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KR SUMO fk; WM& RS M ;

Nz Z A B (small ubiquitin-related modifier, SU-
MO) B—E T 97 D& FERR R T M Z Bk, 4
g SUMO1 ,.SUMO2 ,SUMO3 FI SUMO4 , % 57 (1 Fi fll % )5 15
M. SUMO &4 8 [ Bt YL B AR SUMO {84 (SUMOyla-
tion) , SUMOylation 25 & %5 40 i 2 Ak 40 i J& 107 A% s 5% 26
1B A T DNA {1 42 25 22 Rl 3 i A H
5T SUMO 165500 k9 I AE L CNS B 1) & A %5 Yl A
5 SR HAE FBLHIFE AR T 467 . A SCH 45 %) SUMOylation
76 CNS Bl A 23R A TP T i P 3 495 1) 2 A % Jee o
HIFEFBLHI 23R T o

1 SUMO Z#3. 4> ffnThag

SUMO AHXF 4+ F 8292k 11000 kDa, M Z5# 4047 SUMO
52 45 18% R REAIME: , R 578 F SUMO #9431 55
K, 2 ZTRIRIEMIFII 2 22 LMk . SU-
MO 437 7] LM 455 I 1 2R (Lys ) B 5E , SR A B
WAk A SRR, SUMO [ JE Y RHR 20 77 16 E A% 41
i ST = ) A 2 v R D W& 7 I v R e 3 B
¥R, SUMO1  SUMO2 . SUMO3 F1 SUMO4 (#1434 Fl T GE 47
TE2: 5, SUMOL ~3 7EA AT 34 Rk, SUMO4 765 A
JILFOE IR L 285 32 35 . SUMOL 2= BAE M £2 458K 15 it ; SUM02/
3 HA e B TR IR AE AL (29 87% ), 3= BB R 98 & 115 SU-
MO4 F= BB S e MBS AR IR S 1

FEH A SUMOylation 5% E1 {5 1L ( SAEL/SAE2) (E2 2%
41 (Ubc9 ) F E3 3 HERE (PIASs ) 747, b E1 {& fLEGZ H
Aosl 1 Uba2 21 B 1) 5 U5 Mk — B AR L[] & ¥54E FH ; Ubc9 2
SUMO1 5507 45 & i Gl ; B3 48t R H S SU-
MO %54, 2@ 5336 £k Ubce9, 34 i SUMO 2 i oK bty H 20 R
(Gly) S5 EE 11 Lys % 5 N6 7 1 04 45 S5 v A AR
SUMOylation J& # 2 /) 8 H B B R B L N2 —, A &
P A 254 3% o 25 P R A T R A e AR e M. B A Y SU-
MOylation S H i g 52 5 B HE Al (B IF AR BT A B A #REAT
SUMOylation , Z I BEHAE ATP H g 4B RRILIEM . 534, SU-
MOylation i J& — AN A 3 (1 3 ., 75 SUMO 4k, ( deSUMOyla-
tion) FZ iy SUMO 47 55 M 25 28 ( SUMO-specific proteases
SENPs) 545, H it A2 &3 6 Fl SENPs; SENP1  SENP2
SENP3 .SENP5 .SENP6 #il SENP7!®) | SENPs 2&fp)—A~“FF£",
P44 SUMOylation 1 deSUMOylation ¥ 375 -4 , B o] /& B F
SUMO miffA, 85 H: Gly 383, 21k SUMO 5 IRMmi4h &5 Xl
il SUMO2/3 % SUMO 5¥08 Hf# 5, SUMOylation £l deS-
UMOylation {57 n] S8 L fp CNS LAY &A=,

HE S R741

& & SUMO fk A rf MK i 28 22 G5 95 5 T B VR R ML AR 5 e
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2 SUMOylation 5 CNS ffijgg

A PSS A 2 200 ML 15 308 80 1 AL T 17 T 2 R 4
PR HE A IS B N PR EE I U, SUMO L) Kz SENPs 2 5 4%
Z AN S0, BN IE UES-3 G/ 25 PSS B ( phos-
phatidylinositol 3-kinase/Protein Kinase B,PI3K/Akt) HIF-1o/
VEGF-A FI#Z 55 5% K+ kB (nuclear factor kB,NF-kB) {5518
45 5208 CNS g 9 2Tl T

