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Vinexin 137 # 74 —2 237 77 I Y—0O—2>TH Y, N K2 SoHo(sorbin-homology) K
A A2, CREANZ SH3(src-homology 3) KA A »ZF LT3, Vinexin (21 3 -O® isoform 7%
FET 2BZF DN vinexinplL, HIlg B Z /37 LHAEERT S vinculin OFEAEZ /37 L LT
FERENT-, FOBEITHIERE OBERAS, MIESRMOBMAIZES L TW\W5, $£7-, vinexinp
X RasGEF, mSos, ERK X c-Raf LHHEERA LI 7 HNWVEEO—HEH-TWAZ ELHALMNZ
2020055, ¥Z, ERK 2 vinexinBO N K¥m L D 189 FH D&Y %2 U VEBHMELIEMHELT S Z
ELHbLN TV,

LrLZoY CBEAHIERICENTED L 5 2 RERCEEZH L TS NIEHALNIIR>TY
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1. HifEEE : VinexinBe# D U ‘/ﬁfkﬁﬂﬁﬁi@f(ﬂﬂﬂﬂv\]f@%?’féili, REF52 #fifi@, NIH3T3 #tifz, T24
MR Z, & OBEEDRENTIZIZ LNCaP fifla &2 H L7,

2. BIETEA:VinexinBiB{a T ® cDNA % PCRIEIZTHERK L, pRK5-Flag X 7 # —<° pEGFP-C1
NI E—ICHBAALTE L DETTAI e UTHEM L7z, Vinexin BIx T mutation (2B L
Tix 189 ZEHDEY v %27 7= (vinexinB-SAICEELAEZLDET AT X
(vinexinf -SDIZEFE L= L D02 ZNFNIEY VB, VUV bikEEZONDE T RAIF
ELTHERLE, FHLZEETXERRSZREL TCHNOBETFTHLZ L AHRA LT,
FHAR N~ E AT Lipofectamine PLUS & Lipofectamine2000 % /] L 7=, Stable clone {ERX
FRZIIHBETEZEAR G418 2N L THER T3HRMIZ % selection L7z,

3. PUE : Bl vinexin HifA & T vinexin U VEELHFIERIZZ N E R vinexinBD Z > /37 & U U EE{E
TFREHRE LTUHFITTHER Lz, 2RFER SIS LVRESR TS D% f#E
AL,

4. HEMREGG  Mldx -2 Y v 7 L CHEE, BEZICHREAZITY, SOLERMEHC TE
217,

5. Western Blotting: filanoEALZMH LEERIEEZITY, 104 g5 30 ug OFLE
iz 7% SDS-PAGE T/rBfE#%, blotting LIUBEFUERIIC TEMERZREE LT,
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6. Cell-spreading assay : fiig% F U 7L 0 TOE LBEBEREZERZICH NN—RY v 7 FICEKE
L, FE OB CEE L, rhodamine phalloidin {Z T actin % e UM E A 518 L 7=, Hifa
H &L Media Cybernetics £ Image-Pro PLUS #{F/H L 7=,

7 . Migration assay : Becton Dickinson #:¢ 24 well inner chamber (8 1 m pore size) Zf# i L 7=,

8. Colony formation assay : 0.3%#KEX S /LINIZHIlEZ &R L 2 BB colony 23R S 417
& Z AT colony % EE, % L T colony FERE % EIE L7z,
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VinexinfiZ NIH3T3 #ifd, REF52 #ifa, T24 HikaiZ 35\ CHERLL %, BB BE, BEMAID leading
edge (ZERE L TV 2, ZHUT actin OFEBRAER LA TH Y, BESCHEOBENICEAFKL TV
B EBRBEENTZ, £72, &ML ERK & vinexinp & 233 /HE L TH Y ERK & vinexinBDIEA
EF 23R X #17=, VinexinB-SA mutant & vinexinB-SD mutant IZEERDOEHALIZTFEE L T 27
¥, ERK I2X 2%V VEELIT vinexinBDAMIEN O BIEIZIZTH £ W BEBE 5 2 TR W ATREMEARIR
Az, LaL, U EEE vinexinBDOREIX T24 HIEOEEMMICDBZICERE L, BERICITR
BBAETT2E VI HBER L, 2L ERK OIFEMHL & FEORBEXTH 7272, ERKIZ
£ 5 vinexinB® VU VEELITHREDOBEE ITREEZ 5 X TV A AR RIE S L7,

RIZ vinexinBA& WNTEAVIZHEEL L TW 2 WA IREMAZER Th 5 LNCaP #IAZIZ wild type @
vinexinp & vinexin -SA mutant & SD mutant %3 A U{ERK L 7= clone & i L THERADHEEERES)
LERREN AR LI E Z A wild type & SD mutant DFEEFREIME T L TEY, i IREMIS
IZBWT vinexinBD U VEELITHlA DS L ERAMHIT 2 Z LRI N,

F72, BREIEFEIEHEIZOWTHEE L& Z A, wild type & SA mutant O EIFERE /) 23 [FER
T LTV, ZORKEIZEENRVIRETIE vinexinid U VB E2ZFI2< <, HlaD 5
BAMETTHEWS 2 LE2TRELT,

UEDZ L35, vinexinBdD U EE(LITATZ REEMAREK IZ 3\ THEMIEEE X R S IEMRAFNIEREIC

HEEEZ TWDZENRTRBEEINT, ZOREIT vinexinB23, FFRIZI WV TRIZARE DB O T #
D~ —H—RBIETFHEROEN LRV I LERLTNS,

HMXEBEORKRDEEFE

HEEE AKRE R, HEOH LVWEE T THD vinexinBD UV VB LA MREEOER, 2%
FEFHHCBER L TVEZ L2 LNII L, TOBERRIE, S%OMIDERCRETHEIZHE
HT 5 HEEYFNFEICFEETH2HLOLROLN, I HIZERICH L -HENINIREMIETH
5HZ LD, vinexinBA AT ARIE DB O T RGO - IZN L 25 b0 L HIfF S h, WIRE
BEBLIOEEFOESIZFEFGTL2H0LBHOLND,
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