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# 2 SUMO(small ubiquitin—related modifier) & —JRHE NI ZEA, fLA W FE & BT,
=Yg b AR E E RE 572 L, (HAZ ISR A B T I A 22 R CEIAS R A A . SUMO fh1&
MidE A — P E S E AR B, TS 5MEsiNsAJrm, HSuMo tbigii mw 52 A
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Abstract: Small ubiquitin—relatedmodifier (SUMO) isamember of a growing family of ubiquitin—1like proteins (Ubls)

and evolutionarily well conserved from yeast to human. Although the three—dimensional folds of SUMO and

ubiquitin and the processes of protein ubiquitination and sumoylation are quite similar, the respective biologi—

cal significance of these twomodifications is distinct. SIMOmodification is involved in diverse cellular pro—

cesses and disorder of sumoylation is implicated in pathogenesis of human diseases.
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MITREM A AL B e YA N AT Dh e 2
FlZ AR EMFm ., Hrp, & 5 S 2
(post—translational proteinmodification) ZEX} A (i)
i AN ERL B M A ERIAT A8 D RES%E 7 T
RFEEFENEN . EARMIER S EE S,
FEAREBR . TRM SWh . Bz
ZHEEA.

2004 U NURMERIE T T =M RILZHR
(ubiquitin) IRFES, DLRSARA I1E B 1 5T AR St
P ER DR . 32 Fad— Fh A A% AR A v 5
FEAERI 76 D2 ERAL /N E, 3l I BOE i
(E1) 4t (B2) LASCERRG (B3) HEALIE, =
RO TR B A R IR L, IR

26S H B UUN, S E AR

T JUFRBHE A TG R I T — 287 =R
1, Horp SUMO 232 0E H i) —2%, 19954, Meluh
FiKoshland P LEEREEERE (Saccharomyces cerevisiae)
R FEr B A Smt3, XS A 5 SUMO [ f B
Wi, VPR, SUM0 JFRESE ML, 4
1 hSmt3. UBL1. PIC1, sentrin fI1GMP1 %, H
%] 1997 4, Frauke Melchior SE¥ = EIRIEH T
SUMO 3X— 4 FrM
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1 SUMO WOE T EATP WS Y, E1 WG Z —Fh U8

SUMO & — AWl A a1 v vy S8 R 7 1) /)N
T (RS (BERE. 22 AR b, B
fEAE—R SUNO B RS Ih, B /DAEAE
=R SUN0 B LR, H a2 R IY
Bl SUMO LR, 4351k SUMo-1, -2, -3F1 —45711,
AP SUMO-1 572 R IR T 51 A 18% [IAHA
PE, AR BT =g M ETE R AL A RUR M)
&, SUMO-1 2k (N i) A —A 21 NMa SE R I 4E
fiff, B2 ZP AL desh, SUMO AR
I AT 52 EZABB AR, SUMO-2 55 SUMO-3
M2 IR T 97% AL, 5 SUMO-4 17 87%
FIFRALYE, T SUMO—1 JUF 50% RARIPES),

SUMO-1+ —2 A1 =3 fERFF AP RI%, 1M SUMO-4
FELE BT e AT R R 100, LRI
SUMO—1 =5 %50 A 75 40 MUAZ A% JE R AT 22 5y 3410 & e

P b, i SUMO-2/3 FHERAEAT AT 22 R FN Gt iy
SUMO-1 TR LS Y& s 4l & 1B A,
1M SUMO-2/3 W 3= 2852 LU S B XA /e . ALk
SRR . U SUM0-2/3 fE & 4545
R A By HRIBOE RS, SUM0-2/3 X 2x K
VIR BAR BN kU2 B, AR UE T LR REfE T 41
FEREAE PO N % . HAET, SUMO-4 7E/RN &R
HA A% D REEAFA )7 17160, SUMO-1 Al
SUMO-2/3 X W ik — & P i v, o an
RanGAP1 F=ZE 4 SUMO-1 1641, 1 Topoisomerase II
F P SUM0O-2/3 &M, Ji4b—LeiEE, W PML,
W) AT [ I SUMO—1 1 SUMO-2/3 4t 2 H RN
b, TV SE AT DL SUMO AR A& 1) S ) 2 11 ki
T 200 B HiF SUMO MBI R B 11 10 2 FF
PE, SUMO 7E4i e iy B Z Rl AW 2:Dhae, g
FREERA R ENE. M REAPUZ A EAER . W
TR AN ER . W FEtE. &
555851 M DNA il 2%,

2  SUMO 1L1&imid F2 F048 < By B

52 2L, SUMO XY & A A& i th 42
AL PR RN (B 1, % 1) . SUMO HiffA7E SUMO
MR AR (sentrin/SIMO-specific protease, SENP)
YER T UIBR R AR v (C i) BN 20 3618, M 28 5
RUH 2 1R TR I, ESZ/JESZ?/“E'J SUMO. H4E, M
SUMO [ C K H e il L hil5 15 £ 1 Wik g
(SUMO-activating enzyme) B M2 B vk IEAHIZE, It

