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Effects of up-regulation of Fbxw7 on invasion,migration and MAPK/ERK

pathway of MDA-MB-231cells”
SHANG Xi.YE Yuping .\FANG Hongyan ,] IANG Guobin”
(Department of Breast and Thyroid Surgery ,Enze Hospital of Enze Medical
Center (Group) ,Taizhou ,Zhejiang 318000,China)

[Abstract] Objective To investigate the effect of F-fox/WD-40 domain protein 7 (Fbxw?7) on the inva-
sion and migration of MDA-MB-231 cells in breast cancer,and to explore the possible mechanism. Methods
MDA-MB-231 cells were cultured in vitro, and Fbxw7 overexpression vector pEZ-M02-Fbxw7 (the Fbxw?7
overexpression group) and empty vector (pEZ-M02) were transfected into MDA-MB-231 cells. In addition, the
non-transfected MDA-MB-231 cells were used as the blank group. Western blot was used to detect the expres-
sion of Fbxw7, p-ERK, p-p38MAPK, cadherin, vimentin and N-cadherin proteins; CCK-8 was used to detect
the proliferation of cells; and Transwell chamber system was used to detect the migration and invasion of
cells. Results Compared with the blank group and the empty-vector group,the expression of Fbxw?7 protein
and proliferation inhibition rate of MDA-MB-231 cells in the Fbxw7 overexpression group increased signifi-
cantly,the numbers of cell invasion and migration decreased significantly, the expressions of p-ERK1/2, p-
p38MAPK, vimentin and N-cadherin protein decreased significantly, and E-cadherin increased significantly
with statistically difference (P<Z0. 05). Conclusion Fbxw?7 overexpression can inhibit the proliferation,inva-
sion and migration of MDA-MB-231 cells, which may play an inhibitory role on breast cancer cells by inhibi-
ting MAPK/ERK pathway.

[Key words] breast neoplasms;cell proliferation;invasion; F-fox/WD-40 domain protein 7;extracellular

regulatory protein kinase;mitogen activated protein kinase
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