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Aryl hydrocarbon receptor and tumor development and progression
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[# ZE] FFERRZMCaryl hydrocarbon receptor, AhR ) X 44 ZIWEHAZ A, 2 — R BCIARBUE RS e, 24 5 2005k  a O5F
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Z I T K2R I PR A v A T NS
75 Y, O BFSE R, 2 o i 3L 3
A BB BRI RS R RS . TERESE
T BRI AT B AL 2 I —Fh &
FNE A, BIJ5 & 4232 & aryl hydrocarbon receptor,
AhR ), ¥ 44 —WEHAZAR( dioxin receptor, DR ), X
AhR HYBUEHLH] AZGENTTEIAY AhR JHHESMNEAL &
YA R R0k, B LE O T R A, A
AR IR AL RIS R, ARR 3
A REIE Tk 20 L A R O T S e 2 5 i
A K. AT RN AhR X2 A W27 A7 R 1)
SRR AR MR K A R b BT BEAE

1 AhR BIHER

AR PP IS BB SR IR T, H 805 N
FEMR A 8. AhR J& T 12 E-FF-12 7 ( helix-loop-he-
lix, HLH ) #8 K 1% (1) — 4> W K 1% : PAS( period
[ Per J-aryl hydrocarbon[ Ah ] receptor nuclear translo-
catorl, ARNT ]-single minded] Sim ] )&%, AhR J {2
FAET AR, W FL 3 DI sh ) 84T 3 Fi
ARG A AR B AJS AR T EAE
i SRR B FFIERRIRT . AR A AN O A A 4
AT RS 2T R S AR RN R AR 2 IR TS )
PN PP AR A0 45 5| RS | DUtk 6 S A0 ) A A: DU I
FRARH 55 E AT X 2 Sh W R N A AR I
Py, BBy & A X S Y PRI Yy . S D
TR%54 )5, ARR 5 ARNT( AR #5326 11 ) JE B
R AL AL, AN E ) 55 T xeno-
biotic regulative element, XRE )45 &, 5|2 — & 51 41l
FED A9 K, BG4I (0 3R P450 ZXJE( CYPLAL,

CYPIB1 F1 CYP1A2 ), Rk =Y 2 dmE ) I Al
FHAMIEAL A ARG, (EHILAA T A0 ok 22 4 1) S AR AR
WHE R R R, — 7 T A P Ol B —E IR E R,
I35 18] AT i85 SRR S A v B0 Ik 0 P AR
PR AR A LA g g 2 2

HAEIX AhR AEH2EDIREM T b AL, EEk
FIXF ARR JE M B /N BB DR 5T . Schmide 2500 4%
T, AhR-null (/NEUF & B 5% (46 2 FL L JE
UL IR AE % ). AhR 7515 K & HhEMEH
JE2 A2 5, ARR SR A 1 /)N BROVR 22 0 2 e T ik
PRI A , JEL 4 R LA N T 0] g e T R s A e, B
IR B, ARR TESh Y 4 K & & ke F 22 4E
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(% A RASE , IFBe R T BOENE IR AT B
WF5E & B, AhR 5 ZF I (4 & A 06 . LR A8
ARR A5 AR/l o ARR A
HADILH CYPIBI i 33K, CYPIBI 7 3] | 2
FORE R S AR T AR 30k, IE 5 AT 4k
A K N F-9( FGF-9 ) IE A ¢, n] B 1 0 45 b
TR AN 5 B 2T 24 A0 A 1% A B VR ke A a0 i R A
KT AR ARR A 2 1k BA S TS AR R
K IEHALN . BRAS A S AR, ARR £
R ERI, BV R B E R A s E
I, AhR IR ZE WG I, 76 B 8 0 AhR R 5 7 %
Bl e TIEw AL,

