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[ Abstract] Ubiquitin and small ubiquitin-like modifier (SUMO) can be covalently attached to
specific protein substrates, undergo ubiquitination modification and SUMOylation modification, and
affecting their stability, activity, localization or interaction, thus regulating various cell activities,
including DNA damage repair, cell cycle, apoptosis and immune responses. When cells experience
DNA damage, ubiquitination modification and SUMOylation modification regulate the function and
interaction of relevant proteins, thereby participating in the process of DNA damage repair and signal
transduction. These modifications are indispensable for maintaining genome integrity. Recent studies
have revealed that ubiquitination modification and SUMOylation modification in these repairs. The
author reviews these roles, so as to provide a reference for in-depth understanding of the ionizing
radiation-induced DNA damage repair mechanism.
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i ( post-translational modification, PTM) J& £ [ it ¢ B3
I IR DT — AN Tt A, B 2o 7 2 SR 55 I
MG A2 /N AR SO 22 K, S A 8 K %
B 2 DAL DT 08 2 7 I A P O R A ek 42 AR AE AT/
12 Z B4 (small ubiquitin-like modifier, SUMO) L&
YER PTM 19 2 #2676 IR 15519 DNA #ig 5 i k4
HHEEMENY, Az ZABHH SUMO {LIE1i7E DNA
POEE i E R TLRR, HIR AT f# IR i 519 DNA
POEE LTI S %

1 ZRERMZHRUER

ZRM 76 NEIERAM, 7T HZN 8451 Da, ZE—
FIAEAE TR oy EAZ M b . Ak 2 BE DR SF /N 7
EAF HaREEF 7T PBEARA A (K6, K1, K27,
K29, K33, K48 Fl K63). 1 /i T N i i) H B 2 IR 1os wid
(MD) B S LA T C o H 2B AL (GT76) P AN [6] iy it
AR p SRR ANY B3 V2 KR A AR, B A 2
Mz I, fEAEDY . DNA B . BB MRS
P R E AR AR HARE A LAz B AR,
AT LK sz 2t . 2 ReBmmE izt
B, PR B EEREAS SR NZ RS T 22
FALBME BARE AW 2 R 5% 2L R B g B2 24y
Fhrid; MRz ZBEMNE EFRE AR R
Mz R Fhric (B 1),

ZEABMH E1 ZREEEE . E2 (2 R4 G E3 12
T W 3 L EHE R N RS, Enizlsi Y
. HETCAHAETE 14 ELIZ R0 RS . 40 1~ B2 12 R4,
A 600 24 B3 12 RIEHERY . Bl 7 R iR 3
LRSS ATPESTEREZRZ-MTRESGY, HHZREEE
B E2 R A . B2 2R AR ELiZ RBERE
HMEZ R, IF5 B3 Z RGN RVE R ST B iR E
wEMB, Eid R, B3 R EEE RS B A
TR T BB TR E, Rz Z NGRS
PLHIAIE], B3 Z R IEHME ] 70 3 A FERWR: T84
#J15 ( really interesting new gene domain, RING). E6-AP &
Fevi [FIR S5 BURT RING Z [ &5 #0950 B, A KGR
FMCA AR AT RE, Dy A vz ZAEME N T 24
PRI Fe

Z FZ B W 1 DR ELMIZ KRBT, 2
F AT LIS R O 2% B8 AR R S B (R AR 5 4 . L
Hr, K48 Fll K63 (i 2Rz RIBE M RIIR a2 2RI,
K48 v Z Rz RABMi 38 1 % B2 R 47 F 1 K48 v 0k
T BUEER G AL, fR AR A2 12 RAEM R & B T bR i R
fifss, PEMBEEE A AR . K63 1 2 Tz Rk iE i

ATP ADP+Pi
o= —

|\
o 929

|m0n0-ubiquitination |

multi-ubiquitination | poly-ubiquitination

1 ZEABHIRER Ub HIZE; ATP BRI =5
ADP NI TR Pi WBEERAEH]; ADP+Pi iy ATP /KfRJ5
AL IRAT B RIBERR AL s E1 Nz RIMIERS; E2 MR
ZEAHE; B3 NIZ ZERG; substrate NTEIRMIMVERF, &4
12 Z A B; lys N & EL; mono-ubiquitination iy BN T &
ST AR AE R & 2 Bz RALEM; multi-ubiquitination
REANHZ Z N FERYNIER T £4: 22 Z40BHi; poly-
ubiquitination 24 2 Rz REEERWIER T A 2Rz Rk
&4

