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Effects of Vitex negundo Lignans-3 on the Proliferation Inhibition of Human Hepatic Cancer HepG2 Cells and
Protein Kinase Akt and ERK1/2 Signal Pathway

LI Yi-chun', YANG Wen-jun’, CHEN Yan'(1.Dept. of Gynaecology and Obstetrics, The Second Affiliated Hospi-
tal of University of South China, Hunan Hengyang 421001, China;Z2.Dept. of General Surgery, The Second Af-
filiated Hospital of University of South China, Hunan Hengyang 421001, China)

ABSTRACT OBIJECTIVE: To study inhibitory effects of Vitex negundo lignans-3 on the proliferation of human hepatic cancer
HepG2 cells, and relationship of it with Akt and ERK1/2 signal pathway. METHODS: Human hepatic cancer HepG2 cells were as
subject, after 48 h treatment the inhibitory rate of cell proliferation was determined by MTT assay in blank control group and 0.1,
0.3, 1.0, 3.0, 10.0 and 30.0 umol/L Vitex negundo lignans-3 group (n=3); the viable count of cells were determined by cell count
assay in Vitex negundo lignans-3 (10.0 umol/L) group, 5-FU (10.0 umol/L) group, solvent (complete medium containing 0.1%
DMSO) group and blank control group (n=3) after treated for 24, 48 and 72 h; after 24 h treatment, the expressions of p-Akt
and p-ERK1/2 protein were determined by Western blotting assay in solvent group, Vitex negundo lignans-3 (10.0 pmol/L) group,
phosphatidylinositol-3-kinase blocker LY294002 (10.0 umol/L) group and mixture group (n=3). RESULTS: Compared with blank
control group, the inhibitory rate of cells increased significantly in 1.0-30.0 umol/L Vitex negundo lignans-3 groups (P<<0.01) ;
compared with solvent group and blank control group, the viable count of cells decreased significantly in Vitex negundo lignans-3
group after treated for different time (P<<0.01); compared with 5-FU group, the viable count of cells increased significantly in Vi-
tex negundo lignans-3 group after treated for 72 h (P<<0.01); compared with solvent group, the expressions of p-Akt and p-ERK1/
2 protien decreased significantly in Vitex negundo lignans-3 group, LY294002 group and mixture group (P<<0.01), but there was
no significant difference among the latter 3 groups. CONCLUSIONS: Vitex negundo lignans-3 inhibits the proliferation of HepG2
cells in concentration and time-dependent manner, associating with the inhibition of Akt and ERK1/2 protein phosphorylation.
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Fig 1 The viable count of cells-time curves in each group af-
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Fig 2 Electrophoretogram of p-Akt and p-ERK1/2 protein
expression in each group
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