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Sumoylation and its role in cell migration and invasion

ZHOU Pan, CHEN Xing, ZENG Chen, ZHOU Jian-Feng, WANG Gao-Xiang*
(Department of Hematology, Tongji Hospital, Tongji Medical College, Huazhong University of
Science and Technology, Wuhan 430030, China)

Abstract: Small ubiquitin-like modifier (SUMO) is a new kind of posttranslational modifiers that conjugated to the
lysine residues of proteins substrates in a reversible covalent manner. It plays a pivotal role in regulation of many
biological behaviors of cells, including protein stability, subcellular location and its functions. Many recent
researches demonstrate that dysregulation of sumoylation contributes to many pathophysiological processes,
especially in the initiation and progression of cancer. In this review, we briefly outline the sumoyaltion system and
summarize its role in migration as well as invasion both in tumor and non-tumor cells and provide new direction to
treat the related diseases.
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1.1 SUMO

/INZ A FAZN4) (small ubiquitin-related modifier,
SUMO) & — KA T HALEY N = EER S, K/
218 12kD EAB 7 T. HUTWHASIY H A 4
A . SUMOL. SUMO2. SUMO3. SUMO4, H
H SUMO2 #1 SUMO3 J¥ 311 2) 97% [AlJE, 185 5 AL
SUMO02/3 ", SUMOI1 £ %2 5AEHIRE M & A
A& 5 T SUMO2/3 RS 5 RS N E A
PIE 5 SUMO4 s i S64F B SUMO2/3 2548057
T, A 87% [FEYE, HRTHEF M B,
1.2 SUMO{Lgimid 2

SUMO &R 572 R HRLL, 2

Ik — R 5] ATP {881 By (e 0 BE I B, 4898 40 g
El. 4540 E2 fLEH:E E3 (AE1L, K SUMO %5
AR E AN yKXE P51 E. yKXE AR TR
HAF S SUMO &5 & 138 frer 27 (v AR BK
REMR ;s X REMLFAER ; KL SUMO 7
SEEMIBERA ). BRI RESN : R —F
i SUMO R f44> F-75 SUMO 4 514 5 [ 1§ (SENPs)
TERF, CRumFPHIKAR, BigHXHE RS,
AR N SUMO ; i& A —— Wi #L30%)  El i
SAEL Ml SAE2 AN L2 %, H #E ATP {5 pli 24 (1)
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SUMO #f — i 45 & —— 05 1) SUMO %%
% UbcY (ME—45 &5 E2) [1E B BRIEHIX
HEH— R E3 /)T Ubc9 ML (iEs:, et
SUMO k. #E#:MEg E3 3 Z00 45 : PIAS Z )ik (protein
inhibitor of activated STAT, = ZfUE PIAS1~4 1 NSE2),
RanBP2 (ran binding protein 2). CBX4 (chromobox 4)
F1 TRIM (tripartite motif). 2% SUMO 4k /& 7F SENPs
FITEHT, SUMO 73 7B H &R 5 488 H B R
BRIEMRE . W LB b SENPs I A 45 SENP1~3
F1 SENP5~7, H.At SENP1~2 HA C Kus K fEistE,
xF SUMO1/2/3 ¥4 4E /1, 17 SENP3 Al SENP5~7
R g SUMO02/3 24,

SUMO {b A& st — N aha-F4, “FHTa S,
BRI R EEERMRAERRE. KA,
SUMO A A& il i & 15 22 11 . DNA i85
AR, T4 ML 25 MR KA KR 1M
SENPs I 7] DL i 25 SUMO 44 & 4 1 2 ik 988 24 fifo
W, HE, MRIERR REHKBESD, AL
X SUMO A 7 0 40 I 4% 1 1 B4 AT 2704

2 SUMOfLEIR AT RZPRIER

2.1 SUMOEImEIEMEMRIT IR EFRIER

7B, SUMO {higimnld i AFpLE, 52
Wi AN [E) e 2SS g A i R RS MR 28 e T (3R 1)
2.1.1 SUMO5 pi 41 41 s 4t g

