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Homeobox B9 induces EMT-associated radioresistance by accelerating

TWFZERE R O (Fn0) « 55K+ HOXBO 1% ki [WEEkx# (EMT) 28T 2K F+TH Y |
2z kv ELIR BRI EMT 242 C 5 2 & THRETRBE ~OMTENE Uz, 2.
ATM DV gl % I L7 DNA [E1E#E )Y HOXB i CIXBE-ICAET R E LT
vy H2AX 1 X O 53BP1 @ foci AL B HNZEHE ST, 20 BT smad4 B 2
THZETHESND D, Z0 EMT &4 U7 B SRHER B (2 TGF B B OTE AL A

VHTH D EDNREINT,

WFZER S OBEE (353C) : We show that HOXBY confers resistance to ionizing radiation by
promoting DNA damage response. In non-irradiated cells, HOXB9 induces spontaneous
DNA damage, phosphorylated histone 2AX and p53 binding protein 1 foci, and increases
baseline ataxia telangiectasia mutated (ATM) phosphorylation. The effect of HOXB9 on the
response to ionizing radiation requires the baseline ATM activity before irradiation and
EMT induced by TGF-8, a HOXB9 transcriptional target.
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