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WE RERUEFINEAEMEEEN TNz —, S5 T4EUENaRS 2SS0, AKRE . By, SN,
RIENEELZ TR S). TR, 2 2P AU B S 2 ——— 272 E LS (deubiquitylating enzymes)#% AN Wi &2 1L
M. VBN —RITLABRRZ RN IKE2E, X2 R A SRR 2. ERRIEWE —EH LA T EEF MR

EEZ FZAE S Y O TR YRR . 40 0 A 1 P DNA SR 48 48 = A5, IR0z AR K 05T 05 [ 2547 T F A
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KR R HEAE, FEPRRLEEE, QLR Y, 40N EIYE T, DNA 404 NS

FRAES Q5 Q7l

72 % (ubiquitin) /& — A1 FLAZ A2 W) 0 3 3t A7 11
HE RN T 2K, 3576 NMEEER, 2K
L T ANBE IR (K6 K11, K27, K29, K33,
K48, K63)H1 1 M Cimiy Ha g sl 2 &L
AR Z RIAIE, &l RN 5 IR R A S
kA B mm RN R
(ubiquitination). 2 &AM E LSS5 KD E
I R B AR AN S o £ K . B AR N H i i e
iR IL =450, AR WG ARAE A H
AR, 2K 2 KUK B B N FRZ 2% - AR AR
% 4 (ubiquitin-proteasome system) /- 5. 1% &4+
L 2 25 W0 I (ubiquitin-activating enzyme, E1).
12 % &5 A ¥ (ubiquitin-conjugating enzyme, E2)F17Z
ZIEH I (ubiquitin-ligase, E3)41Jk. 7E ATP {74E
TEOL T, B1IEWIZ 2, T EL PG IR A
FANZ R H 2R AL ()P b e, Bi)e, 72
AW 2 B2, B3, %, ZHEW B3 ER
RV E AR IR RS b, 4z FE b id R R
1 E N BRI ATP M 1) 7K At S B2,

72 A 2 AR P R A7 m N AR FRAC A I A
B, AIRERY], JoR g AR s IL &
WIS AR ZR, 12 3% B 5 I RE N2 R A7 R T LA
KRB ZAW, i) K48 Fil K63 1% iz ZAL M
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WA iz, B EE R A2 25 K48
RLCHETE S, T K63 A7 1) B AR 2 W5 40 L A
% DNA S 52. S IS 40 Ar 4%
e, 15 5 AR D) N B A 2 B AR R
iRk ohfe. K29 friz REERE RN 2 5 & A AR
M ARk fiRiE Rl K29 fl K33 MR G2 £S5
AMPK- JEAL A S0 R GE 0L tkah, fed
WA WL AR 2 52 AR ik, #n]
AR 4 B B (1 A 2 1 B A S T 1 P A B D R

L2 FZABE ALz R T AT
k. 2z F TR RN R B AfE L2 =
fiff(deubiquitylating enzymes, DUB)I1EH N Rz
R RN &40k, K2z = 2
H75KJE: UBP/USP K ji%(ubiquitin-specific processing
proteases). UCH ZX J% (ubiquitin carboxy terminal
hydrolases). JAMM % J% (Jad1/Pad/MPN domain-
containing metallo enzymes). OTU % J%(Otu-domain-

ubiquitin-aldehyde-binding protein). MJD % J&

* [H K H AR A4 BB I H (31125010).

= JHIHEE R

Tel: 010-66931216, E-mail: zhanglq550@163.com
RS H . 2013-06-19, #:5%2 HIM: 2013-07-30



2014; 41 (2)

MRRE, & KizRUESERFREEE

*127-

(Machado-Joseph disease related enzymes) 1 MCPIP
X Ji% (monocyte chemotactic protein-induced protein)
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Fig. 1 Categories of DUBs in human”
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UBB. UBAS52 Fll UBA40 %572 25 5& K gm it (11 4) 2 =
Yy, EEAE C i AT E A R K B B A% B AR
6, 7% DUB MBSV hGE. b, 0RO (U1 %
fffTigt, X — AT S5 FEER RSP
c. ERRARREMEEZ B SN 4 PRk ERZ
- WA B v AR 1 RN B 1 PR A B
fift, HEFFANZ RS RIAHEXEE. e fEREMIR
W) VISR 2 R BEARTRE TS PG A 1R 32 A8 Bl
B AE RN BE. £ SR DUB
AT LUK R B AR R (0 55 R AT R AR O B
%, Rz EZNSFIES KERY(E 2). HArx
T30 AL AN LB T T3 B AT WHZ 2 B il
IRESTIR N, T %1 DUB )45 B 1) fE 3 540 5 U
K ARG R, bR S RE, R
RO A A AR PR R A s A
N TR, e riBiE 8] FiR DYt
FO7m. FERFIEE, R E KT
L DS SN S GV 1V G SRR X & 1B S i PRI A
RIE~ A0H A REFR e. DNA s R %L1
REAN S 2N, HAFAEZ B iz R sh&F
M. ARd LT ZEES QL OTREE . 2z
FALEGE S A0 A A . 22 FZALEE S DNA #if
B 5 = AN T3 TR G 25 2517 F2 A0 AE 5 R 3608 1
P AR .

