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Effects of systemic and regional hypothermia on inflammatory reaction in gut after

traumatic hemorrhagic shock

WANG Shao-liang, NING Jiao-lin, GE Heng-jiang, CHEN Li-yong, LIU Huai-qiong ( Department of Anesthesiology, Institute of
Surgery Research, Daping Hospital , Third Military Medical University, Chongging 400042, China)

Abstract: Objective To observe the changes of the levels of inflammatory cytokines and anti-inflammatory cy-
tokine of gut homogenate in order to investigate effects of systemic and regional hypothermia on inflammatory reaction
in gut. Methods - Thirty rabbits were randomly divided into normal control group and traumatic hemorrhagic shock
group that was randomized into normal temperature group, mild hypothermia group, moderate hypothermia group and
regional hypothermia group. TNF-a, IL-6, 1L-8 and IL-10 levels in gut homogenate were measured with ELISA. Re-
sults TNF-a, IL-6, IL-8 and IL-10 levels of gut homogenate increased significantly in traumatic hemorrhagic shock
group, while the levels of TNF-o, 11-6, IL-8 were lower and 11.-10 levels of gut homogenate were higher in mild hy-
pothermia group, moderate hypothermia group and regional hypothermia group than that of the normal temperature
group. Conclusion  Systemic and regional hypothermia can inhibit inflammatory reaction in gut.
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