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Integral role of TCFS in the negative regulation of
tumor angiogenesis

(TCF8DEE M B2 BT 2 ¥EBEMNT 1283 2 B %%)

(BEREEN] BRONERRBEAGN, NBEOEMEENTEROVEDTH B, BD
BRI, T Db L/ o EHMRZ S CEBEMRICMA T, BEIOM/NBRENEE 2%
FZEOTWAZ EALNTWS, fTH, BEENESFHEIL. 1-2mm B EOEREED
BRICIIHETHD, EEEROEERZRFOVEDTHB, 20D, BEMEZEN &
L-RBEEORENEENTVS, BEFAIN TS HMEFELER THSH VEGF

(Vascular endothelial growth factor) Hifk, XN X< 7L, R EEATHZ &Ik
D, KBECHABZIILD ELZBERBERIZBWT, E@MEWVWI—F0REZHITTNS,
—AT. A, ERESCBWTE, EERRO%EMIC/ZSE VEGF I2MX T, bFGF

(basic Fibroblast growth factor) 72 & DO MEFHF ERERTFRRERL., NI XTI
FUEZRT I &0 5 VEGF RENFmMEH £ REDOBREINRD SN TS,

EEMHBI T EEMEHECHEST2HFHBETOREE COMERITZENE L.
HFTH, BERF TCF8 (Transcription factor 8) ICEBL T, ZOEEMEHFEIZRITS
BEEfRRIT 2Dz,

(ARt & Fk] EERRNOMEFELRMICBIT S TCF8 ORML ) ZBAHTT 372012,
. TCF8 Fifk 2 A L T, b MREMEZE SRS TERCX VBT L. TCF8 O e
NEMICBIT 5 REZFHSNTT 572012, siRNA LK D TCF8 OHEEMH L~k
EF RN R MR EER U, ERANEFETTLICE, T ULV ERWE 3 KT
BEREZMER LUz MROBMEEER. KA TFoFy oN—2EFR LT NPT 258
HY v 2K DRE L7z, TCF8 DEMEIRT & L T MMP1 (Matrix metalloprotease 1)
ZERET B72DIT. UTNEZA L PCREIZES mRNA OB &, 7 a<F o REL
BEEIC K 5 MMPL O 70 E—% —EICX 9 5 TCF8 DA 2Rt L7-. M - s
BRHEEERT BF7 v X ORN Lz, £ERNOBEENESEICRBITS TCF8 ©
BEEZBHASNITT B7280i2. TCF8 AT ORET T RIZ B16/F10 A 5 ) —<HifatkEBiE
TOEEMEFETTINREFER Ul HEOMHITIZ, HE &5 CD31 Hilkz2 A L%
N FEICX T 7,

(FER] F7. EENOmMEHFEFICBITS TCFS ORMEMTTH-0HIT. WED
FHgE. BB 21X U & Um0z mE AR 2 & DRSS - WA I3t &L
T LERBYAE AR E T IR WM EH £ 2 B DM T 2 B NBIT 2 1T-o /2.
FORR, BEABOMENKME T TCFS NERBELTHBD., —F5T. AFEGOIME
HNEMIZIE TCF8 ORIEMI LA AL NN -2, TN EDEEMN S, TCF8 L. EE
MEFERLOMENEMRICEENIRERE L TWIBEFTHDEEZ SN,

KiZ, TCF8 Qi EWNEMIRIC BT 2 RBZHSNTT B72917, siRNA Kizk D TCF8
DEBEZMH L7zt MNESRRANEMEZER L CTEF2ED2, 9, S8 nEHET

— 232 —



FTNTHBINITINEERLZ S RTEER BT 2MERBEEENT L. TOEER,
TCF8 HIRMHEIMAZIE, o> bu—IL LB L ThEREEORRM 1.8 SREFEL T
Tl EMS, TCFS IXMEFHREDCADHITHEFTHS EEZ HN/=,