4 i J5t
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Fig. 2 The schematic model delineating multiple functions of DUBs in cellular system
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1 RZFEUEBRERAERFE

11 EizHUEBaELLEN

EN Y AV T bE XA A INIIE Y I
USP FK 5, Bt KL K MCPIP K%, 2%
BB [FNE KA g i B, AR
FRGTEFEARFE: LLUSP K W#l, WE2ME
A2 R G A4 M (UBD). 2 5 AH B AF H] 45 1 4k
(UIM)HFIZ 25 HH K S5 4 B (UBA), 1% = 28 45 1) Il S
ALz 245G, B RABARKISEA ). RN A4
M — B4 U E Y DUB % 112 2 KAL) 45 14 35
(UBL). X8 Zhfyllfr — %)% 41 EJLTF B A IR
PR, = Yrah MR 22 G R AR, JF H
JLC il R T R, A A S AR S B
B At
KZ %01 DUB ¥ FH 1 2 11 BUK g e 8 7 22
{2 IR I e- 20 FEFNZ 25 C Uiy H 2 BRYR JE 1) 72 3
%4> . DUB W) USP. UCH. OTU. MID %ji&
J& T DR IR KRGS, T AR IR BT R
e AL S N AK G 2~ 3 AMZ O E ISR AL, # K
AHDY AL — SRR (i 4 — TR Ak, fEIXSEf e,
Y SR T DA AR Y JDE 201 A A v M O R A5 H A
NS4 SO PR 5 ) e S R s IR, T
53 NEIERR OB R LA R EH R AR AL
TR 2R R AER A, AR TR RO ) R A
1.1.1 USP Xjik.

USP ZI R 03 (R E s A7 = A S5 ks, wlil
BFE. KRBTSR —FE, M
HOM T T E RO I 4 a8, i & 4R 45 M 3
7 Z R H BRI . A R USPAk
()R 1 R A7 — 28 USP &5 M s T 3% 1 8 SRS
(apo-USP), {H & iz & 45 & % USP 45t W Ihf,
USP S AT LURFEMEAL TS, IXAUar B 2id AR
TEPEHOAL R BT LR () 91 A2
USP7, iz ZR45 G, 4% M55 55 1) 1 e 2 1R
BT A RO B i e, SR USP14 A1 USP8 I
BAEAG G R I 00 KA )R R, J5 3%
Iz # e G R I —H A7z 2 S BEAS FB fi1k
WAL L I — KA —$E M USP 2 CYLD,
B RRE 2 AR AE T AR AT P ST RZ R 8B 05
IRZARFFE — B,

Jr A 1) USP 25 M3 8 11 ] g 2 th T4 AR 29
T2 BOM 2 R A5G s tERVEAGIE T,

CYLD % Ji% 55 (1 ) B-box &5 #4. USP5 (] UBA
ShiAE. 2R S UBL 458935k, (H)
RE AN JIDE.

1.1.2 OTU K j#E. OTU KKk X =W
Otubian(OTUBI, OTUB2). A20-like-OTU F1 OTU.
2SR b A SRS, USP SR Jl 3 103t 1 2 ok
T MIZEANLER, ATIEEMEIRE, miz
FBAE)E, MATETEA, AR ER, TR AR R R,