FRIRIRTT R (RA) A — P 2R 11 5594 ,
ST YA T AT B (FLSs) R 3 i g (= 28 e e 2,
I8 RO BCE R AR, 2 RA G118 1 g 2R
Heml. WFFFE B, FLSs tt SUMOL. PIAS3 ik H]
BT, 3 Racl &4 SUMO 1b & 1M, BiE T
PAKI #1INK, 334 )& & A% MMP1, MMP3,
MMP9 & 1A 14 &, AT & FLSs 13 # filig
8T Ak, Lige ™R /N RUR R § 9675 4 (CIA)
TEARBE R [ AR M BG 2 B« RA A Ube9 Rk Tt &,
{2 FLSs 4 it VEGF-A. MMP-3, MMP-9, Jini# H

WHEIER .
2.1.2 SUMO5 17 M ff1b4n i

SR 4 10 E RO A RIS . 3
FAFI S — RNV FAF R, Hod g
LT # B A B, NDRI G RS (R E 72 255 e
E3 41 % ) MEK ¥ (MEKK1/2) 72 2 {6 B fige, 411
il ERK J8 B&E 10, 25 40 R . 08 0 R g k2B
NDRI1 K465 fi7 55 SUMO 1k J5, 5 MEKKI1/2 [f) 45
ABE SR, H155 7 NDR1 %f MAPK 7 P38/ERK
s mIE A, R an Iz 3. 724 T
OGRS (LLL) W7 B EI R, ALAiAE SENP2
FIA R, NDR1 SUMO {0, fi fLan il s
wm, emnEa ™, N LLL By e, R
FAEGT RAERIAI T, $RAERA 1 .
2.1.3  SUMO5 8] 78 Jii 141 i

[ 78 3 T4l il (MSCs) A& —Fh Z BT 40/, 7
SRAE S A Bl R A S I 7 1 (HIF-1o) J5, 7T
MG B TR IIRE, $&& MSCs
WBIT IR /1. Ciria 25 " KB, i$%Ki& HIF-10,
MSCs P Notchl il i 25 4 58 (N1ICD) SUMO 4¥, 3%
i1, 2 Notch i@ BEHIE, 34558 MSCs [FIHFEFILFZ,
It HAXFh R A Al 4 SUMO L3177 (AA) s .
2.1.4 SUMO I A& P J7 4 e

SUMO ¥, R 38 it 5 P 1 200 i D f3e R 240 1 48
TR N AN IR RS . FERE 2Bk R 4
(PAECs) 11t ik SUMOI1 7] 5 3 % ik 71 & 4R i 1tk
e a8 e . 3T R AN T . SUMOT % 3 [A]
ANERCEE R BT AR U AR N R 4
(EC) H, 222455 kB I (MAPK) V&6 1
filg 2 (MK2) [1J Lys339 4 s 7] & 4= SUMO 141 1fii,
SUMO ik i3 I 25 A5 f5 MIK2 i 3% 1t T vy, Wl o
LBh & [ 22 5 4 N TNF-o A 519 EC gl it & 1
2.2 SUMOfEIH7EMEMMIT R ERZE R IIER

SUMO M AB MR 2 b 5 18] 5 40 B 4k, (EMT).
Jil IR 41 Bl 255 BT (focal adhesions, FA) i %45 & 2 it

*1 SUMOLIEIRAEIEMEMIEBIREZTHIER

SUMO/L /4 A i g SUMOfLAE F B IR E

Racl JRCET 4 T T A i Racl SUMO t , PAKIFIINKiH i

Ubc9 JRCET 4 T TR A EHEVEGF-A. MMP-3/94) i i

NDR1 15 F1 F A4 NDRI SUMOfk t , 5MEKKI1/2454 774, ek
P38/ERKFHLZH

NI1ICD B 78 5T T4 A N1ICD SUMOft. t , NOTCHi# % 1 i

MK2 LA P 2 48 MK SUMOAL | , MK2iG 4 1 41
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2, Z5MRamRErEREZE.
2.2.1 SUMO-SEMTYE(R MR T #4228 o A

