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Protective effects of astragalus injection on acute kidney injury induced by sepsis in rats
Shen Jianming' ,Shen Lei® , Tian Shaojiang' ,Wang Liping' .Li Junfeng'
(1. Department of Nephrology ,People’s Hospital Af filiated to Hubei University of Medicine ,Shiyan, Hubei 442000 ,China
2. Intensive Care Unit , Huashan Hospital A f filiated to Fudan University ,Shanghai 200040 ,China)

Abstract: Objective To explore the protective effect of astragalus injection on acute kidney injury(AKID) induced by sepsis in
rats and its mechanism. Methods 72 male SD(Sprague Dawley) rats were randomly divided into sham operation group. model
group and astragalus group with 24 in each group. AKI models of rat induced by sepsis were established by cecum ligation and per-
foration. Rats in astragalus group were treated with astragalus injection after operation. Detection of serum concerntration of Cysta-
tin-C(Cys C), level of tumor necrosis factor-alpha (TNF-) and interleuklin-1beta (IL-1B) , and activity of nuclear factor-kappa B
(NF-kB) in homogenate of renal tissues as well as observation of renal pathological changes of 12 rats in each group were conducted
at 8 and 24 hours after operation. Results  In model group,degeneration and necrosis of renal tubular epithelial cell, dilatation of re-
nal tubular cavity and inflammatory cell infiltration in renal interstitial were observed,and renal pathological changes at 24 hours
were more severe compared to those observed at 8 hours after operation. Renal pathological changes were observed to be milder in
the astragalus group than those in the model gorup. Serum concentrations of Cys C,levels of TNF-q and IL-1B,and activity of NF-
kB in renal tissues at both 8 and 24 hours after operation in model group were higher than sham operation group, while those in as-
tragalus group were lower than those in model group(P<Z0. 05). Conclusion Astragalus injection can alleviate AKI induced by sep-
sis in rat via down-regulating levels of TNF-a and IL.-18 and inhibiting of activity of NF-kB in renal tissues.

Key words: astragalus gummifer; spesis; acute kidney injury; tumor necrosis factor-alpha; interleuklin-1belta; nuclear factor-
kappa B
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