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Prevalence of aspirin resistance in patients

with cardiovascular disease
LIU Songyan , HOU Yuntian
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Chinese People’s Armed Police Forces, Ulumugi 830091, China

[Abstract) Objective To evaluate prospectively the prevalence of aspirin resistance in patients with cardiovascular disease
and o darify the clinical predictors of aspirin resistance, Methods  Patients with stable cardiovascular disease received 100mgfd of
aspirin but no other antiplatdlet agent for 7 days. Aspirin resistance was analyzed by examination of blocd platelet aggregation in-
duced by adercsine diphosphate( ADYand arachidonic acid(AA). Results  There were 3.98% of the patients being aspirin resis-
tant and 29.9% being aspirin semiresponders. Patients who were either aspirin resistant or aspirin semiresponders were most like-
ly to be women (35.2% s 18.2% ,P=0.001) and more likely to be snckers{0% s 9.5% , P=0.002)as compared with as-
pirin-sensitive( AS) patients. Conclusions ~ The detection of aspirin resistance is particularly impartant for the large number of pa-
tients relying on this medication for antiplatelet therapy and prevention of arteriosclerotic events. The safe alternative antiplatelet
pgent for long-term administration should be used if aspirin resistance appears, The routine identification of patient with aspirin re-
sistance appears 1o be an emerging direction of antiplatelet therapy.
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