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Effect of GC on Protection of the Inflammatory Injury in HUVEC by Inducting the Expression of 11 -HSD 1 . Wang Xingyou, Wang
Lina, Chen Xiaolin, Chen Hangwei. Depariment of Respiratory Medicine, General Hospital of Beijing Military Region ,Beijing 100700 , Chi-
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Abstract Objective To explore the effect of GC on protection of the inflammatory injury in HUVEC by inducing the expression of
118 - HSD 1. Methods The expression of 113 — HSD1 was induced with glycyrrhetinic acid (GA) in human umbilical vein endothelial
cells, then we observed the secretion of IL — 6 and other inflammatory cytokines and the apoptosis in cultured human umbilical vein endo-
thelial cells stimulated by LPS and (or) Dex, as well as observed the situation of different concentrations of GA on the induction of 118 -
HSD1 expression human umbilical vein endothelial cell. Results The GA alone can increase the expression of 113 — HSDImRNA in hu-
man umbilical vein endothelial cells. Combination of GA and GC (Dex) could also contribute to the expression of 113 — HSDImRNA. GA
can significantly inhibit the secretion of IL — 6 and sICAM -1, while significantly reduce the apoptosis rate in HUVEC with LPS injury.
Conclusion Through the induction of 118 — HSD1 expression, GA can enhance the effect of GC on inhibition of IL —6 and other proin-
flammatory cytokine production, and strengthen the protection of the inflammatory injury of the vascular endothelial cells.
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