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Abstract

normal cell behavior. Such as, mutiple mutations and epigenetic changes affecting key genes that ultimately affected

Primary tumors generally arose as a consequence of perturbing many of the characteristics of

cell proliferation and survival, the acquisition of inappropriate characteristics in migration and invasion, and ab-
normal mitosis and cytokinesis that led to chromosomal instability. The small Rho GTPases contributed to multiple
cellular processes that could affect cancer progression, including cell cycle progression, cell polarity, cell cytoskeletal
rearrangement and cell-cell or cell-matrix contact regulated cell migration and invasion. Here, we summarized the
recent research outcomes of the roles of small Rho GTPases in cancer cell progression, especially in cancer cell
proliferation, survival, invasion, and migration; and in particular, we listed the potential possibilities of members in
the Rho GTPases signaling pathway as new targets of cancer therapeutics.
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Rac. Cdc42. Rnd. RhoBTB. Rif/RhoD. Wrch#ll
RhoH". K Z [fJRho/NGHE I E A 70 1 FF 5] LA
TEGTP4S & I B0 TE A MIGDPAS & 1 4 W0 ¥ =X
ARG A, T 5 AR OS  TR) FR) A 45t ok = af s
TR, 51 R A 4 K] 1 (guanine nucleotide-ex-
change factors, GEFs)n] A2 i3 GDPfi#t 2 FIGTP4S & ;
GTP % 71% & H(GTPase activating proteins, GAPs)
A DU BEGTP /K iRt 11 R ik 25 AW 5] 5] 1~ (guanine
nucleotide-dissociation inhibitors, GDIs) "] LA 5 Rho
/NG Clii IR 7 LA AL G K ek & 5, I 1h
A WL 45 75, ik B HIRho NG EE 5 NN £
FIAH A B H i, #HIRho/ NG EE 136 VE . oAt
AEL ML S A L, 1 WRnd . RhoBTBIV 5% LA
RhoH, 1 T{EGTPES & AL A7 5 R B S IL IR 1 4,
B2 GTP/K D fE, N B8 5 GTPA 7, 'EATH
PSR R RIE K A EAL . BRI
HKPEEAE HI RSB
1.2 Rho/NGEHRIEYZFINREE

oS IRho/NGHR 1 ] LATEL R 5 R Ui 0N 2
FROAH ELAE PO — 2R B IS 5 20 R 42 40 B 7K~ B
ViR o I R DR ST IR A 1K A2 Tl A B AR
AN — SR AR Rt ) AR Ar LA, Hoh i — S8 S E I
KA FEFEVIH R, Bilhn: ) B A K A5 4idy
e OVER N R e OB A

0 T A B 4 ) B g 2 TR0 3 ) BB R, AE
AN R Rho /NG AR 1A 38 I 1 77 40 i B 48 At 57
A E e A SRR R dERE SR . TR
GEZEMR R B IEREST, 2K A5 1
TE R FEAT LR IR VR Y, 40 40 i < TR 3 A S5
WITRI B B LA R A0 AR ke P S S Vi 22 K 2R 1 4
ASESHIIB) ). BIANTER S AN, E-45 0
T CES AR L 1 e MBS 3 1 M B B0 ) 5 4 4 L A
FUR e A BL A s A, 2 5 R R A AR R
JlEaE M F#E BT Rho. Rac. Cded27E %45 i
RO R P AR AE T . AT WFSCIESE, HRho/NGEHE
[1Cdc42 K Rac/r F i filopodiaflllamellipodia® 5 i
SERSE TR TR R, e LA A <8 4 ) 4
JJiEE 2 (] (16 R Rhodf ek " 1 250, 4 [ RhoAH 56
Pl (Rho-associated kinase, ROCK) /™3 L&) & H
UREAE N Z 5 345 PUE i, ROCKAE A] BLH %
ARG A RAEM EAERP. KA RATEERE
I 5 S 0 I AR M FR) S R T S T S AP R RS, T

