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SR PR =240 5% HhoLs , K 300060)

WE  MASURE AR R0 RS, FRAIT G TR ERA B THAE ARG HERAT 1(Spl)HEA Sp/Kruppel
HHBHRATER T — R, CHIERARGAT 285 JURE £ Ko s A5 4 % 008 R B e Rk, 545 B 28 Spl a9 25 Al &
VAR Ao LSRR P W O T AU AT SR8, ) TR UM T 09 06 97 7 XARBL I 1R 3%

KHEIE Spl; SUMLE; A T 454

hESFES R7379 XEkFRRES A

FUIRIE C N 16 R T 28R 2 —
TELC RGN IR A R T s B . T80, 2] 2020
2R AA T 197 T A LovE R BRI, Kb
622 000 JT NAFSETF X FB i F2LIRAE I i &
R FGE T4, S RO SRR IR YT SR 256
UL IR AR B B 3 2 b i IR TR T MR Y ek
5 53 DR AR DRy Rk DR R 0k ) 2 g R [, AT R
WIES T SR T R FL 25 P AT S R P Ry
5+ 8 H (specificity protein, Sp) ¥4 5% N 1 J& T Sp/
Kruppel HE8FF8 7 sk 5005, TERIG AR A4 5
IR B R rpE E AR Y, Spl 2R Y
HON )2 LY TR NZRIRE A Read fe e A B
MYEH. HETCATVFZ0T5RY], Spl 1Effif | JR
S AN LR A5 e vhad ek, O 5 IR e B AR 2R
PELURAN RS A OCH, FEFLIE T, Spl RERE I 19
S AN G I AT SRV 2 BRI 2k
LR Y A R e L) KRS T RN TS S B UTAR OGP,
PRI, Sp1 S 307 FLIUIER 1 B B0 R 2 — . RS [l it
T Spl FEFUMVE AN IS ToFIgEE . TR AR Y
YRR, 25 T I AR 4T Spl A S HIRYT 259 LA
B LS SR B FUIRER TR IR S
1 Spl K&5#aF1TheE
1.1 Spl #9KZEH  Spl & Sp/Kruppel HEEE S
KT HGER— 0, BT AL 4 12q13.1
LD AR Y Spl HEDA gt 1 s, Spl g3k
ANRIF S5 RS (A, B, C A D), il 785 4S5
TRZH AL Z5H B0 A 1 B 5 & A Rt e A Ik HAE
h e L TE LA B (transactivation domain,TAD )2
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YEHT, RENS 556567 11D (41 B0 TATA 454
FH(TATA binding protein, TBP)Fll TATA 56 2 HAH
KK 4 (TATA box binding protein associated factor
4, TAF4) FAEAH EAEH] S5 C 245 12 DRI
6 A BH A F Ay ) e B2 FL A DX, LA P R] Sp 9
DNA 456 DLRF S m AR o 25491 D 2 Spl 4¢
A B Z RGBT DA Spl 3 T2
(B AR ELAE TR Sp1 %GR o 76 Spl Y CR
Uit , 4 H K C AN D ZIRLEAT 3 4~ Cys2-His2 B#Hi
BLF, 4 Spl i DNA Z5 & 45050, BRLL E4549 58,
Spl # N A s BAT —A>/ N i 45 44 428 (inhibitory
domain, ID), REf%IE 540 KA EAE IR 4
TEHER A F B A IIRE,

ID X IHIZ5H B XA R BR B e
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b Spl A gi, AR rh 2/ 12 000 > Spl 45
A0, Spl A8 B T HABFE 454 5 HAE R 1) GC
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B S, R R AN 1R A 2 00
R IR B S5 ok R T
TR LU N EMT( b J Rl B Ak ) 487, A, Spl 7
S R AR R R AR i B SR, AR L
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B 4, S5 R R SR I 1 1 ARSI T AT 185

