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Analysis of risk factors for aspirin — related airway hyperresponsiveness YANY Dong-hong, WANG Jing-jing' , REN
Wen-jing' , YUAN Fang' ,LIU Ming, XUE Jian'" . Langfang Peoples Hospital , Langfang 065000 , China

Abstract Objective: To evaluate the correlation between arachidonic acid ( AA)-induced platelet aggregation rate and
aspirin-related airway hyperresponsiveness and to explore the risk factors of aspirin-related airway hyperresponsiveness. Meth-
od: A total of 93 patients with coronary heart disease who have not taken aspirin were collected, and the platelet aggregation
test, lung function and bronchial provocation tests were performed. According to airway responsiveness, the patients were di-
vided into airway high response group and normal group. The clinical characteristics, platelet aggregation rate and bronchial
provocation test results of the two groups were compared. Results: Fifty-two patients (55.91% ) had positive airway provoca-
tion test. According to whether the platelet aggregation rate induced by AA was less than 10% , the patients were divided into
low platelet aggregation rate group and high aggregation rate group. Logistic regression analysis showed that patients with a
low rate of platelet aggregation induced by AA increased the risk of airway hyperresponsiveness by 2.5 times. Smoking was
also an independent risk factor for aspirin-related airway hyperresponsiveness, which may increase the risk of airway hyperre-
sponse by 2.9 times( OR =2. 879, 95% CI.1. 182 — 7. 014). Conclusion: AA-induced platelet aggregation rate decreased
significantly (less than 10% ) and smoking history is independent risk factors for aspirin-mediated airway hyperresponsive-
ness. Quitting smoking and detecting platelet aggregation tests can actively prevent aspirin-related asthma attacks.
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