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decreased cell-cell contact, increased invasion, and breast cancer

Inhibition of MTA2 suppresses the proliferation and

migration of MDA-MB-231 breast cancer cells
Weng Wei' ,Xu Yuanhong' ,Song Xiaofei®
('Dept of Clinical Laboratory , The First Affiliated Hospital of Anhui Medical University ,Hefei 230022 ;
?Dept of Blood Transfusion , Tongling First People’ s Hospital , Tongling 244009)

Abstract Objective To study the expression and role of metastasis-associated tumor gene family 2 (MTA2) in
human breast cancer. Methods The shRNA sequence targeting human MTA2 gene was designed and chemically
synthesized , then we constructed MDA-MB-231 cell lines that stably expressed the specific shRNA against MTAZ,
mRNA and protein levels of MTA2 were delected by quantitative Real-time polymerase chain reaction (qRT-PCR)
and Western blot, respectively. CCK-8 and Transwell assay were performed to detect the MDA-MB-231 cell viability
and metastasis in vitro, xenograft model was constructed to investigate cancerous cell growth and metastasis ability
in vivo. Results Knockdown of MTA2 by lentivirus-delivered shRNA against MTA2 ( Lv-shMAT2) significantly re-
duced mRNA and protein levels of MTA2 in MDA-MB-231 cell line( P <0.05). Lv-shMAT2 significanily slowed
down cell proliferation and invasion. Furthermore, depletion of MAT2 significantly limited tumor growth and tumor
transfer to lung in a xenograft model. Coneclusion Depletion of MTA2 could significantly inhibit human breast
cancer cell growth and metastasis, implying that MTA2 might be involved in the progression of breast cancer.
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