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Table 1 Effect of CPFs and CPPs on Glucose Consumption of IR-HepG2 Cell (¥ + 5.n=06)
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Fig. 1 Cell growth state under experimental conditions
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Table 3 The inhibition of CPF and CPP on alpha-glucosidase (X + 5§ . n=6)
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200 43162005
400 44 82+4003°

i SRR, p0.05, Tp.0l.
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HepG2 Cell and Activity of Alpha-Glucosidasewane vinkangiLv

Meng2XU Qi2 CHEN Weihong3TAN Kaixiang+XIANG JigiansLIU Wei1+(1.College of Life Science and
Technology, Huazhong University of Science and Technology, Wuhan 430074; 2.Wuhan

Best-Carrier Nanotechnology Co. Ltd, Wuhan 430075; 3.Infinitus Co. Ltd, Guangzhou 510665; 4.Sihui
Biotechnology Co. Ltd, Enshi 445099; 5.Enshi Academy of Agricultural Science, Enshi 445099; *.Corresponding
Author)Abstract: Study the effects of Cyclocarya paliurus(Batal.) Iljinskaja Extracts on glucose
consumption of insulin resistance HepG2 cell and activity of alpha-glucosidase. Induced HepG2
cell with high concentration insulin (10 pg/mL) to establish insulin resistance cell model and
divided model cell into Cyclocarya paliurus polysaccharide (CPP), Cyclocarya paliurus flavone
(CPF) and dimethylbiguanide groups. After 24h administration, used glucose assay fit to measure
the gross glucose consumption of cells (AGC), detected glucose consumption of unite

cell (AGC/OD) by MTT assay. The inhibitory activity on alpha-glucosidase of CPP and CPF was
evaluated, compared with acarbose, in vitro. Compared with model group, AGC and AGC/OD of
IR-HepG2 cell was increased by CPF and CPP significantly. CPP and CPF have inhibitory effect
on the activity of alpha-glucosidase. Those results indicated that CPF and CPP have effects on
increasing the glucose consumption of cell and decreasing the activity of alpha-glucosidase, thus
alleviating hyperglycemia.Key words: Cyclocarya paliurus(Batal.) Iljinskaja; HepG2 cell;

polysaccharide; flavone; alpha-glucosidase
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