TORAK, ENRAN R B SAE L (ZERERE AR A
Uba2) M SAE2 (Aos1) W/ MIEEZ . SR )5, SUMO
W AERL BIE245 451 (SUMO—-con jugating enzyme) [
Pz ik EE b BIHAT I, URIL—FE2 455
B, BlUbc9. Ubc9 LA FEHIMIEY), M
244 SUMO A I 55 JURBE A K 281 JEC ) B 1 ()t 2 PR e
b, FZRMEAESTH SUMO 455 IR 751
(SUMO consensus motif) wKxE (y fAE G K MR I
1R K Wiz, x AEMEREMNAIER: EABRA
1R) U AR RS, AT IR SUMO 4L
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El1 SUMO k& ZiERER

1 SUMO {ki&imid 2 P48 X KO il

P B A
SUMO G E 1 Aos1-Uba2 SAE1-SAE2
SUMO 45 & E2 Ubc9 Ubc9
SUMO EHMEES Sizl PIASI
Siz2 PIASx
PIAS3
PIASY
RanBP2
Pc2
£ SUMO {Lig UIpl SENP1
UIp2 SENP2
SENP3
SENP5
SENP6
SENP7
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B M EEURIORIEZ E AL =

B EY)E AR5 SUMO &5 &% <7 741, iz
F AL B2-25K F SUMO Ab A7 A B A= 7 = 81 78 £
it pHItsl . Rz o1 UEE, SUM0-2/3 H &
()28 ki 2 A SUMO &5 & 0R~F 741, ReB I %2
FESUMO 5. 258 SUMO BEAEXT R 8 10 40 il Y
SEANL S P [R1VZ 25 A B 55 T R 4 TR AR 0
TEHLLRENUR, B3 IEFR (SUMO-1igating enzyme)
ATLAMER Ubc9 4% SUMO S M 8 A HIRCR S bF
SR, X TRESE T B3 EEREAES IS L Ubc9 Biby
W Ubc9 HIEMER AR . B3 R+ B 5=
25 PIAS (protein inhibitor of activated STAT) ZXjik K,
i, RanBP2 F1Pc2. SUMO &M & —AN nl i i)
G, 5L SUMO tLEEMBY UI/E T, SUMO
SFFNEYEE BEE R, TR SUMO0 4b7f
W ERERERAAAEMM I SUMO fLEE, BPULD
(ubiquitin-likeprotein—specificproteases) , M{EASS
WU AE S Bl 2 SUMO {6, RIBERR A SENP %R
sePEEE g . SENPL A1 SENP2 nf LABYY) =B
) SUMO, T SENP3/5/6 Hifl4f85H) SUM0O-2/3,
SENP7 [ BY P13 PR b A i b — A UE 5220,

3 SUMO {Li2imHE X5 B R 4R M IR aR R
=3

3.1 SUMO EE &R

Ak, A 0% SUMO T8 % Hh 4% 1 3 AE W24 Dy g
I AR R0 o Alkuraya ZE2URFSY KRB, W
LR J7 VL7725 1 SUMO -1 Bk i 4l 1/ UK
G EEEOE, N (8. T%) G T/ IR
T, o SUMO-1 R G I IEH K & i
HEVEN 5N ARIE, i [FYE A
BT 4= A2 ) SUMO -1 mgbgr a5 1/ MR R B 564
IEH, a7/ REA HIUERM RS, SUM0-1
FIDIRER; SUMO—-2/ 3 AAf2 1220, Ak, fEptfarh,
I S SCEAZ TR R Sl Ik SUMO-1, -2 85 -3,
e R & IEH: RN EAC=" SUM0, MGk E 5
WEE, ARG K E IR P SUMO 2 [8] Dy REAH
LIV S
3.2 SUMO £&TgE2 EFE R

Ubc9, HIF BT CAIK SUMO AL A& i 1d 75 v
HIME—H — DA HEE2, LAY 2= D REEAS AR
KAV TR 250 A Ubce 9 S 1 R W % RF
(Saccharomyces cerevisiae) 1, QAT 22572445 PH
TEAN S B Gy /M, SO B4 B 2 i

