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Abstract: Objective To study the clinical value of guiding the selection of antiplatelet drugs in patients
with coronary heart disease (CHD) based on the relationship between CYP2C19 gene polymorphism and clopi-
dogrel resistance. Methods A total of 634 CHD patients admitted to the department of cardiology of the
First People’s Hospital of Chuzhou from January 2020 to June 2023 were enrolled and were randomly divided
into a study group ( n =317) and a control group ( n =317) by simple random sampling method. Both groups
underwent percutaneous coronary intervention (PCI). The control group received conventional dual antiplatelet

therapy with aspirin and clopidogrel postoperatively, while the study group underwent CYP2C19 gene polymor-
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phism testing and was guided in clopidogrel application or switched to ticagrelor based on the genetic test re-
sults. The maximum platelet aggregation rate (MAR) changes before and after medication and the platelet re-
activity index (PRI) were compared between the two groups. Additionally, the incidence of major adverse car-
diovascular events (MACE) and safety endpoint events within 1 year after PCI was calculated. A multivariate
logistic regression model was used to analyze the factors associated with the occurrence of MACE within 1 year
after operation.  Results The MAR decreased in both groups 7 days after medication compared to before
medication, and the MAR and PRI in the study group were lower than those in the control group 7 days after
medication ( P <C0.05). There were 21 cases of loss to follow-up in the study group and 29 cases in the control
group, and the remaining patients were included in the result analysis. The incidence of MACE during the fol-
low-up period was lower in the study group than in the control group ( P <C0. 05), with no significant differ-
ence in the incidence of safety endpoint events between the two groups ( P >>0. 05). Logistic multivariate re-
gression analysis indicated that the comorbid diabetes was an independent risk factor for MACE within 1 year
after PCI in CHD patients, and gene-guided therapy was a protective factor ( P <{0.05). Conclusion Guid-
ing the selection of antiplatelet drugs for patients with CHD after PCI based on the relationship between
CYP2C19 gene polymorphism and clopidogrel resistance is beneficial for improving the efficacy of antiplatelet
therapy, reducing the incidence of MACE, and demonstrating good safety.
Key words: CYP2C19 gene polymorphism; clopidogrel; coronary heart disease; antiplatelet drugs
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MV A L 2 B 5w 4R 8 kA AR I7 (percutane- i LARE 40T
ous coronary intervention, PCD) f&IIfi BRI 97 76 .0 i 1Y 1 ARSH=E
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DR BT B A WE T o, SIS L A IO I REAS 42, 22 & I 43 2L (left ventricular e-
i PASO RIS J7 m % Ak S B i /s b 3R 2 AR H jection fraction, LVEF)<<30%; @& JF WPk Mg s @
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F1 AABRE-RIERZTHLLE

51 I A% Kok
i n HER/ 5 R LVEF/%
5 E/y BSRAE ZIORE
Wrotd 317 187(58.99) 130(41.0D) 62.15+8. 83 52.62+09. 81 144(45.43)  173(54.57)
X R4 317 195(61.51) 122(38.49) 62.26+8.71 52.77+9.59 139(43.85) 178(56.15)
t/y’ 0.422 0.158 0.195 0.160
P 0.516 0. 875 0.846 0. 690
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PCLIGIT - RIGH 4 TR A LA DR, & H 1 R B
300 mg, 1 MAEWEERH 1 IR EIK 100 mg, K
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gregation rate, MAR) 28 {1k , I 11 55 1l /N A Js2 1z 48 %X
(platelet reactivity index,PRI), R4 f & I &k 1. 2
mL, & T 3. 226 Mk R 4l P Bk B 45 N, LL 1200 1/
min .0 5 min, B B2 0% RIS /R I3 (plate-
let-rich plasma, PRP) ; ¥ Fl & F5 4L 3 000 r/min B
AL 6 min, B2 I35 BRI AT I /MR Il 3K (platelet-poor
plasma,PPP), ¥ 250 uL. PRP F1500 uL. PPP 435
T2 AR, m PRP NS FE 5, 5 pL
0. 05 mmol/L B Z RN A PRP ., {f B 1 — #f IR 5
LU E IR 10 pmol/L, f# H i/ M 5 F ALK I 5
min i K MAR, 4, 28 PLT VASP/P2Y12 ik
& UL 450 5E PRI, PRI 5% I 2 W 5 4% 1L/ 4 34
J7 P A

