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[ Abstract]  Aspirin is a commonly used primary and secondary preventive medicine for cardiovascular and
cerebrovascular diseases.It has a good anti—platelet aggregation effect, but some patients cause or aggravate digestive or
respiratory symptoms after taking aspirin, causing patients to be reluctant to take this medicine.This phenomenon is known as
aspirin intolerance.At present, the influencing factors and mechanisms of aspirin intolerance are not completely clear.Clarifying
their influencing factors and mechanisms can help to improve the primary prevention and secondary prevention of patients with
cardiovascular and cerebrovascular diseases, and reduce the incidence, disability, recurrence and mortality of cardiovascular
and cerebrovascular diseases.Therefore, this article reviews the research on aspirin intolerance, and points out that aspirin
intolerance may be an important reason why patients with cardio—cerebrovascular diseases recurred after taking aspirin.At the
same time, it analyzes the main manifestations and mechanisms of aspirin intolerance, as well as the influencing factors of
aspirin intolerance.
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