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A K 2 (inhibitor of DNA binding 2 1% inhibitor
of differentiation 2, ID2) J& 2 ig-FR-12 jig 45 H ( helix-loop-
helix, HLH) i A6 40 il X 1D 8 IR W — b1, ZEAR A
FAMALIELRE T, ID B A 40 g5 255 2
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1. 1D2 35 FI 94514

N2 (7 F e fh 2p25 £z 54, H mRNA 42K 25 1.3 kb,
Mt 134 MEEMRA/NFEA A ID2 2, 1D A S
WEERTIZATE T 2/ AT R 1990 455 KT/ A
ISP 240 B g s HL S e B, SRR Y W B R T R A R R A
TE 1D # (id-like ) & [F g 5 X, 1710 76 W L 3h 40 IR0 RI X U )
PIAT id1 id2 id3 Flid4 FEPA e R P g 3 P S ) B E 3R
ik HLH 45427

ID 2 A )8 B 5 12 JiE-FA-12 i€ ( basic helix-loop-helix,
bHLH) 4 FFK W IV 1, ID 2 A 5 HAth bHLH
HETESH LoD N o AT 5 DNA 1Y “E box”
(CANNTG) 3# “N box” (CACNAG) %54, 1D % H 5 bHLH
BHRER W5 Z RS AT +#5 50 bHLH 25 1 Rk 5
DNA &5 4, L 1D 28 A9 28t 2 6B 3% B O B4 R 4%
bHLH % F/E92- Th ") . bHLH & (2 TR E P 1 2%
BN i 2 K 09 % S IR, W% SRR F 3 (transcription
factor 3, TCF3, X4 E2A | E12/47) , S Bk AR 1155 5 7 T 2
(immunoglobulin transcription factor-2, ITF-2) ; Il K JE H A
S S R, 40 8 WL 43 4K B (myogenic  differentiation,
MyoD) #2554 16 A F ( neurogenic differentiation, NeuroD) ,
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PESRERAE b i PRI — LA 2 R A TR 4%,
ARFA R Moo AT R L R R R B X R
R NI B N Y= R L EZSTWIO B AR ¥
BRI AR B B, TR B A0 A A Ak O iR
FURE T4, 5HMID EAK A 5E HLH &AL 4,
JSCAR P9 IS 2 e g 2 IR ( retinoblastomagene, Rb) (E26 5 SR
EHF (E26 transcription specific, Ets) Bt XF % K & ( paired
box, Pax) 2 7127,

2.1D2 A7 4

ID2 HHBRBEZZFESERARE, BESRE
M (bone morphogenetic protein, BMP) A 5 Smad F:[R] 454
F D2 Ja8h 7l GGCGCC 1 GTCT J¥41 -, il F- i 1D2 11y
Tkt RS FAERN -1 YK N2
CMAIESZ AT B IR ID2 fY &3k, D2 P50 52 2 i R,
Infe R B KR U A i EURUR S B AR 2 1
D2 FHEEE M Z 7 S Ah, B A KRB ] 5 i
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export signals, NES) ,7E C S AR B S 00 NES2 , Ho NES2 %)
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D2 ZE A WA, R 1S min 2247, 1D2 (R4 A £ 22
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B 40 3 5 R 3552 &% (anaphase-promoting complex,
APC) HYIFT I Cdhl 38 id 454 1D2 A9 D-box X I F#f# 1D2
HH, Mz EZRrFPEEAB 1 (ubiquitin-specific proteases 1,
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JEEEGTE E-box 7 5k g i 4 M JE A G, W38 1A, # 3h 4 ifg J4)
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K KB ( transforming growth factor-B, TGF-B) &7 A5 T
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BN TR 20 g 2 e TP e 2 e v 1D2 3 sk L
E47 51i{% 5% 3F (semaphorin-3F, SEMA-3F) i3 3 F E-box
ZEL M SEMA-3F Feik MR iR 22

5102 78 HABME AN, 1D2 76 3L I8 B 4 B R
AU, BT 2 PR AN TR A BIF o 45 31, A0 355 1 98 A e
YEF, 2005 4, Stighall 2577 45 31 7 &t dit T 2% B K 24 7E
1988—1991 4F[a L 1 114 )5 & LB 171, 45 R Bow
D2 & e L 00 40 i i v 35 5 R BUS A 56, i
162014 4F | Li 2104008 | 8 %) 250 15 5L g 3 1 1 54 o
BEIATELE N A, 102 5EARRBURA K,

