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E1AF induces both matrix metalloproteinase
transcription and cell cycle arrest that occurs
in the stage of cancer cell invasion.
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iii) Western blot assay
Ca922 BIURGTEAMML Ca9.22MTF 53 L. Ca9.22MTF 13 80%confluent IZ3E L /=&
RTHEHIT ZnCL ZI0Z 12 RIS # U7, MIBRY > /%7 £l L. SDS-PAGE 7 )L B& k8 %
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FikRMEZEMIRL MRCS ZIBA L 1B 5 —4 24 ) £ T Ca9.22 BL U Ca9.22MTF % & 4 3%
U. confluent /8> 7R R T INEZXT VAT w R EICEE, air/liquid interface DIREET 10
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if;\ p21*ferl & = )X DFIRIT Ca9.22 MIfE. ZnCl, FEHE Ca9.22MTF HifZ TIZERD Sz,
S 72A8, ZnClL, /I Ca9.22MTF TIZH < RBIL Tz, SFMISLHRE TS, Ca9.22 & Zndl,
JERIB Ca9.22MTF MEAATIE p21™ OFEBMIRULIZ & A LBD SN 5728 ZnCl, KR
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E1AF induces both matrix metalloproteinase
transcription and cell cycle arrest that occurs
in the stage of cancer cell invasion.
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E1AF it ets-oncogene family CB T 2EERFT. MENEEOAMEEET
HBTM)wr2X8n70F7FP—EMMP) -1, -3, -9 DEERZAETIILICL -
b, OEREELEPAOER - BERICEIBboTWaZ eBHASNhTNWS. —A,
LR—F—7 vt IcBNWT. E1AF i& cell cycle inhibitor T % p21 DEEZJT
HEIRBZEBRENTWS. AFFEIX. E1AF D in vivo BV TEBRICHIEER
ZEFEILXE¥ 30D, /= EIAF BEOCEEMEE MR LCED LS5 CBAEL
TWBHrDOEHASPICT Z2ENTITOI.

FTAYOFAR7TOE—Y—2ETHERMEEBR Y ¥ —pSVneoHMT-
Ter I E1AF O£ EREF2EAL. AYOF TR VBEEIAF EEHAY ¥ —phMT

E1AF ZH$EL/=. T phMT E1AFl1ug #. E1AF OEBEAMEL . BEEED
B O R | e D% A e ilifakk Ca9.22 I LipofectoAmine Z W TCEEGFHAL,
AFXAL LU EAWTIO—= VT L. RNT, IS ZnCL Z2MA THEL, M
fa% ok B U=Db, SDS-PAGE J)VEXIKEIZ1T> T E1AF/ PEA3 D%
BERAR BCEBLbOEA S DF R E1AF %5 Ca9.22 Ml (Ca9.22
MTF) & LTI TFOERICAH V.

Ca9.22 BL U FMAMAL Ca9.22MTF ZH5# L. 80%confluent IZ& L /=K
RTHEMIC ZnClL, ZMATHERL DB, My 237 ZHl L. SDS-PAGE 7'V
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ESWKEET o=, 1%k L ULTH MMP-9 ik, #i p21 FidkZ Ay, HRP E#H
R RIGEEBEDB ECLIC X DEERI I E. 7 4 NV AIKENKI ¥ T MMP-9
BLUp21 ORBREZF . Fiz Ca9.22 BKU Ca9.22MTF % APS I— X5 A4
K752 ETREBEL, X512 ZnCL ZMNZ T 12 KREKERZ2HKIT. BE®. —R¥ik
L UTH MMP-9 U RXE/ Z70—FNHk, i p21 SEw FRY 70—+ )ik
PREISXE. ISR RIGE . —HIZZERERZITV. L—YP—HEA
BMETHELE.

Z DFER. Western blotting IZBWT. MMP-9 ¥ V)87 OFBIZL Ca9.22 & ZnCl,
FERIB Ca9.22MTF TIXEETH o /=D, ZnClL KIE Ca9.22MTF TIEBSHBHRL T
Wiz, p21 ¥ 7 DB Ca9.22 ¥ ZnCl, FERIEL Ca9.22MTF TIEEDH SR
o 7=H, ZnCL R Ca9.22MTF TR R S hiz. REMIIEERMBRORERIE.
Ca9.22 & ZnClL IERIEL Ca9.22MTF Tl p21 H 3 W\ iE MMP-9 % RH U /= MifaiXix
EACEDSNRD - b, ZnCLKIE Ca9.22MTF Tid. ZEOMRIDZIZ p21 b5,
F 7= HIFUE I MMP-9 BREH LT W, p21 & MMP-9 O _ERETIX. ZnClL RIE
Ca9.22MTF H1iZ. MMP-9 & p21 BZhZNMEE KIS —B L CBME 2R 1K
PEREDS =,

In vitro ZRTEBEETIV(Z 7 PANVF Y —)2HWEBEFBEORE T,
Ca9.22 ¥ ZnCl, JEHIE Ca9.22MTF Tl&, 25—V VIV LEICERT DA TH IV
ANDOEHEERD S o =DICx U, ZnClL, ®IE Ca9.22MTF X7 )VAICEL &
BLTWE. 704 FAE)—2AWTHBARCB LIETEEICOLWTHRERL
TeF5RIX. ZnClL JERIEL Ca9.22MTF M TiX. G1 55 38.2%. S #AD 41%. G2 {4
D20%THo7=DICH L. ZnCLHFIE L /= Ca9.22MTF Tit.G1 H53%. S §i1H$31.3%.
G2 AN 14.9% TH o /=. CORRIZ.E1AF IZ X % p21 DEEFTELHILD G1 arrest
ZBIZREIULEZLERBKRLTNS.
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