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Expression and significance of LBP mRNA in early liver tissue after burn combined

with endotoxemia in rats

XIN Rong, WANG Xiao-dong, LIU You-sheng (Institute of Pathology. Southwest Hospitab Third Military Medical University, Chongqing

400038 China)

Abstract: Objective To explore the pathogenesis of early liver damage after burn combined with endotoxemia
in rats. Methods A total of 156 healthy Wistar rats were randomized into burn combined with injection of endotoxin
group (BCEG ), single bumn group (SBG ), single endotoxin injection goup (SEG ), and mormal contwl group
(NCG). An animal model of rats inflicted by 20% TBSA Il degree burn combined with intraperitoneal injection of
lipopolysaccharide (IPS) was used for this experiment. The changes of liver morphology, the hepatic functions, and
the localization of liver LBP mRNA were determined by light microscopy and electron micwscopy, quantitative analys-
is, and in situ hybridization (ISH). Results Mo serious damages in BCEG were found than those in SBG and
SEG. ALT activity in BCEG increased significantly at 0. 5 h (P<Z0. 01 ), peaked at 12h, and decreased to the nor-
mal level at 72 h after burn. ALB activity in BCEG, however, decreased significantly at 12— 24 h after bum (P<<
0.05). Preliminary observation indicated that LBP mRNA in BCEG was strongly expressed at 3—6 h, and mainly lo-
cated in plasma of hypatocytes. Conclusion Synergistic effect of damage at the early stage after burn complicated by
endotoxemia is found. The expression and localization of LBP mRNA in hepatic tissues are observed at the early stage
of liver injury.
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