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Detection analysis of inhibition of anaerobic glycolysis by gypenosides in HepG2 cells
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Abstract: Objective The research aims to explore gypenoside influence on the growth and anaerobic glycolysis in HepG2 cell.
Methods Gypenosides with different concentrations were added into culture medium of HepG2 cell,and 200 L of cell cuture medi-
um were collected at 0,4,8,16,24 h time. The concentration of medium glucose and lactic acid were detected by biochemical detec-
tion pipeline. Results The test data show that gypenoside significantly inhibited the growth of HepG2 cells; where the concentra-
tion of 5 mg/mL is the proper choice of the inhibition and favor of anaerobic glycolysis analysis. Follow-up testing found gypeno-
sides significantly inhibited glucose consumption, with the difference is most obvious at a time point 6 h(P<C0. 05). Meanwhile,
gypenoside significantly reduced lactate production(P<C0. 05). Conclusion Experimental results show that gypenoside significantly
inhibited anaerobic glycolysis of HepG2 cell, which provides some clues for gynostemmaclinical use in cancer treatment.
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