it 988 4 f I A= 2% 2 i oA R 1 B EE AR
EMT n[fgifix—id 2. 25 EMT k550 (EMT-
TFs) = % 40, 5 : Snail/Snail. Snai2/Slug. ZEBI.
ZEB2/SIP1. FOXM. Twist %5, EMT-TFs o] #ffi] I
B2 MR S R IR, E- 45 %6 35 25 1 (cadherin).
claudins F14H 0 ff 25 I (cytokeratin) 3L, fEitEE]
bR EMES T N- 85854 8 1 4% 8 1 (fibronectin)
T MMPs ik, e K& 7R B, SUMO 1k
&2 5y kg b EMT 322 B (% 2).
2.2.1.1 it TGFP 5 TGFPR3Z 4 i

TGFp J& —/ 2 R M A . ies 5 B
HAMEAER, #ERE] TGFB/ Smad4 {5 5 18 #% 3] {2
E bR IR R R . 4 ML) TGF 5 5 18 % 2 -
TGFp 5 11 B 524k (TRRIN) &4, FFAEIFRERR 1L 1 7Y
Z & (TBRI), 1 # Smad2/3 2 14, W I 1L 1
Smad2/3 5 Smad4 JE R E &), T3 Smad EE5 W)
i, #%H, Smad E545 DNA 454, 5%
SIS R T p300/CBP %55 TGFB #EJER ik M,

Smad4 K113 Al K159 J& 3= % ) SUMO 1k 1& iffi
£ 5, SUMO 1bf&1fix TGFB/Smad4 ¥ FH DK 2 i
M. FURJE 40 8, SUMO B [ 7 58 48 5 5
Smad4 % SUMO 1k, #] 14 5% Smad4 /1 5 /) TGFp
Beaidte ", Zhang %5 U w41 e 4R B AT R B

BEAKF RN, MR E- 455 % & A RIEEM
FIE T2 % [ E (vimentin E) A5 7 &, {23 EMT.
Chang % " xif L, Ji 98 1Y) WF 78 & B, SENP2 f¢i 45
Smad4 Z: SUMO fk., /b H SUMO 1k /5] Smad
AL B 240, (e 3k EMT 2[5 (MMP9. Snail ,
Slug) ik, H58 TGFP /5 B4 fl # AR X B -
5 EiRgEieH i, Lin 25 "R . 1%k SUMO1,
Ubc9, i Smad4 SUMO 4k, nJ 3855 85 [ i fa e 1,
M 1 TGFB 5 5 1 S0 2L D] ) 3 s M. 5 4k
Ohshima £l Shimotohno!"” i£ i i& T PIAS1 E3 fif T
RE B AL, 29k 55 Smad4 (1) SUMO 1k 1fij 411 ] TGFB
&5,

£ TGF {5515 51 EMT 1, [k T it Smad
1) SUMO HARZ K AE/ER 1, TRRI () SUMO {1k &
Mt e 7 EEA (. Kang 25 P 08, TRRISUMO
PRIk 23 H1 55 TGFB X Ras #6461 B ZF 4E 41 i (R
BREALRE ST HE/E . Tan 25 BY fE R, o
SEAE R e A B, SENP2 RRIA B & B
B R RN 22 (1 75 . SENP2 {if TBRI & 2E 2
SUMO b 1y #1 #] EMT, T i SENP2 J5 E- 4% & &
F#RIA T, N-SREOMAEEDREAT, ;2
i EMT ; {H Cashman 25 " 75 3 gy o (OB 95 22 8
SENPS5 {31k 5 7 B3 TG R AFAEOC . FLIRE
4 o 7h U ER SENPS J5, TPRI )2 SUMO 14 %,
TPRI (1) 8 A B KV FEAC, 33 MMP9 R F %,

