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The Effect of THBS Decoction on Renal Protective Function of Experimental Diabetic Ne-
phropathy Rats

CHEN An-ping, ZHOU Da-xing
Pharmacology Department ,Zhejiang University of Traditional Chinese Medicine , Hangzhou310053

Abstract ; Objective : The effect of THBS Decoction on renal function of experimental diabetic nephropathy( DN) rats. Methods; The DN
animal model was made by resection of one kidney and injection of streptozotociri( STZ) . DN rats were divided randomly into normal
control group,DN control group, positive control group( captopril) , experimental group( THBS Decoction) . Blood sugar( GLU) , Glycosy-
lated Hemoglobin ( GHb) ,Blood Urea Nitrogen( BUN) and serum creatinine( SCr) were observed at the end of 8 week. The changes of
renal tissue morphology in experimental diabetic rats were observed by optical microscope. Results: The results showed THBS Decoction
had a certain effect on reducing GLU and GHb as well as decreasing the experimental DN rats higher BUN,SCr,which had a significant
statistic sense in comparing with DN control group(P <0.01). Besides it could ameliorate pathologic change in experimental DN rats
obviously. Conclusion: The results indicated that THBS Decoction could reduce GLU and GHB, improve renal funition , ameliorate patho-
logic change in experimental DN rats, safeguard the diabetic kidney.
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