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Inhibition of Triptolide on oxidase stress via PRDX2 expression in diabetic nephropathy
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Abstract Objective: To study the effect of Triptolide on oxidase stress in kidneys of mice with diabetic nephropathy and human mesan—
gial cells. Methods: Three groups of mice were used in the in vivo experiments. The three groups were C57 mice controls, KK-Ay mice
models, and test group of KK—Ay mice models by triptolide treatment. At the end of treatment, histopathological examination was done to
examine the glomerular injury. The human mesangial cells were used in the in vitro experiments and were divided into three groups, the
control group, the high glucose model group, and test group of high glucose by triptolide treatment. The MDA contents and the SOD activities
in different groups were detected by ELISA. The PRDX2 protein levels were valued by Western blot. Results: The decreased SOD activities,
the increased MDA contents, and the decreased PRDX2 protein levels were determined in kidney of KK—Ay mice models and the high
glucose model group compared with the corresponding control groups (P<0.05). However, these three indexes were all reversed by the
triptolide treatment in the test groups compared with the corresponding model groups (P<0.05). Conclusion: Triptolide may inhibit oxi—
dase stress in diabetic nephropathy via upregulation of PRDX2 protein levels.
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Fig 2 The effects of TP on oxidative stress in mouse kidney
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Fig 4 The effects of TP on oxidative stress in human mesangial cells
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