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[ Abstract] Objective Objective To investigate the effects of Tangshenning on podocyte injury of
renal tissue in streptozotocin ( STZ) induced diabetic rats. Methods: Non-diabetic rats (n =10) were de-
signed as the control group, other rats were given STZ to induce diabetic model. The diabetic rats (fasting
blood glucose =16.7mmol /L) were randomly divided into three groups: the model group (n =12), the
Tangshenning group (n=11) and the Valsartan group(n =11), After intervention with Tangshenning and
valsartan for 12 weeks, 24h Urinary protein excretion (24h UPro) , fasting blood glucose (FBG), serum
creatinine (Scr) , serum urea nitrogen( BUN) were examined. The protein and mRNA expression of podo-
cyte slit diaphragm protein nephrin and cytoskeletal protein desmin mRNA expression were accessed. Re-
sults FBG, BUN, SCr, 24h UPro as well as desmin protein and mRNA expression of renal tissue in
model group were increased significantly (P <0.05) , nephrin mRNA expression of renal tissue in model
group were decreased significantly (P <0.05) compared with non-diabetic rats group. Obviously, after
Tangshenning or Valsartan intervention, 24h UPro, BUN and SCr were significantly declined( P <0.05) ,
while no significant change of FBG after intervention (P >0.05). Tangshenning or valsartan could also de-

crease desmin expression and increase nephrin expression compared with model group. Conclusion  Tan-
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gshenning could alleviate podocyte injury of renal tissue in STZ-induced diabetic rats, as well as reducing

proteinuria and protecting renal function.
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