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Effect of aspirin resistance on cardiovascular events in non-insulin-dependent diabetes mellitus patients
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(Department of Second Cardiology ,Af filiated Traditional Chinese Medicine Hospital ,
Xinjiang Medical University ,Urumqi , Xinjiang 830000, China)

Abstract: Objective To explore the effect of aspirin resistance on cardiovascular events in non-insulin-dependent diabetes melli-
tus patients. Methods 496 patients with non-insulin-dependent diabetes mellitus received daily aspirin therapy (100mg/d) 4 weeks
were recruited from Jun. 2006 to Sept. 2010. Platelet aggregation was measured by light transmission aggregometry. The patients
were divided into three groups:aspirin resistance group,aspirin semi-resistance group and aspirin-sensitive group. The clinical bio-
chemistry indications and the adverse cardiovascular events were collected. Results 11.69% of patients were found to be resistant
to aspirin therapy,and 37. 90 % of patients to be aspirin semi-responders. There were 67. 48% female in aspirin resistance group and
aspirin semi-responders. The preprandial glucose of group AR and ASR was higher than that of group AS(P<C0.05). The HbA1C
and TG of group AR were higher than those of group AS(P<C0. 05). There was statistically significant difference of the rate of car-
diovascular events. Conclusion The measure of platelet aggregation should be taken in the diabetic mellitus patients and pay atten-

tion on the dose of aspirin recommended. Particular attention is should also devote to the incidence of adverse cardiovascular events.
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1 BRAMALKEEESBN—RBFRSH(TLs)

yeR SRR () (%) ] BRI (V)] BMI(kg/m?) PLTCX10°/L)  Z&Hi%S I 1B (mmol /L)
AR 4 (n=58) 64.05+9. 21 38(65. 51) 12(20. 69) 24, 8643, 28 207. 92+66. 13 6.3741.55

ASR 4 (n=188) 64.07£8. 15 128(68. 09) 34(18.09) 25.203. 39 212, 4759, 64 6.2341.35

AR+ ASR 4 (n—246) 64.0748.33 166(67. 48) 46(18.70) 25.10+4. 00 209. 96461, 77 6.3241. 44

AS 21 (n=250) 63.38+8.12 85(34.00) * # 52(20. 80) 25.06+3. 87 207. 12455, 58 5.914+1,277 %

gkl RAMACHEEREES BN —BBRIH (L)

Srel AR FE R (mmol /L) =k HHli (mmol/L) - HbAle(20) CRP(mg/L)  E#BENSE M (mmol/L) (K2 FENE 2 1 (mmol/ L)
AR 4 (n="58) 5.00+1.45 2.03+1. 68 8.10+1.01 6.07+28. 14 1.264-0.38 2.94+1.21

ASR 41 (n—=188) 4.801.05 1.6340.73 7.1040.71 5.89+23. 11 1.27+0. 36 2.8340.72
AR+ ASR 2] (n=246) 4.83+1.21 1.7240. 98 7.5140. 98 5.3474-25.12 1.26-0. 45 2.8540. 88

AS 21 (n=250) 5.154:3.02 1,560, 67" 6.1140.76%  4.02+19.22 1.330.41 2.884-0.91

* P<<0.05,5 ASH Zu b A ;7 : P<<0.05, AR4+ASR 45 AS 4 L% .
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