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Berberine Can Regulate PI3K, AKT1 and GLUT1 Signal Pathway in HepG2 Insulin

Resistant Cells
GONG Youming, ZHENG Xianhuit, XIE Mingkun, CHEN Yanhong, DENG Guanghai, WANG Fang

Abstract Objective To discuss the regulation effect of berberine on PI3K, AKT1 and GLUTI signal pathway in HepG2 insulin
resistant cells. Methods Detected inhibition rate of different concentrations of berberine, and established insulin resistance cell model.
Divided study object into five groups, including blank group, model group, metformin group, high dose of berberine group, low dose of
berberine group which were given corresponding medicine. Detected expression of glucose transporter 1 (GLUT1), phosphatidylinositol
3-kinase (PI3K), Protein kinase B1 (AKT1) with Western Blot. Results Compared with the blank group, the glucose content in the cell
culture medium of the model group was significantly increased(P < 0.05), indicating that the insulin resistance cell model was established
successfully. Compared with the blank group, the expression of PI3K protein and GLUT1 protein in the model group was significantly
lower, the expression of AKT1 protein was significantly increased (P < 0.05). Compared with the model group, the expression of PI3K
protein and GLUT1 protein in metformin group, high dose of berberine group and low dose of berberine group was significantly increased,
the expression of AKT1 protein was significantly reduced(P< 0.05). Conclusion Berberine has the effect of improving insulin resistance of
cells, and its molecular mechanism may be improving insulin resistance condition by regulating the expression of transcription factor protein
in PI3K, AKTI1 and GLUT]1 signal pathway.
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Astragalus Polysaccharide Has Good Effect on Maintaining Dormancy of Ovarian

Cancer Cells in Nude Mice by Living Imaging System
HU Xiangdan, WANG Ai'a, ZHAI Qiuli, XIAO Jing

Abstract; Objective: To observe the maintenance effect of Astragalus polysaccharide on the dormancy of ovarian cancer cells in nude
mice by living imaging system. Methods: Thirty dormant nude model mice which was successfully established were randomly divided into
three groups: the control group, astragalus polysaccharide group, cisplatin group, 10 cases in each. Continuous administration lasted for
14 days; detected dormancy of ovarian cancer cells in nude mice of each group by living imaging system in one day before medication,
seven days and fourteen days after medication. Results: Compared with the control group, there was no significant change in the body
weight of Astragalus polysaccharide group seven days and fourteenth days after medication, while body weight of Cisplatin group was
decreased obviously(P<<0.01). Photon amount in the dormant ovarian cancer cells in nude mice of the control group was increased over time.
Compared with the control group, photon amount in the dormant ovarian cancer cells in nude mice of astragalus polysaccharide group and
cisplatin group was decreased significantly seven days and fourteenth days after medication(P<<0.05, P<<0.01). Conclusion: Astragalus
polysaccharide has a good effect on maintaining the dormancy of ovarian cancer cells in nude mice. Living imaging technology can be used

to observe the dormancy of tumor cells dynamically, so as to provide a theoretical basis for clinical application of Astragalus
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