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[ ABSTRACT] Aim To explore the role of nuclear factor-«B { NF-kB) in high doses of glucose{HG) induced impairment of

ECV304 cells, a vascular endothelial cell Line. Methods Recombinant adenovirus mediated nuclear factor-«B supper-repres-
sor IkBaM with mutant IxkBa was constructed.  Western blot, electrophoretic mobility shift assay { EMSA) and reverse tran-
scriptase- polymerase chain reaction{ RT-PCR) assay were applied in this study. Results HG induced I«Ba degradation and
nuclear factor-kB activation were found in ECV304 cells but not in ECV304/I«BaM cells infected with IxBaM recombinant adeno-
virus.  The expression of inflammatory factors such as monocyte chemotactic protein-1(MCP-1}, endothelin-1(ET-1 ) and intercel-
lular adhesion molecule-1(ICAM-1) of ECV304 cells incubated with HG was increased obviously, but ECV304/1BaM cells could
resist HG induced increase of the expression of inflammatory factors. Conclusions HG increase the expression of inflamma-

tory factors in vascular endothelial cells. Inhibition of nuclear factor-xB activation can protect vascular endothelial cells from the

LRS-

cytotoxicity of HG.
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Figure 1. The expression of IxBa in ECV304 cells and ECV
304/IxBaM cells treated by high doses of glucose used Western
blot

2.3 EAKRFE kBM X#ZEF «B HiFEHMHE
H

B R BB SRR IkBoM 9 ECV304 4R A% R
F «B 146, T ARG kBM AR EF «B A E
TE46(H 2, Figure 2),

1 2

Free probe i

_—>

2 ERTIBRTHTZERVUZEF B EH 1%
ECV304 + HG HiJfI41 ; 2 2 ECV304/1cBaM + HC 404
Figure 2. The activity of NF-kB using EMSA
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Table 1. The ratio of the value of the RT-PCR product of vari-

ous examined genes

ECV304/ ECV304/ ECV304

5 T ECvIoH IxBaM 1kBeM + HG +HG
ICAM-1 0.3198 0.3319 0.7447 0.3715
HEEI 0.1847 0.2369 0.6521 0.2315
MCP-1 0.3398 0.3313 0.9904 0.3160
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Figure 3. Agarose gel electrophoresis of RT-PCR prodcts of
ICAM-1, MCP-1, and ET-1 mRNA
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