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[ Abstract ] Objective  To explore the influencing factors of clopidogrel resistance in postoperative coronary heart
disease patients treated by PCI. Methods A total of 200 coronary heart disease patients undergoing PCl were randomly selected
in Nanhua Hospital Affiliated to South China University from June 2013 to June 2016, and they were divided into control group
(without clopidogrel resistance, n=126) and test group (with clopidogrel resistance, n =74) according to the incidence of
clopidogrel resistance. Gender, age, BMI, smoking status, incidence of diabetes and hypertension, blood lipids index and
leptin were compared between the two groups, and multivariate Logistic regression analysis was used to analyze the influencing
factors of clopidogrel resistance in postoperative coronary heart disease patients treated by PCI. Results The incidence of
clopidogrel resistance was 37.0% (74/200). No statistically significant differences of gender, age or TG was found between the
two groups (P > 0.05); BMI, smoking rate, incidence of diabetes and hypertension, LDL and leptin of test group were
statistically significantly higher than those of control group, while HDL of test group was statistically significantly lower than that
of control group (P <0.05). Multivariate Logistic regression analysis results showed that, obesity [ OR =4.589, 95% CI
(1.067, 4.556)), smoking [ OR = 2.225, 95% CI (1.006, 3.968)), diabetes [ OR = 2.189, 95% CI (1.007,
4.440) ), hypertension [OR =1.985, 95% CI (1.067, 4.547)), LDL (OR =2.356, 95% CI (1.231, 3.987)]) and
leptin [OR =3.569, 95% CI (1.056, 4.569)] were independent risk factors of clopidogrel resistance in postoperative

coronary heart disease patients treated by PCI (P <0.05). Conclusion The incidence of clopidogrel resistance is relatively
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high in postoperative coronary heart disease patients treated by PCI, obesity, smoking, diabetes, hypertension, LDL and leptin

are independent risk factors of clopidogrel resistance, clinician should adjust clopidogrel dosage according to above factors.
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Table 1  Univariate analysis on influencing factors of clopidogrel resistance in postoperative coronary heart disease patients treated by PCI

e el <$¥; TCA RGN 3y G G Gl (e
%) kg/m”) mmol/L) mmol/L) mmol/L) weg/L)
popilzEi:) 126 81/45 58.9+1.9 22.1+1.7 65(51.6) 40(31.7) 35(27.8) 2.40+0.31 1.12+0.25 1.60 +0.23 12.89 +1.89
rv R 74 45/29 59.2+2.1 29.2+3.2 55(74.3) 38(51.4) 42(56.8) 3.42+0.51 0.82+0.21 1.65+0.02 18.25 +2.56
t(x*) 0.241* 1.037 20. 025 10. 042° 7.532¢ 16. 535¢ 17. 601 8.678 1. 864 16.933
P1{i >0.05 >0.05 <0.05 <0.05 <0.05 <0.05 <0.05 <0.05 >0. 05 <0.05

I BMI=/{kBifs%t, LDL={R#EEIRE N, HDL = @@ IEE M, TG = =B b x* i

®3 O PCLARSE SR B HRBTE 0 K R 1 2 K R Logistic [1]
4T

Table 3  Multivariate Logistic regression analysis on influencing factors of
clopidogrel resistance in postoperative coronary heart disease

patients treated by PCI
W% B SE Waldy#i 4 PH
JE e 0. 856 0.398 4.626 1 0.029  4.589(1.067,4.556)
W 0822 0421 386 1 0.045  2.225(1.006,3.968)
HETR 0.798 0.401 4.589 1 0.035  2.189(1.007,4.440)
AL 0.785 0.398 4.236 1 0.038 1.985(1.067,4.547)
1 ( )
1 ( )
| ( )

OR(95%CI)

LDL 0.749 0.378 3.918 0.039  2.356(1.231,3.987
HDL  -0.387 0.470 0.679 0.410  0.679(0.270,1.705
BE 0.835 0.411 4.127 0.025  3.569(1.056,4. 569
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