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[Abstract] Objective To investigate the association between aspirin resistance and COX-1 gene poly-
morphism in patients with recurrent atherosclerotic infarction with insulin resistance. Methods a total of 300
patients with recurrent atherosclerotic cerebral infarction were collected. Urinary 11-d-TXB2 was determined
by ELISA. According to the results, the patients were divided into aspirin resistance group and non resistance
group. Fasting blood glucose (Fast Plasma Glucose, FPG) and fasting insulin (Fast Insulin, FINS) were
measured and the incidence of insulin resistance in two groups was observed. Polymerase chain reaction-restric-
tion endonuclease fragment length polymorphism (PCR-RFLP) was used to detect A-842G polymorphism of
COX-1 gene. The general data are compared. Results the frequency of G allele in aspirin resistance group
(18.7%) was significantly higher than that in non-aspirin resistance group (2.6%) (P<C0.05). Individuals
with allelic G had 2. 108 times as much resistance to aspirin as non-allelic G carriers (OR = 2. 108; 95%CI =
2. 049 —4,237). Conclusion aspirin resistance in patients with recurrent atherosclerotic infarction with insulin

resistance may be associated with A-842G locus of COX-1 gene.
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