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Abstract: Objective To investigate the relationship between glycemic control and aspirin resistance by
using thrombelastography. Methods Totally 99 patients over 40 years old who took aspirin as a long-term an-
tiplatelet therapy (=1 year.100 mg/d) and were treated in Department of Cardiology. Affiliated Hospital of
Integrated Traditional Chinese and Western Medicine, Nanjing University of Chinese Medicine were enrolled
into the study. The inhibition rate of aspirin on platelet was measured and calculated by thrombelastography
and the inhibition rate less than 50% was considered as aspirin resistance. Meanwhile, the fasting blood glu-
cose, triglyceride (TG) and total cholesterol (TC) levels were detected, and then the relationship between
metabolic status and AR were analyzed. Results Among the 99 patients enrolled in the study,28. 3% were as-
pirin-resistance. According to the fasting glucose levels, patients were divided into three groups: normal glu-
cose group.impaired glucose tolerance group and diabetes group. The aspirin-caused platelet inhibition rates of
the three groups were (91. 6+34.8) %, (64.0+81.9) % and (70.3463.3) % respectively, which showed
significant differences (P<C0. 05). According to the serum TG levels, patients were divided into normal TG
group (<{1.7 mmol/L) and hypertriglyceridemia TG group (>>1.7 mmol/L). There were no statistically sig-
nificant difference between the two groups referring to the aspirin-caused platelet inhibition ratio [ (82. 9=+
53.9)% ws. (78.0£62.9) % ] and the incidence rate of AR (27.3% ws. 30. 3%). According to the serum total
cholesterol levels,the patients were divided into normal TC group (<{5. 17 mmol/L) and hypercholesteremia

(TC) group (>>5.17 mmol/L). There were no significant difference between the two groups referring to aspi-
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rin-caused platelet inhibition ratio [(82. 7£56.3) % wvs. (83. 3£ 77. 4)% ] and the incidence rate of AR

(28.0% wvs.29.4%). Conclusion Hyperglycemia may be one of the factors causing aspirin non-responding to

platelet aggregation. The occurrence of AR may be related to glycemic control.
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