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Mechanism of 11-HSD2 gene expression up-regulated by endotoxin in vascular endo-

thelial cells

WANG Xing-you, QIAN Gui-sheng, HUANG Gui-jun, LI Yu-ying (Institute of Respiratory Diseases, Xingiao Hospital, Third Military

Medical University, Chongeqing 400037, China)

Abstract: Objective To investigate effects of endotoxin on 113-HSD2 gene transcription in vascular endotheli-
al cells to observe the role of p38 mitogen-activated protein kinase (p38 MAPK) signaling pathway. Methods The
effects of endotoxin in the presence or absence of p38 MAPK specific inhibitor SB203580 on the transcription of 113-

HSD2 in vascular endothelial cells was evaluated by reverse transcription DNA polymerase chain reaction. Results
Treatments of endotoxin (1.0, 10, 20, 50, 100 pg/ L) for 24 h increased the ratios of 113-HSD2mRNA/3-actin mR-
NA in vascular endothelial cells. The induction of 113-HSD2 mRNA by endotoxin could be inhibited partially by 10
mmol/ L. SB203580. Conclusion Endotoxin stimulated the transeription of 113-HSD2 gene in vascular endothelial
cells. The activation of p38 MAPK might be an important mechanism of 113-HSD2 gene induced by endotoxin.
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Tab 1  Effect of LPS on expression of 115-HSD2 mRNA in VEC (x £5)

LPS( g /L) 113-HSD2 mRNA/B- actin mRNA
0 0.03 +0.004
1.0 0.10+£0.04°
2.0 0.12+0.02°
10 0.26+0.03°
20 0.32+0.06"
50 0.41+0.04"
100 0.46+0.06"

*: P<0.05, vs O pg/L LPS
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Fig 1 Effects of p38 MAPK on 11f-HSD2 mRNA expression
stimulated by LPS
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