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Advances in the role and mechanism of SUMOylation

in skeletal muscle diseases
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Abstract: Skeletal muscle is the largest metabolic and secretory organ with powerful regenerative capacity, which
plays an important role in maintaining body movement, metabolic balance, and endocrine function. Skeletal muscle
diseases, such as skeletal muscle injury and skeletal muscle atrophy, seriously affect patients' quality of life and
even impair their lives. Recently, with the rapid development of molecular biology, small ubiquitin-like modifier
(SUMO) gets highly regarded in skeletal muscle health and disease. The aim of this paper is to comprehensively
review the different isoforms of SUMO and their complex regulatory networks in vivo, and to analyze the key roles
and mechanisms of SUMOylation in the progression and treatment of skeletal muscle injury and atrophy. This
review not only enhances the understanding of the importance of these small molecule modifiers in the occurrence
and development of skeletal muscle diseases, but also provides new ideas for the development of novel therapeutic
strategies for skeletal muscle diseases in the future.
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SECEBAVARRAN . TS e E R LR X
NEfE R RA BB, B, HHILEANEIEs)
EERE, HE TR 2 3 BUE s 6
TN BE, BEERAERTE I 0 DR, AT AR H A
TE AR S RAE TR B UL R R AR i
FAPTE R AR DA Y. [, EHUR N
KRR T2 —, SZMAEESORARE. £
fE RN, BRI ST A 80% (1% 5 ] 4 Bl
TR, WPAERF MBS E R 2, i L 2 B 2
(TN IAER S, BENE S AN 0 2 AL A T, 31X
S PR 738 o A 23 A BT R T 4 B 1) e A AR I
Rigifazs P,

SE B E LA 7 T LR FOAT T 35 iR
B B IRAFAE — Be A L Z AR MRt 1) o)L, 2
HREN 5 RAEA IR IE . WIAE . LA 2 40 5
B EVLIIA BB AR 7 5 WL AT A A 4 = A v R
SEAME . IEH, B AT E R ULEOR AT T B
FAXSAT IR, HAZRMRAEIR 3, A DAAMARAS B3 4%
PR DRI, SRR MR 5T 75 Bt — A W i
AR 2 TR, FHRIEERR TR, JFIRR
KA R TT T35

BRI 5 R B T R R R B U TR A7 A
BRERRR, X RIBR AR E UL I RN
PR SR T 32406 TR AL IXAB I 52 R AL
BERR AL LA SUMO 155 1. FE 5 BB 5
SUMO A3 32 5 i B 5% UL AR 5% 21 F I A e 1k
DhRE AR ELAEH, TS S rs B A2 .
PUE LN & A 5 IR H SUMO AL AT RE 2 iR )T &
ML T ik 2 —,  WBH I 2 SR A A M i e
P HER R 2 ARk 1) SUMO AT AR 27N Rz
Bt 71, FATREMR 1 BT S eI 5 P

AL S VAR, B IRARGUSE T AA R
R 75 5 1 B B L0 5 SUMO (L2 it R &,
RARTT T SUMO A6 AE 1 # ILE3 03 A 25 4 v 1) L AR
HU, RAL T BB 20 5 L RA R, DAY
B BRI 6T SR LR R BB AN T 14 o

1 SUMO5SSUMO1k

1.1 SUMO#ER

SUMO 22 MR E A KRN — 0. ETHEHE
SIYIMA WAL FRIE —Fh SUMO, TiEHEZh A =i
A . SUMO-1. SUMO-2 fll SUMO-3. 1, SUMO-2
AT SUMO-3 FIFHUEE R 96%, B & A SUMO-
2/3, {H = 3% Fl SUMO-1 [ I U AL A 45% . 1

HHEIAL H, SUMO-1 7E Lk H il R4 & &
Em T HAE UL (BRERTUL BL REHE AL
TR )2 JHE W L B 30 s FRE B UL ), 1 A6 K AL AR (9 3R
B MA K. HZ LS R ILH SUMO-2 (1)
FisgEE, 10 B AL B AR YL ) 2R A = )
XA, HARNLPAMIZRDH PP ik
1.2 SUMO{LFIZESUMO1L

