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The inhibited effect of treatment of shenmai on inflammatory mediators in early phase of hemorrhagic shock
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Abstract : Objective

factors(TNF-q) , malondialdehyde(MDA) , superoxide dismutase(SOD) after hemorrhagic shock in rats. Methods

To investigate the effect of shenmai(SM) on serum levels of interleukin-13(IL-18), IL-6 , tumor necrosis
Thirty rats were
selected and divided into three group randomly(n=10) ,the control group(A) ,hemorrhagic group(B) and hemorrhagic +SM group
(C). The serum levels of IL-18,1L.-6 , TNF-a, MDA and SOD were determined by ELISA or chemical reaction method. Results ~ Ser-
um levels of IL-183,1L-6, TNF-o, MDA, in group B were highter than those in group A,and the SOD level of group B was lower than
those in group A(P<C0.01). Serum levels of IL-18,1L-6 , TNF-a and MDA in group C were lower than those in group B,and the
levels of SOD of group C were higher than those in group B(P<C0. 05). Conclusion Shenmai can inhibit the expression of inflam-
matory factors,and stimulate the action of SOD after hemorrhagic shock .
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