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& BRARFAFFASEAS. YEFSAREL. TEABRKEAEFFEL,
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PEFK, YEMFREBLMCELMBENEALTALR . P E A
RRFHEBHKIL, FEAERS T @RS ERAT T SHSHER . £EANL
b EAEE T AR CHIIAATRT. BRARES, TEHAHTHELE
GRS REAS B A B REEA AT HATFL, 52T 2T, (1)2EES
FE S HA LI B EIFHAAE] ¢ (2) 2 EAE 55 mIt f R 45 M R
J R KA R 0 T AK; (3) HE 2R B ALK R AR ALE 6 ProTA 7 i
A CRISPR 926 DNA & T AACH A, 2L B AP #AIT DNA =403 8 &
8 R 7 % #F169 ZIPseq A K5 .

P2 33 ARl e v s

i, £ 7, HRRT, KART
(1 % SRV 78 D BB AL BT 2R R L R S, JEAT1008505 2 IR HER 2,
L 200092; 3 eh R BB LA S ORI MO BT R T AMORL S S b L, 1 200031)

B E. 2FRMBMNEARRY 225 EARER. BAEAREE. ARESHE S BN DNA
BB R EEEZNEYAE . ZRUBHIERHAZRUBHMZZRUBEN. RZR2 T80 7 MHE
FRBASERT 1A N s AR 2 IR A2k, 22 B AB I ST 70 o A R s Ui 2 R RAL B . kAN, 2 &0 T
) Z LA AE TR AN BE R AL A A KRG I 72 B ek AN FZ SRR AOTE AR HOBZ 3R gl 202
FAHE . DLRIRA Rz REEB IR e 0 RERHUHI AR DR, P REZ RS TH
5 ¥ B AL A BERR AL B o

REIA) - AR ; 2 RERN ; X2 RN SR Bz R

FESES : Q51 EAIRERS : A

Research progress in ubiquitin chain linkage
FU Ye-Sheng', WANG Ping**, HU Rong-Gui**, ZHANG Ling-Qiang'*
(1 State Key Laboratory of Proteomics, Beijing Institute of Lifeomics, Beijing 100850, China;

2 School of Medicine, Tongji University, Shanghai 200092, China; 3 CAS Center for Excellence in Molecular
and Cell Science, Institute of Biochemistry and Cell Biology, Chinese Academy of Sciences, Shanghai 200031, China)

Abstract: Protein ubiquitination is widely involved in multiple celluar processes, such as protein degradation,
intracellular protein trafficking, cellular signaling transduction, autophagy and DNA damage responses. Ubiquitin
modification includes monoubiquitination and polyubiquitin modification. Since ubiquitin contains seven lysine
residues and one N-terminal methionine residue, the ubiquitin chains are divided into homotypic or heterotypic
linkages. In addition, ubiquitin acetylation and phosphorylation improve the complexity of ubiquitin chains. There
are a series of ubiquitin ligases and deubiqutinases editing different ubiquitin chains. This review focuses on
different ubiquitin linkage types to discuss how they are formed, recognized and erased, and what biological
functions they have. The acetylated and phosphorylated ubiquitins are also discussed.

Key words: ubiquitin linkage type; ubiquitin ligase; deubiqutinase; acetylated and phosphorylated ubiquitin

ZERWBHE DRI, EEMEZERE ligase, B3) M R R TAERBA RN LB REZ R
AL I (ubiquitin-activating enzyme, E1). 72 & 45 & [ BE. HARY T D R A, ] DL 2
(ubiquitin-conjugating enzyme, E2). 72 ZIEH (ubiquitn -~ 2 RABIH. iz BB EBEIREZAEN SN
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$30%:

FlEAMAEAKBG Y., 2EREBHHTEZR
FTEAN T ABE R (K6, K11, K27, K29,
K33.K48 F1 K63) Al 1 AN N A i AR 2 B vk 2L (M1)
HRT LRI A — A2 R TG, H g N [E Y
112 iz £ 41511 (homotypic chains)( & 1A) fil 7
R £ Bz K121 (heterotypic chains)( & 1B).
X2 RzZEBMAEES S EAREW. AfES
SR Y, 12 R IE AT DL AR PR S s
w2k P R ER AL BT B BT 10). IXEEAN[H]
KWz R 2 — B E A2 R
(ubiquitin binding domains, UBDs) [#) 437 B iR 5] ™,
M2 5 AR AV LSRR . EE R I
B2 3R B 36 T DL 2572 3 K (deubiqutinases,
DUB) VJF&. KZIH 100 2 FiARKRM L2 24
fgnl LA BRIRYE AR LN Rz K, S5
TR ZBAT PRI . e SE AT IR S5 500 1Y)
RAESHRE,

