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S S S 0.5umol 2.0umol 2.78umol 5.56umol
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kH BB EL P <0.055 kkHHWRITWFEEP <0.01
2.5 RIER WBIrRRWHAREREWEBER, L WBC 3 3T %, AR T3.0x10°/L,
—FIEBERT R BB Y. TPHB 4B AR
%3 TP ASAR ST RIIER

g B ¥ F whey B
S e )3 2
r & i i >0.5%x109/L (%)
TP#(n =44) 4 2 3 2 4 16(36.4)

ASA#H(n =36) 0 5 2 1 2 10(27.8)

Weks BB 1994-04-23



Different Effects of TP and ASA on the Aged-Patjents with Common Thrombotic Disorders
Zheng Hangling

(Department ot Cardiovasculax Medicine, Zhejiang Hospital, Hangzhou 310013)

Abstract In this randomized study, patients received either TP 250 mg (n=44, M31, F13, 69.7
+6.1y) or 162.5 mg (n=36, M29, F7, 70.4+£5.9Y) a dayx 30d. The results showed that the
inhibition of platelet aggregation rate induced by ADP of TP was much more potent than that
of ASA, The TP prolonged bleeding time and significantly reduced fibrinogen levels, The inhi-
bition of platelet aggregation rate induced by Adr and the whole blood returning viscosity

reduced were similar for both groups. )
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