M8 5 ARV I PR R A S ifn B A B T BRI A 0D 2B RE oD TLAE O M B - AR/ B T4
HBEROELDEDS TENAENTVNE I ENS, 25 OHIRAEYED X UOHTFEYEN
MREBALZ LERBERATOF v ON—2FHL T N F)IVIc S 2 BE6E % @i
L7=&Z A, TCFS OFEBEMBMaTIE, o> bo—) )L &L T 2.5 R EMROEBEEE
MNITHE LTz, MIROBEICIE. MMP SR EN 2N EE SEEESESL TS D
EML, INHIHMLUTHITLAZEZ A, TCF8 ORBMEIMBETIE. a2 ho—)L &k
LTass+—¥YMMP1 OREN S5 ERETEL TWi-.MMP1 O 7 0% —& — A,
-427bp &-409bp IZ TCF8 DR RMEREFITH 5 CACCTG ZHELTWZ &b, I
5OEEICHT S TCF8 DAfE2 I/ U T U RENBRFEICI VBT L. TO#HE. TCFS
O MMP1 70E—% —~DEENICEESTH I EMHN o7, T Hid, TCF8 A8
MEFEDCEDHIEET & UTHEE TS 2 XHT 2R TH 5, Hil - M LB R
HERICELT. #57 vy AKX VBITLZEZ A, TCF8 OXBMEMBETIE, 2>k
O—)LERBLTIMIOS—F U5 E M INITHT DEEBREDN 30%BERKTLTW
7z '

Bz, SENOBEENESFEICHBITS TCFS OMREZHSMNTT S/-0IT, BER -
TCF8 ANFUORIET ™ AIZ B16/F10 A5/ —<#llitkZ2BET 2 EEMEH ETTIVER
2iT1o7. TORER, TCFSATFUOREBITUVATIL. BAERMT A LB LU TEREIN-IE
EN 25 ERERENS, T5IT. TCFEATFOREBIYYATIY. EEMSHEDTTES
AR X TIXH 5 IR0 0 72 EE OB BN OB CHEE NA N/ 25D
BEMNS, TCFSIIEENEFEDADOHHEFTHZ EEZ LN,

(BER] EELEHFEICHTIHEEE LTI, 5l VEGF Hiffic X 2158k EVRE
EINTNDE, ZOPRIEIMENTHSE I EHEL, HILWHFEMNBEEORENEEN
T3, REMWMIXTHS N L2 TCF8 B MEFHEZ AITHIET 5 L 5 #EEIX, TCF8
ZEELECHFRVCHRE IRIFESICID . BEMEHELZHEH T S mEELZRRL
THD, BOFLOWBREZEIL TS ETERRARTHS EEZX 5N,

(##] EEOWMRICIY, BEOEZEICDELEEREOIEANEREERICEH
BELUTWBZ ENRLNEIR>TE TS A EMHRN T, BEFLEF LIS T IHH
BETELUTEERT TCF8 ZRE L. TOREMMTZITo 2. TO#HKE. TCF8 13, EE
MEFECEDOHBRFTH D MEHEICHE L TWIHBEORMEZIILD & LSk
MR OBEERIENICEE L TWABEREFTH L EEZ 5N,
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Integral role of TCF8 in the negative regulation of
tumor angiogenesis

(TCF8DJEE ML 412 BT A RN I3 2 %)

FALFICIE. Transcription factor 8 (TCF8) & JEE I & &HAEDOEEIZOWTE L HENT
Wz, TCF8 iZIEEmMENEMRIZRIR L TE Y., in vive, ex vivo. 72 5T in vitro i
BWTHEHFEZMEIL THWDZ ERRENTUVE,