Figure 1 Schematic diagram of ubiquitination modification
I EHGZ R T K63 i R R A1, W e f5 51k
. DNA Sl 0316 5 R0 N ) o i S A= )i e

2 SUMO 71 SUMO L&

BRiz b, IAFAEVE 255 F R 5 AR R T REAR TR 1)
FKIZENT, SUMO 2HH—J PTM HF, S5EAIE
v ZBh A i 2f i Y, SUMO FIE AL SUMO1, SUMO2
I SUMO3, H H# SUMOI1 J& & 7 # %5 % Hh 1) SUMO &
BB ; SUMO2 Fil SUMO3 #E45%4 M hAAML, {F 3 4
HIER AT, EATE RS A 95%Y, R 85 1E
SUMO2/3, & B2 % SUMO i 14 78 1 5% 2 7 75 2L &0
SUMO #5714 25 F # 1(SUMO-specific protease 1, SENP1)
HIPIE], B AL O R SUMO EH Y., SUMO 5z %
M 4E At AL, Bt SUMO E1 380 B i 2 4~ —
SUMO 7% ALBEIF 3 1(SAED) Fl SUMO 7% LB 3 2(SAE2)
DL ATP 481 75 3048 i SUMO B C 3t = H & IR AR s
WL, ISRy SUMO il i e84 5 SUMO E2 454 UBC9Y
MHEMEH; ZJ5 SUMO E2 4541 UBCY i@ it SUMO E3 i



132 [ PR BR 2 i B 2 s ik

2024 4F 2 H4F 48 255 2 W

Int J Radiat Med Nucl Med, February 2024, Vol.48, No.2

B H 2 SUMO 4 T 5 I W 3 M A 6 2 R ok B 3% 4
o HEEASBRERITIZ RILBEM, SUMO fL& it
Ay ML SUMO 1B . £ SUMO 1b&ifi Fl £ 5 SUMO 1k
B (7 2),

ATP ADP+Pi I
p, I
PUSY SN

| mono-SUMOylation | I multi-SUMOylation | |p01y-SUMOyIati0n

B2 SUMO fLElfinigldl  SUMO Jo/NZ ZFEEMY; ATP
JINREF = WERR; ADP MR SRR PiONBEERILIM]; ADP+
Pih ATP /K ff 5 55 4k B B MR MBI £ 1415 E1 oK
SUMO #4 i i ; E2 >4 SUMO 4% 4 W 5 UBCY & — Fli 4 1k
SUMO &M £k 4 L iyl — T 40 SUMO E2 454 i E3 N
SUMO #% 3% ; substrate HTERYIMMER T, &k SUMO 1k
B4 lys AR ; mono-SUMOylation A .4~ SUMO 43+
TEJR Y BA/E T % 2E 8 SUMO 16 & 4 ; multi-SUMOylation
HJZ -5 SUMO 4 FTE R W i AE T F &k 4= £ SUMO L&
Ii; poly-SUMOylation h % SUMO SE7E IR MA/ER T~ &4
ZH SUMO {1k
Figure 2 Schematic diagram of SUMOylation modification
SUMO Dt @i Ui 88 Hbnd 1 b, e Hor
B EEEH DI RERY R B, o RE R O 4 . A EAE
LR A4 bE . SUMO 1E4NIE 18 . DNA &l
FEsE . FERNFRIR AT . MO8 TR A 8 o0 AT S A A
AR R EEEA/EAMY, R85 P 5 R G 4 E
R AR, SUMO 78 41 i {5 515 5 A i 45 vh HoA 5 204k
A, R 25000 AR TR YT A, A il AR
Wl BT, AMTIEFERABZ ZEMIHA SUMO 1b1&
MiSPmRZAME R, FTRMEMIBITITIEMER, X
1512 ZALEMF SUMO LB HMife s+ G h BA T2 19
TS E RS F AR

