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Effect of iron overload on the activity of key enzymes of
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[Abstract] Objective To investigate the effects of the iron overload on the activity levels of the key en-
zymes of glucose metabolism,glucokinase (GK) and pyruvate kinase (PK) in human L.O2 cells,to clarify the
effects of the iron overload on the level of oxidative stress in LO2 cells,and to analyze the possible mechanism
of glucose metabolism disorder caused by iron overload. Methods Human liver LO2 cell line was cultured in
vitro, with no addition of ferric ammonium citrate (FAC) as the control group,and with the addition of differ-
ent concentrations (7.5,75.0,750.0 pumol/L) of FAC as the low, medium and high dose intervention groups,
FAC (75 pmol/L) + deferoxamine (DFQ,250 pmol/L) was used as the DFO treatment group. CCK-8 meth-
od was used to measure the activity of LO2 cells in each group, GK and PK activities were detected by ELISA,
and reactive oxygen species (ROS) was detected by fluorescent probe needle (DCFH-DA) staining to detect
intracellular ROS levels. Results The GK activity in the medium and high dose intervention groups was lower
than that in the control group,and the PK activity in the high dose intervention group was lower than that in
the control group (P<C0.05). The GK and PK activities in the DFO treatment group were higher than those
in the medium dose intervention groups, but the difference was not statistically significant (P >>0. 05). The in-
tracellular ROS level in the high dose intervention group was higher than that in the control group (P <<
0.05). Conclusion With the increase of FAC intervention concentration, the GK and PK activities in LO2
cells decreased,and the level of ROS increased.
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