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Establishment and identification of cell lines with stable expression of FOXQ1 in MDA-MB-231-luc

CAI Jun

(Cancer Institute and Hospital, Tianjina Medical University, National Clinical Research Center of Cancer ,Tianjin Key Laboratory of
Cancer Prevention and Therapy, Key Laboratory of Breast Cancer Prevention and Therany, Tianjin Medical Uniersity, Ministry of Educa—
tion, Tianjin 300060, China )

Abstract
Methods: The plasmid FOXQ1 was stably transfected into MDA-MB-231-luc cells by Lipo—2000. After screening the culture by G418, the

expression of FOXQ1 was detected by RT-qPCR and Western blot, and then series of experiments such as cell migration and invasion assay

Objective: To establish stable breast cancer cell line expressing FOXQ1 protein and to identify its biological characteristics.

were performed to check the change of MDA-MB-231-luc cells in its aggressive behavior. Results: It was proved that MDA-MB-231-luc

cells over—expressing FOXQ1 become more malignant than the control. Conclusion: The stable breast cancer cell sublines over—expressing

FOXQ1 can be successfully established. Over—expression of FOXQ1 could promote cell migration and invasion of 231-luc.
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Figl RT-qPCR and Western blot confirmed that stable cell lines

231-luc with over—expression of FOXQ1were successfully
established
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Fig2 The cell morphology of 231-luc, 231-luc—Clonel( x200 )
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Fig3 Fnl and Vim expression in 231-luc cell lines by Western blot

analysis
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Fig4 Over—expressing of FOXQ1 promoted the migration ability of 231-luc( x200)
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Fig 5 Over—expressing of FOXQ1 promoted the invasion ability of 231-luc( x200)
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