R G TG 8 2 R) A ok 55 %8 3% B (tight junction) AT 43
B, B AN 2 1) B AR ELAE T A RUR
FEA BRI NG FN 8 1 7E 4 M 8] 13 b s o b
TER . BERCR I, —Fh R B U A Y0702 H 40 i 1)
TS R AE U I T R R JE 38 () A M e v ok R
FEE BRI, ©A153 )& Par6/PKC/Par3. Dlg/Lgl/
scribble f1Crumbs/PALS 1/PATI®!, Par6-Cdc42 ) E
FLIEH, CAed2 (I IR PK CIsG A2 il 5 B T BT A0 15
I, Cdc42if ¥ Par6/PKC/Par3 & 4 W4 4 Hu 11 T35 &
A7, 5 4 WIDIg/Lgl/scribble s 4 Jio T 5 1) % A7 LA
J% Crumbs/PALS 1/PATI 1t 41 Jiid 55 i 3508 1) o A7 A1 7 40
LR AR () el N R o R R P R AR . PRl A 40 e
R (P ST, A TR 25 1) 4 s mT DA 2o b A 1
TV IZ H 15 2 5. Rho/NGAT A o 1 42 1 an
M B 5 g R A L VS B, S RPIR S TE AN i B
BRIk B2 =,

Rho/NGHE 1 F AN 2 1100) 1~ 4t it J0 S5 1) o
7 R EATAE TGUSE AT LL K A7 22 7 541, Rho/)
G A S 3 N 43 7 55 T Go/SHE AL J 1) 5 3= 2l
Tk R T 4 SR B AR L % R (cyelin D1)AH 67 i 4%
T (p219° Fp279°1 i3k 4781, Rho. RacHICdc42#s
Al LMt cyclin D1#14% 5%, Racit n] LUiE dEcyclin D1
5 ATRNAR B, I 28 B0 () Rho 1) LA 1 {2
A 225y ZL RO 1IG A 40 fg Hhp2 790 1 B g0l
FEAT 2243 34013, /NG EE FIRho Jv L R I ROCK
T I A 3 4 S TR W T A A ik R A A 42
77 %4 5L 1], RhoA/mDail 8{Cdc42/mDia3f5 5 1 i %]
T Y AR BE DL R 5 A 22 R B A A 1
AT 225y 345 1, Rho/NG R [ BB SR8 R 1) T
F, (2 SEE A R A0 P 2y 25
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WREEEIEH. LM 5NN, RactE i
{140 248 6 17 i 368 LS 93 2BV 2 1 WAVE(WASP-family
verprolin homology protein)f1Arp2/341 T UL 2l & M
() A2 AE L, 7= A2 ] L i) 1154 1) 45 #4lamelipodia,
AT 4l BB A ) 1732 2 (R A hr J); RhofEiL B 4l
6 P R g 30 3 RN, B T ROCK A 3 LK 2 11—
LB B 27 2 2 T AR BAE P AR Wi g, AT/ 1
20 6 11 2 S B T — i 1) BT aE e IXRE T B AR
TR SRR S L 0 A R R B, AN [ AR 4 M S R
LA 70T o [RIFE )40 2 BN [R] R 4
B 2 IR 7 20T %, 00, — SS9 4 o 7e
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1) 40 B R P SR B R ac A A5 AR 174D TR] TSR 40 B
TR, (HR 7 = 4 1 40 M 55 5T b SR HUR ho K it
1M ERacH A BT K B s AR R A 4580, Cded2
T0 o g ST B A P 0 R R I R 2 4 T
A, Tk RS e UE I &5 A AR 7 ) A e Ak
e I 1) 40 PRI (1) 7 [ S e, Al 75 B 02 A AN 1 2
FEAR ) 41 3 2 1 v (leading edge)i AT . HriwFo
UEHE 7, Rho R A A8 41 i #% 1 i B v k4555 ¢
A4 SR FAE M . Rho A L A4W & FimDial (R FR
“4Drfl, Diaphanous-related formin 1)7F 1T % 1) 41 i
T S SR AR, Rhott 40 1 0 11 i 45 0., LR Ve IR 280,
R FImDial BE w] BN SR 188 E P A A, ZE4E
Cdc42 A1t i B A W) (anaphase promoting complex,
APC)ZIITF% 240 W (1 117 o, (2 2k 400 PR AR 2k 1 2 S AN T
e, 5540, Bl LLgERac, 31/ Slamelli-
podiafi i) 177 A LUK R I A 28, e 2k 4 it A
] Hir A sl k2 | )1,

2 Rho/NGEBHEREELZE ZBHAREM
B BI1ER

Rho /NG (13 ik 5% R 40 I 47 11 2 A )7 Tl 5%
MR E R AR R SR HERR, (04 41 345 2k e bl
S TS T T i G R 1 AR A
3o A ML 0 2 U0 e DA B S (BRI ) AR S S TIE
5z, —6Rho/ING R [ 4 B i A 4 s 3 DR,