2 AhR 3 BfJe5 £ A 3 58 A0 20 Be ) BA Y i 3=

AR B8N BC AR BTG e, JHE X 200 it 154 7 R 2
e JEL 3 A A L EL A A0 B S, PR RS 3% A A 0 1 7
B S50 A5 BN R 8  AH BLP TS A5 SR . e R AR
KRR 00 fA L4, AR B3 8)57) TCDD( 2,3,7 ,8-tet-
rachlorodibenzo-para-dioxin,2,3,7 L, 8-PUS —oR-Xf-—
e O T (e 1 e S e OB T B 1] L A ]
TEFLIRE MCF-7 400, TCDD 38 33 34 fin P21 A1 P27
R 1 /K BEL YA 400 B 30T AR A HL At P R
240 0 45 B R 240 130t A AR RO A, 2R B BE
P Al B /N B 3T3 4 f kg s 4 3-HT SRR
B 3-MCHREE R IE I P21 A1 P27 /K, s/ 2 it JH]
HAZE M1 MK 4 3% B 2 ( cyclin dependent kinase 2,
CDK2 2R FA KT, 0 ) AT e Jk ot 7857 PN 1z 40 L %)
iﬁﬁ[ 15]o
JUE AR Z W 5% e AR A AN B AR A AE A 15 150
ARG {H R R R 22 Y UE i ZR B, AhR 8 A A1
TR BCARATAE I 45440 Tt RE VR 15 41 I A 4 5, AhR
ot 200 A 3 5 R AR 0 S T o) B P T 40 i B 25 R
AhR LR B A9 /N B Hepal 40 i -5 55 A= 59 41 it 4
e JESANE, AR S 7E G/ G, B 40 i ]
B ARRC /- AN ET 4 40 M B4 5 L ARR( +/
+ AN, BEE T AR BEh R B0 L R A L A
DX AN AR 290 M () 18 B o, (7 ABR 7R 200 i R 40
VR R AR BCARAY . 7F ARR(C -/- )RS 4 i, £
PEAERK LA, AN cyelin | eyelin 4R 4 84 i 55 R 7K
SER R AP E A K R L 40 TGF-g1  ECM #H 3¢
FEPR | JE 0 3% AR5t T it 7 o) 5 R0 9 . ARRC -/-)
(4 2T 2k 40 8 53 W O £ (% TGF-B1, JF HLI 7% 1Y
Smad4 I TGF-B1 mRNA ACEHEAI 7, i 55— AF
F2 IR, ARR BN B3 A B AT A
o R i R R MR A R R A

ffl HepG2 1, siRNA UTEK AhR J&5, G,/ G, —S H7EFE
WD, FERE cyelin D1 cycelin E,CDK2 ,CDK4 %35 F
. MIEFLIRIE MCF-7 40, siRNA JLEK AhR {2k
Gy/G,—S W, Box TN AhR XA 1
WIVER . Pk, 76 %A BOARAAZE S DL R, AhR 7£
MCF-7 4 i 7R A AR, i 7 HepG2 4t i 0]
S KA HEVE L IR ARR X AR K A0V 2 40 A s
Sy e,

KEB B FE NN, FE AT BLAR A1 50, AhR
AR 4 L 0 T T v 2 AR 0TS ARR 5 5 L
0 IXR) FES 441 Bt 983 £ 1 ( retinoblastoma protein , RB ) A &
Ve ELAN M A, i G,/ G, W53, DNA 42 i fig
IR, AT A 3 2 XL B 20 A Y
WF5E 2 SR E AT MR E FOR RS B0F , AR 5
241 i JR 3 2R AR B 4( cyclin dependent kinase
4,CDK4 ) JA#Z D1( eyelin D1 )M EAEF, Lh4R 3t
2P0 e JE S0 A R 3 ol R EL A D e A/ U A
TCDD 3R, M5 G, 20 J5 99 L3

