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Abstract Objective To investigate the toxic effects of high glucose on HK- 2 cells and to explore its

mechanism. Methods When the cell fusion of HK- 2 cells reached 80% HK- 2 cells were incubated with
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low sugar serum- free DMEM for 48 hours and then were divided into 7 groups normal glucose control
group (5.5 mM low glucose DMEM) high glucose groups 1- 4(DMEM with HG at the concentrations of
I15mM  30mM 45mM 60mM respectively) and isotonic mannitol groups 1- 2(DMEM with mannitol at
the concentrations of 30 mM 45mM respectively). After stimulation with glucose at the concentrations
of 5. 5-45mM for 24h the cell viability of HK- 2 cells was detected with MTT assay and the protein
expression levels of [kBa and p65 were measured by Western blotting. Results High glucose groups 2- 4
had an significant inhibitory effect on cell viability of HK- 2 cells in a dose- dependent manner(P<<0.05 P<
0.01). Isotonic mannitol groups 1- 2 had no significant inhibitory effect on cell viability of HK- 2 cells (P >
0.05). IkBa protein expression was decreased with the increase of gluicose concentration p65 protein
expression was increased with the increase of glucose concentration and the differences were significant
between high glucose groups 2- 3 and normal glucose control group(P<<0.05 P<<0.01). Conclusion The
toxic effect of high glucose on HK- 2 cells is dose- dependant which has no significant correlation with the
osmotic pressure. NF- kB pathway may be activated in high glucose- induced HK- 2 cell injury.
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