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Investigation of molecular mechanism for cancer progression through
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This study has aimed to reveal a function of Int6 phosphorylation in cancer
progression focusing on Int6-mediated regulation of HIF2a . To this end, we established stable Int6
knockdown A549 cells which increased expression of HIF2a . In Int6é knockdown cells, we found that
increased HIF2a bound to transcription factor TWIST1 and repressed E-cadherin expression during the

process of EMT. Furthermore, we found that Int6 was phosphorylated after treatment with a known EMT
inducer, TGFP . Subsequently, phosphorylated Int6 bound to HIF2a , resulting in a decrease of HIF2
a protein levels. This observation suggests that phosphorylation of Int6 may be a switch for HIF2a
activation and control downstream targets involved in cancer progression such as EMT.
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Identification of the mechanism by which Int6/HIF2a -regulated E-cadherin expression in A549 lung cancer cells
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