SUMO 1L F12: SUMO ft/2 SUMO &% D) R
FHEH X (K 1). SUMO b5 B FR b A 2 B AL &1
AN, JE W R E AR B — AN T A,
1M SUMO ¥ 2244 — > 58 % 1) 8 A O 2 5 — A
Eem LM, EAF SUMO th HIiE LG Bl 454
filf E2 A4 B3 b7, Hid T . SUMO
HHLEE R RA TR RAFE, Bz R It &
Il 1 (ubiquitin-like specific protease 1, Ulp1) ¥ sentrin
Fr 5 % 5 F1 R 1 (sentrin/SUMO-specific protease 1,
SENP-1) ¥, V1% C Runr YA HEmR, M2
72 H SUMO & [ 4 1iE 14 K 3 XUH & R (double
glycine, GG) #£ /77, #% H SUMO E1 #47 SUMO-
GG 1) ATP WA BOE « Hk, #B0E I SUMO %
F£ 3] SUMO E2, #ix)57E SUMO E3 [fEAH T, SUMO
M SUMO E2 ## 2| &4 b A%k N SUMO El
A E2 &4, 1 SUMO E3 #1525 ", SUMO
WA FLA IR Ia R B h 2 CE 2, #/b SUMO
E2 % 15 2k [ 12 2 8 B B 9 (ubiquitin-conjugating
enzyme 9, Ubc9) /MR MIGTE K B F AT, (HER
/I SUMO E1 i1 SUMO E3 /)8 BRI i 7T BLIE % &
H P 24 18% N JE 15 4152 SUMO L1
T, BlE R R R A E R B, AR
SUMO 1t L il gt R B R AN 7+, Bfg 24l
X308 6 HANSLIR TR BE 52 2] 5% DeepSUMO,
B T e RN SUMO 241 & SUMO HE 34 455
EAKEEERAE Y, ERE S E T AE
TEAE) 1 379 AN EILAN S A 8 457 DML S5 &1
SUMO W# R, ARRERIGITIRML T K&
TEFE AT

SUMO {2 — M fEBh A #E, 25%% SENP
Wik, FRI9FE SUMO A ', 78 AE A -HFl SENP
(SENP-1. SENP-2. SENP-3. SENP-5. SENP-6.
SENP-7. SENP-8), fEIjfit I SENP-8 A [A] T~ H Ak
AR HEARMERT suMo &l .
1.3 SUMO1{LIhEE

SUMO B i —Fh B E 1) R R 3 5 12
WA, AN EHATE 2 M0 ThRE. ERTT
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SUMORi{F
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SUMO-GG |

SUMO-GGl

SENP

ATP  AMP+PP1
E1 l

E1 SUMO-GG

E2

" -,
= S,UMO-G(?;J

&1 SUMO1t5ZFESUMOLAYEFE

EEFHEAEHITE, SUMO ks s 38 & [ R
R BAT 525, HEmsgm LS5 =8 Qi
gi o BN, B R T ps3 RAE SUMO fh4x
I 5 DNA (454, D SB35 IR 3604 1 ks
i Y. SUMO 1k 78 8 [ B2 A4 i 41355 A
R B R TR R FE AR, A 5 R R 1A A A
FMZ%, S2ma e i p A Bt fE ™ [, SUMO
AT DAz g i A0 Y e A7 . DL Ran GTP B
WA 1 N, ZE AL SUMO b5 2 4 il i
FEIZ BAGALE A, TR 5 G M A A R S e S
g Eh P, R AR E AT B, SUMO I
AN SEAFRMBEM, &5 F40HED, 4iRFE
FR e e Pk B, SUMO {L7E DNA 54515 5 F s
BSOS R B A E R . 440 B DNA 45
i, SUMO B e 6 10 S5 - s A S IE H & A,
WHEE AT rad52 22 SUMO EH 5, BE% el
WARZES] DNA #5507 05, BEhisEfEF . [,
SUMO A& BT LAE FH - 8 B B 1 A4 30 1 oy 55
SRR R, VA AN W RS, a3 S e
A > S 558, XA AR KRR B S A B
BEER B,
1.4 SUMOt 5zt

SUMO b Az FAAEAB 7 205 45 0 25 5 Thi A7

ERZEZES, BAERE R P AR A5 P4 7 T X
FAEZE YRR . SUMO 1LIBH Kk A 7E H bn 8 A )
R (lysine, Lys) 3 b, PRI T 200 )
B ARBHTC R BM, AR S R A P, iz
R EFERAL Lys sl ARKIE L, — Pz
DR TR LE— RFIEE (Bl E2. BE3) FIMEA T
HIRVIE AR 71 Lys B3R AN S, BN
Kz 25 P, SUMO 517 ZAL AL EA SR 1) B-
PrB45M, FEAE COOH i LA SR E AR Lys 45
A1 GG 2. TEBE R MNES, SUMO fhARlz =k
HEMFEFE=FMEENZYE : El. E2 fl E3. X4
TE P A S I R R B, (E B () B A
FRE IR AILE A B A [F B SUMO LAz &
ARE AT P [F) 45 B B D Re, eI A b, i,
W FH 92 25 M tau B Lys340 7 &0 P& 42 SUMO
B, XABMIERET tau & A BERR AL, FEH
H T Z 2N T tau 5 AR P,

