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Hypoxia enhances activation of NF-kappa B and induces TNF-«, IL-1§ expression

in rat monocytes

XU Zhi', WU Guo-ming', QIAN Gui-sheng', WANG Xing-sheng', CHEN Wei-zhong', LI Shu-ping', XUE Qiao”,
WANG Shi-wenz( "Institute of, Respiratory Diseases, Xingiao Hospital, Third Military Medical University, Chongging 400037, *Institute
of Geratic Cardiology, General Hospilal of PLA | Beijing 100853, China)

Abstract: Objective To investigate the changes of NF-kB binding activity, TNF-a and 1L-13 expression
in rat peripheral blood monouclear cells (PBMC) during hypoxia, and explore the relationship between hypoxia
and system inflammation response syndrome ( SIRS) for the further study of the primordial role of lung in the
pathogenesis of the multiple organ dysfunction syndrome ( MODS) in the elderly. Methods  Purified rat PB-
MC were exposed to hypoxia (3% 0,, 5% CO,, 92%N,) for0, 1,3,6,9, 12, 24 h. NF-kB binding activity
was detected by electrophoretic mobility shift assay ( EMSA). The expression of NFT-a and IL-13 were detec-
ted by reverse transcriptase PCR ( RT-PCR) and enzyme linked immunosorbent assay ( ELISA). Results NF-
kB binding activity and the expression of TNF-« and IL-1B increased significantly during 1 =12 h exposure to
hypoxia (P <0.01), peaked at 6 h. After 24 h exposure to hypoxia, indexes ahove showed no significant
difference between the hypoxia groups and control group (P >0.05). There were significant positive correla-
tions between NF-kB binding activity and the expression of TNF-o and IL-1g (P <0.01 —0. 05). Conclusion

Hypoxia enhances NF-kB binding activity in rat PBMC, and up-regulates the expression of TNF-a and IL-13
in mRNA and protein levels subsequently, These changes might be one of the mechanisms of a mass of proin-
flammatory factors in blood plasma in acute respiratory distress syndrome patients,
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