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Effects of Reduced Glutathione on Oxidative Stress and Extracellular Matrix of Mouse Glomerular Mesangial Cells in Hyperglycemic Milieu.
Qin Yuping, Xu Yuyin, Fan Yaping. Department of Nephrology, Affiliated Hospital of Nantong University, Jiangsu 226001 , China

Abstract Objective To observe the effects of reduced glutathione ( GSH) on oxidative stress and extracellular matrix of mouse
glomerular mesangial cells in hyperglycemic milieu. Methods The cultured mouse glomerular mesangial cells were divided into 5 groups:
normal glucose group (5mmol/L) , high glucose group (30mmol/L) , and GSH groups (high glucose with 1mmol/L, Smmol/L, 10mmol/
L GSH respectively). The cell culture supernatant were saved for detecting the concentrations of MDA, H,0,, NO, tSOD and TGF - 8, ,
FN, LN at 72h after different treatments by ELISA assay. Results Compared with the normal glucose group, the concentrations of MDA |
H,0,, NO and TGF - B8,, FN, LN were increased and the concentration of tSOD was decreased in high glucose group (P <0.05). The
concentrations of MDA, H,0,, FN and LN were reduced by treatment of different concentrations of GSH (P <0.05) , and the concentra-
tions of NO, TGF - 3, were inhibited by GSH 5 and 10mmol/L, and the concentration of tSOD was increased by 10mmol/L of GSH (P <
0.05). Conclusion GSH could inhibit oxidative stress and extracellular matrix of mouse glomerular mesangial cells induced by hypergly-
cemic milieu, and may be helpful in the treatment of diabetic nephropathy.
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<0.01;y = -0.804,P <0.01), HLL HG + GSH -3
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2H 5 n MDA (nmol/L) H,0, (pg/ml) NO (‘wmol/L) tSOD (U/ml)

NG 21 6 7.28 +0.63 22.89 +0.97 58.83 £4.74 155.13 £5.73

HG 41 6 12.36 £1.19" 32.68 £1.823 " 80.00 £4.66 " 131.21 £6.40 "
HG +GSH -1 4 6 11.66 £0.46 " 28.62+1.07*" 78.60 £4.55" 137.52 £5.96 "
HG +GSH -2 4 6 9.82+0.41** 26.97 +1.06 ** 73.82 +£2.87*" 143.21 +5.72**
HG + GSH -3 4 6 8.63 +0.43*" 25.00 +0.81*" 68.17 +2.80*" 148.64 +7.05%

5 NG 4, " P< 0.05;5 HG 44 ,"P < 0.05
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415 n TGF - B, (pg/ml) FN (pg/ml) LN (pe/L)

NG #4H 6 111.6 £4.58 1537.2 £40.0 532.7 £22.5

HG 2H 6 143.3 £6.72 " 1827.9 +41.9" 693.4 £40.0 "
HG + GSH -1 2 6 135.5 +5.28** 1788.0 +43.8 " 669.3 £29.0"
HG + GSH -2 2 6 126.3 +5.87** 1708.6 +38.4** 615.6 +21.3**
HG + GSH -3 2 6 117.6 +5.32% 1595.0 +48.1* 569.2 +30.6*

5 NG ks, * P<0.05;5 HG #4148, " P <0.05
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