3 ZEAEMEF SUMO KIS IR 55 54 DNA R{51&
SR

IR T2 DNA #i45, #Emiffignigstr i s", DNA

P52 F B A DNA HEEIRT 2L . DNA XUEE i 2 (DNA
double-strand break, DSB). DNA % 1] 3¢ B ( DNA inter-
strand crosslink, ICL) il DNA-%  Jii 32 B% ( DNA protein
crosslinking, DPC) %, £FX}iX 2k DNA Bi{iE & =t &
HA [) 5 7 41 (homologous recombination, HR) &% . JE[F]
5 R ¥iii 1% $% (non-homologous end joining, NHED&E . #%
H 2 Y B 1% & (nucleotide excision repair, NER). #if3L4]
[ 15 % (base excision repair, BER) Fl%E [8] 52 B 18 & (inter-
strand crosslink repair, ICLR) %, 1Z Z{L i Ffl SUMO 1k
EMifE s SR IE R th R B AR

3.1 ZRABMF SUMO fLigtfife HR &5 i fEH]

DSB Je: 5/ H 1) DNA i i8Rz M, HEZA HR
FINHEJ 2 2B k48, 2 IR FEDSBJ5, Z#if) DNA
A wity T DL Uk 4 4 L E 41 85 11 ( meiotic recombination
proteinll, Mrell), %48 A 50 A1 Nijmegen Wi 24 25
A 1E#E A 1(Nijmegen breakage syndrome protein 1, Nbsl1)#E
L MRN & A 8% Ku70/Ku80 —REZ &R 5™, M
1M HR 5 NHEJ @423 5IE 52 . 78 HR Bl i, it
AP DNA RIVIBRFIER ERC . 4 MRN &2 5 W8idh 5
FR AL LB, Mrel 1 @ A% FR G HE SN . %R N VI
TEPEEZFHLE], SCELT DNA BB S, IRt EeLm
DNA il T AL 3 2 . RSN 1 (exonuclease 1)
BH S 5VIBRZ WA XUE DNA, R A 5 DNA,
55 DNA 7 BA= ARG R A B X3, 35 Z FCxE
J—1 DNA Z5 5250, W) DNA § M [R]JR 5% (0 14k
BT e 5 B, 1T DNA SERYIER, 24 DNA &l 52
JRF, DNA BE[R] 25 [ BC X 731 25, BT ) DNA 5
5 HAHR Y DNA Ruiide e, A8 ifEs . 24 MRN 24
YIRIRSERIZ M DNA 15, 78 B3 12 K% 0 Skp2 M1E
FF, Nbsl K4: K63 2Rz RZ &M, dFmiH stk
W 4 I 45 T 5K AE 58 4 2R 11 (ataxia-telangiectasia mutated
protein, ATM) BIHIi7 25, ATM 7E5E 139 v 22 A FRAL B
ML H H2AX, TEL y-H2AX", Bfif5, ATM #0065
A YR DNA 752 S/ SN 1, MTAS 3 DNA
4739 % (DNA damage response, DDR), Jf3H%%HAth DDR
F, sz KA 58 H 80( receptor-associated protein 80,
Rap 80). p53 454 M 1(53BP1) FIFLIRE S IRIE N 1 (breast
cancer susceptibility gene 1, BRCA1)%5, HHr, 7Eiz X H
YEFH#:F (ubiquitin-interacting motif, UIM) FYEF T, Rap80
kA Ke3 i 2Rz R, JF5 UIMAMHEERAN, 2
it Rap80, ATM. Rad3 #i5C&H 1 1(ABR1) #l BRCA1 & &
YIEH%E . BRCAL 2 —FIJReZFEmE AT, HaF 1
RING 5443k, A LA BARDI —i e LA B3 12 K % 4%
J G PRI TR IR, JRNIZ TN 4 0 R e
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I, #£ DDR 1, BRCAI1-BARDI REf% 5 Z F 4 & ¥EAE
. WA H2A . H2AX F C ufiZh & 8 (AR BLA/E - A
(CtIP) ZE1 | [a]ihil i 5 SUMO E3 i #2ff PIAS1/4 454 %
4= SUMO &M s ST B FAEAER, SEma e (i 2%
M. #:30) K% DNA B E e

