proBNP , ¢Tnl . LVEDD , LVESD ¥ T %} I 40 ,
LVEF @& T X 4l o Xf R4 5 W5 43R 97 Wi 5 NT-
proBNP | ¢Tnl , LVEF . LVEDD . LVESD ) 22 {f H %2 ,
Sk, 2 WA L (P <0.05)  WEEA
16 97 Al J& NT-proBNP | ¢Tnl , LVEF , LVEDD , LVESD
MZEEB R TR W&k 3,
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payiisE| 59  384x0.67 271045 1.13+023 1.17+032 1.15+034 0.02+0.01 6.10+£0.78 4.02+0.52 2.12+0.28
pUEZSAE] 57 385+059 220+0.37 150+035 1.16+033 1.17+034 0.02+0.02 6.17+0.82 338+040 2.86+0.31
tH 0.085 6.655 6.751 0.166 0.317 0.000 0.471 7.142 13.501
P 0.932 0.000 0.000 0.869 0.752 1.000 0.638 0.000 0.000

payiisE| 1.38 £0.21 1.19£0.18 0.20 + 0.06 0.92+0.13 1.28 £0.11 0.38 £0.10
pUEZSAE] 1.40+0.24 1.02+0.15 0.41+0.13 0.90+0.11 1.35+0.16 0.63+0.15
tH 0.478 5516 11.233 0.893 2.754 10.595
PH 0.633 0.000 0.000 0.374 0.007 0.000
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XTHRZL 59  368.16 £34.65 326.54+2584 42.63+5.78 1.32+0.33 0.11£0.03 1.20+£0.12 50.41 +4.26 5511520 4.55+1.36
WL 57 363.87+33.93 301.12+20.11 6228+7.16 130+0.32 0.06+0.01 126+0.15 50.16+4.15 63.79+531 12.13+3.49
t{H 0.673 5.899 16.291 0.331 8.726 15.395 0.320 8.895 15.510
PIH 0.502 0.000 0.000 0.741 0.000 0.000 0.750 0.000 0.000

i B4 48.18 + 4.65 40.13 £2.49 8.46 + 1.63 4921 +4.54 40.72 £ 4.02 8.25+1.23
WEZL 47.79 +4.39 36.42 +3.23 10.71 £ 2.01 48.87 +4.43 37.01 +3.74 11.59+2.48
E 0.464 8.814 8.106 0.408 6.528 7.633
P{a 0.643 0.000 0.000 0.684 0.000 0.000
2.4 WAHAIGKTFTIELE 2.6 FEEM
X RS B ALIG T A R LR, 2K it D7 45 5% s, B AL H B 1 10 AL 0 O
¥, ERASITFE L (x*=4.829, P=0.028); W R VIRER Y] T W B | R R Y A e R
SAIRYT DA RCRE T AL, k4, b PR 2 PR S ) A2 &0 S L3 0 R O WL BE |
J ;‘\“ J > v BEQ R [
54 FWAGESHES FI(%) 3EIAERIE A 1L TRYESE T . X RE 2 5 g

ZH MACE RAER LA, & Kk, 2R A5 E X
(x*=5.852, P =0.016) ; M%< 20 MACE & 4= A% T %

XHRZL 59 17(28.81) 25(42.37) 17(28.81) 42(71.19)

(iR
W 57 24(42.11) 26(45.61)  7(12.28)  50(87.72) -
3 ik

25 ZEMTEM

Xof BE L 3 B PR, 2 GRS L 3 B = T Il T #5045 22 91, ACS F8 & PCL AR S AP A7 7E 1L IR
35 AT s WBSLE B 2 B R et L 3 IR TS, SR MACE & AR U, T 4% i LDL-C X k36 il 2
3= A, VBTG, 2 B B 20 i . PRI R CE BN G PR E B HE A 7T I AT 22 A Rk
RN R AR, BRI S (x> =0.008,  F 9080 E I A g A e 2 L D R i 4 B L (ELAL
P=0928) . TT LY BN IR A PR, L0 20 R AN 3211 4K
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% JC B AT T 2 40 ) PCSKO HE— 2 W 4 LDL-C, A
T GF (R B G 5 SR AR SE R AR L SR BT AR AY
FiE 4 1T Y9 IR , i HL B AT 5 i Bt 3 bk ok A A Ak
PN KRG Michaeli 55" 5% 45 5, I AR T 22
A IR L AR T O I B R e R R
Bl 11 242 XU 9 9 AR 6% T 15% , Dt AR 1% I B4t
AIREEA AP I ROCR . ARSI B, BT At
1T AR 22 A AR JC B bt = F IS 2B A Lok
DR 77 2L TR T R
i ACS 835 PCUAR GG YT P HE A R e 4

