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Expression of lipopolysaccharide binding protein mRNA in pulmonary tissues of rat

with ¢ two-hit’" acute lung injury and the protective effects of anisodamine in this event
HOU Yifeng MAO Bao-ling QIAN Gui-sheng XU Jiancheng (Institute of Respiratory Diseases of PLA, Xingiao Hospitak Third Military Medical Universi-
ty, Chongqing 400037, China)

Abstract Objective To investigate the potential wle of lipopolysaccharide binding protein (IBP) in rat acute lung injury following * two hit
and the protective effects of anisodamine. Methods The animal model of acute lurg injury was established with the oleic acid (OA, 0.2 ml/ kg)
and lipopolysaccharide (IPS, 2 mg/ kg) in Wistar rts. LBP, TNRx and I1-10 mRNA expressions in pulmonary tissues were determined with RT-
PCR. The pathological changes of pulmonary tissues and arterial blood gas were observed. Results LBP mRNA expression was up-regulated after
injection of OA alone. The expressons of TNFa and IL-10 mRNA in rat treated with OA and LIPS were higher than those in OA-treated rats. Aniso-
damine inhibited the expressions of IBP, TNFa and IL-10 mRNA, and alleviated the pulmonary tissue damage. Conclusion The up-regulation of
LBP after the first hit with OA is an important mechanism of increasing sensitivity to second hit with [PS and anisodamine has a protective effect on
acute lung injury through downrregulation of the LBP expression in pulmonary tissues.
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Tab1 Effect of LBP mRNA expression after oleic acid hit in lung(NIL, x =+ s)
Group Pretreatment (n=6) 1h(n=6) 3h(=6) 6 h(n=06) 12h(n=6)
OA 0.25£0.03 0.3940.04 0.76£0.04 0.83+0. 05 0. 73+0. 4
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