SRS R o ik, O HL Spl BY/KSF- 5 5 R 4 4
W AR RE LA M RO AR OC , iK1 Spl AEAE T
AR TR,

2 Spl 53 iR%E

2.1 Spl EFUAESRIG 4= A T P 491 )

2.1.1 S5 an i A e R e &k
BRI AN A I 4 A2 AR K RS
P, BERFLERY P 2L S TE . AEARM AR AR
YA R =R 4 TSI EL: G (DNA A%
i), S(DNA i 55 il ) , G2(DNA 5 i) 5))
MR 2250 288) o A% A0 000 240 e J) SR 0 22 e
3N CHEAH A3 U4 AR AR L AR AR TR
*ﬁ‘l‘if)’?ﬁﬁ@(cyclin — dependent kinases,CDK ) , ZH Jifs J&
B AR5 I 3% 0 55 (cell cycle dependent
kinase inhibitors,CDKI). 4 Sp1 [4E H7EZL A Ji 4
J 7 v Bk BEL BT s, 40 MR D 8 T D1 (cell cycle
protein D1,CD1) % 335 B i T i, 20 i 344 51 B8 7 0
S5 A A T AR Ay 200 A SR e
il ) (CDK interacting protein/kinase inhibition
protein , CIP/KIP) ZZJ H i — 51, 4 0 J] 0 2 1 A4
PP B 6 P F p21 cipl (CDK—interacting protein
1,p21 Cipl) AT 7E4H A1 301 4 B AT B B il CDKC Y
Wk, HR s FIXBEA Spl a0, M
siRNA K¢ Spl KRR, p21Cipl mRNA 7K - i
FHEARO, A, Wei S E ORI 5 55T
L S PG I F 6 (signal transducer and activator of
transcription 6,Stat6) RERSAE R Spl M4+ 5 p21
Cipl A 20 T B B Spl 25 (i 24, (R
p21 Cipl FEP YA , s LA FL e 2 4 5 5
218 2 Z /K (progesterone receptor, PR) 55 22 il 45 &
JEBREE 5 Spl KA EAR AT p21 Cipl 2
Rl 32 3k ; Stat6 Hfg 5 PR WMAIVEFHT p21 Cipl %
PR B89 Spl & Xk, ILREIMTE p21Cipl AYFE
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domain—containing protein 8A,ZBTB8A MWE N BEFE il
BTB %% #4 W 45 4 (zinc finger and BTB domain —
containing protein, ZBTB) & % H i — 51, 75 I 45 i
Jed 1) R 1B U R LA K 200 i i) 446 B A T b B R B
YEH] . Min-Kyeong Kim Z£2% i, ZBTBSA % 5
Spl Se4h4 p21 cipl Isifa s+ GC &, SEiiip
il p21 cipl (%% 5%, e FE ALY 3E 51 o AT DL, Spl
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& (hepatitis B X -interacting protein,HBXIP) FER AT
S Spl ok B /MR AT AR AR KT B 2K
(platelet —derived growth factor beta polypepti;de,
PDGFB)HYRIASETTE HEFL e A R a5 . Ak,
HBXIP if A %3 i Spl i LIM 45 /4 3 & 1 4
(LIM domain protein 4,LMO4 Ve B, ) 428 1 g 41
MO CnZni A8 D1 R4t E & H
E)R)ERIE, gt — DA st R A po e AR . R T
Spl X T4 RIWAR G H R R AR, A
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i 5% Z AR K T 3244 (insulin-like growth factor—1
receptor, IGFIR) EATRSE BT T-MPTA 22770 %
P, PR FLIRR A VF 22 B g ik, Spl J2—
AR IGFIR He e s I8 -, AeFLE,
WE DR R BE A 38 o YT B S IXL 1 SplL ik — 2B S
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HH B AR -2 1 (B-cell lymphoma-2,
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XA 285 A6 Adamts17 el 7K SEH) ik BAA E 2
