i E A AE ) 2424 9] Chinese Journal of Cell Biology 2022, 44(10): 1972-1979 DOI: 10.11844/cjcb.2022.10.0010

TAB2/TAB3: RIEAEMIAIENEE A G
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CEIN K25 BB BAE R 258, == 730030)

#E  TAKI1%4% 4 2(TAKI binding protein 2, TAB2)#2TAK 145 4% @ 3(TAK1 binding pro-
tein 3, TAB3)Z 444 K B FB% 1L B 1 (transforming growth factor-B-activated kinase 1, TAK1)%:
4% 8 (TAKI binding proteins, TABs)#) F At Fl /B & &, € M114F 4 TAKI-TABs £_&- 4% &) K 44 AR 3T
I T E L BR FE AL G i B (mitogen-activated protein kinase, MAPK)#= 4% B F kB(nuclear
factor kappa-B, NF-kB){z 5 &8k, 184t K J2 R 49 & 4, 5T ELTAB2/TAB3 %9 & A K-F A L EF S5
Ahat KRR & SUIE AL, 1% L 23t b ik it 2 TAB2/TAB3 94 Ji dEAT ) £ .

XH#1E  TAB2; TAB3; RJE; {7 5@ EK; miRNAs; #1521

TAB2/TAB3: Important Components Involved in the Activation

and Regulation of Inflammation

CHEN Liao, SHI Qunhang, MA Li*
(Department of Critical Care Medicine, Lanzhou University Second Hospital, Lanzhou 730030, China)

Abstract TAB2 (TAK1 binding protein 2) and TAB3 (TAK1 binding protein 3), two homologous proteins
of TABs [TAKI (transforming growth factor-f-activated kinase 1) binding proteins], as key components of the
TAK1-TABs complex, mediate the activation of the MAPK (mitogen-activated protein kinase) and NF-kB (nuclear
factor kappa-B) signaling cascades to promote the occurrence of inflammation. Moreover, the expression levels of
TAB2/TAB3 and their post-translational modifications play an important role in the regulation of inflammation.

This paper focuses on a brief review of the role of TAB2/TAB3 in the processes mentioned above.
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gen-activated protein kinase kinase kinase, MAP3K/
MKKK) 5RO, 8N J2 i e R B IR 1 52 1
(tumor necrosis factor receptor, TNFR). FI/%& -1%2
& (interleukin 1 receptor, IL-1R)F1Toll#¥f: 52 A (Toll-like
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receptor, TLR)/™5F ] MAPK/NF-kB15 5 2 IBEI0E 48
JiE S N7 [ B8 A 5 [T 9. TABsA: TAK LR
SAHEEN, HitEZEAFE TABL. TAB2. TAB3
MITAB4S(E 1), H P TAB2MITAB3Z RIVE &, 3t
A% M IR 7 41 7, fE S5 MR D) e BB UIAH G,
e HLma . 22 PO S 5 9O I N [0S S e

1 TAB2/TAB3HYZE#
ANHETAB2E & 693 MR R IE,  TFEK
21476 kDa, TAB3H 712N R LB LI H K, 4
T B4 N78 kDal”l. TAB2FI TAB3 E45#4 - AHE,
P30, N-i )72 22 A IBG P J5 I A G B A (coupling. of

ubiquitin conjugation to endoplasmic reticulum deg-
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Information about the structural domains of TAK1 and TABs is from the relevant literature documents

ubiquitin.

11214 AA represents amino acid, Ub represents

E1 AETAKIFNTABsBISE I8 R = E (AR IBESE 3CHK[9,12-14]204R)

