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MEDaY yo— L BEOARRICGTTT, %68
PH16EFETCFRFMEBL, BREZX A
(i 11.2% EGCG,10.3% (-)-epigallocatechin  (EGC),
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(2)  ¢DNA Expression Amay % B 272 BEGCGIZ &
b RIZTRBEE

) EGCGHLIEI- ) 2 BETRELIL

EGCG (200 puM) TTRERALE L 7-PC-O#liR (1 x
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i) hnRNPBI mRNA® % B #1H

Asa9fi R ERC &S M ARIZALBE L, ZRNA %
Isogen @ AV THEE L 72, hnRNPBl mRNAD %S
ttreverse transcription-PCRIERT-PCRNE & - THllE
Lize AERZ » F 0=+ LTGAPDHZ B v,
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FUEOHMBTORIBE L B L 72,
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hnRNPA2/B1D 7' 1 £ — & — §fl(-603/- D% &1
luciferase L s R — % — 2 A b5 7 b %, AS49HHRL
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U7z /=il & B AP-1°NE -« B G L o #iH
TNF-oDE 1 FRE Wi, i, TNF-o 0 R
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10 pM@ sulindac EHMLEE, & 2w id, 50 pM
EGCGH ML H 3 | TNF-o i & % H1F) L 7% v,
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EGCG & sulindac? 1 {2 sulindac BLIRAL B L2 M~ T
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EGCGEDHEATALHEEL 7R - A %FE
L7z, F%bt, COX-1&£COX2OFEEIFMIZHE
7 (. BEGCGE DR AfilaD 7R F—
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&sulindack DOFFA X, PCOMRIZIVT TR (=2 A
KEEATA MR, colon 26D EFEHIF] (23 LT 4 4
FEMLZEHELT T L.

iv) Min<w ADHEEEEEE £ 06T 5 53
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EEBOL NN THERLY 5720, Min w7 ATHED
AEIEEEZ 1T 572, Minw v A X ApoB{nT-D 2
N U8SONTTGA TAGKER Lz~ T oD RE » £
DTTATHE MinTw T AZEEL B, D
Gl RIGIZ/ISAOR)—THEREEL., B
M RIBREED ET LT ATHE, ApcElit
O EAE IR KGR EZ T TR, DK
BHATEDLNT WA, Minv 7 A ¥k F
A B EE . sulindac BEFREE, AT ¥ A + sulindac
fFearbo— LB 4 BIZoT, 6850516
ST TOE, FREFNLOE L REKERS L.
EBRUTI6ES O I PO — VBT, —CY 7
D723 228 3ED G A H Uz, Tl L T,
FRAE T A A HUMBETI356.713.5ME . sulindac BLHhEE
Tid49.02 1278 & F i F21.6% & 32.3% O ED |
MEARL 2, B F AOKM I, sulindac & [
BELEEORETIRT A 440 OEERT
EOTHRB L2, KiD, 2T F A + sulindacBE 13
320+ 18.7TH Y, FNFNOEMBIZLT, E
WE S BE OEE TR L2 FOWHNE55.7%
THhotz, BIZ, #E T F A + sulindacHEOHNE] &5
Fid. BE] mmllLoEE RS E L HEE
Tt Thbh, oy bI—VEA59.5113.1
Al LT, #FZE D F A+ sulindackE 1317.02 5.0
ET1.4% OPIEIDTE Sz, DL EOBERIL. B4
I A Esulindack ER 3. sulindacH LR X 9
L BEORELME G T A2 L e IR
(A

Min 77 ZOMELEIZid. BB &R ANED
B#tfr, LA L, RETF AHIMEE, sulindac HL AR




B, ORI, BE ¥ A 4sulindacBE il TRLE
WABHEULED oz, fEoT., IELFRL
sulindacld . BRATA O RELEEH L TwdEELS
Na, TOERE. BEN., sulindcD A A TR
B AWURT A 728, sulindachY L 0 EALE AT A
BERABETAZ BRI LTS EHNAA
FH" OBITH S,

