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Aim To investigate the mechanism of activation of nuclear factor KB( NF-KB) by advanced glycation end
Methods Human umbilical vein endothelial cell( ECV304) were stimulated with AGE-

human serum albumin( AGE-HAS) , the level of IKBa was mesured by Western blot, and the activation of NF-KB was detected by

electrophoretic mobility shift assay( EMSA) .
by AGE-HSA in time and dose dependent way in ECV304.
tion of IKBa.

Results The degradation of IXBa and the activation of NF-XB could be induced
The activation of NF-KB could be blocked by inhibiting the degrada-
Conclusions AGE-HSA might activate NF-XB in IKBa degradation dependent in ECV304.

This pathobiologi-

cal effect of advanced glycation end products might contribute to the development of atherosclerosis.
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Figure 1. AGE- HSA treatments resulted in increased NF- KB DNA- binding activity and IXBa degradation in ECV304
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Table 1. Optial density of NF- KB activation and IXBa level in
ECV304 treated by AGE- HSA

AGE-HSA b3 %4 BT kB IXBa

Bl Oh 1.0t0.12 1.07%0.11
0.5h 1.76 £0. 23 0.6 0. 4°
2h 2.2%0.19* 1.08 +0. 11
6h 3.2%0. 26 0.81%0. 13
24 h 2.13 %0. 34° 0.82%0.13

FlE O0mg/L 1.0%0.12 1.0%t0.13
12.5 mg/L 1.7%0.2° 0. 69 10. 08*
50 mg/ L 3.2%0. 26 0.5210. 05*
200 mg/ L 340, 38° 0.51 £0. 07

a: P< 0.05, 5SIEEXTIRALLE.
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Figure 2. TPCK inhibited AGE HSA induced NF- KB activation
and IKBa degradation in ECV304
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Table 2. Optical density of NF- KB activation and IXBa degra-
dation in ECV304 in different condition

S H % F KB IXBa

Xof 41 1.0%0.09 1.0%0. 11
AGE 4 2.90. 31 0.530. 04
TPCK+ AGE 41 1.4%0. 18" 1.17 £0. 13*

a: P< 0.05, 5 AGE AL,
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