SENP!1 A[i# T/ 5 Smad4 2= SUMO 1k, 5% Smad4

IR AR ZRAE 10853 -

w2 SUMOWEIREEMT N SH M E AT R RE P HER

SUMOfLEg/# 8 A il et SUMOALAE F ML EMT/AT#
TGFB/TGFBR/Smad4:if %
PIAS1/Smad4 LR/ P Smad4 SUMOfL t , TGFB#siE 1 1 et
SUMO1/UBC9 (=T Smad4 SUMOAK t, A FARENE 1, TGFRHELIL # 5% t RIE K
SENP2 T Smad4 SUMOfL |, BEIE R 5% 5% 1 gk
SENPI T i Smad4 SUMOfL |, & AFKF it
SENP2 JB% It dest TBRI SUMOAY, | i
SENP5 N TBRISUMO | , TPRIZEH 1, MMP9FKIA 1 it
SNIP1 LRI /e SNIP1 SUMOfL t , TGFB#EJE K £ IE 1 (il
HIF 1 o3 4%
CBX4 A9 HIF1la SUMOAL 1, VEGF#KIA 1 (i3
PIASY (=5 VHL SUMO1 t , HIF1a/Kfi# § , ¥skig?E t, VEGFRIE 1 (i
SENPI] T 1 i HIFla SUMOAK | , HIFlaf2E M 1, MMP2. MMP9FRIA 1 i
MITF B ZIE F Mi-E318K SUMOfL/KF | , HIF1a3&iA 1 et
oAt

PIASY i ge HIC1 SUMOAL 1, SIRTI1#43% | it
SENP3 B FOXC2 SUMOfL | , $eidi: t il
IQGAPI1 o IQGAP1 SUMOYL t, FasEtE t, ERK/MEK/AKTI{k Ufieis
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64N, Smad #ZAH HAEH & E 1 (SNIPI) & TGFp
(4] 1, Liu 2% " % B, SNIP1 7] 7£ K5, K30.
K108 fi7 mi &4 SUMO {1k f&1fi, SNIP1 SUMO /5,
T4 Smad 5 &V S IE S, T2 TGFp 4
FK (PAI-1. MMP2) FRik3Ehn, nl{Eit TGFB (5%
I 4H I A FIR I o
2.2.1.2 ENHIF1ofE 5@ 5

B LT A2 BT S iR TR S5 1 3 (R RRAIE,
TEMER R A KIE. SRR ISR RIEZR K
HEMVEH . #3507 HIF Lo #3052 AR5
(19232 35 B P8 400 7 BR AR 2 1F TR OE M AEAT B

46, SUMO g nT @it B #:/EH + HIF Lo
W% EMT. RS, 41 CBX4 ml g
3% HIF1o K391, K477 ff) SUMO 1k, 4 # VEGF
FTiE, FHSME AR, BRI AN R A AT RS Y
{BLERT A A, SENP1 $3( HIF1a 2 SUMO 1k,
HIF Lo ) %2 M 58, MM B 9 MMP2 F1 MMP9
Rk, fRtpRe bR B,

Hk, SUMO 43 RI A FH T HoAt 31 2 1 1A 4%
V4% HIF Lo, SREETEOLR, B 40 i &R 786-0 1
PIASy ik B, f2ifiz Zi%EH VHL &4 SUMO1
tb, %S VHL 5 %, 1K HIFla (97K f##, 34 5%
HIFla [R5, 23 VEGF £ik, i S& &
RANANHERS B S Ah, IR MITF (1 3fig 3k
3 P A7 & Mi-E318K FL SUMO 1L 7K ¥ T B& J5
MITF #1 HIFla J3 845G R /735, v Fif HIF1a
(R0, 165 2 €0 2309 20 PR RN B e 4 R IR iE RS iR
ZEhE 0 T,
2.2.1.3  Hih

b Bk ALEAh, B H IR Z 8 A HRIE T SUMO
B 5 EMT fI55 &, 40, Sun %5 PR,
VI B iR £ SIRT1 ik N P& 4L PIASY T
Bt FiE R, BRESRE T PIASY REfE ik HICI
SUMO ft,, #ETfiFHE SIRT1 5%, (ke 40 i
(1) EMT, 358 i 40 B it #2 & /1. FOXC2 2 ik
MBS EMT B¥e %7010 X B T Fe 8L -
SENP3 1] 5 [ FOXC2 K214 fi & 2 SUMO02/3 1k,

