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The Effect of Neferine on the Apoptosis of Osteosarcoma 143B Cells*
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ABSTRACT Objective: To investigate the effect of different concentrations of neferine on the proliferation, migration and relative
mechanism of apoptosis of osteosarcoma 143B cells. Methods: CCK-8 assay was used to detect the the anti-proliferation effect after dif-
ferent concentrations of neferine on 143B cells. Wound healing assay was used to detect the effect of neferine on the migration of os-
teosarcoma 143B cells. The effect of neferine on cancer cell cycle distribution and apoptosis was analyzed by flow cytometry. Western
Blot was used to detect expression of apoptosis-related protein Bax and Bcl-2. Results: CCK-8 assay showed that neferine inhibited the
proliferation of osteosarcoma 143B cells in a time- and concentration-dependent manner(P<0.05). The 24-hour cell migration rates of the
treated group (20, 40, 60 wmol-L") were (62.35% 4.15)%, (40.74% 4.80)%, (25.10% 5.52)%, compared with the control group (75.89%
5.24)% were decreased significantly (P<0.05). Flow cytometry showed that the cell cycle of 143B cells were arrested at Gy/G, phase and
induced apoptosis of 143B cells at a concentration-dependent manner (P<0.05). Western Blot detection indicated that the expression of
pro-apoptotic protein Bax was increased, and anti-apoptotic protein Bcl-2 was decreased in 143B cells when treated with different con-
centrations of neferine (P<0.05). Conclusion: Neferine may play a role in anti-osteosarcoma 143B by activating the expression of mito-
chondrial apoptosis-related protein.
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Fig.1 Inhibitory effect of neferine on cell proliferation in vitro
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Fig.2 Inhibitory effect of neferine on the migration of osteosarcoma 143B cells (*P<0.05, vs. control)
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Fig.3 Effect of neferine on the apoptotic rate of osteosarcoma 143B cells(*P<0.05, vs. control)
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Fig.4 Effect of Neferine on the cycle of osteosarcoma 143B Cell(**P<0.01, vs. control)
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Fig.5 Effects of neferine on the expression of apoptosis-related proteins Bcl-2 and Bax in osteosarcoma 143B cells(*P<0.05, vs. control)
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