2 SUMO7E B Bl &R+ HER RS R
2.1 SUMOZE R &R G FEIER S
L RN Wi 2 —, FE R

T WG ARG (5 2SR RE S P,
R G A B B, RE. 4
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A B . EBR LB 5 12 /N B H BLER BE
K e R AR, %65 KRB 4E/HE, 510
REERZE, 15 RENHELERAE, HEIL4E
ZERIRAE RAT, H RS E HAR e i B i
RN S, ZORE AR Tk
G, PEE ARG, TR BT AL R
AL, TR S AT
2.1.1  SUMOSHUNIZ S 75 T 1B #s L 1

PR UV 2T S AR Ui A O 241 B LR 2218 4
i, WUREF 4t bG8k o g hnm 4 A g . SR,
FE R RIS B, B RELTK )RR, WUR
A RAEARLIME, I H SR 4 ik 5
— ARG S, AT PR AR Y. R
T USC i AF EE T ] Co e 4 A g P W A ot B LA
PisE K. BEHE VB, RV 4E& 2 117
Tt b2 A SLSE I, R S LT 4 P e A 52 PR 3 A
G, SEEsIERG P

T iR B ALk 3z 1) 3 SOV LR 2T A 45 405 0 i o
fiEi %, SUMO 2 5iZzid f s ™ &R
RET, SUMO-1 f & AL AE P fEAZ i IX 8, 7E 40 i
W HI AT B, TR IE 32 7 3 K
 SUMO-1 fEH B UULEF i o #EAT R F A (1 2) 5
[, SUMO-1 FAZ 5% or 2 30 H B 2 A I 1] 2% N
1275 60 min Py, SUMO-1 (547 i & 5L R LAZ
1% DGR e AR % A, T 60 min J5, B
SUMO-1 X 421812 2)# B KF B ix—ahdsid
FESZ U WAL B 7732 Sl B im0 2, 52 1
WURZ XIS, T8 R R PR e s i R A% . AE R
RIS, WIGRHRS PR 9 7455 8T 2 (myocyte-
specific enhancer binding factor 2, MEF2) it % ¢4
Tty A 338 5 P 0 32 ARy SLI0E R 1o (peroxisome
proliferator-activated receptor gamma coactivator 1
alpha, PGC-la) & 508 8 H, 45 3| SUMO L&
Ui 1 3 4% B, SUMO 1k 48 1 3@ 5 1 # MEF2 Al
PGC-la R EE. WMk & 060 K AH BAR S, 18
LRI B LS RIS ) R AR, A B TR
LWL (R A P R A AR R, AT 184 5 B L)
DIREFIT /7o o 9 B 32 2155 5 1 i i VL4034 e 06 fike
R—RINE M0 TR, o SUMO L&
WfE o —3, 25 7 BB ULGHM A &8 73 8 E 5
eI R . (HILA BT IR A B SUMO £E
5 9 AUk 375 3 ) B UL 47 B R AR AR AL
WS EBIDIRE, ARR TR E0 X L L AT S 9 A
HIFRTT -

2.1.2  REIE SR E R

S B SR SRR AT S BUE 8 U845 )5
A A, HARAE S AR DLAT 4R A AR k> . 2R 4
3 INAN SRR E A e A B B ILAE I A
FEAE Y RN B AR A S S AT -1 (hypoxia-
inducible factor-1, HIF-1) 3% 51 #c. 7E IE % %K
PR, HIF-1 fE N R IEZ B 45, R 2
JRR T EBEH L, fEHMEZHALR T HARERIL.
AR A BT B LB ECIRES T, HIF-1 £ & #%UL
L R I Y, HIF-1 35T AT Ak
BRI, FECE L pH H R AEZ 3 5] i
(1 1M 3 FLER AR R 3G, FR RIS 3h 3 g B Re 7.
HIF-1 &30 H AR DI RE, 5 B2 R I PR R FE
SRR PR, IRl B LGN M St B A T AE T
[F]BF, HIF-1 n] LA 4% I A K A2 K B (vascular
endothelial growth factor, VEGF). Il & 4 K. &
UMM KR PR A KT, (R Bl
¥k, WA s ™. ik, HIF-1 A BLERA
B Rk H 4G, RS ARSI O
% [45]o

