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Changes of plasma soluble intercellular adhesion molecules-1, tumor necrosis

factor-a and urinary microalbumin during cardiopulmonary bypass

CHENG Wei, XIAO Ying-bin, WANG Xue-feng, CHEN Lin, LIU Mei, PENG Li, HU Wei, WANG Hui-chun (Department of
Cardiovascular Surgery, Xingiao Hospital Third Military Medical Univemsity, Chongqing 400037, China)

Abstract: Objective  To observe the changes of soluble intercellular adhesion molecules-1
(sSICAM-1), tumor necrosis factor-« (TNF-a)and urinaty microalbumin (U-Mal) in childen during car-
diac operations for studying the effect of cardiopulmonary bypass (CPB) on the injury or activation of en-
dothelial cell and vascular pemeability. Methods Twenty children undergone cardiac operation with
CPB wer selected in the study. Plasma concentrations of sICAM-1, TNF-« and U-Mal were measured
with enzyme-linked immunosorbent assays and radioimmunity method at the following time points: during
anesthetic induction period (baseline), at the end of CPB, 2, 4 hours afier the termination of CPB and
on the moming of first day postoperation. Results The concentrations of sSICAM-1 and U-Mal was in-
creased since 2 h after the temination of CPB and remained higher than those of the baseline, while the
oncentration of TNT-a was only increased at the end of CPB and 2h after the termination of CPB. Con-
clusion CPB can induce inflammato1y reaction and cause vascular endothelial cell activation or damage
and increase vascular permeability.
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Tab 1 Levels of SICAM-1, TNF-a and U-Mal of ’ ’
different time period(x *s) > > ’
JCAM- 1P/ ng*ml™ D) TNF-a(Py/ ng'ml™")  U-Mal(0 /g ml ~H ’ ’
I 29.6+31.2 0. 182+0.032 4,900. 89 "l
1l 202.3+2.9 0.332+0.065 ** 3.9140.71
1 290.1+40.5 ™ 0.250=+0.05 " 855+1.09™ ’
I\ 370.4+55.8 0. 208+0.028 9.99+1.32" ’
% 240.9+37.5" 0. 171£0.02 7.7340.95" ' ° 4
I': Induction of anesthesia 11 End of CPB; 1112 h after temnination - '
of CPB; 1V: 4 h after temination of CPB; V: The moming of first °
postoperative day; *. P<0.05 **, p<0.01 vs] 2.4h 1
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