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An experimental study on systemic inflammatory response syndrome induced by subeschar tissue fluid
CHEN Jing, ZHOU Yiping , REN Jialiang, et al. Burn Unit, Nanfang Hospital, First Military Medical Uni-
versity, Guang Zhou, 510515, Guang Dong Provine ,P. R. China

[ Abstract] To investigate the effects of subeschar tissue fluid( STF) on normal rats and
their peritoneal macrophages in vitro,so as to explore its relationship with inflammatory mediators. Methods
Eighteen Wistar rats were evenly and randomly divided into three groups,i. e. STF,normal human serum con-
trol and blank control groups. The changes of the heart and respiratory rates of rats in every group were recor-
ded by two channel physiological recorder. Blood samples were collected for the determination of hepatic and
renal function. The hepatic, pulmonary , renal and cardiac tissues were harvested for routine morphological ex-
amination. The changes of the secretion of TNFa,IL-1 were also determined.

Objective

Results  The heart and re-
spiratory rates increased after the infusion of STF,and leukocyte count increased along with different degrees

of injury to lungs, liver and kidneys. It was indicated in in vitro experiment that STF could activate macro-

phage and stimulate the secretion of TNFa and IL-1 from the macrophage.

Conclusion STF might induce

the development of SIRS in rats, which further lead to the development of MODS.
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Tab 2  Effects of STF or HHS on the production of TNFa
and IL-1 ( x £5)

45l 1% TNFa( ng/L) IL-1( A{H)
STF #41 6 145.15 £22.91%*  0.790 +0.044%*
HHS #1 6 76.55 £9.72 0.632 0. 125
25 xR 6 67.75 +1.89 0.649 £0.063

TE: 5 HHS L%, AP <0.05; 5% H X AL, # P <0.05
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Changes of some indices of hepatic and renal function after STF or HHS infusion ( x + s )

H o H %5 AST(U/L) LDH(U/L) BUN( mmol/L) Cr( pmol/L)
STF 41 6 55.4 +15.04* 435.8 +175.2%* 8.6 +0.9% 140.5 £22.94
HHS 41 6 29.2 +4.6 133.9 +24.5 6.2+0.8 61.2+8.3
A EXT A 6 29.0 £6.6 129.8 £29. 1 5.7+0.9 1.3+11.7

5 HHS HIE, AP <0.05; 5= [ X R4 LA, # P <0.05
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