1.1.3 UCH %j%. UCH K% 45 #2& DUB Kk
o LR BRI RAE (1. £E apo BB M2 % C
Uity KR S KBS L3(UCHL3) Y, 774846 78 o i Ph AL
SRR GERE, T HAXASKE Al PR S5 A AR 25 5 i
VG, RGPS EZ 27 C u g5/, (2
DUB 2332 # AL ) BAT — e IR 2% R A7 B I B 1k
R PLLE T S IR ORI B 192 R R A k.
[FIN, ARG T2 # AR, LT g
ANF| UCHL1 #1 UCHL3 5 1 P4 2 S VU SR LA oK
PRz =R, R, APk & UCH 26 DUB
NS 5/NKBLI R, B0 iz R B AR IR
FE Wl A4 s 12 7 AR AR IR BE . b4k, UCH 28
DUB H T 4549 ERREERPE,  nT DR i 2 e B =X
(12 2 B IR

1.1.4 MID k. ZKEN ) 2 0 2
ATXN3, ATXN3 & MZREAM R, e
IBATPEZ MID 1E 2 T 128 10 ok S e P 3

BTN BT T 455 ANZ E1 ATXNS (N
BRI, WA R R, PIANZ RGO RS
AR, RTESE M TR SR R PR A
IREN, T 2R = ANZ 2 45 A m WUz 2 3% A7 R
HHAL T FE LM m Eu, Kk, ATXN3 o] fgid
I 50 72 28 SR AR AR B RS2 1R FF TSR
5, I FEFR IS

1.1.5 JAMM/MPN+& &8 FIREX K. it JAMM/
MPN + 55 5 1% 03 10 45 A6 fift B B A9 T S8Rl . X
STAMBPLI il K63 i 3Rz ZEEE A ARMIHE R
B, %S0 AR 1A O R B R, LR
— AN R S K S AT B e IR, BEJS
A AT H R AT PR ORI, e LB
WEE Il 2 SN, ARG R IE A AN
FAUBEAE TSR s 45 B2 RN A 4 k.

1.1.6 MCPIP ZJ%. %K G S — Ak AR IE
(I ——MCPIPL, 1E N i & — M2 3 KRB E,
Fadsl, ZEMEE 5 FZAGRYIER:, AR
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W 292 FAEEVE PR, TS CCCH RerfriE A
ik, RPN UE T MCPIPL IS
PE, Cui Az s X . B N i & A IR
SR 2R AR A SR & 1 4, Rk Z ik
JURF: I 2 B 7K AR A 1T RIS 1) 2 2 MR 1 2 R 3,
1.2 EizHELEERET

22 FAE T R A K2 R
B A2 BB R S e 202 SR AL R 5 T 1T

DUB RJ7Z 285 B AT w5 B2 IR e PRI Bk «
USP F1 OTU ZJ 1) 2232 Z A AR L 1] LA A K48
AR R K63 A7 7z 25 8%, (AN [R) ¥ i A i &f
Pk, i USP14 iR5) K48 £z 245, 1fi CYLD 1
IR K63 iz %55, KA OTUBL Fil A20
eI K48 732 F8E, 1 TRABID F1 OTUDS
FESPEUUN K63 {7z Bt BONRFIRI 2 OTU %K
IR B Cezanne BERE S PEDIE] K11 A7 72 FHEED,
JAMM 555 15) -1 59 K63 A7 11132 &4, MID &
WA R AT K63 A 12 22 5 1) e - 1k

2 FACBREIO A IE M 32 A2 2 4 A2 IR
7. a. Fk KPR /R DUB-1. DUB-2.
DUB-3 4 [A [ % 18 52 2O0E I 7 s 245 5, i
CYLD #J [ I5F 4 NF-xB F1 MAPK-P38 i 4% S5 5031,
b. BHEEEEM: T2 iz BEE R AR [ NV
I H R AR i O, B e R AL ) CYLD A
USPS, Jx i >k #1 ¥ 7% A20. USP7. USPI5.
USP16. USP19. USP28. USP34 fll USP37 123,
2 F MR F B R R E M AN T DUB I3 1
Bt ATXN3 (1972 240 AT LLES L DUB (13610,
M2 Z ALY UCHLIPVRT SUMO 1L 11 USP25 N3
2 FMEIEI, USP7. USP36 Al DUB-1 Ak B2
1k, HINREM AL, ST A E I A Y
BEUFSE T DAY Cezanne &A1 AN S IAEM.
A R S 22 AR IC v LU AR I i H
G KRR 2R 35, 4140 USPL F1 ATXN3.
A20 W] DI ik s FAh A SRR I ) 7K A ) R
KiG. c. EAFUEHL: 2z BRI R
FEDIRe AT, ORI, 5140 USP30
() LA AT EL B ) T R AR 1R FE 285 2 PR i,
1M USP36 M2 E At T H &5/ Fj e, 74t
DUB [ T At 4k 45 /35 LA AR 5 A7 AR 72 25 45
A4 f g, 1 USP8. USP25. A20. OTUDS.
ATXN3, AMSH #1 UCHL5 %5. ph4h, 2 %
DUB 454 Ji KA 1 25 ()R8 S e 4 o] DU A A 3%