2.1 SUMOylation 5 Jfi  SUMO F1 Ubc9 [ 383k 7k
SF-Fif IS S5 003 AR 4N T RS, 4] SUMO T 410 ) i 598 40
Jitl DNA £ J8F0 mRNA A5, 5200 15 5 04 240 S5 30 A i 1 2h
BE. AU 2 H LB 6 ( cyclin-dependent kinase 6, CDK6)
T B 5 1) 40 e vh AT 4 SUMO1 {84, Lys216 iz 1) SUMO 4k
THIHAE Lys147 (2 Z A4k, #E— A6z R A J: /9 CDK6
WA AR AN s B ) L TR RS A B 1 2 (polypyri-
midine tract-binding protein 2, PTBP2) 521 mRNA Fij {4 i T. A
B mRNA feifFI%32 . 76 T9SG BSR4 2 th, Ube9 1 2
ek PTBP2 ) SUMO1 & 1fi, F: SUMOylation {if j5 J& Lys137
AL ARIZNL KU Ty KA A5 W A A AR € . 53 8k SENPs

SN RSSO A0 M B I A S A 2R TR R JTRE A MR v iR

SENP2 1] #55 NF-«kB %5 5§ 1) SUMOylation 7KF-, fie ik 4
FIFFE AR 28, i Am ) SENPL Al AKT #9#%RR1L; 76 LN-
299 Jii FORTARNG 5% o, SENPL ik iy ] fitsb A ="

2.2 SUMOylation 53R MR  SUMOL 7E13 28 VE TR 4K
i v A ek K P B I v T AR 4R 2R e AR IR R IE o R A
JRLAZR, 3 W] SUMOL m] fig i T 44 it 8 19 1 22, AR I PL R 5
RWD %5 #4) 16 1ii 3 5% 7 ( RWD-domain-containing sumoylation
enhancer, RSUME) 5 #1545 321" . RSUME 45 143 SUMOy-
lation 7KF-FVEHH , i i # i HIF-1a 1 VEGF-A F) 335 B s
SV, e AR A 0 s R 2R L AR, A ST
HiE RSUME a] i ik §1) il 43 F kappa B (inhibitor kappa B,
IkB) iy Lys21 .22 fii i) SUMO 4k, , kB i ¥4 K Dy e 1 58 41 i)
T NF-kB, BE— L3 20 DNA G R, R $T 48 Bt b g
MR A9 o £ 1, RSUME 5 SUMO 78— BRI
VAT AR B A 24T, S R YR T B A TR 4 1
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3 SUMOylation 5#£iR T4 5%

MZIRAT IR R — K DURRE o ig e An v L Bk
HERMERIE I MN (B B 1F B 0 FRAE Y59 . SUMOylation
X AERFA AN M A 4 28 fl T Y M | SRR T BE RN R R R
TLAEHE A R VEH, SR K 188095 ( Alzheimer” s disease,
AD) {145 % 9% ( Parkinson disease, PD) | % ZL i 5 ( Hunting-
ton’ s disease, HD ) | JJL 25 45 4 48 M 2 il fLJiE ( amyotrophic
lateral sclerosis, ALS) FIE & /)M i 2L 5% 2< J44E ( spinocerebellar
ataxia, SCA ) %5 ) % /1 i UIAMIE

