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Abstract; Objective To observe the levels of TF and TFPI in peripheral blood of endotoxemic dog after partial removal of the
leukocytes,and explore the influence of Leukapheresis to coagulation function of endotoxemic dog. Methods 30 male mongrel dogs
were randomly divided into LPS group (group L), sham leukocytapheresis (LCAP) group(group S) and LCAP treatment group
(group T). Group L was used to establish endotoxemia model by injection of LPS(2 mg/kg) ,but did not receive LCAP;group T re-
ceived LCAP by automated continuous-flow blood cell separator from 12 to 14 h after injected of LPS;group S received sham LCAP
from 12 to 14 h after injection of LPS(the end products were transfused back to the body of dog) , After 12,36 h injection of LPS,
Observation of the levels of TF and TFPI of plasma in each group animals and calculation of the ratios of TF/TFPI were made. Re-
sults At 36 h,the level of TF in plasma in group T was statistically lower than that in group L. and S(P<C0. 05) , the level of TFPI
in plasma in group T was statistically higher than that in group L. and S(P<C0. 05) ,the ratio of TF/TFPI in group T was statisti-
cally lower than that in group L and S(P<C0. 05) ,there was no statistical difference between group L and group S(P>>0. 05). Con-
clusion The ratio of TF/TFPI lows when the leukocytes of plasma were partially removed, and improves blood coagulation dys-
function.
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