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Abstract  Objective: To analysis influencing factors of aspirin resistance ( AR) and clopidogrel resistance
(CR) in patients with coronary heart disease (CHD) combined diabetes mellitus (DM), to evaluate the relation-
ship among AR,CR and major adverse cardiovascular events (MACE) and the relevant factor of MACE, Method:
One-hundred and thirty-six CHD patients without DM (NDM group) and 134 CHD patients combined with DM
were included. Clinical data about ECG, echocardiography, coronary angiography,blood count biochemical indica-
tors were collected. After 1-year follow-up, MACE events were recorded and related factors were analyzed. Re-
sult; The incidences of AR (33.8%: 62.7%, P<(0.05) and CR (33.1%: 58.2%, P<C0.05) in NDM group
were significantly lower than those in DM group. The incidence of no resistance in NDM group was significantly
higher than that in DM group (54.4%: 22.4%, P<C0.05), and the incidences of semi resistance (24.3%:
34.3%, P<C0.05) and resistance (21.3%: 44.3%, P<(0.05) were significantly lower than those in DM group.
There were significant differences in hs-CRP., CK-MB, TG, TC,, LDL-C, ApoAl, CR, UA, WBC, and patho-
logical changes in the patients with non resistance, resistance, and resistance (all P<0.05). The follow-up re-
sults showed that: 44 cases (32. 8% )of MACE occurred in DM group, 38 cases (27.9%) of MACE occurred in
NDM group. Logistic analysis showed that male, heart rate, BMI, TG, LDL, dual antiplatelet therapy were re-
sistance MACE factors in patients with CHD combined with DM. Conclusion: Drug resistance of dual antiplatelet
therapy is significantly increased in patients with CHD combine with DM, and drug resistance is associated with a
variety of factors, MACE events in patients with drug resistance are significantly increased.
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1.2.2 W AR M CR Ry Al HI BT ) D Ak A Sanik
MEIAIT 1 G R AT s, SC-2000 A4S 4 3 i
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Table 1 Clinical data ats
~ NDM #H DM %
Eisgan
(136 i) (134 )
DF/QR » min ) 72.94£8.1 75.24+8.6
BMI 26.243.1 25.943.2
45 e /mmHg 134.64£20.7  135.6420. 8
#73K 5 /mmHg 72.94+8.1 75.24+8.6
hs-CRP/(mg « ™1 6.545.3 7.1+4.8
Cr/(pmol « L) 92.4420.7 87.3+24.1
UA/(pmol « L1 342.4497.7  338.34+80.7
TG/(mmol « L™1) 1.8+1.1 2.0+t1.2
TC/(mmol « L") 5.0%1.2 5.241.3
LDL-C/(mmol « L") 3.14+1.0 3.241.0
HDL-C/(mmol « L") 1.14+0.3 1.040.2

2.2 AR 5 CR B4R i

NDM 4 5 DMA 4 DP % S 19 MPAR 4351 4
(56.5419. 5) % F1(62. 1420. 2) % (P<<0. 05) , AA
S MPAR 43 % R (20. 1411, 4) % F1(26. 1 £
14. 7) % (P<<0.05), NDM 41 AR }z CR k%1
B DM AFE,WLE 2, s AR 5 CR Z & [ w5
KA LA NI (AR 5 CR R & 4D it
(AR5 CRIUEAH ) 5#HI(AR 5 CR #H &k
A GEERILER 3. #E— 203 DM A TS HRPL L B R
P RS H K THER . B8 hs-CRP.CK-MB. TG,
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TC.LDL-C.ApoAl.Cr.UA,WBC % . %5 25 1f1 & NDM 415 DM 41 MACE AR TERLFE S,

Rk FEERAE AR SE R bR 22 5 W3 AR LR 4.

