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Abstract : Objective

Methods

To investigate the effects of different glucose concentration on EGR2 protein expression in Schwann cells.
Schwann cells were cultured in different glucose concentrations, and they were divided into two groups,normal glucose
concentration (5.5 mmol/L,N group) and high glucose concentration(25 mmol/L,H group). Immunocytochemistry and Western
blot were used to study EGR2 expression. Results The expression of EGR2 protein was higher in H group than that in N group
the difference was statistically significont( P<Z0. 05). Conclusion High glucose can lead to EGR2 protein upregulate in Schwann
cells,and EGR2 maybe one of the reasons of diabetic neuropathy.
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