X AhR 7EH A b BV AL, A 95 R A A
FA 53 R, — & AhR e ke b e KN 7
B1( TGF-B1 )mRNA [ [ f# kil TGF-B1 ARk,
FFFHIKT TGF-B1 A A A 40 O3 78 E H . — /& AhR
5 RB s2 HAEF, W04 RB 4K 04 % 5% X 7 E2F, BH
E4mAEHEA S 120, PR, 4 A 28 B0 R — A o
AR J2 A SEAS2 A 20 i A K A s i R &R
H AT T 20 2 A5 L4897 AR 2 51915538
% B 5 e ) 8 A EAE A

3 AhR 3 BhyE 2R AR T B9 iR

TE AhR SR /N R, JH40 36008 T 3 B2 e, ml i
HIFR R 55 REBE TCF-8, 15 T 40 1
A H—J7 T AhR B 5 R 2 BEE R FasL H]
e | 200 O T D A0 AR O 22 AR X 4 U T
HIAS [R5 ) ] BE O T8 702 i PR 2 A ME IR AR
SIEEAT . AhR BRI /N B 98 40 B X 55 2 2k BR G
MAFIVER T B AR E T T U, X R T
AR TERIFUR 30 G PN 7E 08 T30 3% v R i i O 4 4
Mo AhR = 5804 A7 RN A2 362 8 o T 8w g
3" FR LV - Ay B B KT SR R AR K
TSI, hBEEMFSE ™ R, AR Bh= G351
Akt HGE B BTG LAz 350, X TR R AR5 T
2 AR T R 3

AhR 3 8)57) TCDD BEID i 48475 T 1) -4
JERSPE T, TCDD AbFH 58 SN AR S i 4 e )5
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IFEH F R RIE TS ZZ J T 09 3%, B caspase
PG VA caspase JIEPIHI BT Y] AMT4& 0, TCDD #
il T A R T S, AR AR S
YRR B 2T IR T- 4 R RE S

AhR # TCDD 3% )5 , B85 5 3 4 ibk L 93 4 ifd
PR T- R PRI AhR FEJEAE 1) & R )2 bk 1 99
A R FEZAE . ERSh, ARR A2/ 4 i
T 53 S E-2( COX2 )&k S 5 T-1
Bel-2 805 5L (45 Bel-x1 F1 Mcl-1 )i PR A 5.
RABFSE 7 ok, 5% T TCDD {3 T C57BL/10J
/N BR TR U EEL 45 10 bk L e 0 o, B 2 37 5 M e 1
451 COX-2 RN W EHI N, X L5 R, AhR
(PTG S COX-2 2o 22 1K J2 Ik B2 98 40 L AR SR P 0
() — BT BEAIL , T R -5 44 P9 Ik 088 1) 1 SR A O

KT AhR FEJH T IR EEALE, B RTA 1 2R
. AT A, AhR 5 E2F1 & A 89 A B 4E H o] fE
JEHLHI A —H 2, E2F 25 1 IR 3 — 2 50 40 i J&) 401 4
KIEH 5% . E2F1 RN T, AhR READ ]
E2F1 JEFE AL H T-FE R Tap73 , Apafl )AY5E 5 i
T R

4 AhR Xf g LA BEE RS FNE Z R 2200

AhR Figf& TCDD FUFHSE M5 R WIRes | & b Rz 4n
I B 252 2 R RS , E2E T 2 i A
540 AL I A B T R Sl A R ] 1 4 k. it
AN, TCDD 4b 35 4 41 g 26 30 1 5 K i3z sh k(i ik
). XL TCDD BYVE R 240N AhR 34006 A =
1, BN Jun ZHR I INK ) B B0 AH OCHK o
AhR X200 m] 58 1) 5 i AR e T L AR JE E R oh
g — B B B VR AL > . 46, AT & B, —Fb
YT F8 A1 B2 19 Bk 35 73 F: HEF1/NEDD9/ CAS-
L,J& AhR A5G SERRIEN