HESE D, 7. BEE—HZRZ LY TCF8 ORB LNV LBEOFEAICETAE
i3 d o7, FEEE X AERIcx U CTCF8 1IEE M Hi A 2 sl 00 7= DI R+ 5 28,
EBEDE L WEEODICEELEFELMEILEN TRV E WS SRR ERTO
BEFUEVROBEREZFIHATAIZLICE VBB LA, BEE-HEHEN ST,
VE-cadherin ®FEH L~/v & TCF8 DRBE LA T 20 FEBRITHT 3 ERNH Y. BEE
Fid. aTEIZB L CTiX. TCF8 ix VE-cadherin DRH L~V 2EE L L TIREELTE
579, VE-cadherin DR~OBITRFEORBRLHET 5 - LI L Y VE-cadherin O
NREZELIETWBFREMERH S LEE L, #FICB L Tit, TCF8.0OXH» TR
F L LTiE, BRICEFMR T TGFRIZLY TCFS X FHEINB L WHRERD B LEX
L7z, DWT, #BFIHEE LI Y. Matrigel QERDICETAEMNR b o7, BHEEIIL,
Matrigel iZ& ii’bé AL LT MIEAEE CHE T I e IVRaS —F U pife,
WRTERILE bIZ, Matrigel KEENBIMOBEDTHB ST XI ) F o270 IFR%F
F 2, VEGF & TCF8 OBEIZB L TEMZITV., ] BEHFIITS XI ) F o7 v U4 %
#F 2 & TCF8 DEREIZ Y 5 ERFERCLHBEITR VA, VEGF IZE L Tit. TCFS 0%
MBS LTV RN A EBIB Lie, & bIc BIGF10 A 5/ — < MEHLA O ZBF I 5
7% TCF8 LIEFmEHAEDKE L . KRR EKL B~ BARR 75 B - 4 5 B2
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BHolr, BEEIT, BIFCI LT, DFRe: LT, v 7 AFHEMIEE TH 5 Lewis lung
carcinoma (ZBTAZMRH Y FROICERZHE L TWBIEZEE L, ZEITE L TiL
TCF8 # W A WARI B~ FERTAZ LICL D EENENRMECERNIERIREE
S, EEM A 2 L CIEE RSN B 2 & BB LA, A TEEN b T
D OEMIIEDSICHEIINTE LT, BEMTIIRETH L LW HERI 2RI NE, RIT
NOEREENS, VEGF L XBEZIILDE LEEEMEFEOBEIZ DWW TEREH
D, BEZFRIEECIBEESDY . ERICERSE Cid VEGF ik TH BT NRF UM
FRENTWAZ L2BA L, & 5IT in vitro EHFETT VBT 5 ERFER ORI
BLTOEMIZR LT, BEEREERIC L V mBFREEORA L S AR L T3
BIRSER A 3 B &\ 9 A% B8 L, TCF8 OREMEMILCIE, =¥ br—)L & i L Th%
RS ORI Th B = &2 5. TCFS 1 & P S0 43k b BSS LTV 5 TTatE
AL, ,

B#IC, BILERBIE X VIEEOEME(L: TCFS RH L~V L 0fMBEBRICIHT2EM
Nd o, HEEEIZ. NMEE. g, FFERVCKBEIZBWT TCF8 OFB L~V E2MEHT L,
TS OFEEINE N EHIKIZIE TCF8 I3ZI L T\ A, EEOEMEE L OBEICR LT
ITEHRE R R L TR T I N TERWREHRA L, £7-. R-Ras @ T Ti& Focal adhesion
kinase (FAK)®® paxillin 72 ¥ BIEMAL SN D Z ERFRS N B, ThbOMIBNRTE
BT A EMANBH Y . HEEIL. SARICESA LT TCFS 13 paxillin OMEARELE
bEErAEZHRALE, 512, TCF8 OMRENICK T 21EICEAT2EM L T Miao
ST AERAH D, BHEEIL, B L UL, BRORDORIXES AT LTk
D R-Ras DIEM(LEF T % CalDAGIII & DBSER BB L, #F B LTk BE#R%3A
THZLiZLY, TCF8 DFRERIET T R OMBICEV T, CD8* T HMIEOMLEEND S
ZEERE L

Z O%Xi%. Cancer Research s CHE I &N, SR OEEME ZENE LEEED
TR A R 5 L TAE CRUOT ERHESN S,

EEBE—RIL. ThOoDREE2E ML, KERREICE T 2HECRERMLR E L5
CHBESEL (B2 OBMERT50KKARERLETH b0 LUELE,
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