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Abstract: Objective To observe the effects of Fushentang on nephrin and podocin in podocytes of diabetic nephropathy rats and
discuss the possible mechanism. Methods The normal control group was eight male Wistar rats with conventional feeding. A total
of 24 male Wistar rats were treated with intraperitoneal injection of STZ + CFA to establish diabetic model after normal feeding for
1 weeks. After successful modeling, the rats were divided into model group, FST supernatant group (L1), FST sediment group (L2).
L1, L2 group were treated with FST supernatant and sediment. The model group was given normal saline. Rats were administered ig
for once daily with a volume of 1 mL/100 g, and blood glucose was measured regularly for 8 weeks. After the experiment, 24 h
urine, the serum were collected, and the biochemical parameters, like INS, SCr, BUN, SOD, MDA, UP were detected. The kidney
was removed and the pathological changes were observed under light microscope, the expressions of nephrin and podocin in renal
tissues were detected by immunofluorescence, and the gene expressions of nephrin and podocin in renal tissues were detected by RT-
qPCR.Results Compared with the model group, the INS, SCr, BUN, MDA, UP of L1 and L2 groups were significantly decreased
(P < 0.05, 0.01), and SOD was increased significantly (P < 0.05), the pathology score decreased significantly (P < 0.05).
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Immunofluorescence expressions of nephrin and podocin were significantly up-regulated, and gene expressions of RT-qPCR were

significantly up-regulated. Conclusion Fushentang can significantly improve the expression of nephrin and podocin in podocytes of

DN rats, and delay the development of diabetic nephropathy.
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Table1 RT-qPCR primer sequences for detection of nephrin and podocin genes
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qr nephrin (135bp) Forward
qr nephrin (135bp) Reverse
qr podocin (131bp) Forward
qr podocin (131bp)Reverse

GGCCTTCCGTGTTCCTACC
CGCCTGCTTCACCACCTTC
TTCCAAGCCTGGGGATGAGC
TTCCTGCAGAGCTGGAATGAC
AAGAAGTCAAAGGCCGGGAG
TCCACATTCACTACCGTGGC
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Fig. 1 Effects of different doses of FST on blood glucose
in DN rats
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Table 2 Effects of different doses of FST on INS, SCr, BUN, SOD, MDA and UP levels in DN rats

i INS/(mIU-L™ " SCr/(pmol-L™ " BUN/(mmol'L ")  SOD/(UmL ") MDA/(nmol'mL ") UP/(pg24h "

X HE 7.46+0.41 29.5+5.28 7.57£0.30 47.5+5.68 9.1£1.67 4.45+1.98
i 8.16+1.30" 31.8+2.61 9.28+1.67" 42.9423.9 11.99+1.08" 10.55+3.01"
Ll 8.87+2.78 30.5+13.4° 9.03+1.66" 70.13+0.7" 12.39+0.16 9.88+4.56°
L2 8.14+1.9 31.549.78 9.16+0.53" 71.5240.2" 13.23+0.12 10.09+3.35°

5 M2 AP <<0.05 #P<<0.01; S AL L % "P<<0.05 P <<0.01
#P <0.05 %P <0.01 vs control group; “P < 0.05 “P < 0.01 vs model group

2 FSTX DN KRB A AR EZE R0
Fig.2 Effects of FST on renal histomorphology in DN rats
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Fig. 3 Effects of different doses of FST on renal histopath-
ological score in DN rats
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Fig. 4 Effects of different doses of FST on nephrin and podocin expression in kidneys of DN rats
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Fig. 5 Effects of different doses of FST on nephrin and
podocin expression in kidneys of DN rats
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Fig. 6 Effects of different doses of FST on nephrin and
podocin expression in kidneys of DN rats
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