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[ Abstract] Objective To explore the regulatory mechanism of miR-17 in the diabetic nephropathy
by in vitro model. Methods HK-2 cells were damaged by high glucose to set the model of DN in viiro.
Cells were divided into blank group( normal medium) , glucose group ( high sugar induction) , miR-17 inhibi-
tor group and NC inhibitor group. The expression of miR-17 and Nrf-2 in the blank group and the high-glu-
cose model group were detected by Real-time PCR. The difference of cell proliferation and apoptosis in each
group were detected by CCK8 and flow cytometry. Western blot was used to detect the protein expression re-
lated to Nrf-2/HO-1 signaling pathway, and Luciferase reporter assay was used to detect the effect of miR-17
on Nrf-2. Results miR-17 inhibitor promoted the proliferation of HK-2 cells and significantly inhibited the
apoptosis of HK-2 cells (renal tubular epithelial cells)which induced by high glucose. Meanwhile, miR-17
inhibited the signaling pathway of Nrf-2/HO-1, and the Luciferase reporter results showed that miR-17 had
the effect of targeted inhibition of Nrf-2. Conclusion miR-17 can target Nrf-2 and repair the oxidative
stress injury of HK-2 cells induced by high glucose.
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