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Abstracts in Brief

Study on the Inhiblitory Effect of Ticlopidine on Platelet Aggregation
Xie Mei-lin, Zhu Lu-jia, Zhae Xue-ying et al
(Dept. of Pharmacology, Suzhou Mcdical College, Suzhou 215007)

Abstract Effect of ticlopidine (TP) on platelet aggregation was observed, the results ind-
icated that TP significantly inhibited ADP,arachidonic acid and thrombininduced rat or human
platelet aggregation in vitro, and the values of ICs were 1.035 mmol/l,, 1.047 mmol/L and 92
umol/L respectively. On the other hand, after trecated orally for 7 days with TP (50—200 mg/kg
-d) to rats, platclet aggregation induced by ADP or thrombin was also reduced in varying deg-
rees. These results suggested that TP was a powerful inhibitor of platelet aggregation both in

vitro and in vivo.
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