ATTRRY 3 2 3 RO AT LA i o 40 0 1) 422 G AN B
5l iRhoA . RhoC+ Racl/2/3F1Cdc42; 1fii 73 —*%Rho
/NGHT G 8 D i b5k R 2 4 SR AL, 451 4R hoB
RhoBTB%. fE L8t i, JX S RE A a2k, Bl
FRAR, N FHFKIEKERIAC, —LRho/NGHE 1Y
YRR, 1 2 i R AR A g T SR DAL g, NG R
[TRacH1Cdc42 il PAK1(p21 activated kinase 1)
(1) 2 R 25 DR s 1 o e AR 2L s 1) Do R AL, "
FIR 23Rt T s N LR A0 P P A
2.1 Rho/NGERSEMAAMIEESFE

et A0 ML 1) — > B BRI A A0 R AR TR A
Tl BEFERE D, 40 MRk R T, R AT B0 41 i
H9%8 . Rho/NGEHE 38 1 15 41 1 J& S AH G 5 DR (491
WG A5 77 8 Fleyclin D1LAS 4H & 35
AT A SR A 71 SR p2 1P R p2 7 (i 3 4 i ) A
2, Rho/NGHE [IRhoA. Rac. Cdc42 5 ¥ 5 K Ras
IS4 R A DI N AR R, m] L
Rash S S34b, KR A 40 A h AL ot
JIT 7% 3 IfRac1 F1Cde4 23 i ] LA 1% c-Jundi i (Jun
NH2-terminal kinase, INK), 155G, 5 #icyclin D1f{]
ik AHE I, XA E S H XA Rhof Wi, LABS 1E
G- B 40 g 45 22 5 Blieyelin D1. 53— 7 11, $00%
(FJRho nJ LA Ia ik 0% 1 i i ROCKIM i 14 AT 22 53
PS5 1 p42/p44(mitogen activated protein ki-
nase, MAPK) ) ¥F 4277 42, BE1AEG, F #1155 S eyclin
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Fig.1 Small Rho GTPases-mediated regulation of various important cellular processes which may contribute to

multiple stages of cancer development
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D1 B FHERE 4 i SRR . Ak, Rho/NGER
RhoA. Cdc42. RacfEG % J-cyclin D1 idi I £
pray v W Ee N R (S e

9o 0 JH PR 184 KB AN T 4H 23 v i A 1R AR e,
P 1 L P A0 M2 70 WA 240 I R - (R e ) L ) ot A 2 2R
FEAET AR A e A 2 AR I A P B AR K
~F(vascular endothelial growth factor, VEGF) /& 1%
B — R L A R e SORER . AR KA
T AL SR INVEGF13IA. VEGF ]
LAt 52 1A 1% 2 R NS, W VEGFZ 441, 2, 3(VEGF
receptor 1, 2, 3, VEGFRI1, 2, 3)f4 § 15 5. Rho/NG
R 45 5 W T LA VEGFRG, WF5T 27K, Rho/NG
B ] BE s PR I A A BSR4 23 W AR 188
I A e Rho /NG 1 70 T I8 AR o f vh (1) 2
AN TR AL PN B A, i, oA A .
S A0 M AN PR ARE P S A AT RS A I
W RJE ST, VEGFIE I 5 VEGFR245 &, 4k
P 7S Rho/NGEE [IRhoA. Cded2. RacZ 5 ik
TEFEST, s 41 Y 53 v RO VEGF TS PN Bz 41 e o 1)
Rho/NGH FIRhoA JRac, I8 it il UK Py B2 41 i -2 8] 1)
FAIELS, (EHEIE JF 8K 7 A, FRAR A B2 40 )= R M
P, B0 R AN R PERY . Cded2ih kR 2%
P 71 3L 04 8 ] A B-2(matrix metalloproteinases-2,
MMP-2) ()35, B A P Bz 40 1 1 B e, (i N &
AN AT B R A2 G i o /0 55 Y. Rho/NG R I 4E
PR AR AT A e R v VR 7 NS A A
81, Racs 3 7= 4 i lamellopodia 4t #4) 7E 1T 7% 41 o /Y Aiy
Uiy 77 HE A2 | ), Rhodi 5 77 A2 [P stress fiber4f #4) 7£ 1T
% 40 M 1) 2 o 1 24 A0 Wi 4, Cded2t 577 A filopo-
diaZ §4 K KN A0 FLIREE, A3 40 M —4H Jfw -2 7] 1R AH B
EHL, FF T A M il . Rho /NG 1l i i
5 9 5 At ) A PRI G /S A P A1 3 ot 7 1 A B AN 2
o ML AR BSGIR) da Je — A R LA N R R DR ik, AT PR
LI o I P T PR T i, — Tt B B i
(cell hollowing), 5 —Fi i i 1l #E = 8% (cord hollow-
ing) o 41 2 BT Wi S A M 5 Y 1R T B A B 23S
A R B I . VEGFAT S ) Rho-ROCK %
Z: 5 4 B2 4 B2 (M B, B 288 UL A 74 i
2.2 Rho/NGERSEMEMRESER
22.1 ‘Rt AR S AT 4k 40 A1 3 5
YA M AN T RIS G TP IT R RIS, 5
— 3P LRI A A0 M 1 T e AR Sk . IR — I R