(2) BEGCGE 4% AFBhZEtamoxifen & GAEMAIAT A
EEIES

FAY AOTBHEE Tdh S tamoxifenid, TNF-coif B
IR D o 50% O IIHED B R T IRBLIC X 11
UMT &%, EGCG & tamoxifen® [ (ZEE$ 5 L |
FDICLHIES UMz L7z, #hid TE. EGCG
Etamoxifen@ TGN B BEL A b ETH -
2o b b EGCG & tamoxifen D HF F i3 A0 A9
VITNF-o BB % HIH) L 72,

Sz, FLASAHBRIRE, MCEF-7HiAS o3 FEEDH %)
Bz onTHE L 7. EGCGIZ100~500 uM T2
P CMCF-Fl R O3 2 HIHI L 720 Z5RiC,
1 uM tamoxifen® f1Z 4 & | #H b0l 2 18 5EE) £ A%
BoNhi, T4b 5, EGCGE tamoxifend i 11
sulindac & W3 £ 0. MBI RRELL /-6 L7,

{3)  cDNA Expression Array % i V2 72 EGCGD i

ETRBIIT L8R
i) EGCGHLER- X 2 &{nT-EHROEL
FRY 7/ — WEGCG DIz L - T, 4

B {ET O BMUPENT 5, RUHEOPCOMFE T
. ARET L7588 BIRT- O W, 1630 BIZFAT5
L Tvy/z, EGCG (200 uM) TR § 2 & |
FALE O T2 DBIEFOREIEI0.51E L
T L. 40D EGFORBEL2UE L LT
U720 BGCGIZ & o THRIRMB A L /o BETFIZIE
FAHRM-AICHWEL ) BB EEET

{ NF-xB inducing kinase (NIK) & death-associated
kinase | (DAPK 1)) . #1332 ) YL EE
(SKY), small GTPase & 4 & #| # & [ (CDC42, Rho
B, T-lymphoma invasion and metastasis inducing
TIAM1),  #Re R B B B T . (p38 MAP
FF— ¥, CDC25B/M-phase inducer phosphatase 2).
Mot M A ' £ H B {& F (Envoplakin,
Synapse-associated protein 102), 5 &K B5E Bz F
(dishevelled 1, EGFreceptony Tdh -7z, PThH, 4 -
&bl HIH AL /NIKER Fid. TNFoaxBE K
A HNF-xkBOEELA~D 7 F L EZCE ST 3
D CEELEETH 5, EGCGIITNF-o 3 4 )

B9 A 223 THR L, INFa? & 7+ Vsgioig s
T 5B FORBr LHFTLEIWDTREB S
A

—F. BGCG {2 & o T TUE L 7R {EFi1,
(RBQ),
endothelial growth factor (VEGF), retinoic acid receptor
ol (RAR-l) & insulin-like growth factor-binding
protein 3 (IGFBP 3) T 72, RAR-01 ZIGFBP 31,
WATHICEELEZTFTHEOTHIREY,

ii) EGCGE sulindack @ AZ & 2 BnF5ER
DEAL,

EGCG&IEL Lo THERAFENLI-EETEE
2. SKiZ. EGCG + sulindac® LB T &5 (2, E¥D
L9 L BIEFOERFEET 202 M0E L7,
EGCG (100 pM)+ sulindac (100 uM) TPC-9#lifz % 24
HERIALEE L 7o, [FARLT. EGCG (100 pM)HULEE
sulindac (100 uM)E LI D HIAL A & & RNA il i
L, FOEOE & & HE L 72. EGCG + sulindac
ALERiE, GADDIS3:E{Z FOREBL L6, /2.
WAF LB OB A3.0f5 0L 72, BEAVI &
2. GADDI53 & WAFI BfR F i3 £ T EGCGHR AL
T, sulindcHAHMEEC L & CHERZ T b o 72
LDOTHAH, BiZ, EGCG + sulindac #L 3 {3
T-plasminogen activator, TIMP3, IL-IB, Integrin P4,
Cytokeratin 7, Rho C, & 7F. Rho GDP dissociation
inhibitor D72 DEIAT O & 7 E W L7z
INB T ONEEFL. FRNENROEBUIETIE
SLRBATE L 2dho B EZTTHL, BLEO
FiH 1L, EGCG & sulindac? fif Fli& . EGCGHL 1 %>
sulindac IR DA L T BAL L, /-0 BIEF
NERYFETLIEFPS L7, FHizZ
BHRAR SN/EET, TR A0FER
PBATFRRIRIZBWT, #HEIZERHL Thwd &
Eibni,

