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[ ABSTRACT ] Aim  To observe the effect of CYP2C19 681G > A and 636G > A (CYP2C19 *2 and *3) polymor-
phisms on residual platelet reactivity and adverse clinical events in clopidogrel-treated survivors after percutaneous coronary
intervention ( PCI). Methods 202 patients with coronary heart disease who received PCI and treated with clopidogrel
were enrolled in our study from Jun 2011 to Dec 2011.  Based on the number of the CYP2C19 mutation allele, patients
were divided into normal group(n =78, CYP2C19 #*1/# 1), one mutation allele group(n =100, CYP2C19 * 1/ %2
CYP2C19 *1/%3) and two mutation alleles group(n =24, CYP2C19 *2/ %2 CYP2C19 %2/ %3). Baseline data,
residual platelet reactivity, major adverse cardiac events and bleeding within half a year were observed. Results
There was no significant difference on baseline data among the groups besides Calcium channel blocker ( normal group, one
mutation allele group, two mutation alleles group: 15.4% , 29.0% and 45.8% , P =0.007).  Adenosine diphosphate

induced platelet aggregations had no difference among all groups,no matter within 5 days( normal group, one mutation allele
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group, two mutation alleles group: 51.60% +17.21% , 55.89% +14.92% and 62.00% +9.75% , P =0.060) or 3 months
(normal group, one mutation allele group, two mutation alleles group: 49.45% +16.90% , 55.98% +19.03% , 57.64% =+

18.42% , P =0.248).

The incidence of nonfatal myocardial infarction was higher in two mutation alleles group than the

other groups( normal group, one mutation allele group, two mutation alleles group: 0% , 0% and 8.3% , P =0.001) ; where-

as, the incidence of angina recurrence, stent thrombosis, acute heart failure, cardiac death and the bleeding had no differ-

ence among all groups.

Conclusion Among the patients who received PCI and treated with clopidogrel, CYP2C19 681G

> A and 636G > A polymorphisms appear to affect prophase residual platelet reactivity and cardiovascular events.
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1. BEHHERRERE
Table 1. Outputs and genotypes

iyt 45 SR
*1/ %1 636GG/681GG
*1/ %2 636GG/681GA
*1/ %3 636GA/681GG
*2/ %2 636GG/681AA
*2/ %3 636GA/681GA
*3/ %3 636AA/681GG

1.5 4

MEHXEARMNE RS HIEF 4T A T8 H
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Table 2. Genotypic and phenotypic distributions of the
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weinberg V(P =0. 642)  SORAVITEAEAN R SEpm S BL () T A
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CYP2C19 #2 F1 CYP2C19 * 3 Z{v; 3 R4 %45 5y 1/ %3 12(5.9% ) iy
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#3/ %3 0(0% ) AN
£ 3. ZHEIGREARER
Table 3. Basic clinical data in three groups
B %N IER e T4 PR GEAR BRI HE T 2 WLGEAR BE PRI 241 P1A
R (Z) 66. 42 +10. 86 67.52 =£11.05 68.50 +10. 56 0. 664
LB 51(65.4%) 73(73.0% ) 18(75.0% ) 0.471
Sk U9 R IR 2B (1))
UA 45(57.7% ) 49(49.0% ) 15(62.5% ) 0. 344
STEMI 27(34.6% ) 31(31.0%) 8(33.3%) 0. 876
NSTEMI 6(7.7%) 17(17.0% ) 1(4.2%) 0.075
WEA: s (i)
R IH 0 IUAT FE 5(6.4%) 4(4.0%) 1(4.2%) 0.750
PCI %2 1(1.3%) 3(3.0%) 1(4.2%) 0. 651
e 1(1.3%) 1(1.0%) 1(4.2%) 0. 506
fa s R 2 ()
T L 52(66.7% ) 70(70.0% ) 18(75.0% ) 0.725
BRI 24(30.8% ) 35(35.0% ) 9(37.5%) 0.767
13 B IILE 5(6.4%) 7(7.0%) 3(12.5%) 0. 594
2 i s 30(38.5%) 44(44.0% ) 10(41.7% ) 0.758
HZGHE B (F)
TS5 78(100% ) 100(100% ) 24(100% )
B Z AR B 71(91.0% ) 88(88.0% ) 20(83.3%) 0. 563
ACEI 3 ARB 43(55.1%) 67(67.0% ) 12(50.0% ) 0. 149
CCB 12(15.4% ) 29(29.0% ) 11(45.8% ) 0. 007
L H 39(50.0% ) 56(56.0% ) 13(54.2% ) 0.726
EF 52.97% +9.26% 52.69% +8.95% 51.84% +9.70% 0. 892
LVDd(em) 5.15 +0.48 5.24 +0. 48 5.09 £0.52 0.332
LDL( mmol/L) 2.35+0.85 2.43+1.03 2.45+1.06 0. 839
5 JJE [ % ( mmol/L) 4.50+1.18 4.52 +1.64 4.44 +0. 88 0.974
JLETF ( umol/L) 75.24 +26.02 79.38 £25.53 82.95 +49. 51 0. 462
TEAR B A (Hi])
o A A 14(17.9% ) 18(18.0% ) 6(25.0% ) 0.711
il 2 A3 15(19.2% ) 22(22.0% ) 4(16.7%) 0. 807
A TABP 5(6.4% ) 4(4.0%) 0(0.0%) 0.393
Z BN A 22(28.2% ) 35(35.0% ) 10(41.7% ) 0. 407
{2 PTCA 1(1.3%) 0(0.0%) 1(4.2%) 0.170
RJG TIMI <3 2% 4(5.1%) 2(2.0%) 1(4.2%) 0.516
B AN 1.96 £1.22 1.85 +0.98 1.83 +0.92 0.759
Gensini $F43 51.49 +31.70 52.81 +32. 61 53.57 £36.56 0. 949
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Table 4. Platelet aggregations induced by ADP

A n 5K 314H
EFiGFH 78  51.60% +17.21% 49.45% +16.90%
FAORILIN N2 100 55.89% +14.92% 55.98% +19.03%
RN BEHH 24 62.00% %9.75% 57.64% +18.42%
P1H 0. 060 0.248
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Table 5. Major adverse cardiac events and bleeding of the study population( cases)

moH ERSAFH PR BT 21 XU GE A B K #5217 24 P{H
UA F& ARt 4(5.1%) 6(6.0% ) 0(0.0% ) 0. 475
BN IR TE AL 1(1.3%) 1(1.0%) 1(4.2%) 0. 506
BN NLEESE 0(0.0% ) 0(0.0% ) 2(8.3%) 0.001
B A O 2(2.6%) 2(2.0%) 1(4.2%) 0. 827
L IRPETET 1(1.3%) 1(1.0%) 0(0.0% ) 0. 857
H il 2 2(2.6%) 2(2.0%) 0(0.0% ) 0.733
1.04 , T HEAL AT , 29 20% A Bt ADP 35319 1fi/ Ml
3 REWER T, 5 /MR P2Y12 52 1A ] 3 25
;; 081 Aatha A5 HiAx 80% 2 ALt . CYP2C19 B SUFR S-36
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Figure 1. Cumulative event-free survival within half a year
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