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Therapeutic effects of ticlidine on myocardial ischemia and its mechanism
He Zuoyun, Yu Xuijun, Wen Fang (Department of Cardiology, Xingiao Hospital, Third Military Medical University,

Chongqing, 400037)

Abstract Objective: To investigate the enhancement of the therapeutic effects of diltiazem and isosor—

bide-5-mononitrate (CG) on myocardial ischemia by ticlidine in patients with unstable angina. Methods: Be-

fore and after the administration of the first two agents in the control group (CG, 7= 20) and all the three a—

gents in the treated group (TG, n= 20) respectively, the following indices were measured 1) total ischemic

burden (TIB) and counts of ischemic events; 2) adhesive rate, aggregation rate and counts of the platelet;

3) platelet membrane glycoproteins Ib ( GPIb), IIb ( GPIb) and Illa ( GPIIla). Results: In TG, parameters

of myocardialischemia were markedly improved, adhesive rate and aggregation rate of the platelet fundamen—

tally recovered. relative counts of GPIb significantly declined and counts of the platelet increased but the last

two indices still abnormal ( P < 0.05). In CG, myocardialisch emia was alleviated to some extent but no sig—

nificant changes of other indices were found. Conclusion:

Ticlidine can enhance the antimyocardial ischemic

effects of other two agents. The mechanism of which is the inhibition of platelet activity-
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