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Melatonin Ameliorates Glucose Metabolism via Inhibiting ROS Generation
in Insulin Resistant HepG2 Cells Induced by High Glucose and Insulin

SHE Meihua,JIANG Wenyan,ZHANG Yao,et al
( Department of Biochemistry and Molecular Biology ,School of Pharmaceutical and Biological Science,
University of South China ,Hengyang ,Hunan 421001 , China)

Abstract: Objective To investigate the effects of melatonin on glucose metabolism in high glucose and insulin-in-

duced insulin resistant HepG2 cells. Methods Insulin resistant HepG2 cells were induced by high glucose and insulin
(HGI,25 mmol/L and 1 pwmol/L respectively) coculture for 24 h,and then melatonin was added. The uptake of glucose was
measured by glucose oxidase method , anthrone method was used to detect the Glycogen synthesis and fluorescence probe was
used to detect ROS production.  Results HGI incubating led to significant decreases in insulin-stimulated glucose uptake
and glycogen synthesis in HepG2 cells (P <0.01) ,but ROS production increased (P <0.01). However, MLT treatment re-

versed the above state by increasing glucose uptake (P <0.01) and glycogen synthesis (P <0.05) ,inhibiting the genera-

tion of ROS(P <0.01). Conclusions

MLT could improve oxidative stress by inhibiting the production of ROS, and

thereby increase glucose utilization and improve insulin sensitivity of insulin resistance HepG2 cells.
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