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ABSTRACT Objective: To investigate the effect of glucose oxidase(GO) on oxidative stress to establish a model for oxidative stress
in cultured human LO2 hepatocytes. Methods: LO2 hepatocytes were treated with different concentrations of GO. The viability of LO2
hepatocyte was evaluated by MTT assay. The intercellular ROS level was analyzed on a flow cytometer by dihydroethidium and was in-
dicated with fluorescence intensity (FI). The levels of MDA and GSH were measured by spectrophotometric method. The levels of LDH,
AST and ALT were measured by kinetic rate method using commercially available reagent kits. Results: (D The viability of LO2 hepato-
cytes decreased along with the increase in concentration of GO. The viabilities of hepatocytes in GO group 75 U/L, 100U/L and 125 U/L
were significantly higher than those in control group (P<0.05). @The levels of MDA increased along with the increase in concentration
of GO, MDA levels in GO group 75 U/L, 100U/L and 125 U/L significantly were higher than those in control group (P<0.05). Compared
with control group, the levels of GSH decreased significantly in different concentrations of GO groups (P<0.05). The levels of FI
increased significantly in different concentrations of GO groups compared with those in the control group (P<0.05). @ The LDH levels
increased significantly in model groups treated with different concentrations of GO compared with those in control group (P<0.05). The
levels of AST and ALT increased with the increase in concentration of GO, the levels in different concentration of GO groups were sig-
nificantly higher in comparison with control group (P<0.05). Conclusion: Oxidative stress induced by GO is dose-dependent in cultured
hepatocyte L02, and 100 U/L maybe the ideal concentration to establish the hepacytoe model with oxidative stress.
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Tab 1 Effects of different concentrations of glucose oxidase on MDA | GSH and FI level of LO2 hepatocytes in different groups

Groups N MDA (nmol/mL) GSH (u M) FI
Control group 6 0.70+ 0.12 21.02+ 0.84 107.44+ 537
Group 25U/L 6 0.95+ 0.08 18.25+ 0.72 130.23% 3.68*
Group 50U/L 6 1.67+ 0.22* 15.94+ 0.64* 17531+ 6.37*
Group 75U/L 6 2.43% 0.16% 10.65+ 0.53* 239.56% 4.34*
Group 100U/L 6 3.11% 0.26* 8.90% 1.42* 280.29+ 7.86*
Group 125U/L 6 3.32+ 0.28* 7.98+ 0.57* 301.02+ 4.12%
* % AR P<0.05
*Compared with control group, P<0.05
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Tab 2 Effects of different concentrations of glucose oxidase on LDH, ALT, AST level of LO2 hepatocytes in different groups

Groups N LDH (U/L) ALT (U/L) AST (U/L)
Control group 6 10.85+ 0.75 1.53+ 0.13 2.19% 0.12
Group 25U/L 6 14.44% 1.13* 222+ 0.19 2.67+ 0.20
Group 50U/L 6 14.85+ 1.06* 272+ 0.27* 3.34% 0.35*
Group 75U/L 6 15.76% 0.86* 3.48% 0.26%* 4.84+ 0.29%
Group 100U/L 6 16.53+ 1.32% 4.56+ 0.38* 537+ 0.25*
Group 125U/L 6 16.57+ 1.09* 5.62+ 0.24* 5.93% 0.34*
* B RRZE A, P<0.05
*Compared with control group, P<0.05
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