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FRARERNFZAAR (EGFR) kOt b EEERERF=Z51K 2 (HER2) @ U »E2{kiE. HER2
B5 ME Lo Ml i D B TE 2 R T D, A XU, 28X F U U H—EBHEEGEK TH S Cullin-3
(CUL3) /KCTD10 E3 #HAKIZ &L % small GTPase RhoB ™4y fi# A3, HER2 B FL 4 #0 M kk ©
B A1 EGF 35 &M Racl {EMEALICHERE T 5 2 & 245 L 7= (Murakami et al 2019) , L
7> L. EGFR/HER2 ¥ 27" F WAGER KI5 17 % CUL3/KCTDI0 E3 HAEMAKOEZEE X, £7-HL
DT > TRV, AWFZETIL, HER2 BPEFLH MG 38T, CUL3/KCTD10 | & % RhoB
Doy iR 7S EGFR/HER2 DV v b & fMRBEIC M A TH L Z L2 Wb nic Lz, EMLE
RhoB 7% EGFR/HER2 @V b2 AICHIE L TWDH Z EBN/RBR SN2, RhoB & H B4
AAER LY vtz dlil 25 2 " Ba B Lo, 2 X8I X X7 BH G R THE
izt b protein array Z VT, RhoB LA EEMA T2 BHEF /37 E CNKSR1 & .
EGFR Z EL#2Mi V Wb 9 2 PIPRHZFE L. 0 FHOMEFEN 2B L, Fkxid,
HER2 B FL o MR K I 35 1F 5 phosphatase TEMHEALOFH LWy TR A M L., bR
HER2 B MEFL IS k3 2 BT LR RS 70 F 1M & e D TaEME 2 AL L 7,
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b YL kK & LT, MCF-7. MDA-MB-231. SKBR-3 & MDA-MB-453 Z /=, # v \7
BRBLMENL siRNAIC K D/ v 7 X o ke v, 2 o3 7 B8 E a8 TE R T 1X
western blotting #EK& Y, REMBERAEICEIVITo, Varv et b2 X7 8A
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A7 Y= K0 ATo 7, MIEEMEBRIT., MEEFNICE VT, THRAENIC
METABRIC database & HER2 BfEfLimffkz 7o, 2 @ FEERI iggﬁﬁk%ih‘iﬁmﬁﬁiﬂizﬁ
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HER2 B PEFLJE MMk Td % SKBR-3 (23 T CUL3/KCTD10 A FEIIMHI+ 5 & . JF MM
RhoB (Rho-GTP) 28 & f& L . EGFR/HER2 @ U Y W b 3K L7z, & 51T CUL3/KCTD10 & RhoB
O [FI R 36 BLEN ] TlX. EGFR/HERZ @V e {bK F28EI1E L7z, F£7-. EGFR/HER2 ® U i
b D HE R, M S EOMBEMEEZ R LEZ, 2R OREENS, CUL3/KCTDIO (2 X 518
W B 72 RhoB @ 43 i# 75 EGFR/HER2 @D U > gl J OY SKBR-3 D HEFEIZ M ToH D Z & DRIE X
niz,
WIZ. RhoB-GTP & E#ICFIAEAMEM L. 7> EGFR/HER2 @ U U EEALHIENIC I % & v %
BOREZRALT, ©FF b RhoB-Q63L (TEHFAIEMHERZRIK)Z e —7 L LT, b
b 4,212 ZoRNIET VA BT VT 7 A7 U — % fifr L. CNKSR1 Z A& L 7=,
SKBR-3 (ZF1F % CNKSR1 D F B4l 1%, EGFR/HER2 @V » BaAL Z #ih] L. M0 B 5l & P8 &
:ﬁi‘Fz§ﬁif:o PLE72>5 CNKSR1 (% EGFR/HER2 @ U > ERAb il 48 % 4> L C .l i 4 5 % il
W52 ENRBENTZ, £7-. CNKSRI (% EGFR/HER2 & X ELHARAEAEM L2 & 23
WT&E7-Z L 2v5, CNKSR1 28 phosphatase Z {fillffl4 2 nlgEME N /R X 7=,
% Z . CNKSR1 & B+ A /EH L. EGFR/HER2 Z Wi U B9~ % phosphatase @ [f & & 3
Flz, ©AF L CNKSR1 # 7w —7 L LT, B bk 171 protein phosphatase 7 L 1 % H
b‘“(?/l/777<7 U — 2 %HifT L, CNKSR1 & #5495 phosphataselb 43+ % [ E L 7=,
5124 % @ siRNA % W= #4772 5. PTPRH A% EGFR ® 45 ¥ /) phosphatase TH D Z &
%Eﬁ%z’)w: L7,
PLE XY HER2 BGMEFLFE M AL 23T, CUL3/KCTD10 E3 # A 1K1 & % RhoB O H & M 72 5y
fi# 12 & W . CNKSR1 %% PTPRH & #8 A {EF L. PTPRH @ phosphatase R{FMEALIC D72 23 5 & fi
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CUL3/KCTD10 E3 #EAEMRIZ L % RhoB O #7243 fif 1T CNKSR1 73w i = C PTPRH
EFIEAEMR L, EGFR DK A 7 7 # ~Jz¥£¢i7ﬁ>ﬂ</£¢$ﬂ:énéo CUL3 <> KCTD10 % & H. 4171 il
T 5 &, AU RhoB-GTP 28 &R L, T A CNKSRI M E/EA+ 5 2 & T, fEM{E L7
PTPRH 7% CNKSR1 2> & it & 4L EGFR @ U » Bfb 23 Al &4 5, Z @ PTPRH/CNKSR1 @
PR A1, fF ok HER2 B PEFLIE ISkt 3 2 FrBldE A & e D ATREMEDN & 5
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