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1. BRBEEFILVZRVEBEISEICSITZITVF—Y
ABKRUITUF—2 AFERKICHIF S RacT DIREEREH
9, 7 A bE¥ A MERRIZ Racl % Knockout (KO)
TAHEITAERMERL (K1), 7AMa¥ A4 MERY
Racl-KO ¥ 7 A & HHEH4EG 7 VISt L, FRiEG %
S5, TH - R B AR 2 BRI ISR 9 5 & B4R
B2 L Racl KO =™ A TIE 3512 BT 7 e b e e 3%
ZRL7Z (KM2). SREMBILANHEGFMERO 7 )
F— ¥ A (GFAP 3:ft) % §~X72L Z A, Racl-KO =7
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A, BEIBEETIVIEEED Baso Mouse Scale
(BMS) : T B # 8E (0-8 =2 ). Body Support
Scale (BSS) : {ARFIRIGHERE (04 =) DEE
HRaclKOY IR CEHICRIFTH S (P
<0.05. *P<0.01. **P <0.001),

B, Rac1-KO YU X Tl&. BEEIEE 5 ERGED
BIEEEAR D GFAP BERIGYE (U4 —
YR) BMETFLTWS (*P <0.05),

C, Rac1-KO ¥ X Tld. /IvB - BiERA SR
EIE3AREDRY Yy MRIEESHEARB O
GFAP ®ERIGMHE (FUF—YR) BET
LTW3 (*P <0.01),



ATIREAEMICI L, BEOZ Y & — 2 25 % 20D
5T EEEML7Z (B2), HIZ, Racl-KO X7 A
WAFRIES R O 77 ) 4 — ¥ ZWE51E, KIS bt ik
SPring8 TO/N - BEED 21) » MR RESE € 7V
THWHBLCEz QHEMBICEHM) (M2),

7A=Y AR, T A a4 OBEGEEET
DYEHE & BB B 5GP~ DRI X 2 &
ZEALNTWA, €I Ty ARALT X bt A bl
e (LN229 #ifa) #% H\v»7z Racl-Knockdown (KD) 52
Bi2xy, 7Abuy A~ omhEhe - EERICBT 5
Racl OB 27z (M3)o 9. /v Fax—%—
% BH B $5 T T Fucci (Fluorescence ubiquitination-
based cell cycle indicator) system 7% H \» 7zl i J& 3 i3
i & . Racl-KD #ilfig CIiZMfa M o & &, 12 Gl
WIAER T2 E2HOLMII L. RIS, 4 Y Fax—
¥y — @GP EE T T @ wound healing assay 12 & 0,
Racl-KD fifg Tl Mgz e M F 35 2 L 222 & &
D72,

FFE Racl RN IT X 2 Ml e JE 0 A8 5= % O e it = v
DAL T3, Racl % KD L#RIET X but A b T
b Racl KO Y7 A6 6N MAEET A oy
4 P CTOMERT L ek (M4),

2. 7Z2b0Y 41 bDIEE - B2EICEIH S Rac1 DTF
wY =5y N FDREE

WK, TA MBS A DOV - #EICE D% Racl ¥
7 NVosEM. $%bH, Racl D Ty —7 v Mt
%% D 7-®, Racl-KD LN229 #iiffd % Fiv» 72 DNA +
A 707 VAILEBAI) ==V TR To72, T2 1
T — )b LN229 #ifg 2t L Racl-KD Mg T 2 £5 DL 124K
TH LMY 257128 H LR, Racl-KO 12
X7 F =T AR E T S Racl DTS —7 v
b A & LT GSPT1 (Gl to S phase transition 1)
ZHM L7,

Racl KD/KO I & % GSPTL X &, 2 i @ Racl-
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A, shRac1 plasmid DEAICTLY . LN229 #iiaT
@ Rac1-KD =HEs3,

B, Fucci (Fluorescence ubiquitination-based
cell cycle indicator) system &« >~Fa~X—
5 —HEEMEZE AV EBBRIC K,
Rac1-KD f#ifa T3 iR AHADER. FFIc G1
HHNERTS (*P <0.05. **P <0.01),