2k, FZRTHAFR, 2RI
FEE R K48 A K63 2 H 8k, HBILFER, W
W FE TN AR D 7 5 Hofhiz 2 B2k T
WM T iR HFHARRM, 8 Mz FEHKA (K6,
K11. K27. K29, K33. K48, K63 1 M1) |~ #Z 17
T 1, Horh, K48 iz B R R TENIZ R
B, fERTAZ RBMH 2 50% LA B, H
DI Re 3 2 R 3 8 1 10 & ok N B A B

A

Substrate

Substrate Substrate

fil . K63 iz K4 A2 T A 181 7 Bt 7 e B Ik T
K48 [z RAEMEER, (HILThRERI 2R (IR FF AR TE %,
%% 5E S niEE M, K11 2 28 EA M
JARIH AR — N B AR K48 12 R BE I FRAfA5 5 i i 4l
J A R RE Y ML 2 K S R K63 i R A
Z 53 NF-xB 5 55 S Y, 2 FHAriE
BRM, HETESARHTaeE X, ekt
k. Houn K33 2 R GE AR S R AR R B
JREGE PR AE T RE 1Y, (B AN RS A0 B N AR
FAFUKF R BT, 308 K33 2 #4525 DNA
e, HXMUgSEAREETLR. LUk
W&z RIEFRMRIEKEE—ER, AT
R A A S RAENA. SRz RSN
FAKIKNAE 2 B2 FIEFERRAN 237 2 AR A R .

1 KIUVK48Z & AN ERREEMT

£33

8 Fhyz R A T K48 V2 KBk L4 M
R B AR e i . R 2z KSR, O
SCF. gp78 fl E6AP, #{Res 7Y H bt F ¥ Ak
K48 7z #5E, MM & B i gk A\ 8 1 g e %
PR U S K48 i REE M RGN 12
B E R 2 R AT T 4 1V, X EAEER.
K48 vz R BE I Re R A2 R A 2 K iz
R, K112 REER TP NS 2R 7

Substrate

A: FARKZREZRWEN; B: RUKNZRZRALEM; C: ZRNLBLMBERL
Bl ZRSFEEAR
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HEAMRFEE AR GRS EY /41
JE ¥4 (anaphase-promoting complex/cyclosome, APC/
C) F 3% 3 5in v B 2 48 n ", B, APC/C #K
WAE iz R EFEMAE R Y) Cyclin B1 _F 46 T Hi
K112 #5. BRI K1z 42/ 5 Cyclin Bl
IR, HESNANA 2y RIEHE T XA FEH
APC/C TFESEEMMNZ R 454 UbcH10 A1 Ube2S,
W& M APC/IC — 2455 iKY, ih K11z = EEW
TER s J5 3 WA 37 14 K11 72 2648 U520, (R, Y
YR B2k UbcH10 F1 Ube2S I, 4RI 224y 22
WV EMR . B, ARFREY, K2 R
HAG 5 268 AN KL G, (H4ILR K48 12 25
TR E A HER, HPEMARCR &I B P,