K, UWIUSP46. Jeid>k, USP4 HATIHIZREZ Z45H)
W4T 3 DUB J& 2 BHHI A A8, d. dIAH BAE
MEAN SIS DUB 310 22 #1b1E
TR ACFERE EAHOT- 1 DUB (A0 HAE 2> 1, il
USPI1 figft: DNA #5518 2 ok # b R #EAE R B T
REAT U2 R WA 2 L RORE A B S 7 1 AH AR, T
175 DUB ik BEAI 268 £ [ BEAAFT COP9 FEf/MA
FE>TEAEMREMEENS, JFHOEH
DUB &5 [ AH EL A F 0% P ) 11 R 4 2 25080 S 4
U6 AT AE R E £ 1 DUB &2 4% 0 72 10 AE ) 2
e,

2 EEEUBSREREE

21 EXizEAEBSHERRES

Pt I B Y Rt M, oM A
H R DNA 21, 418 132 22 4k S0 B 22
B Nz —. A A A A S
R BT M R S b . 4 AR B H2AKIL19 7
H2BK120 {75 5 KA iz 4k, AF g ieiR &
(A5 5 AR 8 I B 19455 . H2A Rl H2B %+
JCHR: JE%, H2B FIBEDRRIAVEAL 2 PIAH G, M
Y1 ET 1 H2A IR RIGCER AT 6. ZEANTR I 2E )
fhrR, H2Aubl 1 H2Bubl(7¥: ubl F/nHiZ Ak,
NEDIILGB, s T AN [ FR RS ER A G 0 iR
PAOFURSIZE R, FEEAZAED T, T RERLLE
H2B #% E2 RAD6 #1 E3 BREL 72 %4k, {EWELEY
o) AR ) A& HR6A. HR6B LI 2 RNF20.
RNF40. H2Bubl (132 Z A {1 41 8 (1 i HoAl
BHIRIAELLE A 5 T F-18 FACT FOMCH T B2 4% /s
ARG, M S M I PRGS040 H2B 172 3%
A S R M e HE H3K4 1 H3K79 (1 W 34k, 1Eh
Be/METEAL IS 5. JF H H2B (932 Z AR 34k
W2 — R 5 RO a0 R R, e sLahyrh
L5 T4 i Set] 55 COMPASS # i & 1& N S H
54 It 5 Paf(RNA 2 & g 1T A5 156 X 1) #1 Pol 11
MRS S A A EEER, 58 N 240 3 F 4k
P55 e te. fHAS—9E02, R, H2B W
72 FZAAU KR A Rad6-Brel &K REIEE
(1) Pol I Ser5 {7 s BATR AL .

H2B 1172 # b2 — AN K 3| E3 A1 DUB-- iy
YERMIBASTER AL Z M. AR 5F 8L SAGA
LG FE K R P Ay — L ) DUB, {ERERE
J& UBPS, R il 7 & NONSTOP, M ¥L3h ¥ h &
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USP22. UBPS %} H2B [ 2:iz #n] L2 #E CTK1
%} RNA Pol [I CTD [ Ser2 Wil tk, J H s Jm 48
(gL o B, 75 USP22 A7 B 3 . i
342102, UBP8 X2 DUB JEANGE LMl R 43
BE, 1 A& % UL 4 SAGA H 4 & b () SGF11,
SUSI 1 SGF73 A Re K AEMEATEER R I, 14
BT 2592 A VY (R IS R R S e 91,

H2B 72 240 8 AR 40 5 5L RS A AR O, TR
SEPEAR T H2Bub1 7K 1A 4 RR I 5 201 ik 6 DRI 0 Bk
oK. #iln UBP10 4 Ffuibifil tDNA F[¥) H2B 17
RURIZ ZWKE, £S5 H3K4 Al H2K79 1) F 3L 4L
ACFARAE. AR AT I A XA 8E T Sir2 1945
By HEP T AL N S B RNEE SRTE AL,

