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[Abstract] Objective Approach of the dynamic changes of platelet aggregation
in treatment of aspirin. Methods Three groups (A, B and C) of volunteers were given
different dose of aspirin: 200 mg were given only day on A group (n=10); B group
(n=10), 100 mg in the first day, then 50 mg/day in 7 days; 50 mg were given only
day on C group (n=10). Platelet—rich plasma were obtained in planed days: A group,
every day for 7 days after oral aspirin treatment; B group, in the 4th and 7th day
after oral aspirin treatment, and the 6th, 8th, 10th and 11th day after finishing
oral aspirin treatment; C group, in 2h, 24h, 48h, 72h after oral aspirin treatment.
Then platelet aggregation induced by ADP, collagen, ristocetin and arachidonic acid
were examined. Result A group, platelet aggregation restored in the 7th day after
finishing oral aspirin treatment; B group, in the 18th day after finishing oral
aspirin treatment; C group, not restored in the 3rd day after finishing oral aspirin
treatment yet. In oral aspirin treatment, there were more sensitive change in
platelet aggregation induced by arachidonic acid than other inductor.Conclusion
That aspirin inhibit platelet aggregation was relation with dose and the duration
of oral aspirin therapy. The platelet aggregation induced by arachidonic acid is
available for monitoring oral aspirin therapy.
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