Reviews and Monographs Es3ad=k 274

) D
. . Progress in Biochemistry and Biophysics
)4 2010, 37(8): 817~825

www.pibb.ac.cn

THMFEIRZET 3:
MR ER MBI D RETF

2 BRK E KRS
(P B 275 RS 2 S AL P WFOFT, L8 200031)

BE FAERERGEE BN FEAR OS8R, [ MTMELEAPORE AN T, SEMRE PR RSN
HREREETROMER. [ BTRENSESRELEA RENEIEY SV, SHIRER: &R T
(NF-kappa B. ATF-2/c-Jun. IRF3. IRF7)il it e T 405 10 54 A 45 X T iida e 11 5% S 14 3 52 45 ) (enhanceosome), 1
FHREMFE T I M T ERE. RN SERAED S o0 O, THREERF 3 IRF3)EN FAMRE [ 8 TRk
BN, SN S AT R E WA A PUR T AR ). JEAEK, IRF3 MISSRIAN S S S S I R

WIS ke, [ IRF3 (45K . DhRe LU R o B S57 1, BERAHOGIORT At ke, IRy e 2E.

KR TIHFRWER T 3, W rEes, SO s e, ARG SES, JURSEs oL

FRAES Q291, Q7

T3 B A 45 R TR B ) AR M AR A, e aE e i g
T 20 Mk B SIS AR i 3 AR RS AR 1) i
RGEHIREEY Y, IR KNRIREEE. i
BES 1 A0 AR ELAE I, R EE B S OBy
Rl 955 J5i AR #H 5 1 43 1 B 20 (pathogen associated
molecular pattern, PAMP), 2847 -1 3= 41 i fi ak,
5 (AR R 1 52 44 (pattern recognition receptor,
PRR) W, 3 1M S AH O 1) 40 I A5 5 % 5 a8 2%
JEBNE PR R g OV, AR R, )
BT ZE T T BT (type 1 interferon) )%
KNG FEHUR RSN L.

ANER T BT ERERE 3TN TINE o
M—FTHzE g, BN EAEZR LR
AE. IXLE i P AR A SR KT, 23 =
HBESE I P[4 NF-kappa B. ATF-2/c-Jun
PL }2 IRF3/7 (interferon regulatory factor 3/7). I
H, IRF3/7 15 1 B R I3 Rk i o .
IRF3 2% (1) /1 UGS 90 7 PR 52 4 WY 4 2 T 1 /)
B, I H IRF3 SRR VR iR 1 2T 4 40 i o s 7 e
AR AN T RN E B E RS 7Rt
Bl b, K 4i B b () IRF7 mcbR, M #EA7 gL,

DOI: 10.3724/SP.J.1206.2010.00139

MR T T AT IR P, IRF3 AT IRF7
IS T TIFE W H T FE, IRF3 £ &F41200
A SR IR, FEARASZ I EER G E T BT
FHEGRILD, MM, IRF7 75 1FH G 0T #ikK
ARG, M4z R T BT PR A S, IRFT A8
PRI KRS SR, Ik, B EEARIN
A, T BRI RIE 2 EAZ ) IRF3 (1115,
AR 7R 40 Ak T SRS
IRF3 @M AEA M, Kb T Rid rRAs s s
AR 40 M )5, IRF3 L ¥ 1 ¥ B TBK1 F1
IKKepsilon 21t IRF3 (1) C i 2 > 22 2 MR Al 3 24
TRk L. BEMR LS I IRF3 RS54, M 4i i
JUT R 240 Mk b, 454 4Li0E 1 CBP(CREB
binding protein), 55 [ BT R RIEHNIE 1).