73 FOXC2 $EEE R N- S8 s I RIE, (et B
EMT &2 . IQGAPT J&t—Fh 57 i 2 Thie 8 A i
TESE B i &I . UG A RAHCE B IQGAPI &
Fik, HMLHIZ IQGAPI ¥ SUMO 4438 b, #01
TR, WinEamREN, 4kmEE ERK,
MEK. AKT Bk, et im0 A
Ah, BUE SRR K-Ras""? ] SUMO 1k ik [ 58 48 14
(K-Ras""”"?) T BEAIC Ji6 B d 401 ) 2 b K-Ras 5 c-Raf
(1454, i Snail #1 claudin-1 ff) 334, 3] K-Ras""?
(I R 4l A AT RS VR B
2.2.2 SUMOSFATE(EMRIE B2 28 I1E

FA R —HEBERZNZEOSEM, @LIs)
HEE K RES RS 5 AL (ECM)
R, PRI A, A3 A RS )
Bighy, T EEIERE B (focal adhesion kinase,
FAK). talin, vinculin, paxillin F1 zyxin"* ( £ 3).

Hor, FAK 1E %G 3 MO8 1) 40 M is 2 vh 2 &
BAEH. E SRR FAK AL I 80E T a3
SRC Z5:3 P4 (1 B IR, SRC & — M2 4R E A
AP, FAK-SRC 15 5 iHtb x4l i % . 248
I 4 A2 B 28 o6 E1 52 B, Kadare 25 PY B 5% % 0,
/INER AT 4E 40 b FAK 7] 5 PIAST AHEAEH, {2
HE FAK K152 & 4= SUMOI 1k 1fij i 5 B 5 il 52 1k,
{HZHF 58 57 FAK ) SUMO b 4816 7] g 5 41 w26
B 6 5%, PYK2 72 FAK S0 i — 51, n] k4
PIAS1 i) SUMO1 1&4fi, {2k PYK2 H & i
5545 SRC Wil WOE (S 5 T paxillin Jf
MR b ERK1/2 {23t it & ™ (8 —=n e,
2017 4, Wang %5 B 31, SRC /2 SUMO (1Y),
SENPI fi£ % [H & SRC [ SUMO k&M, H K318
£ &5 SUMO1 1 J5 23 FAK Y925 [ fk. wi
HI| g 41 B DU145 () SRC SUMO Ak Bl 28 A8 R 7
Y M3 AR P R HH 3 R I B R SRR T O

F4h, talin /E2N FA 108 4H 73, N5 FA
BERXENEEQLIER, WA R RTZ3I1
A= 5] Fi Mt £ Talin t1 7] % SUMO {L1&21fi, SUMO
PN GA BY siUbe9 mJ i FLARSE LI talin SUMO

&3 SUMOKIEIRAEFAN SHIMEMEITHIREZEDHER

SUMOfL /2R YT SUMOALAE FI LI IEREMZ %
PIAS1/PYK2 FLIE PYK2 SUMO1 1, H&®M 1+, HAESRCIEHEG, paxillinfff{L 1 et
SENP1/SRC T 1 e SRC SUMO | , FAKf#Ez1L 1 ek
Talin LIRS Talin SUMO | , FARIECH . K/t , YiERERE | Eibal
Calpain COS-1 Calpain-2 SUMO | , Ji5PERE(E 1
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F31%

ThoKF, B0 FA IECH . RN, BRRAIAE A AT E
o P,

Y HLIT R 2 2 P R T I AR, FATE RS,
i T 40 R R FA AR, RESARGR, 7R A4Sk
I i 98 44T 1 3z Ak 32 3E % . Calpain X % &
it 10, $5 calpain-1 F calpain-2, i {F T FAK.
filamin A talin 55 Ji54, 244% FA {240 i FE it /2
Calpain-2 SUMO 14§ ff3 AR AR 1] 1 25 B#AIK calpain-2
Wk, HH calpain-2 A~ S HIANHIZ TR 1R PO
2.2.3  SUMOfR MR IT B 1= 22 1F H AL 1