E3 17 £ #E#ME7E DDR i FEdh RIEFR B MMEMH . 4k
4= DSB #if5i}, E3 {2 & RNF8 #iE I % 21Hs
P, TR H2A 3% H2AX R4 K63 iRz 21k
M, BRIz R A5 E3 12 R EHEF RNF168 if —
SR E 7z LB SUMO fLIBHi) H2A 3, FFEH:
A H2A L1 K13~K15 FRILL 1777 A4, AT
WREZ B 55 WS ERY; E3 17 2 7% B0 RNF4 Fl RFWD3
545 | M A(replication protein A, RPA)#HH 1E H I {L
HR Az Z A B, 1 RPA )\ DNA i 451 f5 2=, JIf
M HRAEZ A4 . b, B mRNA fin L5 19(pre-
mRNA processing factor 19, PRP19) 1 7] DA iZ & 1k 1& 1
RPA, FHHILFRABANMAE Y 7K 5453 ] Rad3 M C#
(ataxia telangiectasia and Rad3-related, ATR) A H 1F HE H
(ATRIP) Z54, 1% ATR, fEif HR &% . PRP19 [tk
ISfEi#E T RPA32 Fll RPAT0 Wiz # L& . 7F DDR id 72
H1, RPA32 L) PRP19 #K#i 7 20k 2k K63 i 2Rz kg
i, RPA AT L& A SUMO 1k &M, ffi RPA 55 RadS1
hihy, e HRIEE™, Ji4h, ZZ i SUMO 1ef&
M AT A HAAE I I R A0 45 ) K 2828 Ol JE[R1E Y
HR &5 R FUERTE,
3.2 ZEABEMR SUMO {Li&ifite NHEJ &8 F BI1EH

NHEJ &5 & 5 —Fh# WL DSB & E ALK, REHHE
S DNA XUEESSHE . SR, o Tz IR 12,
W SEEL Y A5, Ku70 1 Kug0 7 NHEJ & & iE
A% Ku70/Ku80 & &4, s 254 2 24 A DNA K 1,
SUMO L&A vl LIt Ku70/Ku80 B & ¥WIikss & 1, I
% DNA-HK #5425 4 3% i} ( DNA-dependent protein kinase,
DNA-PK) (I #EfL T, , JE BG4 DNA-PK &2 &4, i
E3 7 RiE M RNF144A REEXT DNA-PK &k E K48 fii 2
ZRAEM RS, TfEDE DNA #ifi1EE . DNA-PK
FA5% DNA BB 7255000, A0HE DNA A2 H i
B R P9 VI Artemis DL K 3% 3 DNA P A5 ) DNA 3£ 42
fii IV, DNA-PK il R L /EHISE4E DNA B, W
X Wk 238 X H #MEF 4(X-ray repair cross-complementing
protein 4, XRCC4) FI2& XRCC4 145, Jf5 DNA 4/
VIEE A . B4, B3 2 R TRIM28 17 Z k&1
XRCC4, I HEEEAIG M, ReEE W% DNA 1
ER, FIEF, XRCC43E 5 E3 77 #3E # 1 Fow7 &4
K63 i Z R 7 FAL B LIS Ku AWML AT,

i NHEJ &2, BT @5 X A& %E DSB, Ku80 3Z 3|
E3 17 £ 11 RNFS 3§ RNF138 /-39 K48 i £ &z £k
BRI, T L Ku70/Ku80 £ 4 M DSB rilli# %
%, T Ku70 W52 %) SUMO E3 # $:/ PIAS] By # ¥, &
A SUMO 1hi&4fi; 7F B3 12 R RNF168 FITEH T,
BA: K63 i 28z ZAWEMiITH AR 53BP1 A0 5 1A
%, 25 NHEJ (g2,
3.3 EZEABMA SUMO {LiEifife ICLR *F e

IR 5 HE ] S BRI A, A 23 )5 3h ICLR AL .
3 B 0 7] J8 % 1L (Fanconi anaemia, FA)-BRCA i#
B LA RAZAT IR HAE S HART &, 4 FA BAME M &

