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Effect of leptin in the proliferation and migration of osteosarcoma cells
CHEN Sheng” , WANG Peng
" Department of Orthopedics, Jiangsu Shengze Hospital, Suzhou, Jiangsu 215228, China
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Abstract: Objective To investigate the effect of leptin on proliferation, invasion and migration of osteosarcoma cells.
Methods The osteosarcoma MG63 cells were cultured in vitro and were divided MG63 group and MG63 + leptin group
(concentrations of leptin were 0, 100,200,400, 800 ng/ml, respectively ). Cell Counting Kit-8 was used to detect the
proliferation of osteosarcoma MG63 cells. Transwell migration assay ( Transwell ® Migration Assay ) was used to detect the
migration ability. Glue coated transwell matrix invasion assay( Transwell ® Invasion Assays)was used to detect the invasion
ability. The effects of leptin of different concentration for 24 h on cell proliferation were compared. The abilities of
proliferation , invasion and migration were compared between MG63 group and MG63 + leptin group. Results MG63 cell
growth rate under the action of 200 ng/ml leptin increased ,and it decreased under the action of 200 ng/ml leptin, thus the
concentration of 200 ng/ml leptin was taken for the detection and comparison of proliferation, invasion and migration of
cells. The cell proliferation ability (optical density,OD) in MG63 + leptin group was significantly higher than that in MG63
group(0.59 +0.10 vs 0.34 +£0.07, P <0.01). Transwell invasion assay showed that the number of cell penetrating
membrane in MG63 + leptin group was significantly more than that in MG63 group (56.39 +6.51 vs 34.23 £3.56,P <
0.01). Transwell migration assay showed that the number of cell penetrating membrane in MG63 + leptin group was
significantly more than that in MG63 group (61. 06 £4. 89 vs 39. 12 £3.25,P <0.01). Conclusion Leptin could promote
the proliferation,invasion and migration of human osteosarcoma MG63 cells.
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