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[ Abstract |

Rho subfamily proteins (RhoA, RhoB, RhoC) play an important role in cell signal

transduction and cell motility. Rho subfamily proteins, especially RhoC, were closely involved in cancer

invasion and metastasis. Thorough study of the roles of Rho proteins in cancer invasion and metastasis will

be helpful for the treatment of malignant tumor.
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RhoC 5 &ML MR 1R 22 S BRI K R, C BT
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1 Rho IREREESESER

Rho WA i@ T Ras BE /N k117 G HEWY
DL TEANZEE KB 20 % Rho KR, 7 7
2)20 ~25 kD, TEAN NI A5 5 e Sl B AR N 5 5 5
e gr sl oy IR AR T4 R s R s, P A
ZR AP . 280 Rho S0 LY AT A5 L3l 2
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RhoC  H I S AL 7 9 450 2947 85 % AH ], HLad KL TR
FPN I 22 5 FEEALT C R, 1 N K250 A S
GTP 45 4 B K A7 A AL . A% RhoA,
RhoB,RhoC & X 73 i T AW Ay g ik o AR
RhoC P AT 1p13-p21 K 1116 bp, JLOME T &
W& T30 H #70F RhoA JE [ 1Ml RhoB % A it Lt
RhoA #1 RhoC /M, {45 1 4~4b 8. F. Northern
blot {7~ , RhoA , RhoB 1 RhoC f) mRNA i A £ 41
ZURAH R A ik HOR RISV 20, gk
KA B2,

55 Ras BRI BT A B 5L —FE, Rho W5 48
HTEIETEPE GDP 25 5B U561 CTP 455 B2
[E7EER, 24 RhoA, RhoC & GDP 454 Inf il 2 T i 3¢
H, 5 GTP 454 i W7 T 24 MBS 1 JF-AE T F sk
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Rho # 5 GDP & GTP 45412 2L1a] A5 25 i A [
A B A (1) B IR A ] 1 ((guanosine nu-
cleotide exchange factors, GEFs) , {£i# GDP 5 GTP
fscH, © kB 80 A (2) GTP Jigid L& 1 (GT-
Pase activating proteins, GAPs) , J13 GTP E§ft /K %,
E B 70 43 F# 5 (3) GDP 43 B4 i 5~ ( GDP disso-
ciation inhibitors,GDIs) , fH 1 GDP 3¢#:°5 GTP, A~
[} i) GEFs Fl GAPs 5 3 Ff Rho # i 256 FI 1 A] fig
I, BF5E 28, RhoC 7K 1114 Tle43 5 XPLN (—Ff
GEF) [AIANBEIE MG FEAE Ty, AN RE S Z 45 &, T
RhoA &% RhoB # FH A% 43 DR IEIR Ky Val, il 5
XPLN 454 s (HWATAT5E LB, 3 i Rho 15 Vav,
pl15RhoGEF, Ber, p190RhoGAP ) 3& F 4 JC B 3
ZEFto

H Hi & BLRY Rho 25 H Y T 8RR 70 14 11
Fifr, Hor, Rho 56 4 il R 8 E LA 1 B ( Rho as-
sociated coiled coil forming protein kinase, ROCK) J&
T &R/ Iy &R A B R0, Hoor § 45k 4,
5 N K 3 ) dbl [A] ¥ (dbl homology, DH) X (ffk
X)) HRE S Rho 454 1 4 i B2 5 45 14 XA C 2R
viiY) Pleckstrin [r] Ji ( Pleckstrin homology, PH) [X
ROCK # 52 Rho ¥ F W15 5, Ho rHh
Ser854 Al Thr697 e A=Wl AL 1 B , 3 T il —
FRIVBER AL/ B IR AL S o WLBR R I W R ity 2 1%
1t ROCK (Y, #% Rho/ROCK (G (L1555 % A
BERRAL TR B B 2% 1 5 25 1% 14 LK 2R 1 i 12 1t A g
B LR B 48k ( myosin light chain, MLC) iR
b, (A0S N B R 1 MLC /KP4 =, WL3l- ek
H SIS, D A2 2k LSl & ez B AR R
A PEMTERE AN R T A A E AN SR A
AR AT A | A R B A 2 Sk W e g 4
M L R S 2 P A AT
2 Rho TR ik5MAAETH