Rho/NGEE [IRhoA. Cded2. Racifi# /2 1474k
AR R, WLBhE A 4T 4y — e licih e B 45 &, AW
AR R LB E 2T A 20 0 B 4 1) 48 T ) IS 1)
Jriale B 00 A g0 AN R TR AR HAR IR TE L
PR A . I L A M AR TR AR A LA
FHFFAr 40 Mo 8- 2R 4 plede . 0K i 10 %) 40 L Py 350 90
A L S 5D & [ (actinin), - B8 [ (talin)y £
5 PB4 (focal adhesion kinase)fH B AFH, ZE4EL3)
R 111 456 & M (vinculin. paxillinflactinin) F1 # 4)
[ iz 1% UL 1 3984 i (phosphatidylinositol 3 kinase,
PI3K)MIRho/NGH 112 & 4 Bt o &4 B 1K) B 12
LA ME Tl R, W NE LRI N . PKCRL AL
Rho/NGHEE 1M % . 25 =20 S54SR 8L i 2
20 Y A1 B8 T R 1 2 1 T S5 1 40 I A i T R
SV Wish i -k E A BAE A 510 40 i
45 . RhoWtiif WLEK 2 11, JF 5 VL8N & 1 4R 4EAH B AR
R, P A B 4 ) iz shigeai . 5o T
0 it 20 5 A B AR B B o IS A S A A B
ISR IS SOURILE, — Rt sl 8 A 5/ 03 154k
1 (i gelsolin M cofilin) A UL zh & (1 £F 4 i, 12 3EL
BNETYERARE TR, — P ol 1 470 10 400 1 iy B 2 1 1) 2R
Gy AT PO SR R AR R DY, RE DR SR 5 4
I £ 11 AN 41 B A0 R BT 8, N A A [ W B 7 4 e
R0 I i AT PR P s A 0 L A e o o AR A H
222 Rho)GE&A LHREmMILZLEEEHS  FEA
ML I #% 43 4 540 W 1T #% (individual cell migration)
FNAEAR N g 3EF% (collective migration). [ ML #k
EL g AR JU R ) 2 1 SR B 4 I A% 1) 7 =X, 3R
I B SR AR R A M 7% 1) 2, ARV 20T
LA S AN AR A LT AL 1) 5 X R I
AR IT R w4 L 2R 0, IR WS S
T 0 M B BRI S48 LA S E 1 i 40 R AN [l
ANF AN TR SR . R T ARG T8 22 7 0
Ay 8] R 41 g 2 %Y (mesenchymal type) 2% B 2K £ 4]
Jf 2 7Y (amoeboid type). LA IR 40 B S8 T IE #5110
P RE LT W R TR e« 4T 4 DR . TR) AR P
&, IR A M I AL R & S HOBP T BB, 4K
LTI i 1 LA R < a8 i T 4 WL AT B ) e
VER o DA K E2 40 1 28 200 300 % (%) e 0, 475 1 I 994
WK DL SNt e g, e AT 40 i A/ o P e Bt
PEIRAI, 32X 2 40 i (103 7% A O/ T 3 IC 2 11 2 4
e £ T, 1M T /NG ER T Rho AT 3 1 40 i 4
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ER PRGN W 28 BT P i - B0 3% 5 40 e A R
FIH, X R NAT A MR R R AR AT A ) R DR R
A5 A —40 L &7 it )R B AR P A 4 T — 4 i T £ A
HAEH, I BAKAUCRE IR 8 1 LA & < 8 2 1 o 41 i
AN R B AAAE T, AT A A% 0 AR i 1) — >4
237 A ) AT RS g, o TA) I B R 40 A i
(A0 M A= A gk e — SRR, 20 A FEE BRI 1)
1 i 1) TR P S R R 1) 7 A T e R 2
P A1 M PRV AT A% U7 S RAT s FE I w2 g, REAN TR
(I 7 2 1812 bR 98 40 RO 5 1) o5 A8 sz 3]
AN S PR B A LA . e A s Tk Ok
TR e ) BEAT AN A R RSCR ) FC A 1 T
KHATIER . (ERAER AR K AR, iR
IE7KF K D fig AR A (A & A H 1 G B 3 DR 1R 9%
23 U g A M R I B2 i R, A FH 25036 9T A (1) ik
P R AT BB AU AR AL, BT 2 LeaT 7
TR 0 IR R BT P, 2 0 A L ) S
AT T AT IR L, A AN M R S X
AT R b, 2 B R IR 40 a2 48 1 el AR A4 4 i
TS 0] A M R A A R AR, PRk 36 R —[A)  A
(epithelial-mesenchymal transition, EMT). ZEEMTH
1 BB A 2 M40 B 1) 85 ()9 2k, L2 40 o 3k DR
FACITHE A1~ 2L 1 e ) (1) G 2 58 BE R A I g
1) EMTA 40 ffz g R br i te i — 242, — A
e A0 MRS T A0 A B R T, R e I T R
HE R K IG I, Je e s N IR FRUS g A 2220, 1 5y —
SO AT, 0 an A R T g R S5 A i A
JRI A T 2 TR) PRV IBR 3R 56, 2 1S 40 Jifw 22 177 DA T P
0 M3 1) o] K LR A1 AT % (R 55 A, R Ay [ia) —fa]
K L #44% (mesenchymal-amoeboid transition, MAT).
FEMAT £ Bt 40 T A el I 2013 1) 25038, FEREA
FEWRER 0 A 10 2> 5fk 41 i 22 hstress fiberd
Ry Rk 2K o MATACER — At 25 LA, A 40 i e 4t
Jei AL P R v AT ) 5 RS R IR S R AR AR AR,
A TP RIS 72X, DRI, R 1 A ) A
L0 T IR R A A UV T T RCREE
Rho/NGH 12 5 4 R G 5T 1) 2 N 36
o A M I RE 1) AR TR TR R A0 2 RS
HRAB AU DL S I A0 AR e e NG L PR B, 3K
Pl Bt 4 S5 40 M 1) (1) SR B ABOR, 4 e A2 iz 5
P B PR ) e 2R 0 i, o 5 3 B ) A AR TR R A
RhoA 71K [T LA (8] AR AT A% 2o 7 v 45

