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Expression of interleukin-6 mRN A and its protein in the liver at the early

stage after burns complicated with endotoxemia in rats

Wang Xiaodong, Liu Yousheng, Feng Junming ( Department of Pathology, Third Military medical University,

Chongqing, 630038)
Abstract Objective: To observe the distribution and cell localization of interleukin—6 (IL-6) m RN A in

the liver after burns complicated with endotoxemia. Methods: After 156 Wistar rats were randomized into

complex, burn, endotoxin-intoxicated and normal control groups, the changes of the content serum 1L.-6 and
the expression and localization of liver IL-6and IL-6 m RN A were investigated with serum quantification, im—
munohistochemistry andin situ hybridization. Results: Serum IL-6 reached its peak for twice at the 0. Sth and
6th (12th h respectively. 1L-6 mainly localized in sinusoid endothelial cells and Kupffer cells (KCs) while IL-
6 mRN A in KCs, polymorphonuclear neutrophils and macrophages. Conclusion: 11.-6 is one of the key cy-
tokines in liver damage after burns complicated with endotoxemia in rats and closely correlated to the synthe—
sis of lipopolysaccharide binding protein in hepatocytes.

Key words burns; endotoxemia interleukin—& lipopolysaccharide binding protein; immunohis—
toch emistry; in situ hybridization; rat
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