QR ST, BT —AEZE ) DUB
s¢ USP7, % DUB il 12 4k H2Bubl S K E
RERE SRR I S A AU R 1L (1) )& USP7
T GMP & SBEAH AR, X FiAH ELVE & B2
F+ USP7 4 55 252 46 H2B IRE ST, 1 H2A )
2 FANIA S USPT (1315, USP7 Al GMPS #J
A AR A — AN IR R e A 1, M2 AR
DR R0 S N S I B 55 2 S N Js 4 T EBY A2 7
BT A H ISR, 48R T 40 AR A4 (5 )5
B S5 R Z 1) (1) DRI 151,

F—MERIEII G S E LSRN
Y18 1 H2A ST & B2 24k, H2B iz %1k
FEBI A 1%, T4LER (1 H2A 32 A6 L )ik 2
5%~ 15%. CAMHRIEXRY], 2A-DUB. USP21#}
REXT H2Aub1 HHT 22 24k, MRRRXS TJ5 2 H 3L
ISR SR AR AR AR, AT RS T DRI 5 1 4 L
HEER Y.

22 ZHMEEKENTSHOEREITE

Z hi 3 K 2K 0% (polycomb group, PcG)ig 76 R
MR ERE, SRR IR B R A,
FEINRE AL AR HOX (RIS TEAE) JE PR [ e S A iR
&, HIFEEMEE. MR, TR
R i oy 4655 2 5 T 2E @G . PeG IIHIAE
FR ARG o T4 /R M B2 02—, PeG
FOHI) G AR bR G S H2Aubl. 7R Mg+, dRAF.
dRING/ESC (extra sex combs) & H2A f B Z 172 &
TN, VI AR A U )& RING 1A Al
RINGIB. H2A 3z 2 A7 K IR & 41 4
EHiF RNA G0 T a2 k. Jf H RINGIB
RIS H O S AR R FT LA 5 HOX JE R ER.

DUB £ PcG JE BRI BR (1 B R 4 T H B4
M, Ndede & & i R4, GMPS-USP7 M 4%
A AT LA H2Bubl [ 2392 4k, RIS AT DO
H2Aubl HEAT 45 MM 2232 FE 4k PeG #H K& M,
USP7 F1 USP11 #BfE 2532 # L AfE E PRC1 AHKE
“W). XL DUB AU A LA T PeG HE DA K5 UL
2R, A n] LU A P16™ 33 4 H B (14 Jirh 3 4100 5 A
T, 47 & A2 USPT AT BL 432 %1k RINGIB,
Jaa LR AR SRRz F L a. K6, K27,
K48 fi [ Aiz 74, /M7 H MRS, b, K48
PR (1 BRI 22 T2 AL B M. USPT AT LLIRII K
KPR )3z F A ZBR, M43 RINGIB &
PeG B DR R 428 v Al RE 7L — AP (R IR RS,

IEMNAEFE DS A B h FF 24 ) H2B 2 3%
W22 ZA AR —FE, PeG X T HOX
(PR P 75 22 H2A (132 SR M 2oz R
B )k A . Xt — P 4RI DUB 2872 %1k
H2A 73 X fEmiFLsh %, UBP-M/USP16 X
H2A %2 %4k, 28155 PeG X HOX J Ay BELAS A
M S5—J5if, EREEH PeG 2R calypso Sl
C it 7K fift W 2272 %4k H2Aubl. CALYPSO #1 PcG
H A ASX M EAEH, JER PR-DUB & &14, [AINT
4h4y PRE J141r 3 HOX ZEHI UK. M2, PG X
HOX FERA P4, [\ 75 22 RING/ESC 17z 24k
F1PR-DUB ] 2:32 Z4b™. B AT = — ANk 2k
#5435 PeG X HOX KEDSI R 4ifE L. 2]+
WA : PcG £ [1 RYBP 1] LL&5 & H2Aubl, [A] i
RYBP g4 & RING1BM.

g Tk, XF H2A A1 H2B #ANJ5 1 IWF 9T,
SRR KDL T2 IR 212 FAREER Je o R s
VR I S E R (B 3).

2.3 BHEREFIFE

DUB ¥l % 3 PR 3 1 55— B 07 XU Jl i %) %
ST 02 Ak, DUB 1072 Z 0B R ef
LR FZAC Az 21k, — 71 DUB A BLRH L
RN BB (IR, AR e s R i
M. S— 51, DUB AJ LM 5% K7 1 41
e A7k AR e e IR LI 9] T 47 FOXO.
c-Myc Fh R 7 PTEN. 440 i 52 3 i 44k
VIR, FOXO KB iz AU G B AT I 1) 41 A%
T4, 1 USP7 AT LMl 2 iz F b Jf i e ik 41 i
VAR Rt ) VA SR N 0 1IN R O R 2T
A c-Mye 1] 4% USP28 F&sE™. PTEN [f140 i sE A
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Fig. 3 Proposed roles and functions of DUB in chromatin regulation
El3 DUB SRERRBEIRETE

52 8132 4k 45, USP7 F1 PML #% /M AT LLAE
23z FEAN, WIEasE PTEN 7640 okt 1 & frieo,
231 Lz FAGEES PR R .

