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DNA #4&-#= -1 #p4) # (inhibitor of DNA binding and
differentiation, Id)A&¥E#% — IRk — #&# (helix—loop—helix,
HLH)# R B F B Z&EG—ART, 4 A 1d &5 sk
#e — ZR — ¥ 4% (basic helix—loop—helix, bHLH)%& & 7 n, =
Fk, 1282 M DNA 4645, R, Id-bHLH
FRBRTAELA DNA, ¥ IdE G2 bHLH #Z BT
REHARATFIdEGLESEHLIHEZSGMEZER, 42 Rb,
Ets. FIREFHEHERZE T Pax, DR AL EES 1(MIDA-),
S L IR Id Mm@ it Rk, A
Bampgt, 2. B, BEFEWR X,

FTHN, X2HE. Id EOSIMBARGOATHR. HREAEAE 2005;
13{7):880-883
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W2 JE — IF — 12 5E (helix—1loop—helix, HLH)HRFE T2
WA RERN ML EER 7, KZHHILIEHET
ekt HLH (bHLH) SRR 1, A3 i B AR 57 19 HLH 25 A4k
O DNA 45 & [X . HLH 25 My I8 53X 28 2 (T2 B s S 1 R
TR R A, AR5 3 sRkiE E. DNAZ A X B 5
E & 75 46 B IR 3 sBons s . Bt DNA &5 A X
BRI bHLH R HFR N Id & H, 1d & H3:2 5 bHLH B
AR B AR, X6 Td-bHLH R —BEAAREE 454 DNA,
I Td & A& bHLH & A 89 2P 70 9 7. K240 bHLH &
9 IF (AU 1 40 B e Ak, R Td 28 (A k22 4 A DNA
i o rEGn. BRI o e R M4 IdEH,
T AENE T N4k 20911 (Id-1), 2p25(1d-2),
1p36. 1(Id-3) f1 6p21-22 (1d-4) V. X EE G IH HmEG
SFRUHLH 50038, 737 s AHIE, £913-20 ku. Id R
RZ R A L ERIE, TR R AL A0 L p 2R IA 7K1
AR, TEAR AN AR R AT 440, Td1F0 Td27E 1.
TERIEUE RIAAERIS, RIS R E2-3 hflll2 h,
XA D3 S0 R0 40 P R B 1 LR GL-S AR R I, R
1A (5 59 i A E. SIEAPL, TdE A g
MM AL b R2R5E, SR R A RS H L.

1 IdZEBET

1.1 1dE G st shse HET AR EEZI AN AR T
KU 200 24~ HLH ¥R+, HLH & H I WERERIA,
TR E R, peE e e LR, EEAR
SEAHLH X ARG PSPV o i8iE, &N E 15-20 MR
FERFRIL, 1K P o B e AT AR KB R 1 () () BR 4y
b JF. HLH &8 F 2 S AR sl R I8 — Rk, 8T
DNAZE & Fa% R Y. JL A WHLHE B30 A SHLHE,
MBADRREX, AHTE4E2E “E&” K’ DNA
751 CANNTG, 5 1R 22 20 2L 40 A 2% oK Ak R IR 1)
. —EHLH B A g & B AH G0 “N &7 DNA J75)
CACNAG™, it /b Mk DNA 45 & X ) bHLH & A #8 hy 1d &
H, Td-bHLH R —FRA SNG4 A DNA, Bk Id &H
& bHLH 2& A iy W 0 9 .

basic helix loop helix

bHLH |:_
dHH [

B bHLH F1d HLH B E894544.

Id & ER T 5 bHLH & A B R4, & 59E bHLH
EEAMATAEM. a0 1d2 A1 Td4 5 pRb sl & B L HAR
FHISHE E (pocket protein) pl07 £ pl130 AHH {E,
Z5MMAYET . 1dl, 1d2. 1d3 58 ETS &M
M =EH &K T (ternary complex factor, TCF)HH
TER, 4 22 2805 B9 & B 0% (mitogen—acti-
vated protein kinase, MAPK){EE¢Ea) 7 R L HAELR /Y
FS 1d1. 1d2 fi1 1d3 & sk 5 AR Gk
R (Pax) f1 Pax—2, Pax-5, Pax-8 &54&, I Pax
-S4 B bR T 40 s SV MB-1 2 Bh T I S ias ). gy
M H R e F 4340 R F 1 (adipocyte determination— and
differentiation—dependent factor 1, ADD1)-Z bHLH-
SRR SR 5 ORAR, 5 Td2 A Td3 A7 B4 H i
R R AE M SRR R FRIE Y. N TdAHSE & 1 (mouse
ID-associated protein 1, MIDAL) /&2—%F Z-DNA 45
HEE, Ldl TR R DNALG S, 2541
A g IE R R o,

