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Effects of N-acetyl-L-cysteine on adherence of polymorphonuclear cells to cultured en-
dothelial cells induced by cardiopulmonary bypass serum

ZENG Xiang jun,  XIAO Ying-binn WANG Xuefeng CHEN Lin, ZHONG Qian-jin (Department of Cardiovascular Surgery, Xingiao Hospital, Third Military
Medical University, Chongqing 400037, China)

Abstract: Objective To investigate the effect of N-acetylI-cysteine (NAC) on the intercellular adhesion molecule-1 (ICAM-1) expression
and the achesion of polymorphonuclear (PMN) cells to the cultured endothelial cells induced by cardiopulmonary bypass (CPB) serum. Methods
The PMN-endothelium adhesion model was employed to study the adhesion of PMN to human umbilical vein endothelial cells (HUVEC) cultivated
with CPB seum containing NAC. The expresson of ICAM-1 in endothelial cells was detected with immunchistochemical methods. Resuts NAC
inhibited CPB semum-induced HUVEC adhesion to PMN and down-regulated the ICAM-1 expression which had been increased by CPB semum on
HUVEC swface. Conclusion These data indicate that NAC could inhibit PMN-endothelium adheson by down-regulating ICAM-1 expression on en-
dothelial cells induced by CPB serum.
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Comparative observation on the clinical application of platelets collected by machine

and by manual collection
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