R 2 A 5 IE A A b, 2 AR AR KRR I
=5 R O . b, NF-«B. PI3K-AKT,
Rho GTPases 45 i #5522 SUMO AL A& 11 1A 1H 7
(£,
2.2.3.1 NF-«Bjii %

SUMO HABHRLEAS [ i g m] 3@ i A [ AL 1)
9 NF-«B @, 500 g 8 5 A 7%

p65 & NF-kB [ 55 £V B4 7 JH- 41 i (HCC)
it se s, Liu 25 7RI, p6s SUMO L& HifAs
[ 2 0 06) fie g 18 GRS A% B s A — A AhAT ]9
1E HCC &35 e 240 23 1) 41 ffd #% + SUMOL 1) K 1A
B S5 T, T 3 p6s 11 SUMO1 44 535 p65 1% 5 17,
Wig NF-xB i 14, (e 3k A 40 P i s s AT fL b e .

1M HCC Ji8 40 i fa 2% th SUMO2/3 A% T 55 IR
HEH B FFK, 78 HCC Hid &k SUM02/3 & 53
MBI, EAE IR Y. WRE R H
T b p65s NAZAZFH, RN, FHEf SUMO2/3
1k p65 251 KR MR A p6S Fsk ] 7554,
1l NF-«B 3 i3 1 2,

Chen £ " 76 36 LI (O 70 h R BIL - SUMO
7 F B B B IA ER [ (B-catenin) K870
Pk, EBEBIENREKEAS kBa4id, i IkBa
FIL, M| NF-«xB I8, 580098 40 i 1) A4 KA
iT #5240, Hamdoun F1 Efferth™ iiF 52, SUMO 1k
07 GA, fELAEFENE T, F{EdE NEMO
(NF-kB essential modulator) 23 SUMO 1k, i i IxBa
() % fi#, P& AR NF-xB 35 1, 5 805 8 M ¢ 2%
uPA. PAIl. CXCR4 Fil MMP9 f#] % ik T [%, 404
FLIR I A AR TS

AN, NEMO f] SUMO kIR 25 38 5% 0 % J5i £F
AR (GBM) (3 JE RN BT F U . Xu &5 B
W ABL, TS DNA #if%, GBM 41 NEMO
1) SUMO {1k 3, W] 0 NF-«B 3 240 i 4 47 F
IRIEEE S, RPN BT IR
2.2.3.2 PI3K-AKTiE %

PI3Ks [ p110 ff fk. V. 25 £l p85 1 2 V. %5 4H it

&4 SUMOIE IR MEMRAIEBIREZ TR E AR HLFI

SUMO/L i/ #E 75 [ I i 7Y SUMOAKAE FIHL T /Z
NF-kBi# %
p65/SUMOI e p65 SUMO1 t, 5 t, NF-«xBi@ it
p65/SUMO2/3 JH9e p65 SUMO2/3 1, 1% WNp6SH kil +554E t, NF-«xBi##g | ANFZE
B-catenin FLI e B-catenin SUMO 1 , IxBa t, NF-xBiE# | Eiikel
NEMO LA NEMO SUMO { , NF-kBiF 1 | )
Jisz o B 44 P g BT JENEMO SUMO * e
PI3K-AK T3 4
p85B ININE p85B SUMO 1, p85HfERft | , PI3KI@E | )
p85a NN p85a (KS459del) SUMO | , p85fiffgft 1, PI3KE M 1 Ui
AKT Jities AKT SUMO | , ¥BgEHE 1)
Rho GTPasesidl
PIAS3/Racl R4 Racl SUMO-1 1, ZHiuth @ 1 i
RhoGDIa sk RhoGDIo. SUMO t , Rho GTPasesiith: | , I TEhEARE 1)
Ubc9/Cx43 B Ubc9 | , Cx43 SUMO | )
SENP2/TBL1/TBLR1 Rt TBLI1/TBLR1 SUMO | , B-catenini% 1. | il
S100A4 JIER=h S100A4 SUMO | , # %1 | 1)
DCGRS T 471 e DCGRS SUMO t , ZHffiiLss t Ui
KHSRP T 271 Jiee KHSRP SUMOL1 1, iz %4 1, TL-G-Rich miRNAs% % | (i
hADA3 [EEI] hADA3 SUMOfL t , &EAFifaENE | Rtk




