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Abstract Objective To observe the effect of glucagon on the expression of HepG2 cell and the expression of 14 —3 -3 protein in
the empty plasmid group and the expression of 14 —3 -3 protein, and to explore the possible causes of the phenomenon. Methods The
differences of glucose yield and the expression between empty plasmid or 14 =3 -3 beta plasmid transfected HepG2 cells to culture medi-
um glucose yield of determination were obserred and the expression of key enzymes of gluconeogenesis glucagon action was obserred. with
CO immunoprecipitation method,we determined the binding changes between glucagon receptor 14 =3 -3 protein and glucagon receptor
under the treatment of glucagon. Results 14 —3 —3 beta plasmid transfected group was shown to yield less glucose compared with empty
plasmid control group (P <0.05), and also less expression of gluconeogenesis enzymes (P <0.05). CO immunoprecipitation displayed
the combination and also the alternative of bound state between glucagon receptor, 14 —3 —3 protein and carbohydrate response element
under the treatment of glucagon (P <0.05). Conclusion Overexpression of 14 -3 -3 protein may inhibit the glucagon induced gluco-
neogenesis due to the characteristic of them in the combination with glucagon receptor and carbohydrate response element.
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