2 SUMO 1k ) SENP-1 % HIF-1 [ F& % 1t Al
BOS R REE, IEH A ST HIF-1 # SUMO
A 11 B figE, T B AU HIF-1 (9 SUMO 4k BLAS 4
T ¥ il 2 B 111 77 2\ 5 Von Hippel-Lindau £ [ (von
Hippel-Lindau protein, VHL) 254, #t S8z £k
FE AR RE R Y. EEE AT, SENP-1 @
HJ: SUMO 1LIhfE, 4% HIF-10 507 F Lys391 5
Lys477 {7 5 1) SUMO A B Mi7K~F-, 3 58 HIF-1o (1)
et L S E Re 0 . ARsE 1 HIF-1a 541
B FRIA I HIF-1PB 254, T2 i e % 1) HIF-1 5464 .
HIF-1 & &t 454 3 VEGF B 5 31 X 15,
Wod VEGF (%3¢, i fgdt VEGF & H K RIL .
I A SENP K DR e B /N B S S0 5% A0 1 48 i
HIF-1 (&R B, SRS 25 18 7 A= A/ SR 41 i
W) HIF-1 & &, kR SENP-1 £ [K /)N R 40 i
P HIF-1 2 88/ ¥, HIF-1a /] SUMO k&
T 76 A4 P9 S P 4 3% 3] SENP-1 BB 4%, 1A 2
SENP-2 {80, X — R IL5E T 7 SENP-1 75 15
HIF-1a. SUMO 4k i F2 H (1 S s 4E A (K] 2). HIF-1
A SENP-1 2 [f] th 77 76 1E [ S 45 i 35 3R i 170, 24
HIF-1 #4551 R e, 2EAT 24 h S S AR 3,
B 5 K60 % B 40 B0 9 SENP-1 & B A i 3 1
T AE 1E 5 0 M 2 2 S Ab B S, SENP-1 HI3RIA &
# Fif. R I FE B HIF-1 78§80 B0 I (2 1
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- o O SENP1 O R
:‘I]:

VHL ‘ SUMO

| o

[T vecFt HIF-1a

@

/ HIF-1B

E2 SUMO%E B DI FIER RIS S0 B BEALIR %A T B01ER S

SENP-1 [3Rik . MLAT A W 748 H SENP-1 GEA% 1
5 HIF-1, 11 450 & NN 78 13X — 45 B AR 1 3
)i F2, B HIF-1 %F SENP-1 (42 #E/E L, AT 44
BT AN MR RENLE. BRI S
5 BE A B B POIRAS N (an Sk 545 ) BT RE I
BE Bk, @I SENP-1 /S HIF-1 % SUMO &
JOBs, VAN RES 1 — R SRR I
B A AR SR R R IE, T3
SR AT SR T 2 PR R RS ). SRR
B (R EUE A A B HE R L

RUE EE W7 % B SUMO 7 8 8% L5 45 o i)
VERL, B EARAAL ML FI A BRI e AT &5 i — IR
PRI AR TR T AT K5 #E 5] SUMO F$E b
HE, fT AR B LR G A E & i B AR,
PR FCAS 7] 58 B 18 Bl AR A% A SUMO AR A& 1 1)
S AT E . RN, KR, S
HHAMR R FEBEHIEE+, SUMO 2T EA
WUIER, MTRIRANIRR SRAE.
2.2 SUMOZEET B BN ZELS P H(ER SHLH

B BE LG 2 B B UL AR 0 G BORT B R A T
SER, WA 2 BRI/ NS Ok 2 B B B 40 B i 3
MU ), fEE B g LRE, WURLE
Y B R AT I B BRI, TR A D
SECE BT R PUR TR, B AR H R T 3

M AR AV R, T EE S SEUET ™ B
BN IR R A B ESR . gk R B BV
RIS M E B LB g S SRR B B L2 45 ]
HH 22 Flust AL PR BV 51 kS, AT 2 R e RV -
RN ARG R S5 . gk R M e BRI 246 =
B A SRR B B RN RE G R, Rl R
KRS Bh R 2 gk R M BR LS 45 i R Y B
WSR-S, W
R EFNE, HERRHER S EMx P,
221 SUMOSHUE A R FEUN B2 4
WUE FRAS B 2 T % B 68 UL =28 4 3 0 1) —
25, FBRRAE A HEAT I = (0 LTE g A ULAR
P B2, ARAR I e 1) 52 5 TR RN I PRARFAIE 38847 932K,
e B LS 2R BUGE (limb-girdle muscular dystrophy,
LGMD) & R BRI RAFFh e dr 2 (1 2570 B,
LGMD2H A& LGMD H [ —FhE &Y, = 2%
Lo 73 KR E L, R S BER, &
FEREATENZ IR Y, & = 45 B A 32 (tripartite
motif containing 32, TRIM32) R74% & i i LGMD2H
R B B LGMD2H R i PR W 2235
Ny BREBIALS, HALETE A B4R
ZHEN MR I RO RebE RS . TRIM32 X &
L PR R 2R A AR E B E B, [ TRIM32
SRR RS 54 R NN REAEBILE
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B P E TRIM32 @RI /NR L B @, 5
W 7 fife W T 0 it ok R 5 R O 11 gk T 2 AR
{37 i -1 (phosphoglucomutase 1, PGM1). A i Fig /it
Z( ¥ (pyruvate dehydrogenase, PDH). A i i 4
(pyruvate kinase, PK) %% Fhilig (1) &5 B 3% Tl 7
TRIM32 a5 1) B ASULAH i e T SUMO E3 i ik
STAT & H # %/ [Xl ¥ 4 (protein inhibitor of activated
STAT 4, PIAS4) 1 2. 7 44 5 it &5 5 1-y (hetero-
chromatin protein 1 gamma, HP1y) 1% & 4 ¢ B- 2
FLVE I (senescence-associated B-galactosidase, SA-
B-gal) LG i DL A #E AR SUMO ALK P Tt arim R A
L, FEERWARZ (B 32)°". AR, TRIM32
TEAAET PR, BN PIASA KT LM
TR E, MEEEULEA 5B EdE G

