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Effects of up—regulation of CXCR4 on proliferation, invasion and migration of U251 cells
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[Abstract] Objective To study the effects of CXC chemokine receptor—4 (CXCR4) expression up-regulation on U251 cells
proliferation, invasion and migration abilities and its possible mechanism. Methods Plasmids carrying CXCR4 gene sequence were
constructed and transfected into U251 cells by electroporation. The blank control group, negative control group and experimental group
were designed. The expression of CXCR4 mRNA and protein and other related genes were detected in U251 cells. U251 cells
proliferation ability was detected by MTT assay, their migration ability was detected by scratch assay and the changes in U251 cell
invasion were detected by Transwell invasion assay. Results The levels of CXCR4 mRNA and protein and Nanog mRNA expression were
significantly higher in the experimental group than those in the blank control group and the negative control group. The abilities of U251
cells proliferation, migration and invasion were significantly stronger in the experimental group than those in the other two groups (P<
0.05). Conclusions It is suggested that CXCR4 plays an important role in the proliferation, migration and invasion of glioma cells, and it
may be regarded as a target gene for the treatment of glioma.
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