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Schwann cell culture under high glucose result in downregulation of PDGF
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Abstract; Objective  To investigate the change of platelet derived growth factor (PDGF) mRNA in high glucose cultured
schwann cells. Methods Normal glucose level group, and groups including 2(HG2 group), 4 (GH4 group) and 6 (GH6 group)
days of 30 mmol/L glucose culturing were settled. PDGF mRNA was measured by reverse transcription-polymerase chain reaction.
Results Compared with normal glucose level group, there was no change of PDGF mRNA in HG2 group(P>>0. 05), but that in
HG4 and HG6 group increased( P<C0. 05), and there was no significant differences between HG4 and HG6 group. Conclusion

There might be a negative feedback mechanism between PDGF, reduced nicotinamide adenine dinucleotide phosphate oxidase and

reactive oxygen species.
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