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WFZER B OMEEE (F130) : NACCL | XL HeMEHERF I B+ 25N % v hU—2 D—B & LT
AL, FOBFIREBIESE OEMISE & BEA R ST D, ARRFZETIX, NACCT 23HiAE
BHANE R NPT =T LB HDACE & fEG L, Ml #sESE 5 - (e —tubulin, cortactin)
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DT & FALHIEIC L © ERBB2 OIHLOMERHC & B 5 L TV -, BN Tl SUMO k% 5% 15 7= PML
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B AR L AIRES) - 127 - BEREIC B A 5 2 TR DRI OIRIRIEN 1 L I 0 55 ATHE
PEAVRIR STz,

WFZER B OMEEE (J53C) : NACC1 is a member of pluripotent transcription factor, and
associates with malignant phenotypes of tumor cells. The present study investigated the
molecular mechanisms of NACCI in malignant tumors. We represented that NACC1 directly
bound to HDAC6, and deacetylated tubulin and cortactin. This deacetylation introduced
acceleration of motility and invasion of tumor cells. NACCl also contributed to
stabilization of ERBB2 protein expression through the deacetylation of HSP90. The
SUMOlylation of NACCI introduced the binding with PML protein. Our study demonstrated
that overexpression of NACC1 protein contributes to motility, invasion, proliferation
activities of tumor cells, and may be a good candidate for molecular target medicine in
cancer therapy.
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