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Effect of GC for Protection of the Inflammatory Injury in HUVEC by Inhibiting the Expression of 113 — HSD2.  Wang Xingyou, Wang
Lina, Chen Xiaolin, Chen Hangwei. Department of Respiratory Medicine, General Hospital of Beijing Military Region, Beijing 100700,
China

Abstract Objective To explore the effect of GC for protection of the inflammatory injury in HUVEC by inhibiting the expression of
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118 — HSD2 Methods We used glycyrrhizic acid(GA) to inhibit the expression of 113 — HSD2, lipopolysaccharide LPS *injured’ endo-

thelial cells with dexamethasone for " treatment" ,and then detected the expression of IL =6 and sICAM -1 and the apoptosis of HUVEC

induced by LPS. Results

HUVEC only was treated with glycyrrhizic acid (GA ), the expression of 113 — HSD2 in HUVEC didn’t

change. But if HUVEC was treated with LPS and GA, it could inhibit the expression of 113 - HSD2 in HUVEC , meanwhile decrease the
secretion of IL —6 and sICAM —1 and the apoptosis of HUVEC induced by LPS. HUVEC being treated with both GA and Dex could a-

chieve a powerfuler effect than only Dex. Conclusion It indicated that GA could enhance the effects of GC by prereceptor regulation. GC

attaching GA as a new treatment plan in GC should be spreaded in the future.

Key words 11 — BHydroxysteroid dehydrogenase type2; Glucocorticoid ; Glucocorticoid receptor; Vascular endothelial cell; Glycyr-

rhizic acid
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