R 2L, Rho AU HL R Il AL N 8 FAROCK, P UL3N
T S ER ST 2 0 AH B P A e 4 0, XK
MO HH Lk R REAT IR BT oK T R R e 4 g, ok
[ RIS R b 4 o R A e i i ksl g . gk
A ML B I R vh, A3 A% 40 R i ) — A~ 41

SR ETIE BN E) ). BTN, Rho AT J61E
S 2 OGS, 2 5 Cded 24 3%, Rho Adb 23 i1
S JE ARG A, oy A Ak o, et A i
LR . FEIA ARG Tk #E T, Rac/r- 77 4B 1T
& 41 o 5 3t ) lamellipodia 58 2 45 1), [A] i Racids if L
WA G 0T 4 e R I DL S AT R R AR AR, B
VR VR 4 )8 d g5 (tissue-specific inhibi-
tors of MMP, TIMPs)[f]™= 41232, Cde42if ik 5 Par6/
PKC/Par3 5 & W) (0 AH HAE R 2 1] I 40 i 1) 3 %
DL S AR GL27; fr AR AR A AT % 0 B AR e R v,
Racifi it 5 F i %W 2 FIMRCK (myotonic dystrophy
kinase-related cdc42-binding kinase) ) #H B 1 ] i #
IWLEN £ 15 WLk E A B4R 5 00 40 e 4,
Cdcd2n] L 1 3 it <2 Jes B2 g 1) 7 ZE P, Cded2
W] LAE Ky v e] 43 1 5 S e ik R Ras [ EGFRi%
(A% . WFSCIE R, Cded2ff S il LA I Ras /i 3 1
S Ak, X AT 8 AL B T Cded2 ] L 5 Ras il [HPI3K,
RaffF 518 i & A A HAR P, Cded2ikn] LS A
JiiZ 2 A M e-Chl 4l 1, i 40 H 5 EGFRE 45 11 B it
EGFR, MIfi {2 #EEGFRAN 5 (19 461>, Cded2id A1
SRR T e R 00 ) AT 3 2, 20 o 4 e A M 1 Al
DL 4t i TR) 268 90 Sl he (1) & A, BB Cded 2% -9
i R AR e e TR AT FH A2 40 2 2R AR 1) 7