LGMD2A

Disuse

RIFVER PY. SR1M, TRIM32 AR4AK MK 205 & Hopk
BEI Dy REER R, 2 PEK T PIASA W&, 3 1 firt
R RIS R .

UL AR S A 45 1 Tl Rl 7 v )4 R T T 3
(calpain-3, CAPN3) RAF 2> it LGMD2A, X /&
W LI LGMD 43 B B, CAPNG3 il i e 2 K il
PERr DI E] PIAS 82, #E %t PIAS3 ) SUMO
E3 3% VEEAT A R 45, PIAS3 (9 [ 3 SUMO 1k %}
HEE MR 2 CE T, febs i Bh AR & Al
FIR 5 S5 B AR . T7E PIAS3 %23 CAPN3 &5,
PIAS3 (1] H & SUMO 1h e /)56 4% %% ( B 3b), it
TiAd BB SUMO k4% 9, ixFf SUMO
KT B S0 = B, AT RE I — AL B B UL
AN & A AR E T RE, Wi 25 LGMD

Daun, Etop

TRIM32, =#E#J48 85 (132 (tripartite motif containing 32); PIAS4, JH4LSTATZH 41l [F-F4 (protein inhibitor of activated
STAT 4); SA-B-gal, FEEZAHIKB-FFLHET B (senescence-associated B-galactosidase); 44t )i 2% [ 1-y (heterochromatin protein
| gamma, HP1y); CAPN3, 5% A3 (calpain-3); 7z R HELEE9 (ubiquitin-conjugating enzyme 9, Ubc9); WAL L IEEHA-1
(muscle RING finger protein-1, MuRF1); XUR 4541k 2 (-1 (Bromo and extra-C terminal domain-1, BET-1); #%& ALY 1k
1 (superoxide dismutase 1, SOD1); FK5064 4851 (FK506 binding protein 51, FKBP51); ## i Jfi i3 (glucocorticoid, GC);

B 7 J 8 2 2k (glucocorticoid receptor, GR); 4L % % (daunorubicin, Daun); {KFGiH T (etoposide, Etop); WIERE FH E4EId

(myosin heavy chain I1d, MyHC-IId).

E3 SUMOAEANEREZHEFHE B ELE P rIER SHLH
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SETULP AR D (s BT AR o

SUMO 1) 5 5 AR TE VS TR A R 5 801 &
BEWLZ S b 408 7 A 5. TRIM32 A1 CAPN3
(1) FEAE 43 e A [5) I HL A 5208 7 SUMO Ak 1) i
F, B FECT B RV A RS A S, HI
[ PIAS /& TRIM32 5 CAPN3 (3t [m] 48 &5 ©1, 78
AL E SRR E I Ah LGMD P, A] A AF 7E i
ik PIAS 45 BLHIAH B R 198 7E ] At
2.2.2 SUMOS K M #2458

TEKIAER Z 3B PR , WiHE I (R B R AR SR
T8 32000 UL R A T R A5 35 2 S BUE B IUE
M2, FERI NFHIRE. 8. N4
R TR AL k2 R 55 1 36 I SRR, RIS LT 4 (1)
R A W] R R AR 75 BB ULE RS B
2~5 KW BN AT i BLR LR 28, SECE 3L =
DR I PN FE T

SUMO 1E J& F 14 B 6 JU1 25 o e i ot R 4%
RIER . fEasllEgS KA LES, FHlth
SUMO E1 #1 SUMO E2 fJZikHn, #Emfeit 7%
W) 2R 1 SUMO 14, SUMO ¥ 48 1 1 F 1 389 38,
B aE L, U2 R LG 22 48 1K BE 142 Tt o
[, M E3ER 6 (paired box gene 6, PAX6) 1A
W% Ubc9 M K FAEa B B4 R AT RAE T
R, 330 Ubc9 TEAVE S B B8 UL it ik (B
30)*. A, PAX6 #L I Ubc9 HIFRIE, Wik
M 7 SUMO L I 2, Ay B ARG 22 400 P iy Sk (1 432 55
AL T — B BT ITF Bro 7RI ] e A
ExHZHAHEE, BAMUILA SUMO-1 mRNA £ [ &
48 h J5 23 L. SR, Western blot 434 Al 902 20
LU AT IR AR BEUE SEAE 48 h [E 8 A HE 5 SUMO-1
AR K A B AR, RS2 B AT B
B ST RS B A R B s Y Bl R
1) )i R ] g 2 mRNA FHEE [ 5 (1) a8 78 B (3] EA
[0, mRNA FIRIATRE T EARPA K, 3
B A T A AT BEE mRNA B2 5 kA, S5
FEH%E 2 I 8] W22 3] mRNA FEE A BUKEA —FL.

