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MTAI promotes proliferation and viability in lung cancer cells via

up-regulating MTDH gene expression by HIF-1a "
YANG Shuhui',ZHOU Lin*,LI Yinzhen',LIAO Luofei' , TAN Caiyun',DING Yu',DU Richang'
(1. Department of Pathology ;2. Department of Thoracic Surgery A f filiated North Guangdong
People’s Hospital sMedical College of Shantou University sShaoguan sGuangdong 512025 ,China)
[Abstract] Objective To investigate the expression correlation and regulatory mechanism of mataderin
(MTDH) and metastasis associated protein 1 (MTA1) in lung cancer. Methods The expression levels of
MTDH and MTAI1 in tumor tissues and paracancerous tissues of 50 lung cancer samples were detected by the
immumohistochemistry,real-time fluorescence quantitative PCR and Western blot. Subsequently, the correla-
tion between MTDH and MTA1 expression was analyzed. The overexpression and interference vectors of
MTAT1 gene were constructed and transfected into A549 and SBC-5 cells, their effects on MTDH expression
and cell viability were detected. After enriching acetylated protein,the effect of MTAI on the acetylated level
of MTDH was detected, and the regulatory mechanism of MTA1 on MTDH was further analyzed.
Results The relative expression levels of protein and mRNA of MTA1 and MTDH in lung cancer tissues
were significantly higher than those in paracancerous tissues,and their expressions showed the positive corre-
lation (+*=0.809 3,0.774 1,0.551 9). The MTA1 overexpression up-regulated the MTDH and proliferating
nuclear antigen (PCNA) expression (P <(0. 05) and increased the viability of tumor cells; while inhibiting
MTA1 down-regulated the MTDH and PCNA expression (P <C0. 05) and inhibited the tumor cell viability.
MTAT1 did not up-regulate the MTDH expression by regulating the acetylation modification (P >>0. 05). The
MTAT1 overexpression could simultaneously up-regulate the expression levels of MTDH and hypoxia-inducible
factor la (HIF-1a) (P <C0. 05) and after giving HIF-1 « inhibitor CAY10585,the MTDH expression level was
inhibited. Conclusion MTAT1 and MTDH are highly expressed in lung cancer and show the positive correla-
tion. MTAI indirectly promotes the expression of MTDH by up-regulating HIF-1a.
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