Fig.1 Schematic representation of the structural domains of human TAKIs and TABs (modified from references [9,12-14])

radation, CUE)45 3k . C-¥iii ff) TAK 145 4380 (TAK 1

binding domain, TAK1 BD)FIA% & 4 52 2 K 1 48E 5
(nuclear protein localization 4 zinc finger, NZF)45 4
15 "B 1), TAB2AI TAB3f TAK1 BD ¥ 137 &
TAK14i4, CUESIS B 52 #4856z R
A EE 5 IR P9 0T D A, T NZF 45 R 3000 47 B 45
Rz FE, F AR MR TAK L0 i 75 1) He 6t
A PR63(lysine 63, K63 )12 1) 2 Hiz 24k,
TE A 52 2 B0 48 i TAK LRI TAB 1 AT DL3d
it 455k (binding domain, BD)AH B, 41 it 52 21 4l
W5, YRR H TAB2FI TAB3IELE % H 45 G485
TAK 1] C-¥ii X 345 & (B DY, JE B TAK1-TABI1-
TAB2/TAB3E &¥) 52 TAK 171k %55 MAPK/NF-«B

B JE L A4 T

2 TAB2/TAB37ZEMAPK/NF-kBE 5B
SOE SE R R R B R
MAPK/NF-kB/5 5 8 i 3L [F] i 4% 2 Fh SREAH 5%
FE PR (0 2 S U100 214 200 g A R O I 5 AR B 26 1 I,
i 1 NF-xB -5 #% K] - B0 & [ (inhibitor of NF-
kB, IkB)45 4, NF-«BFE I ThaE 3452 240 ; 20

2 BIREUE, B IKBIEE(IkB Kinase, IKK)#EH2
10 )5 5 NF-«Bfi# B -4 P Al , NF-«BRRUE 5 5% 2
YHMIEZ N, A5 NI 3R0A, AR 2 VAR DG 7,
U IR R AL A - -a(tumor necrosis factor-a, TNF-a)+
4% -1(interleukin- 1, IL-1)F1i% S A — S L & & i
(inducible nitric oxide synthase, iNOS)&%, 175 4
B, MAPKAE 518 #% £ % M1 5T (1 1 15 ot R 45 B
BEH, Hr 3B BAFE o-JunZ 2 AR b B (c-Jun
N-terminal kinase, JNK). p38 MAPK. 4i}g~MA5
B ¥ 1/2 (extracellular signal regulated kinase 1 and
2, ERK1/2)H1 MAPK# #% 35 44 30 25 1 -1 (activator
protein 1, AP-1), A Bl T R M4 f K+ (1) R4 .
MMz B TNF-a. IL-1. 52 25 (lipopolysac-
charides) S5 RIS , M5BT A Y TAK 1R A] % A6 A T
¥ EUE 5 NZARE S Y163 2] N, BOS MAPK
FINF-kBAE 5 20006 (K 2). 5ok, 42 3
TNF-ofilli# 5 43 J3 3 TNF{5 545, TAK Li#iid TNF
SZARFAIRIA 2/5(TNF receptor associated factor 2/5,
TRAF2/5)F1 52 44+ B AE H 2 I (receptor-interacting
protein, RIP)5 TNFRE &9 B Mg 51k, 4k
WE N i MAPK I NF-xB, #5522 R 40 i 5 1 it
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Fig.2 TAB2/TAB3 mediate MAPK/NF-kB cascades to activate inflammation (modified from references [4,9])

R 2Rk, 51K RGE RS S8 T RN S
B S0 F AL = FE YR Y TLR/IL-1RAS 5@ %,
TAK Ll %05 5 7 3 &4 B o4 75 1) TRAF65 TLR/
IL-1RE AW R T , Bl i [FIRE 1S 2 il
MAPKFINF-kBZE P 58 A R840,