R, X+ SUMO-1 7 & F 14 L2 45 ik 72 vp
(1 56 BE N [A] 3808, SRSk 7 B FH BRG] 20
MrAE o PR G AR, W8 SUMO-1 K H A
I P S R o ) S AR 4k ()R 2 1 300
AR, VEALE T PAX6 B Ubc9 F3F 1 K 1
By B fife A2 P B L2 40 1 ] A7 MR 28k
2.2.3  SUMO-S s M B UL 2 46

IS VB BB A0 0 B N R R

o E RV A B BT T ek AR,
HEENUBERE R RE 1 T B, SRILER St ol B v 112
[iIRARZ A

WL TE 44488 -1 (muscle RING finger protein-1,
MuRF1) S 8 4 1 - B L 25 4 ) R s i e 2 — 19,
NAE N 10% 1 MuRF1 A P& 4 SUMO k. 7
X, Lys238 fir Ay SUMO A AE I IR S bR
5 SUMO-1 kAR mtEgs & - (A4 G IE A KT,
T — R A L S N RS A 4. R, Ube9
TURHE ALY SUMO-1 431 M SUMO E1 £ 2 H A5
H A b, 1M PIAS4 A DLIE 38 Ubc9 (AL IETE,
f& SUMO-1 Re % #E i H & 2t 45 & 2] MuRF1 (1)
Lys238 £ i ( 1 3d)". Kk, M Ubc9 Al PIAS4
51 SUMO 1% MuRF1 232 358 B8 1 R 12 4R
FRIBYT S VR BRI g At TR e RE. aE I T
R SEER SR X — 2, ATRE VIR YT MuRF1
PSP B B A R AR 1 TR . RN
R MuRF1 /N B SE 6 AR AN 2218 MuRF1 ()4
J 5256 45 2 W, MuRF1 SRR AT DL SR 4 79 B /S B8 10
18 A E B L ZE 4. MuRF1 3R 18 45 /) 180 5 15
i 152 it L U 4 (pyruvate dehydrogenase kinase 4,
PDK4) 7 fflJii R A7 AEAH EAE A, 24 MuRF1 it & 1A
I} AT LAA 5 PDK4 ) SUMO {Ef&Hfi. X1, 7E MuRF1
BZ 3R, PDK4 [ SUMO {L &1 52 B4 il
SESIE SRR R R, (G BRI A &
THFE, BT YR s GE T AL shae Y 45 b,
SUMO L A& 1 ] GEZI PDK4 V40 5 . 15 1k
FThae, M HE— D5 5 WL pe 2 AR AR
SR1MT, 2% F MuRF1 45 PDK4 SUMO 1k i) B AR KL
BN, 8T — D BB AR i A .

75 1N B FF 28 H A4 N A7 72 ME— 1) SUMO R
SMO-1, SMO-1 R ¥#0E A J5 £ SUMO A& 1 54
SEFERE, BRI R A K EE @ R
328 79 6 Y 0 RN B 11 5 BV 328 e A 5 5 1 I B LR 41 4
HFIIEREA SR, SERAIRGWIEEA -1
(bromo and extra-C terminal domain-1, BET-1) 1 SMO-1
A DAL S A FH A LR B 1 o 16 48 4 T ik
TR RE, W A ) G S 1 LR 4 R A
BET-1 1 SMO-1 @k %% 7] P 5 £ EGL-15. LET-60.
LIN-45. MEK-2 %:(5 5 @ i3k B i, 328 v fif ULk
RAFEE (K 3e)", Hitk, i iE% MuRF1 255
F11 SUMO {bf&ifi, LK 4ERF BET-1 Al SMO-1 %%
SUMO AHXE E I Di6e, v REA BY TR e
PEE RV ZESR R .
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% MuRF1 4k, & #0132 %0 v] Ge i )2
— RAVE IR 4 T ML, ERNIHT 3% L2 AL 1 18] (1 A
HAEH, JF UG R A O BN S 4 B 2
Hid SUMO WigthiZ 54t i, AT 4
R BBV T3 at . AR, i B AN
[F] ) Ff 1] SUMO 15 5 8 B 1 O/ <7 1 f 22 Sk,
AT REA NP B WL 40 a7 SR AR (0 %
2.2.4  SUMO-5 L2 4 0 2= B AL E Hh () i i UL 25 4

