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Inhibitory Effect of Oxymatrine on the Proliferation of

Osteosarcoma U20S Cell and Its Mechanism

LIU Weikun' YU Rongchang' YANG Rui' ZHANG Heng'

! Department of Orthopaedics.People’s Hospital of Dongxihu District, Wuhan 430040, China.

Abstract Objective: To investigate the inhibitory effect of oxymatrine (OMT) on the growth of osteosarcoma U20S cell
and its potential mechanism. Methods: U20S cell of osteosarcoma was cultured in vitro and treated with oxymatrine at dif-
ferent concentrations. The morphological change of osteosarcoma cell was observed under light microscope. The effect of
oxymatrine on U20S cell proliferation was examined by MTT assay. The flow cytometry using Annexin V-FITC/PI stai-
ning was employed to measure the cell cycle and cell apoptosis of U20S. RT-PCR was used to detect mRNA expression
levels of p53,bax and Bel-2. Results; MTT assay showed that oxymatrine could inhibit the proliferation of U20S cell in a
dose-dependent manner. The morphological change of apoptosis in U20S cell treated with oxymatrine was observed under
light microscope. The result of flow cytometry showed that there was a positive correlation between the apoptosis rate and
the concentration of oxymatrine after 48 h treatment. Oxymatrine also induced cell cycle arrest at GO/G1 phase,and it was
concentration-dependent. The result of RT-PCR showed that the expression of p53 mRNA and bax mRNA in U20S cell
increased obviously, while the expression of Bel-2 mRNA decreased obviously,and there was a dose-dependent relationship
after oxymatrine treatment. Conclusion: Oxymatrine can inhibit the proliferation of osteosarcoma U20S cell through induc-
tion of cell cycle arrest and apoptosis. The detailed molecular mechanism may be related to p53,Bcl-2,bax and other apop-
tosis-regulating genes.
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