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Curative effect of ulinastatin against toxic acute kidney injury in rats”
Shen Jianming' ,Deng Yanyan',Zhang Shaoxia' s Tian Shaojiang' sWang Liping' ,Li Junfeng' ,Zhang Yingchun®*
(1. Department of Nephrology ;2. Department of Interventional Radiology sRenming
Hospital , Hubei University of Medicine , Shiyan, Hubei 442000 ,China)

Abstract; Objective To explore the curative effect of ulinastatin against toxic acute kidney injury(AKD in rats and its mecha-
nism. Methods Twenty-four male SD(Sprague Dawley) rats were randomly divided into 3 groups,control group,model group and
treatment group with 8 rats in each group. Rats were subcutaneously injected gentamicin(300 mg/kg of body weight per day) for 3
days to establish models of toxic AKI Rats in treatment group were intraperitoneally injected with a 7-day course of ulinastatin(30
000 U/kg of body weight per day) from 4th day. Dectetion of serum level of creatinine and Cystatin-C(Cys C),urinary concentra-
tion of kidney injury molecule-1 (Kim-1) and neutrophil gelatinase-associated lipocalin (NGAL) , activity of superoxide dismutase
(SOD) and glutathione peroxidase(GSH-Px) ,content of malondialdehyde,levels of tumour necrosis factor-alpha(TNF-q) and inter-
leukin-1B(IL-1B) in homogenate of renal tissues as well as observation of renal pathological changes and semiquantitative score in
each group were conducted on 11th day. Results In model group,degeneration and necrosis of renal tubular epithelial cell,dilatation
of renal tubular cavity and inflammatory cell infiltration in renal interstitial were observed. Renal pathological changes were milder
in treatment group,when compared with the model group. Renal pathological semiquantitative score, serum level of creatinine and
Cys C,urinary concentration of Kim-1 and NGAL, content of malondialdehyde,levels of TNF-q and IL.-18 in homogenate of renal
tissues were higher in model group than in control group, while those in treatment group were lower than in model group(P<Z0. 01,
respectively). And activity of SOD and GSH-Px in homogenate of renal tissues were lower in model group than in control group,and
those in treatment group were higher than in model group and control group(P<C0. 01, respectively). Conclusion Ulinastatin pos-
sesses a curative role in toxic AKI in rat via inhibiting oxidative stress and down-regulating levels of proinflammatory factor in renal tissues.

Key words: kidney failure,acute;oxidative stress;inflamation;cytokines;ulinastatin
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NGAL) 8 R T o(tumor necrosis factor alpha, TNF-q)
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