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Abstract ; Objective
mRNA and Mfn2 mRNA in HSkMCs. Methods

This research investigated the effects of different concentrations of glucose on the expression of ATIR

HSkMCs were cultivated in vitro and treated with glucose of different concentra-

tion(5. 55mmol/L group,11. Immol/L group,22. 2 mmol/L group) for 48 h. Then the expressiones of ATIR and mfn2 were detec-

ted by RT-PCR. Results

Compared with the expression of ATIR and mfn2 mRNA in HSkMCs cultivated with 5. 55 mmol/L glu-

cose, ATIR mRNA expression in 11. Immol/L and in 22. 2 mmol/L increased(P<C0. 05) ,mfn2 mRNA expression in 11. 1 mmol/L

and in 22. 2 mmol/L decreased (P < 0. 05). Conclusion
downregulate the expression of mfn2 mRNA in HSkMCs.
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High level glucose can upregulate the expression of ATIR mRNA and
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