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Effects of Ji Tang Zhi on glucose metabolism and related protein expression in
insulin resistance HepG 2 cell line
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Abstract: Objective To evaluate the effect of Ji Tang Zhi on glucose metabolism in insulin resistance (IR) HepG 2 cell line, and to
explore the related mechanism. Methods The HepG2 cells were incubated in culture medium addition of 107 mol/L insulin for 24
h to establish the IR cell model. Effect of Ji Tang Zhi on rate of glucose absorption in HepG2 cell was detected by the method of
glucose oxidase - peroxidase (GOD - POD). We performed an MTT assay to determine cytotoxicity effects of Ji Tang Zhi on HepG2
cell line. The expression of p-IRS-1 Ser307, PI3K and GLUT-4 were detected by Western blotting. Results Incubated with 107
mol/L insulin for 24 h, the insulin resistance cell model had been built. Compared with model group, the rate of glucose absorption of
cell treated with JTZ (30 ~ 120 pg/mL) was significantly improved. According to model cells, the expression of GLUT-4 and PI3K
decreased significantly compared to control cells. While the expression of p-IRS-1 Ser 307 was inhibited and GLUT-4 and PI3K
expression were increased in IR cells after treated with JTZ (30 ~ 120 pg/mL). Conclusion JTZ exert beneficial effects on
hyperglycosemia in IR cell line possibly through regulating the levels of GLUT-4, p-IRS-1 Ser307 and PI3K in HepG2 cell.

Key words: Ji Tang Zhi; Insulin resistance; HepG2 cell line; phosphorylation-Insulin Receptor Substrate 1 Serine 307, p-IRS-1
Ser307; Phosphatidylinositol-3-Kinase (P13K); Glucose Transporter 4 (GLUT-4)
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Fig. 3 Effects of Ji Tang Zhi on expression of p-IRS1 Ser307, PI3K and Glut-4 in HepG2 IR cells ( X s, n = 4)
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