TAK GG 75 2 5 TABs#EAT 413, TAB1RE
i3 TAK TS 45 K4 150 1R 9 > 7R 2 R Bk & (Thr1 84411
Thr187)F1— > 22 Z FR 7% % (Ser192) H B FR AL 2, {H
[F I TAK 12972 =AM R IR , TAKL 272 2400 T
TAKI ¥ 30E 17> 3L, HAf TAK IR TABLI#E A ©
Mz REEE, Re B2 MaEEAEN
23 AR M 5 TNFAE 58 % o 2 B2 R RIP
PA S TLR/IL-1RAE ‘5 i@ 6 1 22 52 AL TRAF6 %
R AN A R U021 X ] B AR b SCHR B 1 41 i
BARA T TAB1S TAK 1Lt 45 A B A B0 RS
SHESREZ —. T TAB4, M5 &2 AR BERL B AH
‘HAEH 2 M (type 2A phosphatase-interacting protein,
TIP), [R1Z & 15 TABs—Ff i EH 1 TAK 1AH B4
FH 23 TAK 1 B35 A6 1T 4 PRICKETT ¢ H [7] 55 1)
PR A TAB4, TAB4 AR R 456 2 RiZ REEM 451
JFA, R H R85 R BEIR A TAK 1 ECK B B 40 1Y

TAKI-TABIE &¥45 4, —H TAKLH IRk,
TAB4N L S BAE R B R 1k TAK 1456, X R
BF 200 it 52 3150038505 TABAYE N — AN 2 3 10638 (13
AT B AR S AL B TAK 1V B 5Bk, 1 Toik (R Fr s
L. K, 6 NZFG I (T LS A 2 Rz &
) TAB2 I TAB37E H g 2| 8 H MR .
H5ehn EATR, TAB2AI TAB3E N (At fR
i 5 TAK 1A TAK 0 P 75 1 K63 2 5812 RBEAH S,
A0 19 TAK I8 B2 2 RABIRME A, W
B2 ZAL K RIPAI TRAFs, S8 TAK 1 HI# % K 4E
A4k, T 5 LU M 5 B B B R AL 22,
it 2 UL TNF AT LPS/IL- 155 H 7 sl e it 7 TRAF2/5-
RIP-TAB2/TAB3-TAK 1-TAB1 /I TRAF6-TAB2/TAB3-
TAK1-TABIE &ML, H+ TAB2/TAB3{E N
TAKI ) 454 25 /2 TNFAI TLR/IL-1R{5 538 4% 1)
DAFESYT, AT 78 3% TAK 1 AIZ %4k RIPFI TRAF6
M4k, T IE T 2 R 2K B OBL ) A2 3 0
TAK1E SWIIZH %52, R4 &M ) TRAF2/5-
RIPE AV TRAF6 & & 44518 2] T IiEMAPK X IKK
AW (45 IKKa. IKKPATIKKY), #i% MAPKA!
NF-kBZZIK 5 3 40E S S T(E]2) 6
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H IR, TAB2AI TAB3fg i i /= B A K1 22 5
ZREE, BENZ 58K £2 1 TAB1-TAK1-TAB2/
TAB3E &1 N 2 [\ — 2% 5 EE#E TAK1 3£ 584K,
AT 3E TAK L 35 PR A 2 JF g 2 1 8 2,
[ TAB2 I TAB3IE R 45 & 2 B2 Z AL I NF-«kB
Z50# 15 2% 1 (NF-kB-essential modulator, NEMO)——
WA RN IKKYy, M2 IKKE &9, 1 TAK1 5
i IKKE &GS TS5 200 (8 2); BAREBE
& TAB23MZ Rz REE 2 W45 &I E 8%,
TAB23H I fefE TAK IE 58 5 L N2 iz H1b
(¥R EE 1 (W _EJFORIP. TRAF6LL & il INEMO)
Z A2 DL B/ 5 TAK AT TKK PR30 172, 5 e
AT LA AE ST =T BARNS,
TAB2/TAB3/E N4 8 H 2 5 TAKIKOH 1 MAPK/
NF-kB 2% 5k [ 87 H G 26 1) v 2 235 160 TR 4 R B
BEJE A IR () S5, TS JO0E S i,

FRR, ANF T TABA 46 2 H2 ik, TAB2AI TAB3
X TAK RS0 & 06 75 (1), 7E20 i 52 201301
WS BL, 75 TAB2 A TAB3 (k2% 2 i 2 4k TAK 111
TG T T A G 5 IR ) SR