AR {5538 [ 2 5 P8 45 5 A i) 2 D9 Y 2%
KRR 2 56 5T 4 J@ 2R % MMPs. AhR Xf MMPs
PR FEPER IR, s HAE S R AN O A —
AOPEFI o 7 IbE s , AN A% N ARR B9 263K 15 i
SR L4579 TR BRI R B4R 28 R EL 2 B R A
Koo TE T24 JB5MESE 4N MIAR , TCDD BEif i AhR K5
1) A2 14 o Jie e 240 L P 4= 28 , -1 B MMP-1 . MMP-
2 MMP-9 kM E 2. 1 BRItk AGS, TCDD
Qb B e A R 22 e D 1, PR MMP-9 3Rk
T FH siRNA ULER c-Jun J5 DUVEES T 31X Fpg g , 2 11
AGS ) AhR 38 FEU4TE J5 T BB AL c-Jun AR HYE 42
S MMP-O (35, 15 i3 40 M (9 12 28 RE 10
TE5L MG 95 40 M. MCF-7, TCDD 7% AhR J5 i $ 1

NFATel 33 , Al g it 3 70 Wiz sh I ATX/# I
WEIRER( LPA ) -5 S{EHEA AT RS ) o 75 BRI
A0, B P BUE AHR J5 REAR I MMP #1215 143
WS AEFL R 40 i Bk MDA-MB-231,B'*'P i 3
SR AN MUAR 28 ik ARR BRI SR COX-2 I PGE2
TR, L LSRR R T AhR {5538
A LRI AN M 278 b A AR

SHABMRE A, FERTS ARE AR R I
YEFH, ARRC -/~ ) BT 91 B8 i J2E DXL/ N BRUR e A i 41
JifgEa i LR i3 T HF A A AWRC +/ + /DR, %%
PE AR 2545 7 6-MCDF( 6-FF 3£-1,3,8- =4 —
DRI ) REBH Lk 51 B (4968 28, IR K, A Tk B
SEA R PR I I P IS P9 R AR K (. VEGE )Y
FE B I, 6-MCDF & B #2 #0 #1 77 1 Bt 40 M 2
VEGF, iX %6 [ 7% 6-MCDF 3@ i 41 il VEGF #4774,
TR R T

5 AhR FIEE2MEERITHIEE S T

VR —Fh R A 5C 26 14, AWR ] B8 2 IR VAT
F)—FhL4>F . AR BYRECAR DIM( 3,37 -M5] e F o )
A SRR R Y, BRI AhR AR Y i 12 0%
FUHLID ] ER-o 13235 K WiV 3R A5 538 1%, B 1k
s FUBR R, v AL BRI B e KR
AhR RE# o PIFPIR 7R R4 ME R AR, — AR
S5 S CYPL G305 v e 28 AR 35 9 i 2
ik, TR S R Z AR R g A S R G S
W TAEMEREE A2 AR M 2L ARSI i
PEPE AhR 2R3 79 MCDF( 6-F1 %£-1,3,8- =4 —
KN ), BEIA SHIEE N CYPLAL A3k, T4 i
AN S FE P S — Rl AR 3sh ) e AR
( tranilast )V 7R X LA 9 1 40 A 40 Ji A 490 11 £
A, @R AR IR T 7 AT R R

UEAh, AhR BB A3 — i S5 1T A Y | AR AR
(14385 72 K % B-catenin, $10 ] /1N IR T 180, 3 A D)
AT /MR B ARk 3 4R B AR 51 an DA 4 v £ 5
T R g 3 A 0 P e A 0 A S R AT AR ) B
T, A APC( Min/ + ) /N B /N g i s 1 08 i .
XUEFFE 5 R, [ AR A B 2 s ) AR
(LR NGRS TN 7

ZE 1Pk, ARR AU S 517 Z HE W SME 1L
H AR, 1S 5 LR 2 Fh 2 AR AT AR Y
B TS GEPESE ). AhR AOFE R E 2%, 16 R R A 40
AN ETioEZS G AR e N S S Ry g X i R 2
R A ER . 058 AR 76 & E |
KRR A EAARAE AL, — 7 A BT R IR
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