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Wm X 4 HER2 BEEFLEsMAEIZ381F % Cullin-3/KCTD10/RhoB = B35 E3
ARG 2 F 3 Racl 1EMEALEERS 2 B4 B AF9e

AR S E
[#5]
Cullin-RING Bz v F o (Ub) U HW—EBHEAIKREY; Z /"7 E T 5 Cullin-3 (CUL3) %, BT
BP LIEENDET AT H—F L E X R E L ZHEEAEREER L, BT Y g
# Ubfbd 5, UbfbINTe & o RTEITHMRIND D, Filitge s #5345, CUL3 IZfEEDAE
RO, FEICKHETHY . tkx 2iilakne (B, 7 7 ReE, MlaE# Gl (2B
b2, Flt, FxlTiE N EARIZIBS VT, BTBP O — ofa@é KCTD10 2% CUL3 & #H A K% T
Jit L. Rho GTPase ®—>T& 5 RhoB # Ub{k L. fEICEL Fa2#iE L7z (Kovacevic, Saka
ue et al., J. Cell. Biol. 2018), F7=. B® Rho GTPase T& % Racl OfifjaN/Max > K
V—Aﬁ%%ﬁw@ﬂ%f\@%“ EE D% OTEMALLY, RhoB 12 L W AICHIE S 2 FNH BTN
#E > T, CUL3/KCTD10 2% RhoB Z 2 /0 M L TR\ X 2 /X 7 R B L~ LT D FE DY, Rac
10)/@@“3 IVBETHDLENREIIND, Racl I35k % OFEFET oncogenic IZHERET 5D, AT
IX. luminal type T Racl ZiEMA{b9 5 GEF &3 BL L. FLEWE C Racl 2 RNEMALT 5 GAP
MEFEB L TWAER SN TS, FI(Z, HER2 BHEFLE AR TH 5 H1 HER2 HUIA - T =AY
R 7Nk BHMEILIZ Racl DIEHAEBMETHL2E LM LN TV D, RIFERICEB N TH~
%, HER2 PGMEFLIRIZ IV T Racl OEBEENTHRAREZ 2T 552 A H L, CUL3/KCTD10/RhoB
75 Racl OIEMEAL AR T2 & & 2. HER2 PP FLmMIIEIZ 381 % Racl &ML DFT LW\ oy +
Mt D E 25T,
[ 5iE]
b ¥R & LT, MCF-7 cells (luminal type). MDA-MB-231 cells (triple—negative
type) SKBR-3 cells & MDA-MB-453 cells (#:{Z HER2-positive type) ZfEH L7-, &% /%
B ORBIHENZIL siRNA 2 W=, &2 X7 B OB L MNETEIL western blotting
/2%&0 TR UL R KV Fi Tz, EGF I T T Racl OiEMEALIX Racl-FRET, &AM
BABMEE, 77 oA PRI K0T U7, AR sE R I SE L o MR R A B L 7z,
F 1% AT 1212 METABRIC database Z VM7=,
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CUL3, KCTD10 % F&BLENH| L 7o 5. HER2 BtEFLE MRk (SKBR-3 cells, MDA-MB-453 cells)
FPEAJIZ, RhoB O ¥ U RV B OERBERO T, KHY X7 E i ER %2 BT T RhoB
DX R EEN A LT, CUL3/KCTD10 1%, HER2 BG4 7Ly fl AR 45 521712 RhoB % Ub fk L.
L TWDEDN o7z, CUL3, KCTD10 ZFEBLINHI L 72 SKBR-3 cells Tld, ST
% L7- RhoB & Racl 8PN/ M= > K Y — A THFEL TV, TEBNT OfGEE. HER2
Boi P FLEEFF BT Racl OB E WD THR AR TH HEN D> 72, Racl-FRET OFfER, C
UL3, KCTD10 % & Bifiil L 7= SKBR-3 cells TiX. EGF HMIKIFHI72 Racl OIEMALAZE L < FL
EXNT, ZOME, Racl JEVLKERI e iR IEIZREZE (L (ruffle BEEAR) & PR & 417-, CUL3,
KCTD10 % & Biaii| L 7z SKBR-3 cells |Z%f L. HIZ RhoB Z FBLNHIF 5 & ruffle BRI ALFHE
PA[EE L7=7-®, CUL3, KCTD10 O3 BLHNHIEEFD Racl {HMHALBESE X RhoB @ % /37 B O EFk
MR T 2 HHPRME S 7z, HER2 FEBLINHIEERE )6 . EGF FIFUEAFRY 72 Racl IHMEALIZ HE
R2 ¥ 7 F AR To B HEN 3D > 72, —J5, HER2 ZEBLINH] T CiX CUL3, KCTD10, RhoB 0%
Bl 83253, EGFR & HER2 1% CUL3/KCTD10 O FEEIMEI 2 L Th =2 > b o —/ b & [FEE IS/
B JRAE LTz, fit> T, CUL3/KCTD10/RhoB #ii & HER2 7' /L1 Racl {EMALRREE I B
T, BIOVER S E2H T HHEN4 o 72, CUL3, KCTD10. Racl, HER2 % SKBR-3 cells CH&ELHN
Hil3 5 &, 3> bu— USRS A B IR T L7,

[E%2]
Racl DOHERERH 13 HER2 5 L4 il e o> il B #8524 B il 9~ % o> T, CUL3/KCTD10/RhoB #E& A& D
TERHE AL RhoB D & /37 B &4 RS, Racl &M LA R L, MAQHETEZ #H T& 5,
BHMEA ML HER2 & 7 IV IEKAF T BERE S 5 D T, HER2 Bhpit: LI Fr S 10 72 BBl o0 TR ) 3K
O HER2 LIAADBAFIER & LTI S D,

+ Culin3d
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