YEN IL-181 TNFAH OGS 5 % Sl % 1 TAK 1
BOE A , TAB2AI TAB3 W 3 [ J8A7 16 V8 48 TU A3 1
(redundant), ISHITANI A H: [A] 55 P4 L, (7] ) [ Wy
TAB2#E [ A1 TAB3 £ [ [ 5814 2 52 1 TAB 18 1 11
Faset, SEMH] 7 IL- 1A TNFHSUS TAK L 305,
PLJ PR T IL- 1R TNF i 3 U NF-xB.  p38F INKIF
1k, 5 SR i FR O BH I TAB2 85 11 8% TAB3 8 [ 3Rk X}
i %7 TL-1 88 TNFi%5 5 [ NF-xBi& 4 P A p38 FINK [
WOE LT3 R X g A FL IR SE 73R4T B
SCHRE ) TAB2 A TAB3 WA 87 IL-1 41 TNFBUE NF-«xB/
MAPKZ2 15 (1) #2240 | 508 221 /& ISHITANISE i
Fi 2 PR T TAB2HI TAB3ZE IL-1 I TNF(S 544 5
HAE N TAK LGS/ B 2 TR LR DI Re B AT RE T,
FEAE — 7 AT LAAMEE 5 — T i ok o 9/ 1E 9 T
PEA, £ LS TAB2IE 2 1 5 — 28 TAB3 ik #h
ERIThEE, 9 TAB2 L R b/ BB A G Eve i,
1M TAB3ZE R i Bk 1A /0N BRURE IR 2R 28 R, A7 7%
B — BT ok E [R5 1 TAB2HI TAB3 £E
VT TAK V&M B s DIVE A

3 TAB2/TAB3£ 5% E R N AYIEIE
EANIE, DAIRIE T 2 FE RNAKT i

TAB2F1 (8% ) TAB3 4 [ 314 DL K A1 87 H UK P AT
1% f5 1211 (post-translational modifications, PTMs)ifi
1T TAB2 A1 (5 )TAB3 25 FH DI RE 112 5 4% TAK 197
T MAPK/NF-k B B0 (1) 2RE R Mo T 51 2%
— b [ [ 52 B & VE O RE [ 5 TAB2AT (81 ) TAB3 &
[ 2634 [HmiRNAs bz HPTMs A 5% R 78 0 i

3.1 miRNAs#E[EHTS TAB2/ TAB3IHIRIES 54
FEEE

/N RNAs(microRNAs, miRNAs){EN—24E
Zmi3RNAs(non-coding RNAs, ncRNAs), AJ DL it 1
PESBEIR () R IE SR I A B B AR, BEAE C R
L miRNAsH#E [7] TAB2/TAB3 /5 NF-xBfs 5 &,
S5 P I N I T AR T A (3R
Dk —PAESE T ER W, miRNAs KH il 5
TAB2HI(5{)TAB3 mRNA[1)3'4E# 1% [X (3"-untranslated
region, 3'-UTR)45 4, 5 EUmRNA [ fif ol B0 3 41 A
1M~ TAB2/TAB3 (315, #F M| NF-«B/5 518
PRV AT R 9RE IRON , X BRI T 3411 TAB2/
TAB315 A & B A #0128 RE 1 JE 00 110 785 2 B 1) 3
AL AL, X EATIET REGPERT FUA B T IR IR AT
PR I TR A A SRE AR DSVR 78 7 7] o
3.2 TAB2/TABIHEIZEREIHNSRIER MY
VERE]

