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[ABSTRACT]

E strogen

Advanced G lycation End-Products
Aim To mvestigate the effects of advanced glycation end-products (AGE) on endothelial nitric ox ide

Endothelial N itric Ox ide Synthase

synthase type 3 (NOS-3) and whether estrogen may influence such effects then to discover the underlying mechanisms

M ethods

estrogen, then westem blotting was app lied to detect the variation ofNOS-3 and Akt protein expression

Cultured hum an umbilical endothelial cells were adm inistered w ith different concentrations of AGE and/or

Results A fter

the adm mistration of AGE (50 100 and 200mg/L) for4 h endothelial cells exhbited lower protein expression of NOS-3
and Akt after adm inistration of estrogen (107°, 10™* and 100" mol/L ), endothelial cells presented higher protein expres-

sion of NOS-3 and Akt

Furthemore with the pretream ent of estrogen ( 10" *mol/L), the nhibition on NOS-3 protein
expression by AGE (100 mg/L) was ram arkably am eliorated

As for protein kinase Akt it deam onstrated s ilar changes

Conclusions AGE could notably suppress the protein expression of NOS-3 in endothelial cells while estrogen could

effectively aneliorate this suppression The protective effects of estrogen m ight relate to its positive regulation on the up-

strean signaling protemn k mase Akt
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