3 Rho/NGEBHESBEEAMREIINED
IR

Rho/NGHE [ 506 5 5 2l Ik 52 M 440 L P 1
T T R R E 1 R AE R, D, Rho/NGER
1S B 53 R LR 43 8 (LR R I N 2R e IE R B
T AR i ARG BURALTT 259, 5 n]
DA I A A B 2590, FEAd i d fE rh 80 ke
JE PTG, AT 0] BRI H B AT T oA Gt RN
Bk e, Rk, A H 2024 e PuleibIr 24
YR AL, Rho/NGHE [ /& VEGF AT T 1 1fiL
AR RO R A (R A A 1, BRI, R o A AR
JS PRI [ia) 245 4905 ) 40 L 3 A% 5 93 4D R 1) 2 ) T
A T 25 B A 25T VR IR T ROR
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BF X Rho/NGEE 11 505 B 03 J LR #8811 (R 4t
S B ) 90T R R AT LB R LA AT (1)
A HRE 5 B Rho /NG 11 B LU 28 B 10 R0 it 2501
W0 (2)/Mr FRNATHEA; (3)Rho/NGER
IR G e e A B R i 711

HFRhoA. Cdc42. RacZ 5 K5 141 ML Ihfg
W, BRI hRe s S EUE E a0 Ei bk,
DRI, FH /N 23— 40 ol 500400 61 9 42 2 I GEF B & T i
(1) 265 N2 B 11 AT S B R N L. de Al A 2
(1) Rho/NGEHE 1 Vi R0 11 571), S S84 it ) ] LA
L5 R B 1A 4 ATP N 1T BEL BT 5l 0 35 P o i
(A0, 27 24 it A o 37 A2 — 2R R 8 A IR ho {5 5 188 1t
N EEROCKFPAK 1) /N3 T 9 i, 4411 4nY27632.
Y32885. HA1077HIHI1152P, ‘&4 10 LAWHIROCK 1)
TG PR, PAK A PE-3758309 A #1151 41 i b 37 4
8 AEACFASE T, 5 5 40 LR TR AN R SR A
I 77ISP600125 ] LA [A] 452 9 59 PAK 14} 45 i H. Wy v
BB PR 5 W AR R 0 FITPA-3 ] DL it FH A PAK
A0 45 A5 1) R 3% DA ST 1) SR AR I E IR AL
FHADHIPAK LRI 1, S Fofr i i 40 1 g 1) 19 50
SERIE TR SR AL LU S R B 1 SR S ATP A &
(7 05 R Sk, DRI B AR T 29RO AN T
A e LR 41 A R R, AT S 7
I ##HIGTPELGEF 5 Rho/NG R [ 45 4 ok FHLIE I &
WO, 9 n, ITX3 0] LA i RhoGEF £ [ Trio N i
SRR TE R, B0 6 T Racl XX RhoG IR
Y BT, MLS000532223 /2 3 i 7 3 & 1) 25 4 Jifi
M AF 2 — Fho] LI HIGTPSE & BIRho /NG E5 1 1)
&), el DL OB AT GTP 5 Rho/ NG H
FIR45 4, A Rho/NGEE 11— 35 IFee

Rho/NGHE [ 55 I K38 43 8 11 7R Coiig #1577
—MNCAAXIEF(C: Mz A: AR e 07 5 2 Ok
%, X: AT B IR), CAAXE FERIE G # 4
S SREAEA, AT M. AR |, AAX
iR 23 BiRASHE 1K i -1(RAS-converting enzyme-1)
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