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BEY, F8E RN F E2F1(E2F transcription factor
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FEPR S sp e M B R 2 e T AR AR
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IS 1% Ik ik LA B 200 L &7 5 T 1 o 9 B i — A0 (2 2R 4
MLAIERS | 4 Sk <6 s A 1 5 A1 (cluster
of differentiation 147,CD147)2&—F & T ERHE
HGEIE Y 58-kDa BSIRAMEER 111, REAS AR I A L
[ A kL B 20 L e 7% L Spl RERS I L S CD147
JA ST A ARG R R IR TR e, L B
AN — PR AR BE S E  FEAI% Spl 5 & 5T
&R A R 3 R 25 A0 R P HR A, R4
JE AT LA Spl Sy 55 K B2 ABL A4 e A% 40 il 500 e T 7
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R AR HILS o-Sre B 7456, it —2
S c~Sre mRNA ZK-F-HY 14, 40t L s 200 e )
TR,
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FERGEE (AR E 45 A . 78 EMT id f2 i E-5 5525 (1)
Hil 7 SNAIL H . #8485 E @453 HEH 1/2(Zine
finger E-box-binding homeobox 1/2,ZEB1/2)Fl Twist
FIEEE H 1(Twist—related protein 1, TWIST1 )35 I
P, b R A0 O 2 L b Ry TR (] P R A
[ FEBTARE YN N-S5R R AR o5 JEEN
&5, Spl I EMT s Ry G s K2 — g
%38 1 i) E—cadherin (%328 1K 3 11 42 32 Jirb 722 40
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ELEAYY B-EME A ZEB1 F TWIST1 #4515
P I S5 3 EMT, i H i 75 40 i 5 R P450 1B1
(cytochrome p450 1B1,CYP1B1)i#5 5 EMT i
RAEHEZAERTE Spl bR 4N, CYPIBI i35
(1) ZEB2 \SNAIL H H AR 8 H 9 R kK P 2. 3%
FEAK. AN, kR F ZEB2 LI K C B R (C-
reaction protein, CRP)EWEE i 3% Spl #t—E30%
AR o5 AR o2 RIE, LIE E-cadherinff
Yy T EMT, gyt i) LA Y, Spl 7EFLARES
() EMT i 72 i 2o 7K R R SCE R, 25 LU
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il A 7Ry A W B A2 B EMT i3 i 215
B —E G AT B AR T A — € A7 1 I
B B& T E—cadherin 193625k A2 UE EMT
41 ,Spl 1E TGFR f2 3k EMT (¥ i # vt B4
B ZU SEPIRE SR TGF-B1 REAL 1 it
L = I R %R A1 (high mobility group
ALHMGAL) HFRIARAEHE EMT, HMGAL 33+
R8I &4 Spl 4557 51, TGF-B1 il i3 37 Spl
PR ALIsR T H S HMGAL 38 TrIZs &, #h—
5 HMGAL BRIE . B—"F3LIETT o2 (6-MERMRY:
Folig 1(ST6GALL) By R IK AR (i F TCF-B 5 5
9 EMT, 5 307 FF51 f i8 Spl 455 00 s &
TGF-B i1 EMT i #2H STOGAL 4% S35 AL T s
T2, BRI, Tsang—Chih Kuo 25™% B, ANGPTLI IfiL
TR E M E M 1 (angiopoietin —like protein 1,
ANGPTL1)HELA Sp1 MKt 77 k15 5 miR-630 119
ik, e AMHIEHE EH SLUG BYZRIK S L B W]
JEUH Ak, TEAA SN RE A 0 ] it 988 1 LA 40 L A S A%
22, AT UL, Spl 7RI FLARES EMT 093 2
TR, A TSR] R R REXS EMT 5
AR TR B RE A, A e] 38 8 I8 Y5 Sp Skl iid & A=
AR B L B A T o — 25T

