« 1054 - I EF 5K 2021 24 A% 18 %% 81 Lab Med Clin, April 2021, Vol. 18, No. 8

< - DOI:10.3969/j. issn. 1672-9455. 2021. 08. 008

BiEEE CYP2CL) EEZHEERIGKRAREGHRZE
SEMBRERNAXERE

At EWME K F.RE R OHES
PEAMFEAFERER/ERATARERELA, E X 100014

W OE.BH BI5MZRBRIFIEANLGF(PCDARE B SHmELH CYP2C19 A B A 2R 16 KA E
AR EREIECOLERREFHAA AT ALEAUBTRANELELZ . BT Y aa b ERALE ARV A L,
ARG TR AR, FE O KE 2017 F 1 A £ 2018 % 12 Ak g 4T L WA M 4G 346 4] & oo
T Bk T, AT CYP2C19 A B A e X A o A 45 42, 5 ik i 251 #1428 o F 69 PC1 RJg B R & 4,
BEAT e AR TR SR AR X BRI L AR B R R K R E R (MAR) 9 A £ A8 F B 2L (MAR<T50 %) A= S 8 &
FIE(MAR=50%) ., Al A %% PCR ##4F CYP2C19 £/ 2 A A, R4 £ B A 25 % 5 5 B AR H A (=
T/ * D P RBREC/ 2, %1/ x3DFBRFR(x2/ %2, %x2/x3,%x3/x3), WERARBRFTHRILASL A
RTEHBRBRARIER ARG BEZS MEXAECR ZHEARGERSCLERREFHLAFR, £R BRHEEE
#0 MAR B P R A BRARFRAEEG, ZFHARITFEL(P<0.05), ANik#g 251 #) & F F, LA F K
48 CYP2C19 AR A 5 3 e AR A 38 4] (34, 5%0) . P ARG A 57 41 (51, 8%0) VEARM A 15 41 (13. 6%0) . &
A TR R TR ERR BB P EF G £ F A% FEL(P<0.05), ARAEEFIRILAY
Bl R B H A (91.8%) 5 A s T AR (63. 8 i, £ F AL FEL(P<<0.05), Ak FRimalk
R hEREFESELAFOLIY) S TRAUEFTRRM(84.4%) . EF A LT FEL(P<0.05), it
CYP2CIO AR R Efo G ETHRZAUBTHRALANAANATEY AA L, FLAMK TG T PCI K
VR AN R Y, SN o N e o W D D

KHEIFCYP2C19 AW S &5, AREFRRL; BARRFH

FEESFES:R446.9 XERARERD A X EHS:1672-9455(2021)08-1054-05

Relationship between CYP2C19 gene polymorphism with clinical adverse events
and clopidogrel resistance in patients with coronary heart disease”
GUO Yuanyuan sWANG Livying ,ZHANG Yu ,ZHANG Wenjia ,LIAO Pu®
Department of Clinical Laboratory ,Chongqing Hospital of University of Chinese Academy of

Science /Chongqing Municipal People’s Hospital ,Chongqing 400014 ,China
Abstract: Objective To explore the factors affecting the occurrence and development of clopidegrel resist-
ance to provide the effective basis for clinical treatment by analyzing CYP2C19 genotypes results, clinical re-
lated risk factors and major cardiovascular adverse events after PCI in the patients with coronary heart disease
(CHD). Methods The data of 346 cases of CHD and genetic testing admitted and treated in this hospital from
January 2017 to December 2018 were collected to analyze the distribution characteristics of CYP2C19 geno-
types and metabolic types. A total of 251 patients with CHD and clopidogrel use after PCI were screened out
and conducted the platelet aggregation function experiment examination. The cases were divided into clopi-
dogrel sensitive group (MAR<C50%) and clopidogrel resistance group (MARZ=50%) according to the maxi-
mum aggregation rate of platelet. The polymorphism of CYP2C19 gene was detected by fluorescence PCR.
The cases were divided into extensive metabolizer ( * 1/ % 1) ,intermediate metabolizer( * 1/ % 2, * 1/ % 3) and
poor metabolizer ( ¥ 2/ % 2, x 2/ % 3, x 3/ % 3) according to the results of genotype. The proportions of the pa-
tients,related risk factors,and clinical cardiovascular adverse event occurrence were compared among different

metabolic types in the clopidogrel resistance group and clopidogrel sensitive group. Results MAR in the pa-

*  EETE. PRI REREZFHAIH 45 H (Y2017MSXM2D),
EZEBNIETT . L TR EI . EENFIER S T AWM. © BEESE . E-mail:liaopu@sina. com,
A AER FE T, B, 5k T A O B CYP2C19 B R L 35 Je i R AN R F R AL 5 A SBR[ ] s = 5
IR ,2021,18(8) :1054-1058.



HIEFS5 K 2021 F£4 A% 18 %% 84  Lab Med Clin. April 2021, Vol. 18.No. 8 + 1055 -

tients with poor metabolizer was higher than that in the patients with extensive and intermediate metabolizer
(P<C0.05). Among 251 finally included cases, the CYP2C19 metabolizers in the clopidogrel resistance group
had 38 cases (34.6%) of extensive metabolizer,57 cases (51. 8%) of intermediate metabolizer and 15 cases
(13.6%) of poor metabolizer. The difference in the patients proportion of extensive metabolizer between the
clopidogrel resistance group and clopidogrel sensitive group was statistically significant (P <C0. 05). The prop-
otion of patients with hypertension in the clopidogrel resistance group was significant higher than that in the
63.8% ,P<C0.05). The incidence rate of clinical cardiovascular ad-
verse events in the clopidogrel resistance group was higher than that in the clopidogrel sensitive group, and
the difference was statistically significant (94.5% wvs. 84.4% ,P <C0. 05). Conclusion CYP2C19 gene muta-

tion and hypertension may be two important factors of clopidogrel resistance occurrence, moreover clopidogrel

clopidogrel sensitive group (91. 8% ws.

increases the risk of clinical cardiovascular adverse events occurrence after PCI in the patients with CHD.
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