20 M T A% A 455 A0 i K 3 O A2 ) S i 00 - A
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1 (myosin ) 7 A= f W 45 1 4 3¢, IR FEREA IL3h 2 E
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T2 B SRR B A A LBR AR 1 Wi, I al s 2o R
TR LIM R A 05 PR LA I actin (1) 23R DL S E
PRI 531 PIP-5 SN A TG PR T A2 iF actin /)
BAr, I AL ik 240 i 2 o 4l ROCK 3 4 7]
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SEGT R AN L B AR AT, B R .
Rho & [ 34 AT 38 3 52 1) 40 - i &1 32 5 [ 1 K
6 25 240 - 240 L ) R B T 2 5 2 L RS . ZE AN
ERS L B op, 4 AT R Y Rho B [ B0 58 £ 34
. e R REAN T 8 5E Rho/ROCK {554 F
% T 55 200 - 200 i TR ) O Bz, AR E A T RS
Riento * §23# , Rho/ROCK 7E P f 21 Jfd v 7] 4 %
2 e 285 o 3 R 4 I A 25 . Rho B [ JE AL A2
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A FE TV 1 240 6 - L & 5 o (DAY 25 B 1 T 8, A R 1
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RhoA W38 i # 7§ ROCK }z DRFs ( diaphanous-
related formins ) FLEZFINLENE R A -5 LIM
S P IS B ik 1 221 B . RhoA i i ROCK
I PR S 4 B SRR B T ezrin PO BER AL, 1G5 L
SME IR R TR . IS R,
PR PE AR 7K F- 19 RhoA 15 16155 Al i@ i mDia {55
e 3 I AR ARG AR 1 R A RY B 3% 42 (adhe-
rens junctions, AJs) , 1 il 2% B i 20 il 7 59 RhoA §
ST AJs RS 5 MAEAR 534k i 45 B Js At P
RhoA 7K-F-4¢ e, Wl 5@k ROCK {5556 S8 % 5 3
AJs Wi E 4N i 71" . RhoB 5 ROCK ) 3%
FPE4cHS , (HB = RhoB (1) A £T 4k 41 iy JL 47 4 45 &
EEE B, RPCA R GXELL &G . RhoC 15
ROCK {7 FI4 b RhoA &, #7% RhoC i 1 ROCK
555 IR AL MR RS i A rh R 450 o E 2P
Fo B HAETHMICHFSE 8% RhoC 78 1E # 41 i i #%
H R, SR T, 5 7 2635 RhoA 1) fit 98 40 4 L
1 KF-3eik RhoC. (1% i3 41 i L o B 5 1) 4= 28
B . B3k RhoA Fil RhoB fy Al i #f NIH 3T3
N & A A, I R 2R 58 RhoC ) ] 2 F HC 20 i i
BRI
3 Rho FxR&5EMEMBREEMER
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B 7D R A R TR A T 2 (1) 2 3R Tk KT S
T  Rho (185 22 305 XM g 14 1R 28 T 6 %
AIRE A AR B E L.
3.1 Rho {R#AV 512 % | 45 69 HUk] e 11 42
25 5% E O T 40 i 1) 35 %, Rho &R
B T A AR Al S S Re ) AR iR 2R R AN iR
A LUF ML -
30101 BRIR g ML 6 MOV R 4 B 3E 4R Rho 18 i
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B R 00 40 M ) T A AR P . TEVF 24 22 P i
JE AT WLEEH] Rho 8515 bR MR A 56, 78
Bz - 1) B A R E AR
3.1.2 43k fm e sh A R o e % RhoA F1 RhoC
18 3 R B 4 )& 4 B ( matrix metallo-proteinase ,
MMP ) 14 J& 25 F i 2H 28U i K7~ (tissue inhibitor of
metallo-proteinase , TIMP) 1) 7K - 3 & 7 48 i 41 5t Jia
( Extraceller matrix, ECM ) [ F& i A1 22 2 , {2 3 /) 35
R Tkoma 46 % B i %35 RhoC fig S 5
MMP-2, MMP-9 , TIMP-2 %5/ mRNA 2 ik i 2 T} 25 |
i B 2 3k 71 2 1% Rho ( dominant negative Rho, dn-
Rho) REFF MK _F iR MMPs ) mRNA 35K, iz
FFi o3 BT vk IR 52 3 B 3R 3Kk RhoC AN (H B 8. | 34
MMP-2 il MMP-9 {323k (R TIRZS) L ik B
VRS RS MMP-2, $278 RhoC ANMHBEW] 2 |
5 MMP 1) 255 7KF, [) I BERS i MMPs 1) 75 4
e ILREAR ECM RE 353 , fe i g 128
3.1.3 e F AR B T ARSI 5B fn B A R,

RhoA F1 RhoC jfi jF ROCK {55 5% 7 % n] {2
JifvTeg LA AR R ] Ef B B 9 A 2 DK A B 1)
AR AEFUIE R R RhoC. 145 263k
RE4E = VEGE S5 I AR A 7 3635, S ARIREE
A AT C3 B RSB ] RhoC DI RE, vl {4 1 45
PR IR F I i i PR . Van-Golen %51 2% 5]
RhoC 7EAMEF U M8 AR S h A B ZE/E . RhoC 1Y
1o 2T 1A RE AR A R 0, 2 V8 A L 2 8 1T A A il 2HL 21
ZIH
3.2 Rho £ TP P& FF Kk RhoA 7Efili
W S T R 25 . Rhod IZE3K
TRV 55 2L B 1) 3 B ZH 200 0 U0 0 45 A 4 At TE AW
5, ATV SRS T B BUS 1545 . E AU IR
NI T, RhoA FYRIE KT 53 155 i g ik 8 2
FASEEY L XUMREE R RhoA 2R 116 I 1L 38 b
20 2R rh 2k W] 1 i HLREAIR RhoA 25 1R IA RERR
G300 R A0 A ) P R RhoA 78 Sk 59 R 94 9
R 95 40 e v 2 35 7K Pt 9 155 42 UR RhoA
5 25 T Mo 1 e vh BT B 2808 3