* LR .
Tel: 021-54921185, E-mail: cwang01@sibs.ac.cn
WA H: 2010-03-22, #:%2 H#: 2010-05-17



*818° EYUESEYYIBHE Prog. Biochem. Biophys. 2010; 37 (8)

APARReRIIRRRARRRARRRRRRRRRANS PRERERARARRARRRSS ROARAARRS ORRRRRARNRARRRARARARAD
WWQW%W%%@&&%MMW% .WWQP@PQ@QWW%WWWQWQWwwmmm%%%%ﬁﬁ&?ﬁwpw
2 o Short dsRNA  PPP ssRNA dsDNA
sSRNA CpG DNA dsRNA 7 PP i{fﬂ\
( VAVARN'/ N/ NI N/ ) RIG ‘I%Df’s_' ehcas’_Receptor? o>
/ AT _ | g |
—] |+ Tim 25
N e e

NLRCS»—

MAYS "\ Bttt

e

Hspo0»
@il (R csclophilinB
RBCKD i1, |HERCS

arivzy | CREP

4 it
REACRROGEAARAREACATD
‘E@?ﬁ%@%ﬂbméémm&b

A%

QORARERNAAA .Qmﬂmmmm)@%gaﬂ RAAROS:

o s aElelsleTale wiala e e le ol e 410 l0] 000000
i iR e s RS osn080000000,

BOBBOBBoBEB08658 00086800080888H L

IFNB

Fig. 1 Activation and regulation of anti-viral signaling pathway
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Fig. 2 Schematic representation of IRF3(a) and post-translational modifications of IRF3(b)
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IRF3. caspase3 1] fig it JF IRF3 1) B fi# 57 6k 2k
caspase8 |42 IRF3 [F4L Bt oG B, A R 1) 2,
MAVS MU FHURHEAE 5, EIRBIE caspase, 75
S MR EAET, JF B #E A O T IRF3P,
Sharif-Askari 2540 % 31, (€ TN 1 Bax fE{CHF
IRF3 WAL AT . Bax EAL T-2kifR, ki
AR R T AR T EEAEH, [FFE, PUlE
15 5 18 B IR OBk 2 1 MAVS € AL T2k
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TSI R, HAE R, ARPURN S 5
T AR S TR TR 2 R, —J7iin =R
=T BT, MA@ yuneeREs, H—nr
T, Lk CRG A0 M B 2 o A A, e B Ak 4L
SEHERR. RS RE T, PR Al R ) %A
eI, IR TR B LLS AT oI LA G

L8R, WATIR 2 1 B B A IRF3 L
(K] B A5 5 4> 7 1 MAVS (mitochondrial antiviral
signaling). TBK1, [f#:H1iH5 IRF3 435 )1,
RAEXS PO A S8 B e O (B D). BEE
IRF3 {45 K1 18 2 A, ) WO 83458 R 1~ 2
(A2 LT AH EOGIBRIR),  BLAC AT T A 44 W ) ey i 3
IR TR, R B B i) 27 ) i

4 TRERIBAEARET IRF iESER

TR A S, LR S 1E AL
Farb= A2 TS BuaE 40 M) sl s . IRF3 /ER
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a. RGN IAT ] IRF3 284k, AR A5EE 1L
IRt 9% 5 (Ebola virus) [ VP35 & (Al LA
HETIIRF3 BBt . — R IR, Bk
IRF3 %% 53580, N3R5 16 7Y (human
papillomavirus 16)[1] E6 & [1(E6 oncoprotein) s ] LA
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Interferon Regulatory Factor 3,
A Pivotal Transcription Factor for Host Antiviral Responses

LIU Xing, SHI He-Xin, WANG Chen"
(Institute of Biochemistry and Cell Biology, Shanghai Institute for Biological Sciences, The Chinese Academy of Sciences, Shanghai 200031, China)

Abstract The innate immune system is the first line of host defense against viruses. Type [ interferons (IFNs),
the vital antiviral cytokines, play a critical role in establishing host antiviral state. Induction of type [ IFN requires
the formation of a multi-protein enhanceosome, including three families of key transcription factors (NF-«kB,
IRF3/7, and ATF-2/c-Jun). Transcription factor IRF3 (interferon regulatory factor 3) plays a pivotal role and is
tightly regulated in this process. Recently, much progress has been made on cellular signal transduction and
regulation of IRF3. Relevant advances in IRF3 biology were summarized with respect to its structure, function and
regulatory mechanisms.
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