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Asipirin resistance factors analysis of patients with coronary atherosclerotic heart disease after percutaneous
coronary intervention ZHANG Ying, LIU Zhiwei, WANG Yingjian, et al.Department of Clinical Laboratory, Hangzhou
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[Abstract] Objective To investigate the asipirin resistance factors of patients with coronary atherosclerotic heart disease
after percutaneous coronary intervention (PCI).Methods A total of 60 patients with coronary atherosclerotic heart disease
(CHD) who already taken aspirin at least one month were enrolled. 31 patients underwent PCI, 29 patients had other
cardiovascular diseases.Urinary 11-dh=TxB2 concentrations was determined by using enzyme linked immunosorbent assay
(ELISA) and adjusted by the creatinine. Asipirin resistance (AR) was defined that 11-dh—TxB2/creatinine was higher than
1500 pg/mg,while asipirin sensitive(AS) was defined that 11-dh—TxB2/creatinine was less than or equal to 1500 pg/mg.The
asipirin resistance rates between the two groups were compared and the factors of asipirin resistance were analyzed. Results
Totally 10 cases occurred asipirin resistance in 60 patients with coronary atherosclerotic heart disease (CHD) including 6
cases who underwent percutaneous coronary intervention (5 of male and 1 of female) and 4 cases with other cardiovascular
diseases (3 of male and 1 of female).The resistance rates were 19.35% (6/31)and 13.79% (4/29) respectively, the difference
was not statistical significantly (x’=0.33, P>0.05). AR was more likely to occur in elderly (=70 years)and hypertension
DOT: 10.13558/j.cnki.issn1672-3686.2018.01.011 patients(x’=5.36,4.74,P<0.05) ,not related with gender,
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(2016KYB154) ; HiVT 44 2 & TR H (Y201636005) ;#f homocysteine (HCY) (x’=0.27, 0.33, 0.21, 1.65, 1.19,
TLAR 2 25 B A BHLT H (2017KY419) 1.09, P>0.05).Conclusion Elderly age and hypetension
VEF B 310018 WRVIATM , BUM i N ¥ BE B 6 46 are the risk factors of AR. Aspirin resistance does not
BEERE AR LB s WL 2= B S Be b AR 5% = e Ao increases the risk of coronary artery stenosis.
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