K11 Z ZFE0 B 2592 22 Cezanne/OTUD7B
F1 Cezanne2/OTUD7AP, OTUD7B f% 5 # i i &
NF-«B i % ) o4 e+, dt— Bt g, H
Z 54 LI NF-«B i@ #%, 1 LLZBR TRAF3 1)z
FBE, MIMH TRAF3 (&M% . OTUD7B il
ANER/IN i B A AR 3 B S R bR B v 1 3o
A 56 TRAF3 (s DA ¢ 2 ALk,
OTUD7B i #iilF 52 /& TRAF6 12272 R AbEg, 4%
A S O N W i PG R AR P A S P
OTUD7B i& ¢ % Bk Zap70 K72 &4k, BARS Zap70 A1
6] 12 ) W W g STS1/STS2 454, N5 T 40
W4k P, 3F H OTUD7B i& # #) 3K /& EGFR 12372
FALAE B EAEEME, < T OTUDTB & 7 &
K11 2 =R R R0 5302 FABGIEAAAE S . David
Komander S25 % £ 5.8 OTU 2K 2292 24blig
i 1% H OTUD7A #1 OTUD7B B 45 57 % % K11
ZREMENED BEERI, ERELET,
OTUD7B wJ DLl id 25 (& HIFla (1) K11 32 K 4%,
P HIFlo /8 (A 5 FaoE v B, 3F HL7E 2016 4 )
OTUD7B W& [ )i dn AR &5 44 2 #r 7 H K11 2 &%
R BT, {H Wenyi Wei S236 % T 2017 FE K,
TRAF2 X} GBL [1)iz A& 5 GBL 5 mTORC2
HEH ) SINT 454, 2@ GPL JZH mTORC1 &
A4k 5 OTUDTB 1E N %12 % L 2 % GBL (1) K63
2R, fUfmBEALRE P, X8 OTUDTB ff
BEFEAMNAUEE S 250 K11 72 &%, I8 AT DL 2R K63
2 & . OTUD7A &5 OTUD7B [A] Y5 1R &1 (1) 73
T (61% AHAAME ), #EHRIE B AT LLZE A TRAF6 K iff
BRI RO R A B, (HH AT A K11 2 R HERHY
T 22 FABEIE B 2 I S

2 K63/MUZEHE— ANz H 5

K63 72 2 2 I8 BRI 2L sh V) 4 i v 28 — KR
HEEMRAL. K63 72 REEM DI ReFI 2R 5 4% |
T AR 10 1 538 B YR D R o 7 R A G T,
HEHMH Rz REEBMEZRUBCHIRE
CRIARIE, XEARER . AR KL K63
RREEN S Mz RERERE——MILZ R, A
HEEZ R MICESZRENZ R EEEN
LUBAC (linear ubiquitination assembly complex),
Kazuhiro Iwai 5256 = KBl F 3441 &3 HOIL 47
7 — A K K 5+ ) 4K HOILIL (long isoform of
heme-oxidized IRP2 ubiquitin ligase-1, %1 RBCK1)
A AL IRP2 JE il % iz =4k, JF KB HOILIL
FEANHEL A T 1 600 kDa S 044 5 11 5T 5 25 7€ A
iR A4 E B HOIL1L A1 HOIP (HOIL-1 interacting
protein, 1Y RNF31) 2 i i) 5 Y — 2844, HIX Fif
H AT LU Ub-GFP JERLE T M1 iz ik B2,
b J5, Kazuhiro Iwai SZ 5 % % W, NEMO "] LA
M1z REEEM, FHIESE M1 2 R BEHOE NF-«B %,
1M HOILIL /) B8 S H R Y54 g v NF-«B 38 5 35
I AR SE T AT T AW AT . [FI4E, Ivan Dikic
S50 = K I NEMO AT BL&S & M1 iz R85 IF it
T H4ER], HAFSZ T Kazuhiro Iwai S22 [ 4518 BY,
M 24 4F NF-B il #% At 7t 11 K63 2 2 4 /2 i # LI
ZFBEET . TRAF2/6 fi {k NEMO J¥ i K63 72
FEEROE NF-«B 3l 2% (BI04 D\ A 120 2% T 1)
RBE, fH K63 vz 3 HE X By e VE 02 3 45 B g
Ubcl3 b/ ROIEH H A, NF-«B @83 R B0E B,
$E78 NF-xB BB R T K63 iz ZEEA, W REAATE
HAb ) Z 2 M2 5 S B AWM. 16 78 LI,
Henning Wakzak. Kazuhiro Iwai fl Ivan Dikic 5Z 4
F[FE I, LUBAC 54k T HOILIL-HIOP
It E &R ANETEAE SHARPIN (SHANK -associated
RH domain interating protein) W 3£, =# KK —
B AR ILE VS NF-«B % . 3X st 4E cpdm /)R
(T PE AP R 45 /NE, SHARPIN B/ R ) B
45 256 AE P, (159 & &, Ivan Dikic L3
FAE R I SHARPIN MV 1) [F] I 4 H M1 32 26k
Z 5iAE 4 R E T ", Henning Wakzak SZ 56 = U]
RPLML iz & B (s 5w . HE,
HOIP i/ AR GE R IG 208, I HILBE TN
F AN AL TS M 2. TNFR A1 TNF i bk v] 358 4 #0 4
HOIP /N R, RN I sE Tl e 5
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H30%:

