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Overexpression of Fucosyltransferase 8 decreases
the EGF-induced ERK phosphorylation in WiDr cells
(WiDr HIfRIZ 31T 5 7 = — R EBEESR 8 DBRIFRBLIX
EGF i2X% ERK DV b zHd %)
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Protein Assay CBB kit {2 C# > /)7 BEE % HIE L 7=, whole cell lycate % 10%SDS-PAGE
L, = bekiro—RE~EEE i FUT8 Hifk 15C6 % fV T western blotting #1T- 7=,
2. [AEk D F71ETH b 7= whole cell lycate &, whole cell lysate IZ5i EGFR $ifk & Protein

G Sepharose 4 fast flow W THRELREEZIToT2bDEZENEhHi EGFR HifkT

westren blotting L7z, MIE R 4 F L {kiZix s"NHS—biotin, lectin blotting (2%

LCA(Lens culinaris agglutinin) % fAV 7z,

3. AR DO FETHE S 7z whole cell lycate ZHiF 1 o> U VEMEHIA, Hi MEK(MAPK or
ERK kinase) #ifk, #i ERK(extracellular signal-regulated kinase)fifk, 1V > {k MEK
Pk, stV Bk ERK $ifk% VT western blotting L7z,

4. AIRDOFETHE G- whole cell lycate 51 EGFR Hiik TRELKEL, HiFu Y
BRIV HUA T western blotting L7,

5. 125[-EGF % A\ T endocytosis rate % #|E L7z,
western blotting (21 ECL kit, 4 F 4k L 72 % D & lectin blotting (213 Vectastain ABC
kit AW CHRIEIE LT,
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2. FUTS8 transfectant ® EGFR Dfi#HT

whole cell lycate 2 & % western blotting TiZ EGFR ® total ® R I &iX. Mock
transfectant & FUTS8 transfectant D TE R b2 h o 7o, IRICHIlAER T % © 4 F 1k
L. S %2iTo7=0%, MilaRE» EGFR ORREIZEI L CTH, Mock transfectant &
FUTS8 transfectant & DJIZEITRD S 72 o7z, LOLZRMNS a 1-6 fucose Zi%ikT 5
V7 F U ThDH LCA Z AV lectin blotting #4179 &, Mock transfectant |2t~ FUTS8
transfectant C o 1-6 fucose 3FHIZHM L TWD Z L BRER S iz,

3. FUTS transfectant T® EGF signaling (ZB89 2 #5t

EGF %% . whole cell lycate Z[ElIX, HiF v >V E{bHiA% AV western blotting
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Overexpression of fucosyltransferase 8 decreases the EGF—induced
"ERK phosphorylation in WiDr cells. (WiDrififa(Z&5172 73— 8 DB E
FIRIEGFICLBERKD Y VB ZHIHIT B)

HEEZ

KRR, SERTF. HI=FE. FHBA, #IEB—. FER KM, GIES,
AOBEZ

RBEK




MBHICEKD I O NROBDEMIZ. N0 EDBRGMNE LT, HEN
EFWEBEL., F7O7F7—FICL39RBERS ELEDIC, BIRIARE
BOTFIN-CAM)[CEBLERYU D TIVEED & 5 ICTN-CAMELICL S
HRERETALEE. FUNVEOHMEERICIBOHD TEETHD, £
TEESHORE (IVERIB. TIVYNAI—R. RIE. EEEDEL TR
RECBIHELTWAZEMHLOMNICEINTHEY., BATIIRERIEICS
WTHEHDRZEEZITTWMERRIEEBE I3 EH4HTHON TS,
EESIHECIEETREOAET 2 EMMoNTIVS a1-67 3
IWESUR75—FICEBL., COMEBRBRORANIFIEAL
FHSNAEE MKIBEMBWIDrRFIMICRIREH. ZOEER
BRORRICK > THRICES WS ELSBRNEINICDODVWTREIILT
W5, FEESIIECBIREL/Z ERe KRB ICEbHL > TIVS L4
JEEFEZAEE (EGF-R) Z#HV E(FTW5, EGF-RIZEEBEE DS >~
INVBT, TOHBRARAALICIE 1 2 EPFD N BIFEHAASINERRIA
EENTEY, COZRGEVH REDEESBRNMEY 2861, =
BEDY =T 4 VIR EZRBEORAMBEEICTEENEELRBRZ R
ZEULTWB I EBHALSMHICENTWNS, ¢l1-67ALIINNSRT T
S—EIINBEBEHEHORZRHY /XVBIGAEWNTZEFIVS IV S U5k
BEAD7A—REGBEMEL. COBZEOEHIFIRIIEHEOEBRICE
fEHES5TEFREIN, COZLEERBMICHEIREIN-, BIL
EGF-ROIf AR NHBRRAICE (TR RIFE ICIIEEREEDRIF
[CE>TERIIR oMo/, 7A—REHBENICREBTIL 0
F U DEGF-RIZH T 2SI KRIBICHEML TUVE, COIRETHIRR %
EGFTHIZE L. HMRENBEREEZRICDOVWTHREILAEELE A, ERKIL
UICEDLERDEI N0 BFF—ETHAMEKD Y EE{LASERR(CH]
FlENh, ERKOZRBESIFIEN TS EEZ 5N/, EGFEEGF-R&
DESHEICIIELRDO SN /=728, EGF-RUTDIHHRIGER
RIEWNVSH B EEZ,. EGF-RIEMHLEZRRIICKEIZREDA >~
Y—F U= a U ICDWTHREILEEZ S, EELRBERERIFHET
(FEGF-RDA & —FUE— 3 UBEEICETLTEY, 2Dl
DEBELTOERKERD Y VEEIMFIIC DB > TWNB LERDIT
bhn=,

CDBRRPEORIERE DBETIREICEVWTEDEAEREEE DD
M. FRELORBEMEICDOWTSEROBRANEZINS,
LlEZDmXTIHERSNTWSREBRIER L NCER(LX., EGF-RDVESH
B BEEDRIEIC—TFEDEBBEEZ5HDTT, |
BREEEICX L THMZIT. SXPFICEAT2HEEDOME/ZER/R
MIIREBTICHIELOWHDTHS EHMLELE. DL, R
BICKZBEDRR, BHICETHEHNELAEZLEHRERL LIF
7.




