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Effect of clopidogrel combined with different proton pump inhibitors on platelet activity
of patients with CYP2C19 deficient gene after percutaneous coronary intervention
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(Department of Cardiology, Zhengzhou Central Hospital, Zhengzhou 1450000, China)

Abstract: Objective To investigate the effect of clopidogrel combined with different proton pump inhibitors (PPI)
on platelet activity after percutaneous coronary intervention (PCI) in coronary heart disease patients with CYP2C19
deficient gene. Methods We examined patients with coronary artery disease who were treated with PCI in our department
of cardiology from April 2012 to February 2018, and the CYP2C19*2 loci were *2/*2 or *2/*3 as the study group, and
patients with CYP2C19*1/*1 as the control group. The above 2 groups were divided into 3 subgroups; which were 68 cases
in the study 1 group, 67 cases in the study 2 group and 65 cases in the study 3 group, 80 cases in the control 1 group, 79
cases in the control 2 group and 70 cases in the control 3 group. All patients received aspirin 300 mg for the first time after
PCI, followed by routine treatment with 100 mg/d and clopidogrel 75 mg/d, and control 1 group and study 1 group received
omeprazole 40 mg/d, control 2 group and study 2 The group were given pantoprazole 40 mg/d. The platelet activity and
adverse events were recorded in all groups after PCI, 1 months, 6 months and 1 year after PCI. Results One year after PCI,
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compared with the each control group, except for the PF of the study 3 group increased, the CR and PF of other study groups
were decreased (P<<0.05). Compared with the control 3 group, the CR and PF of control 1 group and control 2 group were
decreased (P<<0.05). Compared with the study 3 group, the CR and PF of study 1 group and study 2 group were decreased
(P<<0.05). There was no death in each group within 1 year after PCI. Gastrointestinal hemorrhage and recurrent adverse
cardiovascular events were similar in all groups at 6 months after PCI (P>>0.05). One year after PCI, the incidence of
gastrointestinal hemorrhage in study 3 group and control 3 group was higher, but there was no statistically significant (P>
0.05) . The incidence of cardiovascular events in study 1 group and study 2 group was higher (P<<0.05) . Conclusions The
combination of clopidogrel and aspirin with pantoprazole is recommended for prevention of coronary heart disease with
CYP2C19 deficient gene after PCI, but omeprazole is not recommended.
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Table 1 The baseline characteristic of patients

24 WL (n=68)  BFFE24 (n=67)  HFF3H (n=65) FHHIA (n=80) X2 (n=79) I3 (n=70)
B/ 2/ 4 45:23 48:19 45:20 50 : 30 48 131 45:25
/L 5434124 5594126 55.6+112.4 57.1+11.8 53.94+10.9 5424108
PCIR G /% 9.8+4.2 9.6+4.2 9.843.9 9.743.9 9.5+3.8 9.6+4.1
SR B/ ) 2.140.6 2240.5 23404 22407 22406 2340.7
T T/ B 4 6 5 5 4 6
W 2/ 41 35 39 35 42 34 37
WA /1) 32 30 32 40 34 35
W4 i /mmHg 135.64+16.2 139.5415.7 138.9415.9 137.54+11.9 140.6+10.9 138.2410.7
#F9k I /mmHg 91.5+9.8 92.649.6 925494 942489 94.649.7 95.149.4
1% /mmol-L”! 58+1.2 59+1.5 6.0+£1.2 62+13 57+14 6.0%1.5
JaJIF [ % /mmol-L ™ 42413 45+1.5 46%1.5 43+1.6 47+1.4 43+15
K7 2 A 4 4 L 9%/ mmol L 2.640.9 2.8+0.8 2.7+0.7 27409 2.9+0.7 2.8+0.7
50 7 P i £ 14 A [ %/ mmol- L 1.440.7 1.6+0.8 1.5+0.7 1.5+0.9 1.7+0.8 1.6+£0.7
ZEEHH/mmol-L! 1.74£0.9 1.6£0.6 1.6£0.9 1.8£0.7 1.54+0.7 1.6+0.8
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Table 2 Comparison of platelet activity in patients
among six groups (x=+s)

2053 s 1) ACT/s CR/cs'min’ PF
VRITHT 1.840.7 29.74+8.1 13407
PCIR G 1.84+0.9 29.54+7.5 13408
WFFE 140
(ﬂn(’g) AREINH 1.84+0.8 30.5+7.6 1.6+0.5
=
RIG6/H 1.7+1.1 30.94+6.9 1.54+0.7
KB4 1.8+0.9 222458%4  1.040.5%4
YRIT R 1.84+0.9 29.6+8.2 1.340.6
PCIAR G 1.6+0.8 294495 1.54+0.7
HFE24H _
(}hm) REINH 17408 29.5+7.9 15406
=
RIG64H 1.6+0.8 299475 1.6+0.8
RIG14 1.7£0.8 237462 1.14+0.6™
YBIT R 1.8+0.8 29.6+8.0 13405
PCIRJG 1.6+0.7 30.148.9 1.640.8
T FE34
(ﬁﬁ“) ENEIEE! 1.740.9 30.4+84 1.6+0.7
=
U NETRE! 1.740.9 30.4+73 1.640.9
RJG14E 1.740.9 30.6+7.5° 1.6 £0.6°
VRITHT 1.8+0.7 29.8+7.9 1.3+0.7
PCIR G 1.7£0.9 30.54+8.6 1.6+0.6
SR 14
(n=30) REINH 1.6+0.9 29.7482 1.440.6
=
NI 1.84+0.9 29.84+7.2 14409
RIE14E 19408 26.44+6.5° 1.2+0.5%
VRIT R 1.84+0.9 29.6+8.3 13409
PCIRJG 1.6+0.8 29.5+7.6 1.5+0.9
HoHE241 A
(1=79) REIANH 1.94+0.9 29.6+8.3 1.440.7
RIG64H 1.940.9 29.6+7.6 1.3+0.6
RIG 14 1.940.7 27.1+6.7% 1.240.6°
YEIT BT 1.840.7 29.61+8.3 1.340.8
PCIARJ5 1.740.9 304479 1.6+0.8
X HE3H _
(i=70) RGN A 17408 304475 1.54+0.7
=
RIG64H 1.8+0.8 294475 1.440.7
RJG14E 1.940.8 329+72 14405

Sy IAARLL, *P<<0.05; SxfHa24iAALL, "P<<0.05;
L, #P<0.05; SWIF3EMLL, *P<0.05

vs control group 1, *P<<0.05; vs control group 2, “P<<0.05; vs control group 3,
2P<0.05; vs study group 3, “P<<0.05
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Table 3 Comparison of relapse in adverse cardiovascular events and other adverse eventsafter PCI among six groups

[n(%) ]
ZH WAL (n=68) WF5241l (n=67) HFF3UL (n=65) XII14L(n=80) 24l (n=79) WHI3H (n=70) P
ARJGVEIET: 0(0.00) 0(0.00) 0(0.00) 0(0.00) 0(0.00) 0(0.00)
ARJE6A HHALIE H i 3(4.41) 4(5.97) 7(10.77) 2(2.50) 2(2.53) 4(5.71) 3.646  0.302
RIG6A A FR OISR R0 6(8.82) 5(7.46) 5(7.69) 6(7.50) 7(8.86) 7(10.00) 0.623  0.891
ARG VA AL H if 6(8.82) 8(11.94) 15(23.08) 4(5.00) 5(6.33) 12(17.14) 6.932 0.074
ARG VB R OIS A R A 18(26.47) 14(20.90) 10(15.38) 9(11.25) 9(11.39) 7(10.00) 8.675 0.034
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