2.4 Spl 5 ¥ewigsr  Spl MU A LIRSS R
R (A A TR/ =28 I AR ORI AR i )
(R RE A TR AEFLIRE h B . DRt ]
INGE TR AN Sp1 K 2 FRAR Y B ML Y BT
Vo AEXITH, JURV N TR B R R FE25IR
FRFIMEARTR I T#E15) Spl, i LA 40 i
AT

24.1 JeMER  JeME R R HE P %
M LSRN G R RIS . B — T EAT R
PURTETERY DNA Z5570), BB5 5 &% GC P14 &
FBCSpl WAL S A & B s Spl 5 HAL s 4
Bo PRARIE , EM R R AL M AE T A MR TS
P, Liu SEPE I, G R AENSE S T 14 Spl Skl
il = BAPEFL IR A0 AR R A SRl R AR
19 L A 200 245 vt B A L A T
24576 11 (Breast cancer resistance protein, BCRP) &4
FHMEHANEAZ—, R s T XKE&EE 24
Spl &AL, JEMEERAEWSAE Spl 15 BCRP 1Y
S EMHNT BCRP BHAE™; WA, e FLIE T
AR, R 2R RENS 1 i BHIBT Sp1 S5 FLARE 40
JiL e 2 5 PR LA K 1 R SRR G B R Y )R 3 1
S5G, TK Le BE PR 1 e 3k ol L e T 24 1 4 i

X AL EE 2454 22 3 L AL B AU,
242 AEEABIRZ  HEEARBTR ZFEIFIRIR 1Y
UG VAR SR R v e B, 5 B o i o e 5%
PRI~ Sp1 A il ok Ji 9 40 M ) A= A Bt I AS W AT
58 R B [ RE BAT I 25 i s 28000 LR
A K BIER] . e R ASS des rh  FEF IR g
G 3E i Sp1.Sp3 Hl Spd Kz R AT DL H AR
A 9 7 KRS Sp1\Sp3 FI Sp4 1, HE 0
M A B FEFLIE B FES IR REAS i 1o 41 i
ANE A KK F 2 (human epidermal growth factor
receptor 2, Her—2) ()32 iAFE M #I ] BT474 F1 SKBR3
TPV 982 200 i R g A R, T 2 7 B A0 e e R e A
JHT Sp1 s e LR 96 41 At A K AT B RiTR TG
E{FS1
243 RINGY  MERMETER B3 IO & 30
RN =GB, HERTRRENS L T4 Spl 4R
FAT mRNA )2 IKKFR 1] BT474 F1 MDA-MB-
453 FLIERR ALY AR KT T5 T R T A R
Wy RE W B A 7L AR 4 L Spl mRNA LA K 25 11 5
FIBHYIRF, [a] -t B 68 B AR L2 40 B 48 57, 1 4
AR AE ) Spl P15 2], Bl CD1.Bcel2 \VEGF
S AZ R VEGFR-1 Fl#% K+ kB(nuclear factor—kB,
NF-B), JE T &A% T HAEFL R A0 b i e s A
PRIET MM P, PR A2 U ERa/ Spl
A5 p53 WA, b FLR R A0S GE T2 L T,
H BRI H A H A RRASE ] Spl FFA
FUBIm AR T, IR AR A7 2R AR IA K F
244 Spl SELBMEINZS  Spl bR T 5w 2L 1
BEBE NG R 2 B LR T 24 A0 o Rt R 45 R
AR A — R 258, &) 2 W H]
T2 b R e (A 5 L s S 0 55 ) IR T
b, SR, 3024 1 1) T 2802 30 e 4 i 3 A
M 25 PR R o Zhu SERET S EER R R T 520
25 AL, b Spl A3 Y MEIRSE A - o 175
2% 1(tumor necrosis factor alpha induced protein 1,
TNFAIP1) b4 B TR AR AT SAZ B i 25
P, IE H R Sp1-TNFAIP1 flim] & —FoBr 1935
PRI A A

Spl &V T ANM A . HEAE DL RS 1 OC B
ST SRR T Spl MRS AN WIS 58 ol P
J& . TEFUIE D, Spl BERE) 2 YT S LR KA
RJEAHOCHYBEIE, fn B He 5 40 F A P Y Spl
(AR g i N N Bl e e B E S v i e o i
RLAIETE 5 3 RERE Al HE A5 AL AN Y 7 A R ik
] Spl WRIKREMEL IS TCF-B 175 T FL IR
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