XF Td 2 PR B /S SR IR R SRR 50, 1 —20 A
T Td BRI 2 7 mYiae. BoikiE, Td 2R R
RERLTFR, HTHIALNY 4N TdR AR EAMIE
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K AT IIAE X, AL R 2 AN AN TR) Td 25 BRI R /D B2
FE R SOEPE R, Td1 AT Td3 25 R XU BR B/ BRAE HE A2 BTt
T, HETRAN 1dl-/-1d3—/- /N R B SCER G,
FLHANE G RN o 48 A el o LA 9 T R I P 2 4
MR E AR R TdL+/-1d3-/- /N, BT Idl
SRR PAEAE, N RATAERg, (RS AR P R 40 i
RE BB, T PR A KRR R 1) Td i R U B
N IE B B E M 5 BN TA RS DR BB Y /DN B R B T Rl it
BT L. A T 255 BRI i fa )/ SRR I AR IR 22 Ay A
W, MEPETd2-/- MR TFRAERE, FIER1d2-/-
INBR R A AN R P A b, SR T REAZ R Y. Td 1B
P/ A R M T g e, 1d3 Bpa D BRI
W, AR A R, RMRIE RSN
8. HAT&A 5T Tdd S Fa/ R0 HRIE.
1.2 1d% @ 85 4hde i EEBWmE TS EE g2
HER, dEARFEABIA. EEMEEC. cde2 B
M. BEEIRBEE 11 BRI fl, BR T BEE RIS 11
fir fAh, Tdly 1d2. 1d3 & @ RIXEAT SRR SR Al 1
PEER LY. Td 1A 1d2 85 (1 00 8 e A (7 s iR 1k, I
ENIX A (15 bHLH & (1 5 Y8 84k, 1d2. 1d3.
Ld4 H AR 5 ANEIER A2 AR TRFEREW, cde2,
cyvelin E-cdk2 fllcyelinA-cdk? Bifgfh, WEEEALIN
1d2 i Td3 2R A0SR R0 ke A iz ool
IdEEHmiRE, FERRMREENmAR, K4
20-60 min. Id & (PR AT RE LB 2 - E O BA
B, 1dl. 1d2. 1d3 & [z %159 26S & A B ARRFfE,
Ld4 Wz Ak, (HX) 26S & E B AR ABUR. 71T E Id
RHMERR T ANEE, (HE1dL, 1d2, IddEAKR
LT 55 AR B B JE A S A 2R R R St s L

2 = SMEAREER
Id & AREBEMRASAER&IER: B4R, IdEH
B S B KB (cyclin-dependent
kinase, CDK) #li#l7], /&8 G0 CDK B E &
VYA LR M. Td1 #03 E2A bHLH 975 89 CDK #0571
p21Cimt/Vaft =3k BRI P21CPY%ef %) cye1inA/E-cdk?
TETERNE], AT BEER 1L pRb, f pRb 55 E2F f# B, (it
GL-SHARLAT. 5B B i, P21 Rk F i 5 & R o
ALAN G R I HARL G 5%, JEl MyoD 5 G 18190, pacivt/ent
BEFXREE&, EGR&bHLHEF L S0 5, A5 MyoD
BCE 2R A0 P2 10 /Yart JE BR800 Td 1 & A
bHLH BRl 755 S0 P21 Y% BB, fif cyelin A/E-cdk?
WEME TR, AR S RO FEMR N, Td1-/-1d3-/- /N
B A Rl 0 A PR et LR A L R, fRE P T R
P27N Lk i 2 S Ak, Td2-/— /N BRELAR b R 4 A 4
wﬁﬁﬂ'f‘%ﬂ:‘i%ét; IaHTj—P2lcip1/Waf1;FDP27Kip1§ E%\%j‘ii%%[zﬂ‘
BRI, Td $7 979 CDK #IIF)3R1L, 7 40 i 5 S i 45 rhoi
HEEM.

o4 & 1d2 f 1d4 5 pRb K HAH RIS &

H P107 f1P130 A EFAEH, AR pRb X E2F 5% K
FHRIAH, TR G1-S HHRHEAT. 46 G131, pRb 45
HE2FEE O, LR A0 A BAREAT B E L, B EGL-
S HAPHWE. CyclinD—cdk4 flcyelin A/E-cdk? B 1L
pRb, B E2F B, {40 fuisk A\ S HA™*. pRb FIE2F
7 G1 HAH B VE 2 J8 i pRb 948 TE Z5 4435k, 1d2 3@ it HLH
CERYIE A R RS AL B pRb RIS T 45 M08, B E2F
T, (R ESHPEAT L BT R B, 1d2 R mye FIHE
B, my e 3 DR (R A AR A A T v B R 12 Y,
BRI, Td2 AT R F mye WA R . 5456, Rb KK
HEE PLO7 FIP130, HLHEHE 1d2 AP, Idd EH T BE
WIEHI R FKHEE H, 18 1d1 1 1d3 FEAREZEED.