/9.1D2 & H 57 EMT

1D2 7 ZLIE 9% 7 2 R 0 J i R g Ve A AR fE S
W, B AT FEALGIBFFT I e i R 1D2 o L AR (=R 58 1k I
EMT RY5% 0k o Hr Hore FLARE E

2003 4F, Itahana 257V #2787 1D2 £ T47D G122 M FL
o B Mk 5 2235, i 7E MDA-MB-231 F1 MDA-MB-436 &1
SR A IEARAR A |, JF HL7E MDA-MB-231 21 itk =5 %
ik TD2 &, K0 212 22 68 1 B W R B, 2005 4, Stighall
2 95) ] BER I 7 MDA-MB-468 4l 353k D2 J5, Hig &
YEFHBE M, 2010 4F, Appaiah 25 ) & BI7E B (R 22 MY
MDA-MB-231 FLIREE 4RI T, C-X-C #afk I T2 1k4 (C-X-C
chemokine receptor4 , CXCR4 ) 5 4 B BR 85 H % ¢ [ F ITF2
I D2 AFRIR Wi e Db AR 225678, ENLHIIT 5
71, Kondo 2552 & B, 76 /)N B, NMuMG 40 i TGF-B 5 51y
EMT gY#E R th ID2 T 5 E2A B A5 AR, 75 5T E2A Xt
E-5 %5 1 (E-cadherin, E-cad) & 3l B30 A FH#E 107 410 1
EMT 4 & J&. H4h, Gervasi %™ #1598 & B, NMuMG 41 /ity
TGF-B 551 EMT Hirh 22 — 38 }% 8 TGF-B-Smad # 1 1 4
T AR I 1 ( activating protein 1, AP1, X4 JunB) FI{G b
& il K 3 (activating transcription factor 3, ATF3) il 1D2
Fk fEdt EMT % &, AR, fE NMuMG 40 g, Chang %5
KL ID2 43T Al 5 Snail-1 1Y SANG BRI 45 4 A Snail-1 X
BAE B4 BB BT IX Y H3K27 04 = W B4R 1R T, I
Snail-1 X4 2 B4 ek MMl /e, e 2l EMT i3 2
(EI1),

D2 38 3 AR R ARSI ZLEE 1Y EMT 5122858,
FRBREEIUE R ENBUG R4, Har, LR s
W EFERE/NRA EMT B8 76 A FLARIE EMT LK 5
F AR EZRIRR,

S FRGEH R 2T 1D2 7ESUIR s T AR
2009 4, Meng %57 3@ 1 76 ERa BH 4 B 3L [ 98 40 . MCF-7
K BpELIE A SKOV-3 i 23k B 4 A0 1D2 | @ D-box ()
PR fi 28 78 B9 ID2-DBM , 0 B A S HLH @ ook 28 45 A 1D2-
DBM-SHLH , Z5 54, /R 8 2 B A AR S 2 AR A 1D2 41
#t EMT #E e  BEFAE R 1D2 FEAMG E-cad 35, T2 A8 Al
D2 MB& ZUA ] E-cad Y335, 3 AX M HI/ER 5 D2
B HLH &5 75¢

1D2 7 FL MR IE T (/8 FH ANV P42 28 B EMT J7 I A9 7
FHBA RS AE B, 16T D2 ¥ EMT 1 A9 AR TR
A BETE T E-cad T AR TE] | D-box 2848 A ID2 REMS W35
il E-cad BYFRIE, Wi AE FLIRIE T 1D2 BB AFFEZRAE, Bl
MARA ARG, B0, BFAE T D2 20 R 22 606 T,
AIRERH A ERa K BN EA AT, L 3R % 1D2 5 ERa

56 R AR ADITE R ERE, 1D2 5L A T 40
i B T 1A R A O 2R RO R A A S J5 43 A 14 1D2
5 FLIRAE ) O 8 1 R DL ARGE

WA T 1D2 531 45 A8 (9 2t — 20 W B A 102 76 3L g
PR TR AR T 0 25 3 T 130 145 26 A 08 ¥ Wi A 0 TD2 7
ENGEEEW i SR (PSR E P SR N S X S N b
Trik.
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