RhoB 7EIE# b K A1 g vh 25 2 4 0 391 i

TERZE LN I A 2 . 3T BT R, RhoB
BAGUREE, 7E R AR, i K3k RhoB S iy
T RS (R MEEFE . RhoB 18 A2 iR 41
ML) F IR R 5 T R T, I 40 ] e 4 A 7E A B
RPER
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RhoC & [7EZ R v 3Rk 3, Fe 2 7% 75
RZEVER IR o Clark 2510 F 3 DR R B9 %
I, BAZIE T RhoC mRNA FRIEW] R &, H 5
JEIRZE F R R IR fEARE 8 AR B
RIEAML A3T5P i e RhoC JE[H , Hz g i1 {2
e s I B s A H . AR At T AT
i RhoC. I 4 I 50 4% M (0 IO e i e 7,
Van Golen 25"/ RhoC 3£ PN AN FLIR - Kz 40 iy
B, H B e 3k, A BUEE Y 40 i 1) iz 3 e 3 i
JE HAERR AR N AT B MR, IR e At {1 3A 4 RhoC
FEPR R NS FUMR b R A A b 5L A e AR 1 FE A g 2k
DRI, T 200 A 5 (R B P i R 8, Kleer 2512
F Gy 4l 2 Ak 24 Jr A K 182 4 FL R A% 4 H RhoC
BEEMFIR, K PUEFTA IE 5 LR 27 24 98 P 2% |
AN BRI A R A SR T RhoC 8 (3R 1 0 B
PE, MAE 118 3= 1 e A7 36 5124 RhoC 2
PR s #E— 20000 R B, 712 28 P FLE , RhoC 2R
F 2R K- 54120509 PHPERR L4550 H 2
2 AR B bR A A5 8 U A 56, AT AR S FLR ik
RS IR o AR /NT i AT R,
PTG 2 95 0 J2 I 52 RhoC 25 (1 3K BHE, M
FEIE 7 Bili_E B s 3 2H 27 11 5 5 40 Jf 2 RhoC 2R
FIBAME: 5 E B PCR R INAA & PR, P A ik B2 5 7%
SMATEE RS I AR At RhoC mRNA (17K F- B i
H T B A, #278 RhoC mRNA kK- 53R/
240 it i i 1) 1R 28 B AR B h B IE A e
23V 557 RT-PCR % Western-blot 3 5% 5 20 A 7] 43
PRI TG 12 P RhoC 192 35 7K S R 4T 462 0 1
FAs, 255 & B RhoC 76 JH9 41 23 rp 323K K- i3 1
I A2 FEAR A I 9 AL 80 v 1 2R 28 /K F- i3
B LI R A S AN B A P i R K
FENE N i & g 41 21, i i 23K RhoC )R T 5
RAFE I RIS . 38 F PCR-SSCP J5 ik ik
HER] RhoC 3 3 i 3 R 2 28 & 45 46 W™ . 1t
RhoC. 14238 7K S AS(EUFD 96 1) P A A 56, i L
5 IR R 28 56 B % VIR 56, TR i BF 12 W7 i b
HWANEIT B . RhoC 78 B IRIE B8 45 E
I A PR AR B 2R R (T I L O SR SF) R R
Foik, IS X B R 2 5 B B AR A 5T
A AT BRI R F Ve e e e RS TS R B R A o
4 1L Rho/ROCK 3 #1 &5 495877

Rho/ROCK {55 555 i 42 5 WAtk i 1) & S
WYIRER, AAE MR G T AR A (1) Rho 2511
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7 SR SRIEA S FEAT B M, 125 W T 5 2 A% Tl 410 o 7]
(farnesyltransferase inhibitors , FTIs) B] #l ] Rho %5 H
Rk e B8 1, AT 410 ) Rho 2 B B9 3% 2, {H FTIs
fe it ths BT ] Ras 5L E 0L T8V i 3
FEHL W41 1) 77 ( geranyltransferase inhibitors ) 7] BH #5
RZH Rho ZE 25 1 14 ) J5 A6 i , 400 ot ek e 200 0 7
MRAMY A, A BB FR AT SR RN . (2) dnRho
X GEFs A7 B 5 A 26 A1y, vl 04 N 951 Rho 2 H
Y5 GEFs 4G, Nl Z i 244 T+ 5 GDP 455 1Y
FETE PR, doRho LA ff Ras S0 & B 5t AL T
KRS (3) RNA FHLHA AR 5 M i i Rho £
FI % S 5 3238, XFF 98 % Rho 25 1A D DL SR
PIHUMERAYT B SR R AP ET R (B B B2
FEARIE D, (4) 3] Rho &0 4 [ ROCK [ £
] ARV 6 200 i 4 e 2 B S T s TR Sh R B v
ROCK {5 PSR ) Y-27632 w4 Li7 JH-¥ 41 A (1)
TN .
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