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[Abgract] Objective: To invedigate dfects of hirudin for the thrombirrinduced expresson of
intercellular adhesve nolecules1 (ICAM-1) in human umbilical vein endothelid cels (HUVEC) and duger
o differentiation (CD) 11b in neutrophil granucytes. Methods: The HUV EC was purified by digestion with
oollagenase type 1. An erzyme linked immunosorbent assay was used to andyze the expresson of ICAM-1
thrombin proroted in the HUVEC. The neutrophil granucytes were purified by dendty gradient centrif ugation
and gravimetric sedimentation. An immunofluorence flow cytometery was utilized to observe the expresson of
CD11b thrombin induced in the neutrophil granucytes. Hirudin was incubated with the HUV EC and neutrophil
granucytes, and the changes of ICAM-1 and (D11b were nonitored, repectively. Results: Thrombin
dgnificantly increased both CD11b and ICAM-1 levelswith the maxima peak values a 24 hours, which were
postively proportional to the time thrombin exposed to the HUVEC and neutrophil granucytes. Hirudin
inhibited the expresson of ICAM-1 in the HUV EC nore greatly than heparin, and CD11b in the neutrophil
granucytes the same as heparin. Conclusion : Hirudin inhibited the generation of both ICAM-1 and CD11b by
atering leukocyte adhedon and migration , which suggeged dfecting the atherosclerotic process.
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Anticoagulant activity of cdlulose sulfate in vivo
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[Abgract ]

Objective: To asess the anticoagulant activity of celulose sulfate in vivo. Methods:

Qoagulation time (CT) was measured usng a test tube method. Activated partia thromboplagin time (APTT) ,
thrombintime (TT) , and pro-thrombin time (PT) were nonitored via a coagulation method. Heparin and
dextran sulfate were used as podtive oontrols. Results: CT, APTT and TT were sgnificantly prolonged by
cdlulose sulfate in a dose-dependent manner. No dgnificant difference in PT was observed. The maximdl
anticoagulant potency achieved in 2 hours dter the adminigration of cellulose sulfate. Conclusion : Cdlulose
sulfate presents an obvious anticoagulant activity. The anticoagulant potency of celulose sulfate was nore

powerful than dextran but less than heparin of 150 IU/mg.
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