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Effect of glucose on the gene expression of mitochondrial glutamate carrier 1 of INS-1 cell
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Abstract: Objective
cell. Methods

reaction(RT-PCR) and Western blotting at mRNA and protein level respectively. Results

MGC1 was increased in high glucose concentration(P<0. 05). Conclusion

dition of high glucose concentration.
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To investigate the effect of glucose on the gene expression of mitochondrial glutamate carrier 1 of INS-1

The gene expression of MGC1 of INS-1 cell was detected by semi-quantitative reverse transcription-polymerase chain

The mRNA and protein expression of

The gene expression of MGC1 was increased in the con-
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