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Abstract: Objective To investigate the expression of glucose transporter-1 (GLUTI) in osteosarcoma tissues and effect of interfering
its expression on the biological characteristics of osteosarcoma cells. Methods 57 patients with newly diagnosed osteosarcoma under-
going elective surgery were selected. The expressions of GLUT1 genes in osteosarcoma and adjacent tissues were detected by real-time
fluorescence quantitative PCR. Human osteosarcoma MG63 cells were cultured. According to the different transfection, the cells were
divided into siRNA-GLUTI1 group, siRNA-NC group and blank control group. The expressions of GLUT1 genes and proteins in the dif-
ferent transfected groups were detected by using real-time fluorescent quantitative PCR and Western blot, respectively. The cell prolif-
eration abilities in the different transfected groups were detected by using MTT. The apoptosis of cells in the different transfected groups
were detected by flow cytometry. The migration and invasion abilities of cells in the different transfected groups were detected by Tran-
swell method. Results The relative expression levels of GLUTI mRNA in the osteosarcoma tissues were 1. 27 0. 13, which were sig-
nificantly higher than 1. 95 £0. 18 in the adjacent tissues, the difference was statistically significant (P <0.05). The relative expres-
sion levels of GLUT1 mRNA in osteosarcoma tissues were related with clinical stage, lymph node metastasis and lung metastasis (P <
0.05). MTT assay showed that the absorbance A values in the siRNA-GLUTI1 group at 24, 48, 72, 96 h were significantly lower than
those in the siRNA-NC group and blank control group (P <0.05). The apoptosis rate in the siRNA-GLUTI1 group was (25.7 +
2.6)% , which was significantly higher than those in the siRNA-NC group and blank control group, which were (6.3 +1.4)% and
(6.9 +£1.7)% , respectively, the difference was statistically significant (P <0.05). The numbers of migrating cells and invasion cells
in siRNA-GLUT! group were lower than those in the siRNA-NC group and blank control group (P <0.05). Conclusion GLUT1 was
highly expressed in osteosarcoma tissue. Specific inhibition of GLUT1 gene expression could effectively inhibit the proliferation of hu-
man osteosarcoma MG63 cells, accelerate cell apoptosis, and reduce cell migration and invasion.
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