E O AVARDRE EEPAT IR —, HI)
REAR b 4 %2 5%, PTMsXT 28 (5 D RE AR AL 1 7% 1
BV T 55 S B BRIk /KR 4%, BT
TAB2/TAB3 ¥ 13 5 12 1 v] B x) 7 3% TAK 1/ 7
MAPK/NF-«kB I 1) 28 90E O 5 SCAE M
32,0 BREAL WRERAL @I AR S R
B % 2R A R R AL N B i AR,
W PL22 %% (serine, Ser). #3ZFR (threonine, Thr).
Ii% 2 M2 (tyrosine, Tyr) BN WL TAKI GG AT A
Bitip38a MAPK(p38tiffia. B yFISPYFHIEAL), i
p38a MAPK S id it 7£ Serd 23 F1 Thrd3 1 AL ER AL
TAB1 U 15t 4% TAK 1 0S5, 1X Fh p38a MAPK
I3 1) TAK R B2 ) v e i i I oAt TABs 5 12
M, FEIL-1HI5 S T, TAB31E Ser60f1 Thr404
Ab 5 p38a MAPK EL MR 1L, 7F SerS064b#t 75—
H1p38a MAPKE 1 £ 1 (MAPK AP-K2/MAP-
KAP-K3) AR, FFEZAEUE K220 minik
FIRERR A A, T TAB2E S 1L~ 1538 ) 3 A e
FRACAL 1. (Ser3 72 F1Ser524) KZI/E 1ZfiIl #4510 minik
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#1 miRNAs#EET TAB2/ TAB3RIAKFES 5 KBS
Table 1 miRNAs target the expression levels of TAB2/TAB3 involved in the regulation of inflammation
B AUMRNA TAB2TABIRIAT NEBI SRS SR
Target genes miRNAs TAB2/TAB3 expression level R.egul%mon on NF-«B .Regulatlor.l of
signaling pathway inflammation
TAB2 miR-27a (miR-27a-3p)>"! l 1 1
miR-34a*" ! 1 i
miR-1288Y l 1 |
miR-142a-3p"? ! ! !
miR-149-5pt* l 1 l
miR-15585+%] l 1 l
miR-181a-5p5¢! 1 ! 1
miR-3755" 1 1 !
miR-3705% il il il
TAB3 miR-15 family members (includ- ! 1 !
ing miR-15a, miR-15b, miR-16,
miR-195 and miR-497)1
miR-26b""! l l l
miR-27al*"! l 1 l
miR-30a (miR-30a-5p)“*+! l 1 l
miR-892bM*! l 1 l
TAB2 and TAB3*  miR-23b* l 1 1
miR-342-3p"! l ! l

VIR 40 Y TR B B0E; *[FNHE S TAB2 HITAB3 .

| indicates down-regulation and inhibition; ! indicates up-regulation and activation; * indicates simultaneous regulation of TAB2 and TAB3.

FIWEIR fe KA IF 2 A RFLE 30 minl®), (HIX PN 5
HI R AL LT A K H T p38a MAPK™, 244k TAB2 1]
BEIEAFAE 57 — AN B LPSHI ) SerS82ME MR AL A7 A1,
1ZAL BT Leu-Xaa-Arg-Xaa-Xaa-Ser-Ile /7 51 1 149,
X & MAPKAP-K2/MAPKAP-K 3k Ba 1k () s tE 4L A
J7 5 B0 R A AT RE 2 4% p38a MAPKIE [ & (13
ity () PR R AL o SR A, p38a MAPK A I TAB2
I TAB3BEER 1L 7T @ ik BHLIE 3 545 5 m B Lo
(U TRAF) I AH BLAE F AT #01 TAK 1A 30E T, (2
p38 MAPK#E [ TAB2 HI B R A A s 5 itk — 20 %
SE , [ I AR 5 A () 30 380 4 240 i FH 40 27 R TAK L -
TABs S &Y R0 L B 8 Ak 1) 3 R, TAB2
FTAB3IX LAy s Tl B2 A0 A& 15 )5 1 AR D se A FIATS
BRfED,
322 zFEA BREBERIAN, ZRMBE RS2
MR EB . —, 2RISR, iz
BOEE(ED). 2 RE5 O (B2 RIERREE)N T,
WIEASFERERER A (K6 K11, K27. K29. K33.
K48, K63z sl BRI E N b, Mg &E K
Wz FAAB G RThRE, LA STAN R I A it FEel,
NZKTAB2. TAB3H AR 2 =45 G