550 WA B e o B R], LR 4 =
{LIE (amyotrophic lateral sclerosis, ALS) J& T-#1£4 &
Gipm, FENRNACE SRS T, S5
HRULE S, B, B4% T AR R R
ALS SEUE BN ESS E B H T HEZE s &R
A0 20 JUL PR 22 Sk AR 5 | PR TR A A 54 326 v b ol
B, T Bl M TR AR ALS BB E AL H L
PR AH 441 7 B S 1 b 2 R o B At S
KR ALS MMUZMAE(S S m, W R
LA ZA P 3 2% O MR ELAE R V2. astA ik ALS 2
B 12 FhdE R A 5] ke, A B AL T
(superoxide dismutase 1, SOD1) 3 [K % 4% i J & L,
EIRAEYE ALS H 5 15%, SODI &R H 2k /N A
R ALS, 1M SOD1 Kok & 2Rk iy m s % AL
Y5, Pk ALS SR T,

SUMO #5658 2 ALS s 3 id 2 i o 4 i 42
KF. iEsht & odii pyid %k SUMO-1 5 SUMO-3
258582 R SODI () SUMO 1hghn, #Eififd SODI1
B R AEAR S 0, 177 SOD1 [APE S SR N2 ALS
(9 BERE 2 — (B30T, Ak, HIEW &
ik SODI1 # kb, id#ik SOD1 [ Fh 2845 /& SOD1
G93C 1 SOD1 V31A ¥J2x 2 E4H i hijf 25 SUMO-1
K P B AR 2 50%. 38 i B2 Ak 2 # d BH b7 0 R IA
SODI £ Lys75 fif 5 ) SUMO 1k 7] DL SOD1 B 14
AL T, PIAS AT LA N SOD1 B R 414,
1M SENP 7] LAjz> SOD1 FHPESE 4R 44, H.7E SENP1~3
=AY, SENP-1 7E98/> SOD1 FHE SRR T  TH
Ve 2 U

YT SODI1 K A R AR A 8 A% 1t ALS 1) 3 22
TER, A KW FE RIS AT IF g SOD1 R H R AR
WRIFRE SR 7k, #RZR SUMO L2 1fifE SODI1
RAGRRES TR BARIER, I REEE ] Ek
WX — i R 25 I 5. SENP-1 7E ik /> SOD1
BH P 58 45 44 07 THI 1) ¥ 35 R0CR 3 7R AT BB O TR 9T
ALS [ 5 B 5. I8 T 2 SUMO B RS
Al PLEZ W SOD1 ) SUMO 1k & 1 At 8 45 44 JE 1%,

MR B IR ALS F e % L2545 13k 2
2.2.5 SUMO-SHE Y 15 5 1 E #8240

W 2 5 2% (glucocorticoid, GC) 1] LLE Y % Fif
A ERE AR, SR A B MR N OB R R, AR
HAPR. PURBESELRAEMRN " bR
(A FH 2 208 0 5 0% B2 R 2 44 (glucocorticoid
receptor, GR) &5 & kA3, K IAH A B3 771 = A
GC 2 FEWUA Gz M 5 B0 o fF 30 & & Ak
WD B B UV A A T AR sk AL R 2 4 5
e, T E L I T

SUMO B IHiAMY BE B 5 GR 454, kg
5 GRAHEE AW I H AL S B UH AR, 3LFE
W GR BT (B 3g). B4, FKS506 45 & & A
51 (FK506 binding protein 51, FKBP51) il i SUMO
152 GR % 1t 7. FKBP51 7E Lys422 7 5 &k 4=
SUMO 1k, EE52%| PIAS4 [, {# GRIGMET
F%, 124 FKBP51 [f] SUMO L3245, FKBP51 %}
GR [PAZ AL R 45 G 5 R0 7 R e 3 7 1 1 41 )
VE T2 i BELIE B (R, SUMO fkilid #%] GR )
WM, Wb GC 5 GRS S, BRI GC s
B B m G R B LR, T AR — R LR B
R PR ERIELG R IT 7.

KRR N T SUMO A4 K FoAth 85 19 J5 0 128
JEAEME AT I 4 GR s PE . d I A 45X Sz it
2, WTLARIEERZ M GC X B B ULIIERT, I8b B 8%
WIZEgE R AE. R, K% GR fHER &Y+ HAh
HEAE GR FIAHEAE, LA S AH B A anfe
SN GR (36 A GC 1A 24 RN o 3l i 5 iX
Se AT S RN TNBE, TR R TT SRS SR T
BRES B #LES .

