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ABSTRACT

Background[J Antiplatelet drugs play an important role in the prevention and treatment of coronary artery
diseases. Triflusal, an antiplatelet drug structually related to acetylsalicylic acid, selectively inhibits the
cyclooxygenase of platelet and thromboxane A, formation. However there is a controversy about the clinical
dosage and the quantitative evaluation of the platelet antiaggregatory effect of triflusal. In this study we have
evaluated the platelet antiaggregatory effect and cost-effective dosage of triflusal in the whole blood of
healthy volunteers. Methods[] Using the whole blood of 50 healthy people, we performed a baseline platelet
aggregation function test induced by adenosine diphosphate (ADP) and collagen. The subjects were
subdivided into 3 treated groups (300 mg, 600 mg, 900 mg). We compared the platelet aggregation effect
between the baseline results and 2 weeks after triflusal administration. Resultsl] Triflusal inhibited the
platelet aggregation induced by ADP and collagen in the 600 mg administration group most effectively. The
platelet aggregation induced by collagen was inhibited dose-dependently. The definite inhibitory responders
(% inhibition= 25) for platelet aggregation induced by collagen were more common than those induced by
ADP (33% vs 27% in 300 mg, 71% vs 53% in 600 mg, 78% vs 39% in 900 mg). There were no serious
clinical side-effects except gastrointestinal trouble. One volunteer in the 900 mg treated group discontinued
the treatment due to epigastric pain. Conclusion[] We conclude that triflusal has a dose-dependent inhibitory
effect on platelet aggregation induced by collagen and that the most effective dosage for platelet
antiaggregation effect is 600 mg per day. (Korean Circulation J 1998;28(4):707-714)
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53%, 900 mg 00 00O78% vs 39%), OO OO0
000 600 mgOOOOO OOOOOO OOOO O
00 O0(Table 2)(p<0.05).

Table 1. MEO| Ci3t triflusal?] EAT 27! AR S0t

ADP Collagen
(10uM/ml) (2ug/ml)
300 mg PRE (Q) 13.33+ 3.79 2246+ 282
(nO15) POST (Q) 12,13+ 3.90 18.00+ 5.76
% Inhibition  5.14% 25.55  18.66+ 26.96
600 mg PRE (Q) 12.17¢# 400 19.41+ 4.01
(nO17) POST(Q) 7.70x 452 1217+ 7.51
% Inhibition  36.34+ 29.87* 39.01+ 31.28*
900 mg PRE (Q) 13.55+ 4.61 20.38+ 3.38
(nO18) POST (Q) 10.33+ 584 10.66x 5.96
% Inhibition  29.12+ 27.37*  47.92+ 25.88*

*0 p<0.05 vs 300 mg £

Thromboxane By(T xB,)8} 6-keto-prostaglandin F,
alpha®l kL3t

Triflusal 600 mg OO 000 Tx B, OO0 OO
174.30+ 15.70 pg/ml, 66.30+ 24.44 pg/mid Trifl—
usal 0000 Tx B,OOO OO0 OO0 OO O0OO
0O 000. 00 6—keto—prostaglandin F; alphal O
00 00 38.84+ 9.72 pg/ml, 36.41+ 7.42 pg/mi0 0
00 000 0000 00 0o00(Table 3).
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Table 2. Definite respondersdi| Cist triflusall| AT &
T oA &3t

300 mg 600 mg 900 mg

DR (%) DR (%) DR (%)
ADP 4(27) 9 (53%) 7 (39")
% inhibition 36.5+ 9.26 5921+ 19.78 58.85+ 7.73
Collagen 5(33) 12.(71%) 14 (78")

% inhibition 51.6+ 16.16 55.06+ 21.14 58.24+ 17.67

DRO Definite responders (rate of inhibition= 25%)
*0 p<0.05, ' 0 p<0.05

Table 3. Triflusal (600 mg)oil 2|8t & Thromboxane B, X
é-keto-prostaglandin Fi alpha &= 23t (nO 8)

Thromboxane B2 6-keto-prostaglandin

(pg/ml) Fi alpha (pg/ml)
PRE 174.30+ 15.70 38.84+ 9.72
POST 66.30+ 24.44 36.41+ 7.42
Table 4. L&H FAE
N (%)

300mg 600mg 900 mg Total
000 OO 1 2 30 6 (12)
oo/00 0 0 2 2(4)
ooo 0 0 1 1(2)
0o 0 0 0 0(0)
0o 1 2 ) 9 (18)

*0 £ SR
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