[ (Fanconi complementation group M protein, FANCM) %54

FIBEH AR SS, FANCM 2> #1155 Hol A G 3 1 5T, 4N FA
. #h# % A T ( Fanconi anemia complementation group [
protein, FANCD . FA H #b Bf % 1 D2( Fanconi anemia
complementation group D2 protein, FANCD2) 1 FA #% .05
A W #1 5% 8 H 20( Fanconi anemia core complex associated
protein 20, FAAP20) %%, JERUMZ.L ) FA &9, H,
FANCI Fl FANCD2 "] LAfE E3 72 3% H i Rad18 fEHI T 5
ANZ RIEE, KRBT R B, i #E FANCIA
FANCD2 HIAHEAE, MTIfEHE FA 525 WA 2 AT o
7341, FANCD2 f£ DSB & & i 2 i ik 4 5.1~ SUMO 4y
T, KA H SUMO L g ifi . - SUMO 1k & i fie it
FANCD2 5 At FA EFHE RS AY), MM DNA $#ifj
16 & 3 B 1 BTESY; FAAP20 1] L £ E3 12 % i% 3% i
Fow?7 VE T 38 o 0 198 A ARt 75 =X 26 02 3R A A8 M e
fift, 24 FAEE S UK FAAP20, [H]H E3 12 3 % 4% i
Fow?7 AT 1432 2R A U 3 (GSK3) iz, Hal LA
BRI Fow7, MG hZ 2 3% HE 0 Fow7 (06 P, A ik
FAAP20 A, P44 ICLR.
3.4 ZRBEMIF SUMO fLIEHi7E NER H 1 fEH]

IR 2 S B iR 0E — RAKRYIE i, X Fh i 43 v] LA sd
i 2 AR B NER LG B, RBP4 A% IR DI BR
& %2 (global genome nucleotide excision repair, GG-NER) #lI
1 ST AR I A% Y TR V) B #& &2 ( transcription coupled nucleotide
excision repair, TC-NER)®Y, B I{ERFIFIEE DNA i
AR A T AR . GG-NER S —Fiii L) DNA 25241 ,
REAS IR AIE S DNA PRI R4, T TC-NER &
L R SEAR OCHY DNA 045, 78 GG-NER ', E#%
PNBIF RS G, #4T DNA PRI 5B, 4R
J5, DNA REHHH DNA FEHERHEAMRI A DNA P51, 5E
MR . TC-NER 2R il 5 GG-NER 48, {HIL
B R F R A A T SR i B DR D, DA O B I
1B 55 F M A i, GG-NER M TC-NER H:[7] bl T
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B, #Ef DNA BRSSP FANIEIE H DIRE .

C 2% M T B2 8 (R 5% I F (xeroderma pigmentosum
complementation group C, XPC)J& NER H & BB E HEH
2, HAATTEZ A DNA i 5 3 NER. XPC ()
A5 AR T iy, Hodiz BB 1 —
oy, 2 55 M E A (ubiquitin-specific protease,
USP) AL B1 USP7. USP11 1 USP24 451 ) F:5% XPC 1
ZHRBM, $Em XPC WELE EMIIaE, JHEit NER &
BYINTE . USPT 1 LAY NER # XPC Ifg, JF4FR
HAlb NER 25 TRz RALEM, 4 DNA Stz &8 2
(DNA damage-binding protein 2, DDB2); USP11 %E & H.7¢
%A DNA _FRIFFAERTTE], 4275 NER RURCE. 1 USP24 I
it FasE DDB2, {3 XPC 492 21k B NER Hyid 20,

AFH AT (proliferation cell nuclear antigen, PCNA)
E-ADEENAMFEYEN, 215 DNA ZH BRI’
FE NER 1, PCNA &/E SUMO fb&MiJ5 , 7T LA+ NER
HEVMAR, IS DNA REH 5 MEAEH] . DNA REH
8 J& NER ' DNA 85 A E2RE, 575211 DNA
FrBe. JEid 5 SUMO fhEHiny PCNA AHEAE, DNA &
G 8 RERSE M B0, fE# NER,

3.5 ZEABMA SUMO {Li&ifite BER R

IR 5 B0 A BRI JS L 4B 23 )5 3 BER,
76 BER 1, ZAEAS S5 HPEIEERN, W PCNA kA4
RS AR AL i 5 H A B E TR AR EAERT, AT
&1 DNA i 220, H5EMTE € HAb DNA & 2 B,
{1l DNA $ZE)E| N VIS 1 (apurinic/apyrimidinic endonuclease
1, APEL) " i1 % % ADP # B ¥ #% Bf§ [poly( ADP-ribose)
polymerase 1, PARP1]™, APEI 87z Z{b&ME, @itz -
B B R AR AT Wi, 05 e AR S e S TR AR 0
PE, MIME T DNA BE FIEFE L, S A4 B
W, PARPI X ST, S Bl o S5 404 30
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