LR (Schi zosaccharomyces pombe) 1, hush
(Ubc9 [RIYEHE R [k 2 3 350 T 40 ok DNA 5 Jsed i il
FHURH 5 53 R U LA S A0 A 22 4y 4k P A SR AU 1250
LERWE (Drosophila melanogaster) ', Ubc 9t g% BH
Tbicoiddr [ (U S HT ST K G I S
T) B, SRS T bicoid ¥ERE R IE H RIA,
A FEARMRT AT R B R E P /55— UbcIR
AR RS, R R AR T TR T 2 B T
R fEE i (Caenorhabditis elegan) 1, JLER
Ubc9 RIS IG K F iR 2%, 4h AT fLAM,
B A FEOGVEIE R 77 90 DA S AT LA . D
s, @% Ubc9 BISRIA SR T 4 M 22
Fey, FECk AREE AT 5Ok B G 20 FEXY
I DT40 40 R Hh, 45 PESR R Ubc9 Jim Bt 4 e b
HILZ A A%, AR T fE/NER
H1, Ubc9 #R I 4EE IR RN, A 40 i 4]
AMIPIT, Getohor B UL A AR A5 i IR 3R
ALEY . IXARIREAT Ubc ) TELERFAR BVEPE . RN K
B LASOE AR B S R A B AE .
3.3 SUMO j%#:H5 E3 £ F ALk

HARBOR I Z H1 PTAS /3 #) SUMO ALAZ M
IR IE , (HE PTAS S5 B b w1 /) B e 7Y
FEAEE . PIASy mifRai G/ NRREIESR, IS
YIER E ) SUMO B MK P o] A2 4k, X TFN Fi
Wt {5 5 T 52 BB 5 M 2 99 . PTASx Bl 2K
MRS U BRRAE, KSR T 2, (H2 /N
BARR G IEHIFH AT LOER A F Y, PIAST mfRm)
ANERAEE IS BOE, AEEH/NRR BN, H
AL GG, FFHATLOERW AT . g 1)
BAEHIR, 87T JAK/STAT FINF-«B 55 38 % (1 g
JIvgE5E . B R PTAS FEBRI /N ROk B 2 AIE
W, PR7R PTAS S5 HR 1 R D4 2 8] AT REAEAE DI RETU
RIS . 14K PTAST R PTASy i, /b
BUMAGAE 11, 5 dHTZETZP9 . RanBP2 iR 44+
NRIEIGIHSOE, 2GR R g 1Y
O (hexokinase type I, HKI) FIATP/K - B[
IS, HERE A AN IF BARTE IS g B2 S 17,
W5 i R AN [R5 Y RanBP2 8 7K
RI, RAFIEW 32— W E E KT LAAERE
B IER K E . JIF BRI E 1) SUMO0 A& i 7K
AR R . AR UM b, Bt
RanBP2 & FH/K-F I8, JEREAT AL I e e G
EAREH E WG 2 . KI5 RanBP2 [/ ) H
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o 22 %

Rak e HBUE YIS S A R P
3.4 2 SUMoO {LES SENP ERE B

SUMO ffEMi & —ANrl s &l e, %
SUMO Tl fE b h A&t fEp il 5 B /R, HAE
Y2 Dy Re B AR SRR AT B AT A i
B IR BEBEATLAE AN 772 A2 1R SENPL 58748 1)/ R
BRE SR, WG 12.5714.5 d 2T, EWEE
[f) SUMO-1 &5 /K-F-14 5%, 17 SUMO-2/3 45 &K
SN AT R W S ARAR B AE 5 SENP R (1) 4l
GRG0 M AR s EE (Epo) B Z if 5] kS
CLRRAA AT 2, B S EORA L g f H
WD, EA A E IR, N AR gR
JHAET 100, SENP2 f Bty 2l /N B el oo UL i
B9 T FECONE R B R H, WIRTE10 d A4t
5, REF/AREEEREIFETLIERAEFI .,
SENP1 Il SENP2 #2330 T AR MR, 7R 7E I
Ik & IR SENPs X R I o AT I B .

4 SUMO {L1&imFn N L% Tm

4.1 SUMO {Li&imFnfEfiE

BEAEBIITIERN, Bk (45 LW, SUMO
AE 5 V22 N E R % DIAH OC o 8 BE LS
FAT,  RIMACARAR 1% 260 i i b SUMO S0
filf E1 3B KF BTy A N2 B g A0 O 559 40
F PRI 2 SUMO 454 EE E2, B Ubc9, FiAAKT
WEr, JFHEERIA Ubc 9 (it T 3L 4 e i A=
Sy R AR s e FULIRE . RS RE
gillp— H A SUMO0 IEHME 3
(PIAS3) #BAFAEANFIREFE () F2 I8 Ete) s LERi o1 i
e R FFOIR I g v & B 25 SUMO fL B SENP 1 K IA/K
SETE e IbAh, VR AR R Ak e R R
EEEMISEE, Wpb3. retinoblastoma protein
(pRB) . p63. p73 fimurine double minute (Mdm2)
HAATLARE SUMO ffg i Html W, SUMO 1k
1B i A 0 T I EE ) A
4.2 SUMO {Li2imFi i R1TI4FTR