1.3.2 PBfVi RAEIEREVT 12 Ui % 7 A
TR 12 A A WBEY s ARG 1A FZEAR D
Ifil & = 1F (major adverse cardiovascular events,
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MACE kAWM CHE .
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£ )RR KB ¢ K 5 5 5 0 R R 43 >R A Logis-
tic ZH EMIAFE, P <<0.05 NESAGIH¥E XL,
2 HR

2.1 MARZ{LA PRI Mg 2405 7 d Bf MAR ¥
BNLHT N R R A 255 7 d i MAR PRI %8¢
XFHRAHE AL P <<0.05), W% 2.

k2 WWHEZHE MAR T PRI LK

MAR/ %
21 5 n - PRI
FHZj FHZiJg 7d
W5t 4 317  53.51411.06 35.3646.72* 45.8849.02
popiickiil 317 53.64410.88 41.0847.95° 54.85410.76
/5 0. 149 9.783 11. 375
P 0. 881 <0. 001 <0. 001

A EANHEARBEUNGCEDRT; EHAHN LK 0. P<
0.05,

2.2 BEUTEEE BFFALK U 21 B R AR T 29
B, Ay B S A 2 B o . B 5 41 BE U )
MACE &2 RE X A AL P <0, 05) , A % 4 4
MEEAERILEER LGB X CP >0.05),
Wk 3. % 4,

®3 WMABREMIHTHE MACE REELK

20 51 n L IRESET O LB SR 40 1. A8 PR K IS SCHEN I TE B HAthy &t
G| 296 1€0. 34) 7(2.36) 5(1.69) 1€0. 34) 5(1.69) 19(6. 42)
R 2H 288 2(0.69) 16(5.56) 7(2.43) 5(1.74) 6(2.08) 36(12.50)
x 6. 328
P 0.012
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2.3 KIS k‘E MACE 45 &k k4 MACE
B R BB R IRIT RIS L 2 R AR R X
(P <<0.05), W5,

2.4 ZHEMNT KRR S0 b 4 A LA AR 5
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W54 296 29(9. 80) 8(2.70) 37(12.50) BE RS PR . AR B V8 R — PP S A0 g i B AT A
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x5 HHE5k%E%E MACE EEIERER LS

— . ﬁi%ﬂ EY L] g ,
(n=55) (n=529)

i) % 584 62.23+7.64 62.08+8.81 0.122  0.903

4% LVEF/ % 584 52.1449.59 52.8149.62 0.492  0.623

el 0.316  0.574

5 351 35(63.64) 316(59.74)

s 233 20(36.36) 213(40.26)

B R 0.396  0.529

LS3 257 22(40.00)  235(44.42)

% A 327 33(60.00)  294(55.58)

aIFRE

5 1 R 352 31(56.36) 321(60.68) 0.388  0.533

B R 159 23(41.82) 136(25.71)  6.525 0,011

RYT R 6.328  0.012

WG IT 288 36(65.45)  252(47.64)

Bk 296 19(34.55) 277(52.36)
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Y K725 B PCI ARG 14EMKE MACE k=0, k%=1

X1 SRS A IR IR KEIF=0.8=1

X2 H S i S F R FRTT T=0.4=1
R7T PHBEOCREEPCIRE 1 ERNELE

MACE EZEZEEFHSHER
AR b SE Waldy? P OR 95% CI
A IR AR 0.498  0.122 16.662 0.009 1.645 1.295~2.090

HEEFEFWHIF —0.433 0.185  5.478  0.003  0.649 0.451~0.932
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12T 46 B TR A5 U A R BT I/ AR YA I R B 4
XF ML A T SRR R DR A T RO B 2 1 AR
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PR —KEDIE T3 TR BIRIF M EEE L, KOk,
ARG A X P 2 32 K TF R it — 2 K A B U7 . LB
AR B U85 15 24 Ji5 O 1A AIOHE A Ak L AT R i /)
M 245y 114 36 B 2 A1 B Ay 7 S A 0 IR TE 4
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