3.1 SUMOylation 5 AD  AD 255 UL (1% 55 8- Pk 52 05
SERAT 4700 T3 N2 AD (R, 45 R E Fikt ok R
2B A B R HOR B k28 4 B-TE M EERK ( B-am-
yloid peptide , AB) TFLFR  Hil1 Z2 JUAF e g 45 ph Zon AR PE Rk
tau 25 A2 B R ER AL 55, F L3 T B0 BR AR, AR A
tau [ 525 B BUA N RSP S BUR R 2 . AR AR5 1
PN VE RS FE 1T 1K 2 19 ( Amyloid precursor protein, APP) £ 3%,
APP [ 587 595 {3 Lys 5 f& SUMOT 1 2 (&A1 A5, T Ik
AR B UL i F ik A E2 i Ubcd AT {2 HE AR 11 %
it 1 APP/PS1 AD 4%l H | Ube9 & 141 mRNA 7K
S Jb S R S 5 S 2 R AR T 95 1 Fak N Mk 1%
1E Tg2576 Shyptsimih, B9k SENP1 Fl Ubc9 F) 3 15 JC A 1 ik
A% R SUMOT Fesk i, (e AR AOUTRL, N 28451445
AN tau 1Y 340 {71 Lys 58357 4 SUMOL &4 , SUMO
A e ZE G tau 2 BRI AL A, BUR R R4 . IKAD,
SUMOT 3 AT LA 1 i J5t 2T 4 198 1 26 11 A0 36 3, 400 441 15 I 4
RIS AL s P 208 Tt 5 SENP2 i/ Bir 80 28 b AR D fie i
WAHX,

3.2 SUMOylation 5 PD  PD J&—Fh g8 ik R 135 3wl
S RGP SRR RO BB R i 3h T RENGR (A
ASH G A T kR R R SR R . 28 PD R
B RIFHURIEATE R, F AT UE S22 R AR i ) -2 i A%
FEA M4 E A (Parkin) Al DJ-1 25 T HER., o-%filt#%
A P SUMO 37 4 : Lys96 A1 102 47, o 102 {7 2y
SUMO1 f&#fii, PD -2 fill#% 2 [ SUMOylation 7 A T]
PRAERE ROV, AT . Parkin ) SUMO fb5% %
PMIZE IS SUMOL LM 45 & Bn B3 3% B2 g 1) 16
PR &M PD Bl , DI-1 1) Lys130 £ ] 4% SUMO &4, {5
K DJ-1 %875, S5 DJ-1 £ HAv 5 & 4= SUMOylation, J#1% T
DJ-1 AR BEIR T M A A

3.3 SUMOylation 5 HD HD J&—F 3 Yb o A 5 P
1L i 5 4 S B IR RSP h CAG J7 51 Kt
HEA K, 5 F L [ (Huntingtin protein, Hit) iy N i 2
A RBRT I 50 K, S B AR R Hu 76 30 28 40 i P 5
B R 2 I T I A o DU, IR RO L RIZ 3 D R 2% 1%
WR . Hu 9 N ¥ Lys 6.9 .15 {7 j& SUMO fb A& M i 137 o
SUMOylation W] 5|2y Hut A5 A 5% A5 1938, B 2828
B Hu AR, i3 2 W Hu 9 SUMOylation Jf A — %
A, SUMO 2800 52 H A A5 A 52, TTBE-S5 Hie 1)
12 Z AL SUMO AL B i — 80, B A e s R
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3.4 SUMOylation 5 ALS 5% ALS fc s W) 2 A&
21 SYea AR bl ALY AL EE 1 (superoxide dismutase 1,
SOD1) £ H %45, SOD1 ) SUMO 1/ /5 & Lys67 #1 75 37, A]
# SUMO1 ,SUMO2/3 f&ffi , et ) SUMO3 A3 /i1 SOD1 ke
R (TReEsl e s v ), BRI 7 fy AR 28l 2 i o
Yy N ; 2878 SOD1 4 ] i IR Gh iA BR 1IBHA LA K 43T 1
BETIEE . ALS 9 55— IR 55 24 A M L RS 1B R 1 2
(excitatory amino acid transporter 2, EAAT2) A 3¢, 7£ SODI1-
G93A /N ALS I A EAAT2 #58 5E oK o 45 A4 38 5 SUMO1
Hety, ml o G B T AN MR B 2 SV

