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1. ZIC51 ot V)%éiﬂ BB 2 BB T OB & HE
ZIC5 12 RBEH BT 2RI L. ¥~ 2707 LA %475 72o GeneChip Human Genome U133 Plus 2.0

arrays (Affymetrix, Santa Clara, CA, USA) #HWT, ZIC5 2§ 5 siRNA (siZIC5) RO AT T4+ 7Ta v ba—)v
SsiRNA (siNeg) #EAL7z2 T ) —<#lfakk (SK-MEL-28 K O A375) 2%} L CTIRIT 24T - 720 ZIC5 OFEHMHNIZ X
D, EE50MIIZBVTH R T LEIETH302 2, BEHERTLIEETIIN3IAMESINS (K1A). Zh
5 DEBEIEFIZX LT Pathway f##T (DAVID) #47-7:& 25, Glioma, Focal adhesion, Tight junction Z 23
TLBETICELEHPRONDL Z LS H & %572, Focal adhesion (28 TifAt £ 11 %5 Focal Adhesion
Kinase (FAK) (., k¥4 A DEHALIZESG- L TWA I EPMBE IR TWDE I 251, Focal adhesion B#E &R
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1. ZIC5IiZ & W BHFEE SIS PDGFD Ol%E
(A) SK-MEL-28 3 & 0" A375 Mg o BT, ZIC5 ZEBLHIHIC X ) BB % #Eis T
302, M EATLHEMET 3D — b~y 7o (B) ZIC5 3B #IHIKRF© PDGFD mRNA &
% Em M PCR THEE L 720 (C) ZIC5 #FIFBIRE D PDGFD mRNA # % & &1 PCR TH
AL 720 (D) A375 MIHEIZB1F 5 PDGFD FEBIIN I oo Ml i =%

2. BRAF BHEIRIC X 2 MIBIEZE %13 PDGFD OZHIIHIC L ) Bms %

PDGFD 25 * 7 7 — <Ml o R0 COmtE) (25325 &9 % MEET 5 %, PDGFD % 5B L 72 A375
HMLIZ R L€ PLX4032 (BRAF inhibitor) %ML, 48 KER#%12 FITC-AnnexinV & Hoechst33342 THeft L, FEH
fa® (% of FITC positive cells) Z&H L7z. 04, PDGFD #3831 % & . BRAF FEIIC X 2 ML HE
REPFHEICEDOLI LWL o7 (K2) 2,
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2. BRAF HESIC L 257 E=R 1L PDGFD HHMHNIC L v #ind %
(A) ZIC5 J%O° PDGFD % Z&BIPH L 72 A375 Mifle 12 BRAF FHESE (PLX4032) ML,

48 R % M B % Hoechst33342 (#% : &) & FITV-AnnexinV (BERINE ; &%) THM L
720 (B) seMifaoE &% e b L7z,
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ZIC5 % PDGFD »MO I B\ T b A G- 2 022 MGt Lize € ORHE, ZIC5 2 FBUHI$ % &\ fiir
PRHEMINE DU145 @ v & F 22 & 2l L7z (KM 3A). & 512, ZIC5 X PDGFD % 533 %
&L RBBERIRE HCT116 KOS DLD-1 @4 F41) 75 F 12 Xk B HIIaIE SR FHZE ST 2 2 LWL E o
72 (K 3B).
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3. Mex MR BT B ZIC5 K U° PDGFD O¥piilRh 5 o> Hik
(A) HiSZ MR DUL45 (2381 % ZICS SEBIHIAIH % U0126 (MEK inhibitor), DTX
(Mt *Xvn) 46 F CHEE L7z, MlEFHERE2 Em L7z, (B) K@aMiatk HCT116
KO DLD-1 \2B1F % ZIC5 K ' PDGFD O 5 3i#fi#h R % U0126 (MEK inhibitor). Oxa
(FEH)TS5F V) FF4ET THGE L 720 MIBIEHERZ &8 L7z

4. BA BB AFNH T BB ZIC5 3555 %

WIZ, Bea RPLSAKNC X 2 MIBISEREEIIx 3 5 ZICS FHMHI OB EZBGE L 72, * 7 7 —~<#ila A375 fifgic s
W ZICS # FEHHI L. U0126 (MEK inhibitor). 5-FU. ¥4 1) 75 F y ZiRML. 48 K& AL 0B A %
L7, FTORE, ZIC5 2 RBMHT A2 LI2L ), INOETOEKNC L 2N FHERBHZIHMT 52 L
PSP E o7 (K4A), T2 BiVZIREMEL DULS 1I2B W T AIBDOMIE 21T 5 720 ZFOF5HE. ZIC5 OFBIM
HIZL D, 5FU. ¥4 T IF LI X DMMEFERIEIMNT 22 WAL E o7 (K4B),
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4. FkA& s AN B PR ZICS 13 % 55 %
(A) A375 MIfBIZ BT, ZICS #iIkE o U0126 (MEK inhibitor). 5-FU, Oxa (¥4
TIF ) AKX AR ER L Ew L7z, (B) i BEMINE DUL45 128 W, ZIC5 #
#lKF» UO0126 (MEK inhibitor). 5-FU, Oxa (%% 755 ), LY294002 |2 X %l
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