&5 DNM 4K DM 4 MACE % 4 b
%2 NDM A5 DM % AR B CR % 4% Table 5 Incidence of MACE B9
Table 2 Incidence of AR and CR (%) 4151 MACE
21 5] AR CR NDM 24
NDM 41 (136 i) 46(33. 8) 45(33. 1) 365[%?}?(74 b 2128, 1)
DM £H (134 ) 84(62. )" 78(58.2)" 5@;@1(33 > 10630.9)
= NDM ZLILE." P<0. 05 BT 29 B 7(24.1)
- ° DM 4
&3 NDM A5 DM AHYMKMEER AL 50 D) s
) - e AP (46 B 12(26. 1)V
Table 3 Incidence of drug resistance (%) e (59 ) 98(48. 3)1
20 5 JoHkt S 1%/ L 5 DM 20 ToH&t b, 0 P<<0.05; 5 DM 41 2F 3540 b
NDM 41 (136 i)  74(54.4) 33(24.3) 29(21.3) ., P<0.05,
DM £ (134 1) 30(22. )" 46(34.3)" 58(43.3)"

2.4 MACE (#3528 %

M2 & 42 MACE. % MACE (#) 5% Wi [H &
HEAT Z R Logist 11115 0 87 . 25 S Wow 500 53
L0 AP BMI 870, TG /K754 LDL 7K 7
B OBUIE A7 1/ AR 25 9 36 97 AR K A MACE
Y52 ) PR 28, AR LK 6

5 NDM 41 b4, " P<<0. 05,
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Table 4 Indicators of patients with no resistance, semi resistance and resistance xEs
heCRP CKMB O e LPLC oAl a uA WBC L e
215 / (mmol / (mmol / (mmol / (pmol / (prmol
/(mg+ L H/(U+LY /(ge LD xX109/L /&b 8/ b
LD LD LH LD LD
TS 3.87+  17.40+  1.57+ 4,61+ 2,69+ 1.03+  96.60+ 383.80+ 7.11+ 2.21+ 0.79+
(30 ) 2.10 5.53 0. 40 1.02 0.68 0.18 30. 68 93.39 1.17 1.50 0. 69
AT 9.144  36.374 177+ 517+ 3.294  0.924+  81.78% 337.461 8.35+E  3.04E  2.02%
(46 i) 3.29V 9.78V 0. 87 1.38 1.19Y 0. 10 24.90V  76.48Y 2.03V 1300 1150
EiEI 9.18+  25.19+  2.36+ 5,48+ 3.31+ 1.01+  86.774+ 315.40+ 7.35+  3.62+ 2.50+
(58 i) 2,99V 9.70? 1. 870 1.220 0.870  0.16"% 17. 61 67. 48V 2,152 1.47Y» 1,53V
SRAHUILE, D P<<0. 05; 5LH0HT LEE, » <0, 05,
®6 ZEAZE Logist @ AZITER
Table 6 Logist regression analysis

. , e - Ak [m] 95 % A {F X 18]

AR EYEERX4 T 74 15 Wald {8 BNz P{E 75 T TR
AR 0. 036 0.028 1. 620 1 0. 203 1.037 0. 981 1.096
59 1. 350 0.631 4,574 1 0.032 3. 856 1. 119 13. 283
7 IR 0.616 0.584 1. 114 1 0. 291 0. 540 0.172 1. 695
I 0. 068 0.029 5. 354 1 0. 021 1.070 1. 010 1.134
BMI 0.218 0.093 5. 488 1 0.019 1. 243 1. 036 1.492
hs-CRP 0.011 0.039 0. 087 1 0.768 0.989 0.916 1.067
TG 0. 820 0. 285 8. 276 1 0. 004 0. 441 0.252 0.770
LDL 0.991 0. 295 11. 281 1 0. 001 2.693 1. 511 4,802
UA 0. 001 0.003 0. 048 1 0. 827 1. 001 0. 994 1. 007
AR Jz CR 0. 958 0. 393 5. 952 1 0. 015 2.607 1. 207 5.631
95 A5 B 0.122 0.179 0. 464 1 0. 496 1.130 0.795 1. 605
A NIBIT 0. 842 0.583 2. 090 1 0.148 2.322 0. 741 7.274
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