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Effects of BMP9 on invasion and migration of osteosarcoma cells and its mechanism. SONG Guang—ze ', ZHAO
Hui-xia °. Department of Bone Oncology ', Department of Oncology °, the First Affiliated Hospital of Chinese PLA General
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[Abstract] Objective
its mechanism. Methods

To explore the effect of BMP9 on the invasion and migration of osteosarcoma cells and
Osteosarcoma cell FSM2 was used as the research object, and BMP9 was overexpressed in in-
fected cells by lentivirus (AdBMP9 group). Slow empty virus vector, were taken as the AAGFP group, and untreated
cells were used as the control group. BMP9 expression in infected cells was detected by RT-PCR and Western blot; cell
scratch assay was used to detect the ability of cell migration; cell invasion was detected by Transwell chamber; MMP-2,
MMP-9 and B-catenin expression in cells were detected by Western blot. Results The expression levels of BMP9
mRNA in the control group, AAGFP group and AdBMP9 group were as follows: (0.38+0.06), (0.36+0.05), (0.92+0.04);
the expression levels of BMP9 protein were (0.20+0.02), (0.21+0.06) and (1.2240.17), respectively; the migration rates
were as follows: (99.87+4.36)%, (100.03+£8.64)% and (66.58+4.25)%; the number of invasive cells were as follows:
(115.04+4.98), (114.95+4.85), (77.68+8.34); the expression levels of MMP-9 protein in the control group, AAGFP group
and AdBMP9 group were as follows: (0.88+0.06), (0.87+0.08), (0.35+0.07); the expression levels of MMP-2 protein
were (0.98+0.09), (0.99+0.06), and (0.32+0.01), respectively; the protein levels of B—catenin were (1.56+0.09), (1.58+
0.05), and (0.22+0.04), respectively. There was no significant difference between AdGFP group and the control group in
the expression of BMP9 mRNA and protein, the rate of migration, invasion cell number, MMP-2 protein expression lev-
el, MMP-9 protein expression level, B—catenin level (P>0.05). The levels of BMP9 mRNA and protein in the AABMP9
group were significantly higher than those in the control group (P<0.05), while the rate of migration, invasion cell num-
ber, MMP-2 level, MMP-9 level, B-catenin levels were significantly lower than those in the control group (P<0.05).
Conclusion Overexpression of BMP9 can decrease the migration and invasion of osteosarcoma cells, and the mecha-
nism may be related to MMP-2, MMP-9, B—catenin.
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