retinoblastoma  binding  protein vascular

(4) Z=80 72 /)b X ZhnRNPB1O ZEHIIH]

Heterogeneous nucler ribonucleoprotein B1 (hnRNP
BD) (ZhaRNPA2 ¥ > SNEBEDATF A4 73
TyhTHD, MAAGRBTERERESELIAL
ELTWAE, 4 tbH, hnRNPBIY »28 7 EILER
FIEH DM FA I GERB L Twi, &6
(2. mRNPBI % /2Bl L v F v BEETHR
i e Wi AR AY AL ERA3BI 2581 (58.1%)
MBARETHLFEERERIZBENTYL, 63.6
BB T, i£>T., hnRNPB1 ¥ > /8%
HOBRBEE, BHFAO b TOHIZELLE
fbTHhHs EtBbitd, LA -> T, hnRNPBIIZ R



ke, NATH oA ERRBIREICAERT
HALETR, BYEABRUCEERRE TR
LTwWwhEEZ L,

LE, BAEY) T VIR AMET
hnRNPB1%Y > 737 B ORBE A HIH 3 5 8E L7z
EGCGIIE BEIRKTE T2 AS49 #l AL @ H 5l % il L .
125 UM EGCG 1380 % O H M R £ % R L7z
—4 . ECGHEGCGE (21FE%5nm s THEE I
HL7e KEULEGINRLINVATFHHETDH A
genisteintd31 uMTo5% DIEREIIH TR L 7o T D
ST AS4OHERL & 4L3E L, hnRNPBLY Y /87 H D
HHEMI L7, EGCG. ECG, B XU, genistein
. VTR E31~125 UM DEE O TEBERAF
#iZhnRNPB1 ¥ /S 2 EO® % @A L7ze 125 uM
DOBRETI® TS ., hnRNPBLY > 23V 7 H Id
EGCGHLFET20% , ECGHUR © 30%. genisteinflLF |
0% (3822 L 72, hnRNPBIL Y > /% 2 B O% BHAD
IR R & PR > T,

ii) hnRNPB1 mRNAZIRDHIH

42, hnRNPBI1 ¥ » 237 HOFER WA L7298
DmRNA O 5 I > v THiE L 72, hnRNPBI
mRNADFEIRIL | EGCG., ECGH 5\ idgenistein D
ML o TEERERICEA LI, $hbh,
hnRNPBI ¥ > /S 7 B2 D @Al —-H L T,
hnRNPBI mRNA b #& 4 L7z # - T, EGCG,
ECGDZFRY) 7 = 7/ — N & FlEk, genisteintd .
hnRNPB1 D %I # mRNAD L~ THIHI LT %
ZEMHE IR 0T,

i) hnRNPBIOEEG O]

hnRNPBI mRNA B3 (E . hnRNPA2/BIIL M 7
TUE—F —fARIC Lo T, AMESN TWd &
K 7 xS VPEBEW T EIHE L TwEDh,
W2 i, 70T -y — iR (603/-1) &
trluciferase L B ¥ — BBz, AL O A549
J347 B4) 2 luciferase iE 12210 T - 7= @ 13F L
EGCGZ LI L 7-4l3 T4, 35 uM [ 89, 62uM .
38, 125 UM @ 25 & R L TR L,
—77 . genistein b 31~ 125 uM® & & T luciferase i
Mo w230, Thabh, EGCGE genistein
i3 B2, hMRNPBI#EE L XU THRIT 52 &
Foae T RE L7,

