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Abstract ;[ Objective] To reveal the molecular mechanism of berberine on improving insulin resistance
by observing the effects of berberine on the expression of AMPK signaling pathway and downstream glu-
colipid metabolism related key proteins in insulin-resistant HepG2 cells induced by free fatty acid. [ Meth-
ods |[HepG2 cells were treated with palmitic acid to induce insulin resistance and intervened with different
concentrations of berberine,meanwhile, AICAR was used for positive control as well as Compound C used
for negative control. Glucose consumption was assayed through glucose oxidase method and the amount of
triglycerides was measured by Triglyceride Assay kit. The expression of LKB1, AMPK, TORC2,PEPCK,
G-6-P,P-ACC, ACC, FAS protein was detected by Western blot. [ Results | Treatment with palmitic acid
for 24 hours made glucose consumption of HepG2 cells substantially reduced and triglyceride content
markedly increased. Besides,the expression of LKB1, AMPK and their primary downstream targeting en-
zyme P-ACC reduced obviously, while the expression of TORC2, ACC, FAS and gluconeogenic limiting
enzymes PEPCK and G-6-P increased apparently. However, the aforementioned indices were reversed by
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treatment with berberine or AICAR. [ Conclusion |Berberine can effectively improve the insulin resistance

induced by palmitic acid in HepG2 cells. Its molecular mechanism may be associated with regulating AMPK

related signal pathway proteins expression.
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