— > N-2iiy {Y) CUEZ # 35A — A~ C-3ify 1Y) NZF 25 74 35
(1), CUESitysg 2 — Ml H Kz ma &4
B, AL B R Y 2 R i 2R (phenylalanine-
proline, Phe-Pro, W N FP)EE 7 Xt T2 R4s &
1R LY TAB2 I TAB3 K FPE 747 55,44 A Phe20-
Pro217, TAB2RITAB3 [ CUESS #4351 1 F iE A7
A, HHERFR M, Bk CUESS My 64> & K TAB2
A TAB3#UE NF-xBIRE /7, FEA S 2B EA
HITEALRE 77, JELIK ] B & CUE £ A48 5 NZF 25 #4135
LR PE 4R it TAB2 A TAB3 X K633 % 5% (TAK 1
W BT ) VR A R R S 1 B9, T Ok CUB S5 #4381
TAB2FI TAB3 TG iE X 70 A R E R A 12 25k,
WATRERC I T e 4115 K63 2 Hiz R 4E M 45 & M
FEOUERE ST BRI

TAB2FI TAB3 ) NZF 45 #1558 5 K635 K48 %
Bz BBE45 4, TAB2-NZFAI TAB3-NZF) £, & 2
M EARB Rz ZEE A0, Hp—RZ R A A
F AT NZF S5 A6 3 b 1) B A 30 A 5 2 IR —K
&R (threonine-phenylalanine, Thr-Phe, tH##5 A
TF)ZE7 , TAB2F] TFZE/F 47 53 4 Thr674-Phe675, i
TAB3| 4 Thr693-Phe694; 3 — 2% 0|4 TAB2-NZF
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T TAB3-NZFH R 57 Il = AN R BR IR I AT A 4R
IR (histidine, His). 5% R (leucine, Leu) f 4 & R
(glutamicacid, Glu)], TAB2 45447 554 His678
Leu681. Glu685; TAB3 145 His697. Leu700.
Glu704 . IXLegs4 7 s A 2 5 8 TAB2 M
TAB3& R 455 K632 iz REEMBE 1, tha FE
K48% Bz FHE MR ) B,

e — 7, TAB2A TAB3 I i & & 5 57 1
NZF 25 ¥ 5 FoAh #7 #2 8  (n b SC A iR 1) RIP A
TRAF6)INK63% FiZ REE So 4 A2, BE TAK1 A
TR0 T T D 48 e 2 A 0E IS 200 i F M )
B, F—Jr T, EEEEZ R T TAB2/TAB3H
Bk T S 1) JORE S B, K48 %2 SRy 2 25 1 il
K FERRIIFRIT , TAB2HI TAB3 RS | #S A d NZF
SERIIR S K48 % Tz 2 45 4 T A P 28R (1
B H A%, {2 TAB2FI TAB3 5 K48%% () 45 & 87
5 K638E 45 A /b 415 17845 2 TAB3 X K48
V2 ERESE I )R T TAB2, Xt TAB2A] e 5 5 %
T K482 Rz F A —E LB R B AR 42 ) Rk
=25 (tripartite motif, TRIM)& A FK 2 — K&
HEEfR 45 M) 48 (Ring-finger domain) ] E372 ZALE
Bl 50, Horb 48 TRIMSa(rh). TRIM22. TRIM27.
TRIM30a % TRIM38% TRIM & 19 T #% 1iE W 42 7]
TAB2FITAB3 A1 5 HL I B AR A 14 4 1) [ fige 149233,
{1 TAB2 A TAB3AHSGAE FH A s 15 R B 5 B
Wz RAIE T DR B A R AR 15 5 1,
1M TAB3tH il it 5 H Wk 52 /48 NBR1AH BAE S 1)
PRV B W R A B A O, DRz AR AT R i
VAT R TR R TAB3 (IR IA KT