3.5 SUMOpylation 5 SCA  SCA VL8 i) 2 A B
VAR FEEIRR I, 7 A T IR ERIE B A IR AN G 22 45,
J ST R IR 11 (Ataxin) S48 AEARBEERZ X DNA £52
Uy 55 A L. Ataxinl 45 5 /> SUMOylation {37 £, 3531 2
Lys16.194 610,697 746 {if ; Ataxin3 Fl Ataxin7 HL#iIESE 0] &
H: SUMOylation , H {37 5 42 51l & Lys166 {if fl Lys257 ;"""
Ataxin ) SUMO Ak 7K - 5% i 76 20 Mg A% 1) 22 2, B4 iy SU-
MO1 1 Ubc2 ] iF Ataxin 7E 4 fe i AR ER , 4% 1 Ataxinl
H: SUMOylation 7K °F- 3% 70>, H Ataxinl Y SUMOylation AJ ¥
INK B AL 5 2878 19 Ataxin3 1 Ataxin7 B] 5|5 caspase-3
FIRHEI, AR T

4 SUMOylation 5 & it 4 Fig in & 475

SR i ke 1t B AT SRS 22 R R R B M AR T, A
HfE SUMO02/3 7K - (3 /&5 3 W] SUMO Ak 52 Wi 1 5k 1, 19 &
J&. kR SUMOTL ~ 3 f5, B[R 41 3 B 51 43 A7 /N BRUIEE B CA,
X, KRIZ 3k 400 Fh B PR (9 4% oKkOF- =0 BIR, /N R 4
IRE R RE ™ o AN S Bk A 9 1 K UL R, SUM02/3
TEBR M FINAE —E W s 2R E T, i 335 Ubed AR K
IR SR Pt I . E B R A2 6, B SUMO-1 & Ubc9 14
1ok TR T 1 911 40 3 Ko ST 4 A AR R 2 1T 32 4h, miRNA182
(miR182, miR183, miR96 ) Al miRNA200 ( miR200a, b, c,
miR141 . miR429) [ SUMOylation 145 [Al£E i ™, 53
S, SUMO Ak s i 45 fo 28 70 % 48 4 g ke 1l 9 s oz #L 461
SENPI ~7 7£ CNS ™z 3R 3k, I8 7 # 22 S0 R 5 fik 1435 3
H TS 11 512 P 8 reactive oxygen species, ROS) %5
B, ROS 3E—2 114 SENPs 1935k , Horh i %3k SENP3 5
FRZE LA AT R0, 4 SENP3 0] B 53 i S il P A 2
AERERS ST o FERRAM7 5 B 50405 0k I S I o 1t 7 5 4
BRI rh W20 | B TR T AN i 5 2% 3k SENP3, SENP3 i i3
RS E M EE M 1 (dynamin-related protein 1, Drpl ) ¢
HE caspase-3 (F5ik, F M AIpE T,

TN BRI E-38 ( Glycogen synthase kinase 33,
GSK-3B) \Sirtuin 1 FUKE R FTi8 % Z 4 ) SUMOylation S5 %5 7]
TR AP T MEIE 3K 52 1&-B (estrogen receptor B, ER-
B) B SUMO A4 IUIRT LAY 52 J57 4 FL 3% P , 2 e o 24 B 5 4
MR A DRSS SRR AR B R 4R . 5 A, E2-
25K B—Ff B2 55, H SUMO {63 72 Lysl4 {7, i B 1
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SUMOylation 57 & FJ il = e i, 7 ¥ 7 Jir B0y #h 28 5 0 40

700 BARTEEE 1 (heat shock factor protein 1, HSF1) )

Lys298 {if , /& SUMOL By & Hii {3z 5, SUMO Ak J5 Al 38 i H 5

DNA 45488 1, 870 ROS X # 8 T i 13 451> . i, e

FeMZ TSN SUMO A7 e it 4 oG 453 49 v A — 2 g pf

AR HER
5 0% it
SUMOylation HA K 4Pk ZHMEMEIENNR R, 25

VEPEE Z AN A% 538 I, X B 0 ) S 67 R AR RN T

LA ) VE . SUMOylation 8, deSUMOylation 74 5

Zfi CNS B 0 & A= 8 UIAH G, I iIF 58 45 1 5 iy SUMOy-

lation , 7 B F-7£3 T 7K _E 4878 B 1 2 A AL A1 SUMO 11
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