2.2.6 SUMO-S T 2515 5 1 i B 240

AT 2 — T A FH A 25 25 5K 2 B0 B 1) s 241 i
AERKIRIT I, BER M SR TR, 2l
PRIESEIRIT LB . REIT R 2 FEER B
WFREIT AR, B —EEREH, SR EEs
Y5, EH. FA % ZE (daunorubicin, Daun) AIKFE
{H T (etoposide, Etop) %5 2 F Ak I7 25435 ) 5 3
B R A B, [N, 2R 2@ B
PR SUMO FTAEHLE], il & H B LR 2548 ™.

Daun Al Etop J& 677 MK R SR . HESUILA
T /N T e S R A AT 2 B, {BrE
Daun 1 Etop i F it #5 5y tH I B B L2 4R LR,
HIRBALH] 5 SUMO 214 5%, Daun 1 Etop AJ
ff SENP3 & H /K1 .3 i, 1M SENP3 ] mRNA
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AT IEARFEARAE B, R AT 254 3 B
SENP3 £ [ s e 1, 1 3% s B R PR L i
FEIEH I AE P42 B, SENP3 5 SET 45 # i 0 &
1 7 (recombinant SET domain containing protein 7,
SETD7) 2%k, w]fd# SETD7 2% SUMO 1k, FH 3
1 55 2| WL ER 28 A & 5% 11d (myosin heavy chain IId,
MyHC-1Id) J5 3+ &, {RiFHEF. EIEFHL T,
SENP3 [ 17 ££ % 1IF T SETD7 %} MyHC-IId & [A] ¢
I #1450 B4k 9T 25 4 S 5 SENP3 F£ iR )5
SETD7 (4t i #E [m] i /15241, 5 RNA RAH 1
(454D, (545 MyHC-11d 3 K #5532 ), i3k
T 2 LT A A B LI 4R ThRe, S8 BRI
2 45 (B 3). SENP3 (1) % B 3% 3X %} i Daun
Etop 4bFH 5| % Y MyHC-11d #5874 T B 2Z 1
HEERCR, RE RS HIEE]T 4 60%. 82%"7,

BT T SUMO 46 vl W AT 2590 15 5 1) B
BEULZE4E. $2 5 SENP3 /K-F 7R 56 e B i 51
ECERCR, Rk — DR R A MR T
SENP3 7K ¥ [} 7, Wi F KA B 0 B0 7). XTI
SETD7 #H5¢id@ #% (1 4%, v 22308 i i 55 SETD7
(1] SUMO 1k tk 45 538 5 H 5 SENP3 (¥ 41 B 1E FH
¥ SRR IIIE

3 RESRE

SUMO 1k A1 2 SUMO 16 AE A AN AR I £ 1 5
BRI IAIENLR], AP TR R 40 i D) RE
RS RO AR IR AL ) RIE I SRR EH B,
FOPHTREATRN, — RAPPRIDRSRE 2 L, Hr
HRULRG I NEUR, RIONUE 4305 e . &
BRI b R D iR 5% .

TEH B 52400, SUMO B 1HfyE T
RKEEf . (5= R EENUIOE AR 51 R B B UL
i, SUMO-1 & A % H AL LR 5 SENP-1 /¢
F 1% SUMO B 1487~ 1 & 5% L0 40 5t & 711
M LML . PENVE FRA RAE R 1t 245 A 3G 0% 1t
Z4ih, SUMO fhigifidid iR e sl H, g
B P AE S ThRg. b4k, SUMO M REAESE
JULZE 207 0 2= B A E OB B2 o B 3% 5 = ) i B L 22 4
(PR T o X S B R B B UL R TR 5 v T S it
T B A R LR R

SUMO WABMRLEAS [F] & 8% WL 15 5 F BRI H
SRR e, W R BIRAL S S A E . H AT
X HAMRE S S 0 E B 50 1 B2 45
FIUWE Bz o B 2% 75 1 B UL 4 R I B T AL

il AR CABCNTE M, ABAE =R S 3 3 BUN B UL
P 55 7 THANAS B AR R IUAZ B, FEARIRAIE AR
AR WL B 5 50 Bk R R, @it T
SUMO ABAEZ AR 56 T B 8 UL 0 1Y) SEUE R AL 4
N Z o AR TR EE RN U AL B B SUMO
TEA TR TS 5 T I EARAE AL, AT A AH SS
Wi HIB AR AL B RS HE R PRSI YR . tbAh, BRC SN
PR AL, A V2 R AR R AT AR i 52 i SUMO
WAE T 2 55 BRI AR R . KRR XL
fER R 5 SUMO gtz [a A BEAEH, #ERH
I P, A BT 5 AT R A B UL
IAJTE, FERTERAER G B 57 6 SRmE AL B 22 T R .
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