NF-«BEUEEZ N Z 2B =Y, iz
WAEH AR EEE, TRkt R FRe
fi14(ubiquitin-specific protease 14, USP14){EA—Fh 272
FAUBGIE IS 55 TAB2 2572 2 A0 NF-xBEEE, A
TR R SRR R B B8, 52 A, USP1SH) Ridid b %
£ TAB243 ¥ L TR K482 T2 24t [ T4 TAB2
5V AR I AL 8 A T TAB2AE MM, IE RE IS
TAB35 AWz 5248 NBR1FIAH A FH 406 TAB31E
W VA B R G RFEME AR . 355 TAB2/TAB3 45
58 1A BT NF-xBRIE0E I 280 871222
323 WA O ET HEE R ER
FH O MAS- T H 1 &R (S-adenosylmethionine, SAM)
R RN IRIEE b @RI (lysine, Lys)=iFg

Z MR (arginine, Arg), tHELFEZHZ PR (histidine, His).
B = R (cysteine, Cys)FIR %I i%(asparagine, Asn)
S o NF-kBXJ T 50T P26 e (1) 26 R S 2 7 1 &2
KEE, ok H 0w M KA 1# (enteropathogenic E.
coli, EPEC) ] — M TN 43k 5 42 3808 2 ) NIeEfg FH
Wi £ NF-xBI5 55 S . NIeERHRATAA K
S-MRE -L-H B R R A A 1 R S A B B S 1, AT 4y
e PEAB 1T TAB2AI TAB3 [ NZF 45 #4358k A () 4 fic o7
Cys673H1 Cys69287, H. b NIeE [ 8 3E i “GITR™
X+ NIeEFI TAB2/TAB3 45 & 2 R B 2L, R H EM
IK T 6(Shigella flexneri 6)[1) N1eE Rl 54 OspZtH £ 18
It OGITR™ 3 7 45 & TAB3 I 145 7 A& 1 TAB3EY,
% 31| F LAk A& 1 i) TAB2-NZF Al TAB3-NZF AR T
BERS A2 BRI SSAETE, FETAK LIS M
T A1 3 1) NF-xBAE 5 % 3 FIE 98 40 i IR+ |1 7=
A, BT RS 32 AT e R,

324 O-GleNAc#E 4t O-GIeNAcHEHEAY J& i it
O-GIcNACHEFEFE FL I (O-GleNAc transferase, OGT) K
N- 2T 71 %) B 1% (GIeNAc) M UDP-GleNA i 7 21| 5
1R 22 IR B R R I M sh A8 1 fE , S )iz
() 4 B AZ AN 4 B 53 i 1 BB, DA TS 22 o 40 ok
P2, CUHEF SRE 5 5 T (W TAK T E0E ). TAB3
£ Ser408 AL 1y HE FEAL R TAK LGS BT 6 75 (1) 1 {H
TAB27E Thra 56X FE 3L AL KT D REAE FH AT 1 A Aok [ B,
325 SUMOfuAs4s  SUMO(small ubiquitin-related
modifier) (L AZ & FEIERREL) 45 A REE2) FIIE
(E3)FL[FA S, ¥ SUMOST T 454 20 & A R )
R, WIS A Ihae Y. 78 TAKI-
TABE &Y+, BETUKIL, TAB2H] LA SUMOTL(E
(B UTPIAS3, —FISUMO E3i&H:f), HAhTAB2iE{k
ARSI Lys329/2 £ BB A . SUMOASH AT E
& TAB2AFE 1) —Fg L, R T TAB2TE MM
T4 T TAK LB, BE ] 7 AP-1/ 7% 4,

4 INGE

zi ERTR , [FYRER 4 TAB2/TABME NAT R A
el 2 5 TAKI 2 &Y R R 4 R B2 i A
] TAKIFIZE4E , TGS TAKIR AP MAPK/NF-«xB
IR SORE IR BLI R AR, HEA THIZRIB KT R i
BRI AE 2O R R B CE EEH, X
LEHRLE BRI AR B b U B 2 REAH K G 5 7% 3 2% A
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A, U0 TAB2/TAB3%: 5 B 414 (1358 43 AR AL T
BT RESZ I R UFE 5 5 T T R 5 LA 28 A8 S5 B 1)
WO A [RIIREGEE ) 5 TAB2/TAB3ZRIE 7K1
miRNAs VL& TAB2/TAB3 IR 5 S A T IR LI AL
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