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Aspirin prevents platelet aggregation by irreversible acetylation of
cyclooxygenase. We evaluated the usefulness of an enzyme—linked immunosorbent
assay (ELISA) to determine levels of 11-dehydrothromboxane B2 in urine, which
aids in the detection of aspirin effect post ingestion. In low—density lipoprotein
receptor—deficient mice fed with a high fat diet and received aspirin, urinary
11-dehydrothromboxane B2 (11-dhTXB2) tended to decrease and atherosclerotic
plaque area significantly decreased.
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