ACS f875 PCLAR 5 I A A8 B A9 A% /0o 2 455 1 B0 5h
ok o A Rl A 1 RS ST HE s, XoF B 2 R P A BT 4 AR A 7T
F7% B T8 2 10 ) U AR [ B A B R AIK LDL-C . TC, /.
7 A5 AL RE 38 N B AR 6% 1 LDL-C, H.36 4> %
ANTES 5270, [ B A AT 22 A A 3 9 2 fi T T i
WS B B e g0, A R G T ik 52 4 BHL T PCSK9 A
514 LDL 32 /K it . PCSK9 23 5 LDL %2 14 . LDL-C
G550 WU A A Ik 7 il A 6 A7, 5 3 LDL-C T BR
RN A2 53 (A5 6 WA 2H ok D) S AR LDL-C | TC
K ApoB, HICTEHETE ApoAl, T W EL B G AKIE L
BABLJE , T 5 40 ) PCSKO LI RE , el /b LDL 32 A [
i 38 i 40 A 2 T LDL A7 4R B 5 Ak F A X
LDL-C HYVE BRAE 1 , AL 2 2 P& A% LDL-C | TC, it
fiE P& MK ApoB 42 TF ApoA1™!, P4 HDL-C L2 57,
3 — 25 B K 3% i SR e = B 1 T B Jhk o R
f R B 1V e PEAE L kR T % A B i ) ] 75
B W LDL-C (AN /2, AT A ACS S AR 5 ik
M5 PR 2R o AIF T 45 5 BoR , WA A0 WL
FEAR KOO T RESE b HE X PR 2 e 38 o B 3, X g
WU T SR Z2 3R AR B8 VT AR G o X B 20 B 4
AT IR A AR AT 22 A B R 38 I B R TR O A0 L
BICTE A X OB 5 50 = E i R AR
FH 5 W52 41 3R G R0 JE BB I, AR SR A0 R 1Y )
B, 38 B 38 3k 4 ) 50 S R B ik s A B Ak B
B, Wb o0 LR ILP-A58 1, 2 10l A O LA 4 el
DEEM, AL BLO YRR T . KIS U %
Jig 55 A2 BEHAE AT kst 00 ULARE I, 9 65 dke o 2 3
RO LT 33K A 1 T A A 5 o JULE 9855 4 49 1)
NT-proBNP Fl ¢Tnl K- 5842 75 PCSKO 11 il 57 H
A BT AR Tkt i A P Rz D fig A R e R A R
i I DA B A I I ke, T e A AR o e R

Bl Bk GG PR T R A, 36 0 A 00 WUHE 1 AT A
FF 30 20 =Y, IR O WUl s 1™, B,
MEH O IIRERIZR A S WU T ACS 5 O =B
HEFE TR EE 2 AN R R 28 B AH 3 HL R R AR R
B, ERIGEE S, UL E TR AT AR 22
A Bl 3B OIS T BRI A KGNSk 22 4 XU
ZWEA AT R A R0 et RIS b
Vg SRR, WEELH MACE & Az 28Ik T X B4, 3 —
55 5 5 WS TR WCE I o0 D RE SO L 15 46 A
BB E S T RS RIS LA BT T
A 4 0t A 4 1 A SO LR 548 2 K0 T RE
M, A E— AR T MACE £ %2 A2 XU, 1A 38 H 00
S M 2507 SRAE DR B & A VR W] B, g o 1 2%
23 ACS i H PCIAR G TS -

AWEFE S e R, BIHE AR AT KT A B A
& T BB T ACS B PCLAR S, 1T i 2 2 T
TRIT A ORI 0 IR A0 B T e L HLRE
R MACE & A= 32 | [a] i &2 Pk R . (B i3 AR
6 U BT S8 A0 1 b 45 Jmy 35 s g, FH 245 T VA
A XU S B T RE . A O A TR AR R
AN R TR N S T E AN = N S
Z P BIESE , JE K B 7 A DR KT AL 4
P, ] B 2R AN ] 551 S 40 3 0 BT i AR A6 T 245 7
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