P B 3¢

BxXc—19

N H |

FIZHREHEEX (RENREHE) HRARBEE
PRk 25 4E 5 17 HBE

HEAES : 10101
HMEER - EBEHME (B)
RITHAR - 2009 ~ 2012
HEES - 21370092
MRRER (F1)
BEEBICE T HAMNMNREOEEICES L -0 BRERGHS DR
MRRESL (EX)
Analysis of molecular mechanisms of the acquisition of tumor invasiveness
MRERKRE
A 7% (HASHIMOTO SIGERU)
EEEKRF - REREFHEH - £HR
HMEEHES : 50311303

WFFER R OME (Fo3)

FILT, ZhETIZ, B FEGEAE Arfé 2 F1.0 & L7- GEP100-Arf6-AMAPL #% 1 23 L ¥
DI « ISR ARSAIRE 2 R L TWA Z e AL NI LT E T, AFEIC X
0. WL OO IS BT 2 IKEEEER LS TGFR1 #NKIZ X 5 EMT A DOZ(LITFE 5 121 -
B I 5, i@ L C. GEP100-Arf6-AMAPL #2723 c-Met DIEMEAL A L CiEM L & 5
TLEBMETHDHZ EEHLNI LT, S B, {K#EE TIZF VT GEP100-Arf6-AMAPL #%#%
ERERRT 20 FREOBIE T RENTLET S 2 & ZOREICIKERREREE 2R 1T 2@ 0 MM
ERHIIANE DFFEIZ B D HERE R T HIF H A WMIT Y = 32T v 7 KT EZH2 N ET 5 2 &
ZRHELUZ,

WFFERC R OB (353C) -

We have previously shown that the GEP100-Arf6-AMAP1 pathway, activated by receptor tyrosine
kinases, is involved in the acquisition of breast cancer invasiveness. Our analyses demonstrate that the
activation of GEP100-Arf6-AMAPL pathway via the c-Met/HGFR signaling is essential for the
acquisition of the invasiveness of some breast cancer cells during hypoxia- or TGFB1-induced EMT.
Moreover, we found that the expression of some molecules within the GEP100-Arf6-AMAP1 pathway
are regulated by hypoxia-inducible factor (HIF) or EZH2, which have shown to be involved in the
initiation and maintenance of the stemness in hypoxia.
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57, JEEFHERN O NR BRI BT 2 IKEE &
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5 2MZ L 72(PLo0S One 6: €25301 2011),

(2) MEEMEHAICEB TS GEPL00-Arf6-
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