NF-«B @A, HAZME—RIEE P, 5805 5
A 5l B A AR T T A T B £ 98T LUBAC
MW7, LUBAC #4182 5% B 4 fu 8% B W
40l th AS R fic 44 4 PGNL CD40L. IL1B. LPS %
ff) NF-xB i@ % ; h4h, LUBAC it#fRiES 5 TLR
g IRF3 A4 JHT-. NLRP3/ASC #H K (1)
Fo {5 SE A LMP1 {5 53l % 1,

M1 vz 8 1) 2592 A OTULIN A1 CYLD.
OTULIN #1 CYLD #B 0] LA #1 HOIP [1] PUB £ #4) 1k
ghitr, fUE NF-«B @i, i, CYLD #im 26k
K63 1 M1 2 Z 8k, (HHHEA > LB K11 Fl K48
Z RGeS M. Bt iR, CYLD 5 HOIP
() FH HAE AR i T SPATA2. SPATA2 [#] N it PUB
ZERy3R A CYLD f) USP 45 M3 AH B, 3 C g
PIM 45 #4381 HOIP () PUB 5 KA H AR 9, &
BUIRZE T, SPATA2 it £ 4 45 4 HOIP Al CYLD ;
2 L 5% ) 85, SPATA2 4 ) B CYLD %2 4 |
TNFR1 fll NOD2 %21k L, Ff#0% CYLD ) £Z &
TelE T, 5 CYLD LBk M1 fl K63 2 =5, 5
ZAHXT R, SPATA2 fif 2k 25 5 5 NF-xB i@ B BiG
A1 TNFo /5 R 40 A2 757 1tk 38 B0 388 26 gl 4 ) 1540,
OTULIN N4 5tk 22 M1 2 254, Xt 4T
FR) E Sl —— 4 Sk 5 B ML V2 BRI OTU 251 25
12 Z 4K (OTU domain-containing linear deubiquitinase,
OTULIN)*, OTULIN il i {4 57 ) PIM 45 ¥4 35 F1
HOIP () PUB S5t 380MH EAE A, HOXFhoAH BAE AR
# T OTULIN [] TyrS6 (56 £o7 ()& =i 7% 3% ) 1 HOIP
(¥] Asn102 (102 {7 {1 R A& Bk ik 56 ). OTULIN (1
Tyr56 W1 2> RS HOIP-OTULIN (¥ AH FLAF i 979,
CYLD A1 OTULIN A ¥ £ J:[F 4, Wi TNFRI,
RIPK1. RIPK2 #I NEMO™, [X ¥ i Th e & ik
KAFME—ERREMICR, (B B RFR I/ R R B
KRB IhAEZ R . OTULIN mf% /N SR
fasgE, BAHERNE LGSR ™. CYLD ik
INRIEH TR, WS KAEFRE. R
CYLD /NRERIHFR B, CYLD fERZ 718,
UM B AIRe . A . R A RAE R, K
TRAEMTMPBHIRESS, RESEEZRHEE ™.
OTULIN /)~ RS 5 T) 2¢ JL HH 72 B B 5 07 THT RS S
4. David Komander 25 = & 8l T 4 i 5% % B 41
P S ME R BR OTULIN /MR BB R A, (HHE
FRH R S 1 o /S BROU SR I BA B  E B G e
75 BY. #EAT OTULIN 845 () £ 3 th R B E 5 ™
A JOE e p P H I, 5% F CYLD f1 OTULIN

T RETUAR AN & B HARE S 13 A f5 )5 82 58 2 1
Fo R, BH—ANEZRE A20 54 R E A
M1 2 REEA <. A20 BB C o s R 45 i 45
& M1 2 &5, EAREETIBR ML 2 REEMRE ) s
M A20 Z5AE ML iz 28 b, ol M1 iz 28
W 272 £ AbBE OTULIN 5 CYLD HIRR P2, 254l th,
A20 38 i AH R B 2k )z R OE R, W
TRAF6. TRAF2 Fll cIAP1/2 AL IEME BV,

