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Protections of ulinastatin to acute kidney injury in diabetic and septic rats
CAO Yue,CHEN Hu,CHEN Kai,CHEN Chang,ZHANG Zongze
( Department of Anesthesiology , Zhongnan Hospital of Wuhan University , Wuhan ,Hubei 430071, China)

Abstract : Objective To investigate the protective effects and explore the mechanisms of ulinastatin to the acute kidney injury ( AKI)
in diabetic and septic rats. Methods A model for type 2 diabetes mellitus (T2DM) was established by the feeding of high-fat diet-in-
duced insulin resistance and intraperitoneal streptozocin 30 mg - kg ™'. Fourty successfully diabetic rats were randomly divided into 4
groups (n =10 each) :diabetes mellitus group (group D) ,DM sham operation group ( group S) ,DM septic group ( group DS) and DM
septic group with advance-using ulinastatin ( group U). Another 10 healthy nondiabetic rats were chosen as the normal control group
(group C) with the normal diet. The septic model of the cecal ligation and puncture ( CLP) was induced by puncturing the cecum and
extruding the intestinal thing of 0. 1 mL for two times. Ulinastatin 100 kU - kg ™' was injected via the caudal vein one hour before CLP
in U group. The cecums were pulling out of abdomens for one minute in S group. Collecting twelve-hour total urine was to detect urinary
micro albumin (UMA) with ELISA. We detected and calculated the creatinine clearance rate (Cer) by basic picric acid method. Then
the serum levels of MDA and SOD were also measured. The serum levels of IL-18 and TNF-a were determined by ELISA. The hematox-
ylin-eosin staining was used to observe renal pathological changes. Western blot was used to determine the expression of HIF-1a. Re-
sults Compared with group S,the renal pathological changes in group DS were more obvious,and the levels of UMA,IL-18,TNF-a,
MDA and the expression of HIF-1a in kidney were obviously increased, Cer and SOD were decreased (all P <0.05). Compared with
group DS, the renal pathological changes in group U were obviously alleviated and the levels of UMA ,IL-18,TNF-o, MDA and the ex-
pression of HIF-1a in kidney were obviously decresed, Cer and SOD were increased (all P <0.05). Conclusion Ulinastatin could ef-
fectively improve the renal function and reduce the acute kidney injury in diabetic and septic rats, probably based on those mechanisms .
the suppression of inflammatory response,the reduction of oxidative stress and the improvement of hypoxemia in kidney.
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