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Tab 1 The changes of expression of VE-cadherin in CMEC induced by endotoxin and burn sera( Dsz2.xt s.n= 10)
Incubated times( ¢ /h)
Groups Control
1 4 6 12 24
Burn sera 3.73t 0. 38 3. 08t 0. 41 3. 48t 0.07 2. 43+ (. 85* 2. 37t 0. 68" 2. 18t 0.06™
End otoxin 3.55t 0. 31 2 85+ 0. 32" 2. 3H 0.33" 2,00t 0. 127 1. 93+ 0. 09" 1.83+ 0.12"
#* : P <0.01lvs control
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Tab 2 The changes of expression of VE-cadherin in CMEC induced by different concentration of endotoxin( Dy, Xt s,n= 10)

Concentration of endotoxin(Pg /mg” L-1)

Control 0.5 10 s 2.0(With sem) 2. 0(Without ser)
1. 86+ 0. 12° 4.355 0.27 3. 84- 0.56 3,655 0.1 3. 505 0. 55° 2.065 0. 107
¥ P <0.05%% : P <0.01vs control
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Effects of endotoxin and burn serum on intercellular junction of cultured

rat cardiac microvascular endothelial cell§

Wang Xiaojun, Luo Xiangdong, Liang Guangping, Luo Qin, Yang Zongcheng ( Research Institute of Burns, South-
west Hospital, Third Military Medical University, Chongqing, 400038)

Abstract Objective: To explore the effects of endotoxin and burn serum on the expression of endothe—

lial V E—cadherin, an intercellular junctional component, of theisolated and cultured cardiac microvascular en—
dothelial cells. Methods: @ The cardiac microvascular endothelial cells were isolated and cultured. @ ELISA

was employed to determine the expression of endothelial VE—cadherin, after the cultured cardiac microvascu—

lar endothelial cells were stimulated with burn serum and endotoxin. Results: After the stimulation by 2®%

burn serum, the expression was obviously decreased from the 6thh ( P <0.01) and remained low at the 24th

h postburn ( P <0.01). After thestimulation of 2 mg /L endotoxin, the expression was markedly decreased

from the Isth, reached its valley at 6th h and remained low thereafter postburn ( P < 0.01). The cultured

cardiac microvascular endothelial cells were stimulated by different concentrations of endotoxin for 12 hours.

The results showed that the expressions with endotoxin at concentrations of 0. 5,1. 0, 1. 5and 2. O0mg /L. were
different from thatin the control ( P <0.05andP <0.01), i.e. 8% ,8% , 8% and 4% of thatin normal

respectively. Under the action of the same concentration of endotoxin, no marked difference was found be-

tween the expression in the sample with and without serum ( 2> 0. 05). Conclusion: The burn serum and

endotoxin exert effects on the expression of V E-cadherin of the endothelial cells and endotoxin does this in a

dose-dependent manner. The serum stimulation is not an important factor for the expression.
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