D07 F AT e i R 7 1) B 7 o A
EX R, VP2 EENERE TS5 TS
FEREA IO E S E S, B0 NF-«B. p53 LLA TGF-B
%5, DUB X'EAT GG PR 45 B w7l B s
s FET 1RGSR (1 1 R AR A FAH Y. (1 R 4.

— AR RS pS3, pS3 VE N —RE T
SR, S 5900 IR, s R T,
P53 AT U DR SR AT IR TR OS5 2R
FIRAN, HETCAMS5 ps3 & £
FEmG & Mdm2, 1 2592 F AL 1) USP2. USP4.
USP5. USP7. USP10 F11 USP29 ¥4 4RiE %} p53 ik
TR, USPT ¥ bE 4 &t o 2092 B2 fa e
P53, AT R JE S BE A T4 L T IX RS S
DA% EBV [f] EBNAL &5 136 G, M 4 £F
MMIAEVS. F52 b USPT 4T p53 292 AL IF
A7 MBk USPT J5, p53 14 K
HEA WA N, i EJE, B4 USPT [F]
) T DURE S P 45 5 A 2232 4k Mdm2 FiT MdmX,
oWz p53 MY, P53, Mdm2.
MdmX 3% 4 PE 454 USPT (1) N S 45 /4, 38 1

XEO-FIRZ HAER. Be4h, USP2 thaf DLl %}
MDM?2 [{F25E BV i % pS3 17K F R %, USP7 %
T p53 15 M AU R BT 5% pS3 & KT 1R
¥, USP7 ] LL3E 4+ 25 & p53 BT Rl i) i 45 7
DNA 751, &5 T DNA Fl p53 (A IR .
I H USP7 [1F3X 4l G AU T FERg v oty A2
WA 3L C g i 3ken. 52, USP7 A] LUl ik
ghity pS3 MR E 3 TIX 38, J3 8 ps3 TRk
R [y ¥ 5% . USP7 & ] DA 97 i 4% PML #% /A,
M 0% p53, [AIEF USP7 7] LG S PML 19 £ 5
ZEAMN, ML R A B AR, ATHRIEFR USPT Al
PML ¥ 45445 F) T EBNAL 55 PML 1) [ fift ),
B2, p53 %23 USPT N2 )2 IR % 7 iy .

AN 7] 5 A FOAS [R] R 25 1) p53 52 AN 7] Filt 28
DUB #1745, 440 USP7 %f T p53 iz ZE 4k
EAN A, 1T USP10 W] LUK 4H a5t o 1) ps3 34T
P22 FEAS, JbAR, USP10 1 LA I A B A4 0 0
ST pS3, AT AE MR R A ek i BAT XK
I, AL, USPS AT LAE S R i 4 B A% 11
p53, FFBEAR pS3 ML I TES. 1 USP29 AT LL#E
A NI A T 252 RTS8 pS3t, Il 7
fikiE, USP4 il aoe 2 I ARF-BP1 T i
B p53 (KA, I H USP4 k2 () MEF S8 H 4=
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Fig. 4 The multiple functions of DUB in the maintenance of genome
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The Pivotal Roles of DUBs in Gene Expression Control
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Abstract

Ubiquitination is one of the pervasively studied ways of post-transcriptional modifications (PTMs),

which orchestras a plethora of physiological events, including cell mitosis, cell differentiation, cell growth,

transcriptional controls, DNA damage repair and immune responses. Recently, a constitutive member of "The

Ubiquitin Kingdom" called DUB (deubiquitylating enzymes) has come into the center of the stage. As an

iso-peptidase, DUBs govern distinct structures and various functions. Meanwhile, the topic of gene expression

control has always been the cutting edge of life sciences. It is of great importance to summarize the relationships

between DUBs and gene expression regulations. In this review, we summarize the roles that DUBs play in three

fields: First, chromatin regulation. Second, cell cycle control. Third, DNA damage response. Finally, we

discussed and predicted the potential perspectives.
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