3 IdEBSWEDL
BRI A1 34 B4 F RS T LA R0 is ifi 40 i
(A 5. TR R AR i 228 o5 78 734 40 i A SR A1R
SRR Td1 L3RI AR T/ B S L% 40 i (mur ine
erythroleukemia cells, MEL) [ E &45& 5 MR, i
Td1 PRI /N BRAT. 5 i 40 i ok B o 7 40 JH ks e R X
RIE, T —H T (DMS0) %5 T 1 70k =0. H 4L,
AL Tdl Rk, TdUEN S E&MEER, Mk
TR, B R4 EE 2 (bone morphogenetic
protein 2, BMP2) & W40 A sr LA I57 , AT AAE B oK~
HES U3 TR, S SO0 - TR R R A Y,
XK B Td17E 40 i e ke s T R H

IE 5 M R A 2R BUE IR 4, RIRA L =
P bR AR AR AR S 00 A0 B AR 4 PR g p2 1 O Yt
Fp27et, g HPHEEAE GL ). BT Ling et al WK
WHEAAKBEF B(transforming growth factor—
beta, TGFR) if5 FK AL HT B MR b B2 4l fR HPr -1 704k,
R AMMEENE, FKIHN, AEEKSMKI8 R
KN, R Td1 R AR, XR 11 RIE TR
IR FIZE R A0 M o i AR . BOE R I, Td1 7S
AR HE BRI HOIR IR 2H 2R P Rk B, BEARTdImRNAZK P A A
FAH R AR g b A, B, TR FRIBHRRAK
Al Bz, Td1 LRI g i 1, M
AR AN f B A kAR L. 52 M, Td2 TR FLIR =
B A oA I AR R R T AR AR F S T 2R PR e a1 42 B 3L
[ 2 X A N Sl

4 |dEEMMEAEAT

KEHWFTFRE 1d1 36 L RIEIM PR,
H AT K240 1d1 Rk Fpg osg a2 bR iRy, Bk
Ld1 = BHIHIAN MR T, H S MR TA G, e ar v
FEAM, Td1 PR FR A RE TR, M S
TNFo /EH T ART PR 40 /L LNCaP 4 e, 7& Id1 Rk
PEAERIEA MR A B3 & A FE P TR M sE T, 1B Td1 Rk
P 0 M B B SR IR P PR R A R T %6 iy, 1 L Bax &
. Caspase fIZ ADP ZBERE & B (PARP) 8 jm, &



882 ISSN 1009-3079 CN 14-1260/R

HRENBVE 200648318 £13%5 F78

U T d 1 35 PR 38 AT AR A 51 B A e ) T sk — 2B 9T R
B BT Td1 35BS NFRB 342, AT RS T i
0 (R &P 3 7 -1 (ICAM-1) Rl Bel-x1 28 R IA SCHL 1Y)

WFRY, 5 1d1AF, 1d2 %S il
TS5 1d2 550 Rb & ETIEEE =5, B4k, 1d2 & Myc
HEEMEEARY, Myc EAF UL HEE AT
BT R Td 8 3 S A T 2 FHLRIBE SO I, 1d2 &
FIA N A3 X 55 bHLH 8 A ELEF, T B ROE T Toi4 13,
Td3ANA S X 7 120 M, 17 S5 020 T Bax 85 (1A 6

5 IdEBFA MBS 4
Id EETETEMBALR P mERIL, SBALRNLENE
B O, BUTIRIEAE 150 N IEE P A Td1
SEAEEE KPR e, T HOK 22 b R SRR T, Ry
BRI, ONEEEOYE, IR TdL X 4ERE PR AN A A
KIEUTF M. TdLFRIAKFIES PR 2 22 RA R LS 16,
IXAERTHI AR PR O S8 PR ST 52 TIESE. BIEE
TR Ay B S R AN RS AR & B T2 KA N T
T MBI, AR T S AN R B A B Td 2
mRNATE BRI P L 3R 0A, B T R AR TPAS T e e 4 e
34k, Td2 mRNAZKSTB#AR, Td2 s SORFRR S Y3l 740
fAE e, R Td2 /e e & A o R L