Eyd

By, 2. SUMOALEM 541 iRiL A fliR 28 683

PBK Z 54iffiE K. WEAERSEZ M. #5
I, p85a Fl p85P ] A= SUMO1.SUMO2 14, 4.
H v, p85B SUMO 1k & 1ffi 7 f & 2 J& K535 Fil
K592, SUMO {hf&thifa 24| p85 iRt p85p
SUMO 4, 5 [ 5 A5 44 1) PI3K 388 16 1 1%, {2 adk 48
MLIE e A AL . T 20 RAZ A p85a (KS459del L
AREEL, R A SUMO LB IR A, 5
p85B SUMO Lk R AL A —F, fEit p85 BRI

J5 g 3 R AKCT 76 200 Pt 389 5 A0 fib i ¢ g b HL
BAEM, AKT FIBUE 2R 25 SBn
SUMO 1k % Ff il B8 J5 A2 16 i i 9 . AKT [ 3 F I
RIS & 4 SUMO 4k, K276, K301 /& 3 EA&Mhifr
M. K276R 5k E278A Z¥4F £k AKT SUMO 1k, Jf
SeA | FBE e, 0T . AR,
LR RIAALE, e RYR K E17K 28748 ) Rk A2 5 i,
= [f1 SUMO 1L A& 16, H A 5 5 b /1 5 41 B 1 5
IR AR AR e g
2.2.3.3 Rho GTPasesf1RhoGDIoif %

Rho GTPases C.#{ F S/ i 14 41 JL L 1) OB
X125, Rho GTPases - Zfif RhoA. Racl fl Cdc42.
Castillo-LIuva % " 2 B, FT40 M 4 K 5 -1 (HGF)
= EWIE R, Racl 5 SUMO-1 454, PIAS3 nJHaf
Racl [) SUMO {bf&1f, Ity 2 k. 1T/
F1Z 2%, 1M RhoGDI 7] 5 Rho GTPases 454, e
TR T 2RGEARAS, T 5 L3 B 1 22 5% 6 Fh 240
. 2017 4E, Xie £ " Hf %% & ¥, RhoGDIla t
T SUMO 1k, SUMO 1k RhoGDIa 5 Rho GTPases
FA0 1800, Rho GTPases 1% M52 B3], &M
PR ILBh B G MR A T . ARHGAP21
#& Rho GTPases HI3E 42 FH AL & H 40 H 22 5)
D1 E SR I 7, ] Cded2 AT FAK V%
PERIEEMGER . Bigarella 25 ™ Wf 7t %1, ARHGAP21
REz SUMO2/3 1k, H: SUMO 1k r] Bt 55 41 o 134 i A5
%, BN RRIT RS 1) 5 T IR IE
2234 Hih

2 5 SUMO b A& i 1 g ] e 3o A FH - —
SE IR [ R 4 R A M ) S AR E 1 Ube9 7E
B RIRAHL iR R Rk, @S T Cx43
1) SUMO Ak, il & PR 4l fR (38 58 . 1B I
HEET: B, e SENP2 £k R, 4T WNTSa
G, SENP2 it Rk, {2 2k JB5 bt & 4 A TBLI
(K560)/TBLR1 (K497) 2: SUMO 1k, | B &I &
FIZ AL, BEIE MMP13 [13R1E, 5805 b 41 i
TR ERE S NP, HAh, sk,

FE B 1 SUMO 181 /K~ A AR B0 4 45 i g
MR BT AR AR, WEE T, 545G
1 S100A4 [1)4% 2 /& IH 0 12 28 PR 3 9 1) A2 )
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