C, 41 VFa1R—5—8NXEMET TD wound
healing assay [c& . Rac1-KD #Hia <I3-fHEa
BEEREMET I % (48 BFRIERER  **P <0.01),

A & sRact s Ract B
(618) 7
- 25 kDa - 25 kDa

-
uRam’.-mma -20kDa

- 15kDa -15kDa

cell cycle (h)

-10kDa - 10 kDa
- 37 kDa - 37 kDa
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eont - G655 cont RO
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A, Rac1-siRNA 20nMEZURTI I 3V) I
&% Rac1-KD ¥ D AMMUBEE7 A OV A b
KU Rac1-KO Y9N SOYRIBET A O
Y4 MT. GSPT1 BT %5285,

B, Rac1-KD KU Rac1-KO ¥ A#HRIEET7 R b
OY A ~CHIFRRMOIERZRHS (1VF1
N—g—BHEHE T : P <0.01),

C, Rac1-KD R U Rac1-KO ¥ R#RIBET R
FOY A FTHEEEETZRDS (1VF2
N—9 —HLEME T TD wound healing
assay : **P <0.01).

D, Rac1-KD R U Rac1-KO ¥ R{KIEET7 R
~OY A FTHEERK TZ525 % (CytoSelect
cell migration assay kit ZFWL\% : *P <0.01),

SIRNA 12 & % Racl-KD LN229 #ifid. Racl-KO ¥ 20507 A P a4 N CTHERL 72,
F7-. GSPT1 OFEHRKEEREYWETH AL LPSICL ) LA L. 0O LA Racl-KD 12 & b J] <
NHEZE#BHLMNIZ L. B2, LPSI2X ) EAH4% GSPT1 58845, JNK ORHEX]TH 5 JNK-
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IN-8. ERK DO F5EHITH % U0126. NFB OFEHITH 5
BAY11-7085 12 & Y #ifll S /e SO OKERIT, K%
EULHhRARSROBE AN G bs i1 707y
TRFMLTCEAAMER - ) YSERICk Y BRSNS &
FEIRAE) 12BWT, Racl D Fiy 7 F e LTHEEL
JNK - ERK - NFB ## % 4 L T GSPT1 ® 3 Bi25 L 53
HZLlmRBTAHLLDOTH-72 (M5).

GSPT1 #%Racl ¥ ZF VDO FHRY =7 v 3+ Th b
Zlid, BAPABL22HFEFETH - 7275 GSPTL M
TR O & 7% & FHEEICD ST 5 & OMELTDH -
720 FEPBE GSPT1 OMREEMICES T2 Lid. f v ¥
N— & — 4R EE T T o GSPT1-KD HeLa i/l o il iz
JEBNTIC XL DS 2 L7z, B2, Racl ¥ 7 F VDT
Ui T GSPT1 23l B 0] &2 Hl4 (edtE) LTwa e,
Racl-KD |2 & % Ml 5 W 2% GSPT1 o @B 53U L D
MES 52 EICE VR L MAT, W7 A b
P A MZBWTGSPTI # KD 35422 TH, Mg
HEREDED SNDZ E2irdl (M6),

L2 L7%A 5, GSPTI-KD (27f® GSPT1-siRNA % H
W3) 12X B MO T L, LN229 fifaTd A431
MleCHRERM R D> 720 B2, GSPT1 # KD L 724
REGFET A A MIBWTh, MlgiEE~o 5 1LGE
Bc& Loz (R7),

bk Racl ¥ 7 F VO TWwY—7 v bayrFelLT
GSPT1 % # I % L 720 Racl-GSPT1 ¥ &7 F Vs 5
THMEEE LTIE. TAMIHA FoMEEBICBT S
Gl 125 SHINOBITIREZ A L THO T ) — ¥ ALK
RAENEZ OB, —F T 1EROHEIZH S GSPTL D
MR AR IOV T, Fox OFZETIE. RERM
WCH o7z T BHRII[BONL D 572) 0 2D LI 1T,
Racl ¥ 7V (512 GSPT1) O#IfIA, #hfHHEH D8
BED 7)) F =Y AR (7)) THHE) 23 L. R %
REMEZRE S DEHR S =7y D 1D THDH I L%
"oz
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A, 2F®D Rac1-siRNA 2.5 nMzZURT =T
2 3Y) [C&D Rac1-KD (LN229 #lifaE) K
U'Rac1-KO ¥IZAHhSOFRIBEET7 A MO
B4 KT, GSPT1{ET%535H %,

