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Silencing MAT1 Gene Inhibits Proliferation and Migration of Osteosarcoma Cells via SDF1 — CXCR4 Signaling Pathway. Ju Xiaochen,
Shu Li, Zhou Ling, et al. Department of Joint Surgery, The Sixth Affiliated Hospital of Xinjiang Medical University, Xinjiang 830000,
China

Abstract Objective To investigate the effect of silencing MATI gene expression on proliferation and migration of osteosarcoma
cells and the effect of silencing MATI gene on SDF1 — CXCR4 signaling pathway. Methods qRT - PCR was used to detect the expres-
sion level of MAT1 mRNA in human osteoblast hFOB1. 19 and osteosarcoma cell lines Saos —2, MG63, U20S and 143B. Logarithmic
growth phase 143B cells were divided into blank control group ( no transfection) , negative control group ( transfection negative control siR-
NA - NC) and siRNA — MATI group (transfection siRNA — MAT1). The proliferation, cell cycle and migration ability of 143B cells in
each group were detected by CCK -8, flow cytometry and Transwell chamber method. Western blot was used to detect the expression of
SDF1 and CXCR4 in 143B cells. Results Compared with hFOBI. 19 cells, the expression levels of MATI mRNA in osteosarcoma cell
lines Saos —2, MG63 and U20S were significantly increased (P <0.01), and the expression level of MAT] mRNA in 143B cells was sig-
nificantly increased (P =0.000). The expression level of MATI mRNA in siRNA — MAT1 group was significantly lower than that in the
blank control group (Blank group) and siRNA - NC group (P <0.01). Compared with the Blank group and the siRNA - NC group, the
proliferation of 143B cells in the siRNA — MAT1 group was significantly decreased, the proportion of G, phase was increased, the propor-
tion of S phase was decreased, the cell migration ability was inhibited, and the expression levels of SDF1 and CXCR4 proteins were also
significantly decreased (P <0.01). Conclusion Silencing FOSL2 gene expression can inhibit the proliferation and migration of osteosar-
coma cell line 143B, and the mechanism may be related to down — regulation of SDF1 and CXCR4 expression.
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