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Modified Shengjiang Powder Has Effect on Protein Expression of Nephrin and Podocin
in Podocytes of Diabetic Rats
ZHANG Shefeng, YANG Chenhua, WANG Peiren

Abstract: Objective: To discuss the effect of modified Shengjiang powder on the expression of glomerular cell adhesion
molecule receptor antigen (nephrin) and glomerular podocyte transmembrane protein (podocin) in podocytes of diabetic rats,
and to investigate its protection mechanism for kidney. Methods: Sixty male adult SD rats were randomly divided into the
blank group, the model group, the perindopril group, the low-dose Chinese medicine group and the high—dose Chinese
medicine group. Diabetic rat models were established through the nephrectomy on the left kidney, high—fat and high—sugar
diets and Streptozotocin (STZ). The high—dose Chinese medicine group was treated with 27 g/(kg *d) modified Shengjiang
powder; the low—-dose Chinese medicine group was treated with 9 g/(kg+d) modified Shengjiang powder; the perindopril
group was given 0.48 mg/(kg-d)(dissolved in 2 mL CMC-Na solution) perindopril by gavage; the blank group and the model
group were administered with the same volume of saline by gavage. The general situation of rats were observed, the
24—hour urine protein was monitored by Coomassie Brilliant Blue Method, and the kidney function and blood glucose were
detected by automatic biochemistry analyzer. The pathological changes in kidneys of rats under light microscope and the
distribution and expression of nephrin and podocin in kidney tissues by immunohistochemistry were observed. Results:
Compared with those in the blank group, the blood glucose, the serum creatinine(SCr), the blood urea nitrogen(BUN) and
the 24—hour urinary protein in the model group were increased(P < 0.01), the protein expression levels of nephrin and podocin
were all decreased(P < 0.01). Compared with those in the model group, the blood glucose, SCr, BUN and 24-hour urinary

protein in the perindopril group and the low-dose and high—dose Chinese medicine groups were decreased(P < 0.01). The
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protein expression levels of nephrin and podocin in the perindopril group and in the low-dose and high—dose Chinese medicine

groups were all increased to some extent(P < 0.05), and those in the high—dose Chinese medicine group were increased

most significantly. Conclusion: Modified Shengjiang powder can effectively improve the kidney function, reduce proteinuria

and improve glomerulosclerosis in diabetic rats, whose mechanism may be by increasing the expression levels of nephrin and

podocin in podocytes and alleviating podocyte injury in rats.
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