WFTTd, Td&E A7 E & R IA L, 1232 7DNA
AR A R A BB G -SHRREAT, JE Rk T 1E B g0 g A
B A e AU S R T AR A A TR A B A L.
Ld1 5 S TTZ R4 R A4 5 P16™ 4 KA A X, Rb
R VBRI (b I8 I, o HAth P 40 B R A A A AR vk e
5 P21Vt R IP2 74 AR B YL T 1 1 R 41 A 4 B AL
Edﬁﬁ&ﬁ[ﬂ]‘ ?’:Ez:%zéj‘i P16INK4a Ejz P21Cip1/Waf1 E@ﬁ?ﬂiﬂ@;
Td1 & A P27, m P2780 i ki 5 Rb & (A %
FR Ak, B A0 i A M R, IR SR I ST P A5 3 T IE
S2. R, Td 8 6l I ] CDK R3], 3900 Rb & G #
R Ak, AT (R SEE iR 4 i 1 A=

BIEFEF R, BOEMAPK (558 R 25 1d1 S
PR 0 JL 288 A 1 55— L. e SRR TR AT 21 BRI 4
il LNCaP ', MAPK {5 5 i 289 3= ZiH 45 T Raf FIMEK1/2
R ALK 38 0, T B MAPK 3842 R0 - L A K
W H K (early growth response gene-1, Egr-1)7F
BESKRNBIE KTt B8 n. 0 MEK1/2 BB R (v, mT L
O N U RN T Egr—1 IERIA. I MEK1/2 75 P th A
T TdLEE A0 B Az, o 240 fl A KOS T 5. ax a2 &L
F T Td1 R 5 FEMAPK 5 S8 72 800E, (28t T fhiig
0 L fr A

6 IdEBShEZMERE

PR 22 AN RS BLIE LA D R, 1 S0 A i 2 25 A oAt
A AR R BE . AR R R, R 28 B
o, B I B A A A 5 4k SR B AR 3 AR AR i
BRI R Td 1 7 g ik R iR EEE . iF U E

B, kAN BRILIE B2 A & SCp2 AMER A 1d1,
5300 AR ZE R R R, A O B R R 28
FIRKRIEE, XAEE5E 120 ku MRS B EARER
BOInA %, BEA K EMREEL, RETdUAT 20
LIRS () 1 1 42 R 1.

HEWFEY, Idl-/-1d3+/- /MR B\ TILE EHEA
RS H M R A TTIEEN, [dL i 1d3 BRI XGR FR
/N R R AN T T R B, I T B R BT AR T M
BN A K 1 (VEGE) [ B SRR T 57 4 YA TE i
Az P e A B i i O BRI ST I, — A i
TE R0 A s P R R i A Hie 46 25 1 (thrombospordin-1,
TSP-1), /& Td1 %5 M8 R TR 1. 7F Td1-/
= /NEL, TSP-1BEsg3bim, S0 T BRA 4 A K T
(FGF) 1 VEGF 1% S I AL Ak, - PI#% TSP—1 23 fr it
B PR TA 10 TSP-1 4% 5% ] BR 7R (it ifi 8 AE B 7 THIAD
FHEAE. SO BES rHT REL,  RE_ER Apf Td1 FE
R FEUUAMRHE M A R IR A R a6 I A5
B4, B LR EAN 2 A4 A K K24k 1 Rk
NV, FREI Ld1 RIERTREINE] T bR AN ML A A B R
71 Bk, Td1 & G 7 M an i 3 e sob i EEAE .

LdIfEAR 2877 T RIVE A FLIE P A5 2 THFSE. a9 R
TR 1AL 7L = B AR 22 PR 1) FL 1 40 i A MDA-MB-321 F1 MDA~
MB-435 H RIS &, T AEARAR 22 PR MCE T F T4 7D 4 ff
FORAN A, F LR U IR AN 3Rk, BEFF(R
UG sh Y TR A BRI AL I Re . o L, e LT d1ER AR
R YL FLIE AN M A BRR RS, RS 0 e Ut B
%, X4 BAMY R A TdIZEZL e SR it B4R, T
BARRBRTdLRIA T LME A8 LIS R 1 5Rms 2 —.

7 NFERIR

HiT RIS AR P 1d & 3k HilE, HEXKT
55 IhRg b R AN 5 5 5%, AR SMIT T B Td 2 (R R
M A A, T REMEZSE. IJEAXEA M
RN 2eIA T 2, HLGR i A % AR L 40 RT Bt 8 g
Ak REREE. BT, 1dEA 5 HAME A0 TERL
il B s TR TR R IA 1 B3 R 1 AL 28 (1 1Y) R IR N1
EANTE R, B EEUH T 1dE B 4E NS b 2 7L
W5, AN g AR B9RE (i2 Wi AR 7 7 AR i 1Rl
W, T HL A R TR BT 29 0 (4 LA

8 ZEE
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