3 K29K33zZiESHRRNERZHZLEETRABID

K29 vz % % M2 2 % # M 5 HECT K& 1
UBE3C. ITCH #1 SMURF1., H ', SMURF1 £}
NEDD4 F i B 52 — 51, Ho i & L) D) fe 2 A2
BMP il % 15 54> F SMAD1/5 b K48 17 24k 3
e 3 H . 2013 42, SMURF1 A4 # & 3L 7] LLALE
WNT & #% 1 () AXIN 240 K29 32 28 ; 1
B K29 V2 A AXIN HEAR S AR, Rk
2 5 WNT i B% 32 #& LRP5/6 ()40 H. 1€ FH 68 3 B,
ITCH, fE25 SMURFI [F] KGR 51, W % 4 38 m] DA
fi4k, NOTCH 3 % 1 (1) Deltex, J& i K29 i 24k .
W K29 77 255 1E45 1) Deltex [ 5 23 3#E N\ V% i 44 8
R AT E R, ITCH AMUZE K29 72 H 5
(137 EEHN, 12 K33 2 2517 2% 8.
ITCH 1AM K33 12 2 55 172 3% #:8 Cbl-b (1) il
BN ERES R T 4 Mo BEVE A5 808 R 1 B & e e
o, MU T A2k C Bzt B K33 2%
B, XFhZ REEIES T T 4UH52 4k ¢ 4 B 5 RER
b, BEMAE T T AR EE A B D T A
R, T 40 M52 A0S 8 % (1 i Zap70 AT L
Wiz - K33 2 R 65, Mmszmg CD8 BHE M T 41
FiE e BT A AN, K332 REEIE R K63 12 Rk K
R ThEE, S H5EARMEZLRE. RING
72 % B Cul3-KLHL20 23 #F Crm7 & {# 44 & B
K33 7z %455, Bf5 Crm7 2454 EpslS (—Fi UBD
SERIFI RS R GRS ), HENRR IR (%
iz M 4% v 45 4 F-actin, 6 %0 F-actin #f i 55, AT
FAIE 2R (A BRTE /R 64 B IEH s 1Y

OTULIN 7] DL E 5 % 25 B M1 iz & 85, 1M
TRABID/ZRANBI1 AJA], HAmbf 2B K29 #1 K33
ZEEE D, RWEILFEN X2 £1LEE. TRABID #
i N 3 ) NZF1 45 #435 (Npl4-like zinc finger domain,
2% NPL4 ££¥5 45 /38, ) 5 73 MR 51 DL K29/K33 J5 20
SAMPANZ RS F, 1 BARS TRABID Yk K29
72 RHEMIRCR L K63 2 RHER 40 5 A4 P R
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ifii H 313 &, TRABID ][ K63 % 19 I f th A 7]
B, 5 TRABID gl #% 4 1& 7] BL 25 B APC [
K63 72 285, MM IEJH# WNT @i ©, 76 5,
TRABID #{ & 3 7 L 45 & TAK1 (TGF-B activating
kinase 1, TGFB BuH G 1) 2% FrH K63 2 =4,
B 2 SR 0 ) G e R B g Y B34k, 2016 E R
W9 %I, TRABID W] U5 IL12 F1 IL23 3Rk,
HHLHIZ o 78 2 PR SR 40 M, TL12 0 1L23
M JE 27 X 24 A B, S8 c-Rel TS &
JAE T IX B3 IL12 AT 1L23 %5 5% . TRABID 7£
) T ek A& AT DL 2 B 4 B B 25 T 2R A Jmjd2d
) K29 vz & %, 4EFF Imjd2d (a2 1 s B e 10
Jmjd2d 2= IL12 A1 123 (198 3h 1 [X 4028 1 g
1k, JE3hIL12 A1 IL23 [t 1 B9k M ks
P TRABID /B TLR 5244805 1 IL12 i 1L23
Fak NI, T M RGBSR UE B T X —
B 2016 4F, —ANHTI K33 2 REER Rz R 1k
filf USP38 i fiiE, FLmT LAl I R -H 2 ik %
B #7554 F TBKI1 (TANK-binding kinase 1, TANK
SEAEE 1) B K33 vz Rk, ARG TE AL sk
17 K48 12 2k s ik Ar Y. 40 i s % USP38 1]
S5 TBK1 T4 DTX4 il TRIP X P Fl K48 B9
Epue 10 3 M NTTECE @ iR /i Bliih .2 87 S A

