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PK 34.94£5.14 1.37 0.247
FX1 40.51+4.17 10.77 0.002
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The Effects of Coagulation Contact System on
Human Vascular Endothelial Cells

Wei Liu'*, Yao-Qing Tang', Lei Li', Xue-Hua Chen?, Yu-Bao Ji?, Tong Zhou®
('Surgical Intensive Care Unit, *Shanghai Institute of Digestive Surgery, *Department of Nephrology, Ruijin Hospital,
Shanghai Jiao Tong University School of Medicine, Shanghai 200025, China)

Abstract Contact system is the beginning of intrinsic coagulation pathway and comprises four components:
high molecular weight kininogen, prekallikrein, factor XII (FXII) and factor XI (FXI). We detected the NF-«xB
activity, expression of intercellular adhesion molecule-1 (ICAM-1) and secretion of TNF-a, IL-2, IL-6 of EA.hy926
(derived form human umbilical vein endothelium) which was stimulated by the components and products of contact
system to reveal the impact of intrinsic coagulation pathway on inflammation. We found that compared with the
control group, only free factor XI and activated FXI (FXIa) could up-regulate NF-xB activity (P<0.01); FXIa could
further up-regulate expression of ICAM-1 on cells membrane (P<0.01) and secretion of inflammatory cytokines.
There is no statistic difference between other groups. These findings indicate that FXI and FXIa have directly influ-
ences on endothelium status, which means that intrinsic coagulation pathway contributes the development of inflam-
mation like extrinsic pathway does.

Key words factor XI; inflammatory cytokines; vascular endothelial cells; NF-kB; intercellular adhesion

molecule-1
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