D. E

(1) MEOFAFHHR L, BHogE, B, T
TiRM. KM, b R BERR. BEBE. ATAZAR.
L. HE AL OEREORFAERTHRE I L
TWh, ERFEEREI LI LSS, —REEE

AAEE L ACBETAROTHICEL T
HEEZTWD, SHHFHLCRBLGEENA
FrrdE s ORI AHTEDIR T BEVPPVAD
BEROBEFWNEELTBETOILETEL Z
AR L, BEEHFATHELOHEASEDE
i, PAFHEOIER M L. o, TR
B2t A EARLGFATFHTHILIEEL S,

TNF-oid A5 A7 T £, BhRTEAL. R EIERG
%, BRHBEORERLERICHY LESETA b
HAvThb, EGCGEM & % v idsulindac B 2
s, WO 10755y TNF-o.0) 3 8 2 5]
Hl L7 (8o T, PAFHRRZGTE L B
Wi, WRFELE EOEFEHOFHIMLTL, I
CHERIIFENTHL EEZ NS, Sulindacid b &
LEHBERITHALEE DG, BIEHEZ BERT 2
DR E OEREEEROFHICHTETH 5
EEZD,

—7% . tamoxifentd ILATA ED BT EHICELI
HubhTwb, BFFIHIONM AT 5832
T, tamoxifen®F BRI AMEE SN TV LD H
Bl s, F 70, tamoxifentIFLT A MO ARIT
HL0T, BHBSEOTFHHRLT LD, MEL
A2 2828 5T, tamoxifen? FHEE TR
BommsiFcissEbhs,

(2) EGCGA A a4 » BE{LEEFE L GTPase ¥
DBIETEBRZHEIL, V75 -F0REHz U
ETAHIEFBOTREL /. £OHFT, EGCG
ANIKOREYIH L ZEIEEETH D, NKIE
MAP kinase kinase kinase family T & ¥ . TNF-0® %
FARDI 7 1.7 ¥ —TRADD TRAF2 & #HE IZ/ER
L. kB ¥ +—-¥%) »BibT 2, §4bb.
EGCGIINIK D RIE # #iH] L T, TNF-aDZE K,
B FIARERIHR LCw b el s b,
fth @ p38 MAP ¥ F — £ @ 5t B #] 2 RARal ¥
IGFBP-3M R E AL D L 5 ICEGCGD A AT M
HBCLEFERO FEHHRICES LTWE 25RO
BHPLETH L,

EGCG & sulindac & OfEF 2, £ h o B4l
HTIEDEN eh ook BIETORRE 3
B2, Lad, sulindcis X 5COX-1 £COX2D
PHIBR CE G WH L IEREEIES LTy 4
RS N, BRI o CH A SN E
EFRBS, E0X)ICHENLRIFATHDRLC
HEL TV EOPFSHOMRRAETH L,

(3) £+ 72/ —VHIRNPBIDER ¥ &5 L
NRATHHI LT LI EHL M ER -, LD
L, FOREIL, FO ¥+ — Y HEHRgenistein



L E#ETH o772, hnRNPBLIZMATA O AR E
THAREXRERTHLEREL T2, &R
7x /—AhnRNPBIOSEHZHFIT A Z L5,
hnRNPBI G IR &112 A5 A FH £ £ H
EBriL TR TEALEEZ NG, HE.
hRNPBIOEROEEREH # ¢ 2RAFII oW TH
WMEEDTVAE, YO L) RVERBET. EGCG
HERBNE ~FES 24, Sk, HoMIT 540
EH D,

(4) AHOBALYE TORFERNENL . PAR
EEFIY LCPHE MR R THRAEICMET S
ZENTERE, BREFHRIILLZSFA - EFRD
FEiAERTE L, #F2T, {0k b, 55
IC—HIOMDE R 7 =2/ —VEERTEL L9,
BFEERESHE LY ¥ — FELH IEET X
2w B L, RAI Y ARIISE SR Lk
FOBERTKIIED LD THE, FHFERTIT -
FokHREBE S Ll HERAL T ARRE S 2
DR LF Ak E&hE T, —-BIOMRTD A
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