4 K27:zZ5SDNABMBIEEFBE T REZE

K27 iz Z 4 R 50 £ ZAE P 7E DNA Hififis 5
FIE G WA T H . DNA 545, 63 52 XUk
Z4(%) DNA #5122 #E 4, RNF168 <=1 RNF8
fEHE A PR E Rz 515, FJ5 %54 53BP1 H
BRCAL1 #| DNA #5147 55 3 2l DNA 45518 & it
2 ), Lorenza Penengo St 56 5 & i 41 fitd 4% e AN
[F Y2 & KR RAAR R I, RNF168 KF 57 14 fi
1 K27 77 % 5“9, 7€ DNA i 15 15 5 i #2 ,
RNF168 1R 120 A 1) K27 2 K8+ it &
2k K27 32 Z4#, 53BP1 A1 BRCAT ¥ 6 4l 1E Hf 55
L3 DNA #0567 5, X KRR T RF N K27 72
R IINA. BRIbZ 4h, K27 2 REETERE A 4
&5 T B F 0T 7 R B - 24 7E E 40 R 52 B i Ak
DNA #il ¥ 5, 5 & 1 AMFR fl INSIG /£ K
12 RS2 45 STING (stimulator of interferon genes,
FIBE T ILRIER ) B0 | K27 2 =8 . XHh
EMfE T STING %4 TBK1, ¥ & H 5/ IRF-3 (T
MHFEREE T ) E. BUF LK, 1£ STING
() E0iE, 12 R RNF185 (AL fEHA ) GMP-AMP

A B o GAS TE R K27 2 REETEAL L B S, A
1M B B % 1] cGAMP k454 FF 0% STING Rl
B, A AN, USP21 R N—A 2 R ALE, e
F ] BLZ2: Bk STING (1) K27 iz K88, (HILIhEE=Z
3 p38 fA % N JERWF LR BL, MTE F 412
B 5 —Fh 2 B B A0 R0 B A RNA FILEE, S
22k Y — N & [ TRIMA40, M 1fj #£ MDAS 1
RIG-I FJERL K27/K48 17 %58, et e AT b,
J5 P ML B AR RNA 587 7, Bl
K27 2 = BEAE A A S e U A Fe dk Sk 3 e, o
FOR I TE EA R B N R R, 2 R
filf TRIM62 M| {# 4k, CARDO JE i K27 72 &4k, 0%
CARDY F i 1) % % 38 4 . CARDY Fll TRIM62 i %
/INER P TE AR 5 T 1B G B AR AIE S T R T A EE e U,
2014 4F, K27 32 2 4l i 4 4 T8 AR SR 40 B 4 ih
IL6 5% : 32 &% #:# Rhbdd3 £ 7 NEMO i1k,
TRk K27 2 5%, i i 28R4 il 4 1L6™,
) 4 AR T B 7> 1 LRRK2 ] AT 236 f: 1
WSBI AL R K27/K29 72 555, SR FIK
MR, HARMERE ™. LR E
B Gy AU K27 2 38 K0 O A R T IR R K
X IR P2 2 T RE IR R AR o

5 Ké6ZzHE—WBRRAIZ R

TR T IA R A K6 72 =M F B, H
BT K6 2 FEE A2 . K6 12 k1L 8 i
A0 1) 750) A R P 40 A L B B P SRR TR B R
A7, PR HORE T K11 F1 K48 72 R4 . &
WX K6 72 24 10T 7 £ 22 2 I BRCA1-BARD1
LML H B TR R K6 2 85, [ #:25 DNA it
Bits =i ™, MR AP RM, KANE S 40
K6 K33 2 R R L Y, XIRK6ZER
B2 5 DNA e 5, (HBARK Dy 6E v A B
. HABFRI, K6 2 RKEES RPN ARFaASYERE.
IEHERE T, LRk S H e PINK (1 #5 5 45 1)
oW BB PARL V)Fx, BEJG Xz RIERNE
Nerl ffif U, M2 hifk3z45 )5, PARL Xf PINK1 ()
PIRRThEE 2430, PINK1 275 5235 (1) 48 br R 4 i
Pl 4, Bl 5548 Parkin J& shZki ik [ Wi £z U,
Parkin {10 JE O HI7Z R8T 2 2 K6 il K11 12 =4,
H £/ B T Rl K48 A1 K63 372 H8E. 1 576 41 i
it % 3A K6R 50 K63R, 4Rk [ Wi <> ok B 240
#U, 5 K6 Mz RIEREM I EZ ZLEEE
USP30 #1 USP8. Hii# 3= 2 & KRR AME A
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H30%:

(mitochondrial outer membrane protein, MOM £ H )
[f) Ko Fl K11z 3k ™, JE# % B Parkin (1
K6 iz 24 M H A 5z 24 ™. 2017 FE R
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