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Effects of ebselen on inflammatory factors in rats with acute lung injury”

Xu Jian' ,Li Taoping'” \Wu Haiqing*
(1. Sleep and Respiratory Center , Nan fang Hospital , Southern Medical University ,Guangzhou,
Guangdong 510515, China;2. Intensive Care Unit ,Guangzhou Develo pment
District Hospital Guangzhou,Guangdong 510730,China)

Abstract: Objective To explore the protective effects of ebselen on endotoxin-induced acute lung injury (ALID). Methods 48
healthy male SD rats were randomly divided into 6 groups: normal control group, model group,ebselen low-dose group,ebselen me-
dium-dose group,ebselen high-dose group and dexamethasone group,with each group of 8 rats. Lipopolysaccharide 5. 0 mg/kg was
intravenously injected into caudal vein of rats to establish ALI rat models. Rats in ebselen low-dose group,ebselen medium-dose
group,ebselen high-dose group and dexamethasone group were administrated with intraperitoneal injection of ebselen 7.5,15. 0,
30. 0 mg/kg and dexamethasone 5. 0 mg/kg,respectively, while rats in normal control group and treatment group were subjected to
intraperitoneal injection of the same amount of solvent. 6 hours after treatment, rats were sacrificed by bleeding after anesthesia.
Bronchoalveolar lavage fluid (BALF) were collected to detect the protein concentration and enzyme-linked immunosorbent assay
(ELISA) was employed to assay the concentration of tumor necrosis factor alpha(TNF-o) and interleukin 1g(IL-18) in lung tissue
homogenate. Pathological changes of lung tissue were observed using light microscopy. Results The protein concentrations in
BALF and TNF-a and IL-18 concentrations in lung tissue of rats in ebselen treatment groups were significantly lower than those of
rats in the model group(P<C0. 05). Pathological appearance of lung tissue showed markedly improved. Conclusion Ebselen posses-
ses protective effect on endotoxin-induced ALI through mechanism related to inhibition of inflammatory cytokines.
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WA A A 25K A0 ) S S 1) 9 A1 RIS L el /D AR R GE ] T TNE-
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T 9 S S » AT R FEAR 3

g5 B R MR A A kAT A R BT R RE A
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