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ABSTRACT Objective: To study the effects of ginsenoside Rgl on serum oxidative stress indicators, inflammatory factors, kidney
tissue transforming growth factor-g1 (TGF-B1) and monocyte chemoattractant protein-1 (MCP-1) mRNA of diabetic nephropathy (DN)
rats. Methods: 60 SD rats were selected as, which were divided into Rgl group, model group and control group according to random
lottery method, 20 SD rats in each group. Rats in the Rgl group and model group were given one-time intraperitoneal injection of
streptozotocin  (STZ) 55 mg/kg to establish DN rat model. Rgl group was given Rgl intervention, model group and control group were
given the same amount of normal saline intervention. Renal function related indicators, serum oxidative stress indicators, inflammatory
factors and mRNA expressions of kidney tissue TGF-g1 and MCP-1 were compared 12 weeks after intervention. Results: 12 weeks after
intervention, the serum creatinine(Scr), Blood urea nitrogen(BUN) and Cystatin C(CysC) levels of rats in the Rgl group and model group
were higher than those in the model group, while The levels of Scr, BUN and CysC in Rgl group were lower than those in model group
at 12 weeks after intervention (all P<0.05). 12 weeks after intervention, the serum superoxide dismutase (SOD) and glutathione(GSH)
levels of rats in Rg1 group and model group were lower than those in control group, while malondialdehyde (MDA) level was higher than
those in control group (all P<0.05). The serum SOD and GSH levels of rats in the Rgl group were higher than those in the model group,
and MDA level was lower than those in the model group at 12 weeks after intervention (all P<0.05). Serum interleukin-6 (IL-6),
interleukin-1B(IL-1B), and tumor necrosis factor-a(TNF-a) of rats in the Rgl group and the model group were all higher than those in the
control group at 12 weeks after intervention, while the serum inflammatory factors levels in the Rgl group were lower than those in the
model group (all P<0.05). The expression levels of kidney tissue TGF-31mRNA and MCP-1 mRNA of rats in the Rgl group and model
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group were higher than those in the control group at 12 weeks after intervention, which in the Rgl group were lower than those in the

model group (all P<0.05). Conclusion: Ginsenoside Rgl can significantly improve the serum oxidative stress indicators of DN rats,

down-regulate the expression level of inflammatory factors and mRNA expressions of kidney tissue TGF-g1and MCP-1.
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1 FHEKXRFH 12 AJF Scr,BUN,CysC 7K FIF bk (vzs )

Table 1 Comparison of Scr, BUN and CysC levels of rats in each group at 12 weeks after intervention(xzs )

Groups n Scr( wmol/L) BUN(mmol/L) CysC(mg/L)
Rgl group 20 65.23+ 7.32% 3.80+ 0.47% 1.30+ 0.17**
Model group 20 150.32+ 35.29° 9.12+ 1.04* 3.58+ 0.39*
Control group 20 40.61% 6.33 2.13+ 0.40 1.09+ 0.18
F - 6.871 4.394 4.560
P - 0.001 0.023 0.017

Note: Compared with the control group,”P<<0.05; Compared with the model group, *P<<0.05.

*®2 EHARTH 12 BEMEERL R HIEIRAKEI L (xs5)

Table 2 Comparison of serum oxidative stress indicators at 12 weeks after intervention in each group of rats( x+s )

Groups n SOD(U/L) GSH(mmol/L) MDA ( umol/L)
Rgl group 20 71.22+ 8.01%* 7.49+ 0.91™ 6.13+ 0.72%
Model group 20 32.35+ 448" 3.12+ 0317 9.92+ 1.04*
Control group 20 85.17+ 8.44 9.35+ 1.04 477+ 0.63
F - 8.341 5.879 6.334
P - 0.000 0.001 0.000
Note: Compared with the control group, “P<<0.05; Compared with the model group, *P<<0.05.
3 BEAXBRTH 12 ARMFEXRMERFKEIFLE (ves)
Table 3 Comparison of serum inflammatory cytokines in rats at 12 weeks after intervention(x+s )
Groups n IL-6(ng/L) IL-18(ng/L) TNF-a(ng/L)
Rgl group 20 824.39+ 80.84"* 302.74% 37.55%* 1345.27+ 160.28"*
Model group 20 1523.72+ 203.74% 693.24+ 70.49% 2645.38+ 311.48"
Control group 20 705.35+ 73.84 205.28+ 20.90 1202.48+ 189.83
F - 13.697 11.584 23.230
P - 0.000 0.000 0.000
Note: Compared with the control group, “P<<0.05; Compared with the model group, *P<<0.05.
x4 FAXRTM 12 ARSHSR TGF-31 MCP-1 mRNA FiE3T bk (s )
Table 4 Comparison of expression of kidney tissue TGF-B1 and MCP-1 of rats at 12 weeks after intervention( x=s )
Groups n TGF-g1 mRNA MCP-1 mRNA
Rgl group 20 0.19% 0.02%* 0.24+ 0.04%
Model group 20 0.40+ 0.03" 0.37¢ 0.05*
Control group 20 0.13+ 0.02 0.18% 0.04
F - 8.256 4.394
P - 0.000 0.020

Note: Compared with the control group, *P<<0.05; Compared with the model group, *P<<0.05.
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