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Effect of resistin on activity of glucoskinase and

phosphoenolpyruvate carboxykinase in cultured liver cells
LI Chaolin , et al
(Department of geriatrics, the First Affiliated Hospital , Chongging Medical University)

[Abstract] Objective: To observe the effect of resistin on activity of glucoskinase ( GK) and phosphoenolpyruvate carboxykinase
(PEPCK) in cultured rat liver cells. Methods : Rat liver cells were incubated with resistin of different doses ( ranging from 10nM/L to
100nM/1.) . Controled liver cells were invubated without resistin. Glucose — 6 — phosphate dehydrogenase couple chromatometry and
lactate dehydrogenase couple chromatometry were used to determine activity of GK and PEPCK. Results : Compared with the control
group, treated with resistin of 10nM/1. and 50nM/L for 24h had no significant effect on activity of GK, but activity of PKPCK in-
creased significantly (P<0.05). At the dose of 100nM/L, resistin inhabited activity of GK markedly ( P<0.01),while activity of
PKPCK increased more significantly ( P<<().01). Conclusion : The increase of Resistin leads to the decrease of activity of GK and in-
crease of activity of PEPCK in rat liver cells, hence inhabite glycolysis and promote glyconeogenesis and increase blood glucose as well.
The activity of two enzymes shows dose dependent relation with resistin.
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