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ABSTRACT Objective: To investigate the effect of the ginsenoside Rg3 on the biochemical indicators and pathological of diabetic
nephropathy rats. Methods: Thirty Sprague-Dawley male rats were randomly divided into 3 groups: normal control group, model control
group and Rg3 treated group. The diabetic nephropathy rat model was induced by injection of streptozotocin (STZ, 65 mg/kg) in
abdominal cavity. After establishing the model, the Rg3 treated group was daily administrated with Rg3 (0.5 mg/kg) for 30 days, while
the other two groups were given distilled water. The blood glucose, twenty-four hours urine protein and serum creatine were measured
the day before the rats were killed when the 30 days of treatments had been completed. The renal pathological changes were evaluated by
HE staining. Results: The blood glucose, twenty-four hours urine protein and serum creatine increased significantly in the rats of model
control group. The volume of renal glomerulus enlarged. The basement membrane was thickened. The cell matrix was increased, as well
as some inflammatory cells were accumulated in renal glomerulus (P<0.01). Compared with that in the model control group, the level of
blood glucose, twenty-four hours urine protein and serum creatine were deduced obviously in Rg3 treated group. The extent of the
thickened basement membrane and the accumulation of extracellular matix reduced (P<0.05). Conclusion: The Rg3 can reduce the level
of the blood glucose, twenty-four hours urine protein, serum creatine and the pathological damage of renal with diabetic nephropathy.
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Table 1 The biochemical indicators'level of rats with DN

Group Blood Glucose(mmol/L) 24 h Urine Protein (mg) Serum Creatinine(ywmol/L)
Normal control group 5.16% 0.64 2.25+ 0.15 4531+ 3.47
Model control group 26.53+ 0.85* 14.03% 0.76* 96.21+ 3.52%

Rg3 treated group 21.07+ 0.98*#% 5.26% 0.49%#% 65.42% 5.23%#%k

*: SIEERTERAELLE, P<0.01;4: SERI TR AL %, P<0.05, % : 5IEE XA, P<0.05,
*: Compared with the normal group, P<0.01; #: Compared with the model group, P<0.05, % : Compared with the normal group, P<0.05.
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Fig. 1 The pathological changes of rats in each group: A. normal control group, B. model control group, C.Rg3 treated group
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