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The influence of hyperuricemia combined hyperlipidemia to aspirin resistance
WANG Kai, MEI Yu-nan. Department of laboratory, People’s Hospital of Zhejiang Province, Shaoxing 312000,
China

[Abstract] Objective To investigate the influence of hyperuricemia and hyperlipidemia to aspirin
resistance. Methods 162 cases of patients with hyperuricemia combined hyperlipidemia and 110 cases of pa-
tients without hyperuricemia combined hyperlipidemia were selected. 100~300 mg/d of aspirin was taken by the
two groups at least two weeks and then the condition of platelet aggregation was detected and analyzed. Serum
uric acid and lipid were detected by AEROSET automatic biochemical instrument, and platelet aggregation was
detected by SC-2 000 four—channel platelet aggregation instrument. Results The aspirin resistance rate of the
group with hyperuricemia combined hyperlipidemia was higher than the aspirin resistance rate of the group
without hyperuricemia combined hyperlipidemia (25.9%, 16.4%), and there was statistical diference between
the two groups {¥*= 3.93, P< 0.05). Conclusion There is a promotion effect of hyperuicemia combined hyper-
lipidemia to atherosclerosis (AS), and then lead to AR.
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