B, GSPT1 DRIENRESEYETH S LPS I
FWERUL., ZOLEH Racl-KD (2.5 nM
SiRNA) [C&ViFIENS,

C,LPS[C& W EFET S GSPT1 OFEIEH, JNK
DPEEZI T&H 3 INK-IN-8. ERKDPEZE
I Td 3 U0126. NFBODEESRITH B
BAY11-7085 [C & W il & N 2 H'. p38
MAPK DFEZEHIT& % SB203580 TNl
TNz,

A SiGSPT1
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5 10 5 10 5 10 nM
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S
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a7
WCATD! | ————— GFP -
nnnnnn siRac1(618) 2.5 25 5 5nM
C 10 20 M
P ok
S &S _
M S 2 100k0a 30
-~ 25
OGSPT1 M S 5 <
o 2
o
15
3
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A, 27D GSPT1-siRNA (5, 10 nMZUR7
22 3Y) Ic&% GSPT1-KD Hela ffild T.
fHREEMDIERZRHS (10 nM, 1 VF2
N—5 —BHEHET 1 P <0.01),

B, Rac1-KD Hela #fif@ (2.5, 5 nM siRNA) T
GSPT1 {ET7%Z53%. Rac1-KD [C&WERL
fe#BRaEIREIE . GFP-GSPT1 DiBRIFIRIC &
DEETSD (**P <0.01).

C, GSPT1-siRNA (10, 20 nMZI L7 +OK
L—>3aY) IZ&% GSPT1-KD ¥ XK
BE7AMOYA RT. HHRREFHROERZR
% (20 nM : **P <0.01),



i SO
A si-cont si620Gs:r11)74 300 . ﬁ E m
5 10 5 10 5 10 nM .~
- S $ O7 A kA MNERK Racl-KO v 2 2 {ERL L 72,

500 %"’" 9 Racl ./ 7 7L }I/O)j:ﬁljfﬁl 75) fojﬁ{?ﬁf(ﬁ@ FFO) 7 ])
UGAPDH e— &
e  Tacont  s620  snara F—3 A (3 - #EE) ZEEL 72
S B @ Racl-KO |2 & 258D 7Y F — ¥ 24 (72 b o
B iz M T4 S OMIEMER) OEEE LT, Racl-GSPTI
I Cl YT NHBET BT L R WS L
ORacl ¥ 7 F v (B2 GSPTD) oA, it
7 > 5T ) e 49 1% Ak
A, 278D GSPT1-siRNA (5. 10 nM ZU KT T BROBED 7 ) 7TRAZZIHI L. H5 R
Jv3Y) IZ&% GSPT1-KD LN229 #ika AMESCLHEES =Ty D1 DTHD I NG
T, MISEERETERDZL (10 nM,
A VF aR—9 —HHEMFE T TD wound D072,

healing assay) .
B, GSPT1-siRNA (20 nMZILZ hOKL—
v 3Y) [CkD GSPT1-KD ¥ A1KIES — /Ty TAMaHA MEEW Racl- KO ¥ 7 AIZBIF
FZROYA T, MESEELEE T 2SR e s e pr e e s v o
bt el i B B0 % 4 2 MAEMAE IS % . Racl-GSPT1 & 7
ZRW3). FIMEFOATHBT 203 L VO L HETH S, 51X
BeE, 7V F— 2 ZAWEHIC & b AR R 5 o H e a1 15
AT S Racl 7 F 0V (Racl 7 FIVO Y —7 v birT) OME-FHENLELEZZ LN,
FA ORMEEEIE, Racl ¥ 7 FVEWHIT 543 - fLEWE RH L, FHHEEGIED & X ) MBS
EO 7o PR RE OB 2 AR T G - IR AT AL TH Y. HhHMEDRIED
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