SUMO AL VE 22 i 2 AR AT I g vh R i A
FEEH . 5 1AL 7 L1 [GAE (Huntington’s disease)
()54 8 (1 Huntingtin nf LAgE SUMO tb &1, &7
JE R E RS IR E, BRERAEImE, I B
FHIRIBE S B0 o A5 Ll PCE () F s A v, FH
Wr Huntingtin [ SUMO AL EMM 5, PR A e
fift, 7% Huntingtin [f] SUMO F &4t xt H 20w i 4

SR AT NS R 1859 (spinocerebellar
ataxia type 1) RASIFEHEFE LA H HAtaxin-1
WA LA SUMO fbfE 4, SUMO fbizifife gt T 1%
FoRE AP 2504 8%%% (Parkinson’s
disease) KA A Tau Ml a—synuclein J {4k
SUMO-1 i), J—3mkE DI-1 hnf Lk
SUMO ftf& 1M, FHIrDJ-1 (1) SUMO fbA& 1 J5 B
HINRE K. DJ-1 54844 (L166P DJ-1) ¥ 575 SUMO
AT 30 T %8 B SR PERRAG, AN Ak
AR, JEHE IR TR E A NG 5
HLZE ST B0 R A (amyotrophic lateral
sclerosis) fH 24K (4 SOD1 ] LA SUMO-1 &4, 1&
i J A RS PE AR SR e 0 Y5 B2 o FERT R IR ER
P (Alzheimer’s disease) H4 I H 2 A1 (O FRERI TR
A2 H (amyloid precursor protein, APP) mLA#ZSUMO-1
1 SUMO-2 &M, %A A1 SUMO A A& Hi skl p-
K FE (amyloid—B, AR) & MIARSRAKFFRAK, AR AZ
5 [ ] 7K % e R DT PR DG B LR 321597

4.3 SUMO {LAZImFOAEFR TR

SISO MR (cardiomyopathies) ILAE AN K
(muscular dystrophies) #1 Hutchinson—Gilford F-3E4E
A1 (Hutchinson—Gilford progeria syndrome) )45 it
Lamin A AJRA#E SUMO tb &1, FF H 8 {4 9%
SUMO-2 f&1ffi, SUMO ALMEAX Lamin A fE40 /A
() LE A 29 A S 2 B EAE . MY sk A0 WL
(familial dilated cardiomyopathy) & Lamin AZZ [
PR RN SRR I (E203G A E203K) , SARAT A5 K
HETE SUMO 45 5 0R 5T P01 X RPSR AR B 1 ZE A
J N A A 9 H SUMO B MK b, $Eor
Lamin A [#) SUMO B MK~ 5 S5 AT 5Kk Ao UL
)R A B A R B
4.4 SUMO {L1&5hF0 B Mm%

L A2 3 I R 8 R e, S AR e N\
PRI E AL, RN R A BTG B2
T B %k 4 i (3 1197 (acute promyelocytic leukemia,
APL) R ik Ft v A OB A FH I il 22 11 PML-RAR«
AL SUMO B, G EARDHE A
SUMO 5547 i, 43l s 65 7 25 160 {7 FIZH
490 AR . 25 160 o762 R 5% 48 4 R 2 IR 1Y)
PML-RAR o % 3 DR/ B HE I 1 8 e o 1 2F 2R 51T
EARAEE MR, $7R5 160 782 MR IF SUMO 1k
1411 2% PML-RARau Rl 5 2 1 5 RS 3 A9 T 40 495120
e 2V E 24000 97 (acute myeloid leukemia, AML)
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W, 10% A2 AT 3 A7 4E C/EBPaL JE R 58 AR . 1%
IR 5845 S 8 — R LAY 1) C/EBPaL (p30) I8 7K F- Tt
=1, p30 it Bl Ubc9, MimiEam4=+ C/EBPa [
SUMO A&k, BEmiHiHl T 44 C/EBPo %%
SEEPE. $2RTRATT C/EBPa [ SUMO A A& i 7Kk S i
555 SRS R A0 R I8 R R AR ARG Y 33
SR 4T i 13 197 (acute 1ymphoblastic leukemia,
ALL) [ EE S5k & 85 19 TEL-AML 1 7] LL3E SUMO 1k &
M, MBS %300 T A 40 P R o AR R BT
BT L, 35000 2 IR SUMO A A8 i 11 L9 1)

At R A T AE .
5 Z5i&

ALK, S E BT SUMO AL B i 5Tk
2 M52 BTG . SUMO B AN A 1E &
ARG S RO EAE ], HAB AR SR N
FEH RPN EAL B A 5 . X SUMO ALAE i FR) R
AWIFE, AT B FRE D AR7R B Ar i Jps, EHE
L DA BEAAR N SAN SR 1R A WL S f1 B [ 2
Ry NS R ELRNGTT IS H SRR, D
TR« 2 LU R T R AT I S .
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