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60 mg/kg) group,with 10 rats in each group. Two hours after operation, ISL. group was given intraperitoneal injec—

tion once,sham operation group and model group were given intraperitoneal injection of equal volume normal saline

for 7 days,once a day. 7 days after the TBI, the neurobehavior of rats in each group was evaluated, then the rats

were sacrificed to measure the brain water content and inflammatory factors. In addition, the protein and mRNA

changes of Tollike receptor 4 ( TLR4) -TANK-binding kinase ( TBK1) kB kinase & ( IKKe) signaling pathway in

the brain tissue were also examined. Results

ISL improved the neuroethology of TBI rats, reduced the brain water

content and expression of inflammatory factors, and inhibited TLR4-TBK1dKKe signal pathway, with significant

difference. Conclusion The protective effects of ISL on the rats with inflammation after TBI may be related to the

inhibition of TLR4-TBK14KKe signal pathway.
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Protective effects of rosiglitazone on pulmonary inflammation and

oxidative stress induced by lipopolysaccharide in mice
Ding Zhangnan',Bo Qingli’,Fei Jun', et al
(' Respiratory and Critically Ill Dept,The Second Hospital of Anhui Medical
University , Hefei 230601 ; 2School of Public Health ,Anhui Medical University ,Hefer 230032)

Abstract Objective To explore the mechanism of rosiglitazone ( RSG) pretreatment in reducing inflammation
and oxidative stress in the procession of acute lung injury ( ALI) induced by bacterial lipopolysaccharide ( LPS) in
mice. Methods 32 SPF CD- male mice were randomly divided into Control group, RSG group, LPS 6 h group
and RSG + LPS 6 h group. Mice in LPS group and RSG + LPS 6 h group were injected intraperitoneally with a sin—
gle dose of LPS (2 mg/kg) , while mice in RSG + LPS 6 h group and RSG group were given RSG ( 10 mg/kg) by
oral gavage once a day for 4 days before LPS injection. The mice were killed 6 h after LPS injection, and the serum
and lung tissue were collected. The pathological changes of lung tissue were evaluated by HE staining and patholog—
ical score, the levels of serum inflammation chemokine Keratinocyte-Derived Chemokine ( KC) and proinflammato—
ry factor Tumor Necrosis Factor-o ( TNF-o) were detected by ELISA method, the protein expressions of NADPH
oxidase subunits NOX2,NOX+4 and nuclear factorkappa B ( NF«B) signaling pathways ( IkBa, pdxkBa, pp65)
in lung tissue were measured with Western blotting method. Results RSG pretreatment significantly attenuated
LPS-induced ALI. RSG pretreatment obviously reduced the elevation of LPS-induced KC and TNF-a in lung tissue
of mice, and the activation of LPS4nduced NF—«B signaling pathway in lung tissue of mice was remarkedly allevia—
ted. RSG pretreatment markedly inhibited the increase of NOX-4 protein in mice lung tissue induced by LPS. Con-
clusion RSG pretreatment may attenuate LPS-induced ALI in mice by inhibiting pulmonary inflammation and oxi-
dative stress.

Key words rosiglitazone; lipopolysaccharide; acute lung injury; inflammatory response; oxidative stress reaction



