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FE  LRARPRTHE S E O MAVIE N — ik B ORI ERR 5 Tl R Iyl 2 (0, Toll #2244
(TLR)FI RIG- T #f 52 f4(RLR) 55 40 fiu AR 28 VU 52 A DR NAZ 03 SR AR 0T K45 5 4% 3845 MAVS, MAVS J#id JIC M i#if) TBK1
AR IKK 2 AA 5 3540 NF-xB F1 IRF3 25055, s T E o/ B FIE, iR AN P HUR G R AR Gl SV

MAVS B e R hithsh, taT g i Tk S ALY NE & . MAVS ZE40 P9 AN 5] 58 47w o T HEAE SRS Bl AN S B 75K
R FAEI T ALEL. MAVS A [ e 7 46 i AL B AR R 2R ik b A 7T 75 5 P 3 ML I (ISG) e idt HL AR e Hh 2
K. ORICE I MAVS R I S50 40 M0 A7 B L A0 R AR S 8 A5 5 38 i v ) R s ML o 45 Sl 0 S AT 20k, DU AR R
MAVS B& [ /540 M P9 R AR S e (5 T B T I S BRI (R, A0 3 130 8 AR Sl (R L I RO 583 2 0 75 S B2 VR YT

SRS AT I8 %

KR MAVS, KRG, [ HTHE, RIG-1, TLR
FRHES  R392, Q257

AR G2 B G0 2 A WAL A AR v 3 T B
(1, HA 2R, RARANRAZ 2RI 5 —E b
2. KRR o FR G n LLIE ok — 2R ) 32
(pattern-recognition receptor, PRR)VH I S A4 AH ¢
#5343 T (pathogen associated molecule pattern,
PAMP), HE1JH )RR e SEIL A L e e . R A1
i A DS][ B R s R
YR LR TR, B T EB T
S 1) 25 T 5% B 40 oAk, IR SRAS
FE0. AN PRR 5 B4 Toll FESZ 1A (Toll-like
receptor, TLR). RIG- [ #£:524A(RIG- T -like receptor,
RLR) I NOD #f 3% {& (nucleotide oligomerization
domain(NOD)-like receptor, NLR). iX &5z fA0] D)
PR AAR 0993 D A4 ) 308 ek A E PR35 5 30 B 15
S IR g SO, AR AH AR 38 B 1) R A4 2
BUHIRAS AR B, G SR I Zebi A fe Ty
TR R SO R EEZAER], X HUN
IO LA T SRR SR i) — RSk i, B
WAAPUIN 515 %5 2K 1 (mitochondria antiviral signaling
protein, MAVS). 2R EFHBILLE, RIG- [ A%
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KA, N i caspase 7 %5 45 #438 (amino-terminal
caspase recruitment domain, CARD)#k & >k, Jf
55 MAVS CARD & ¥ 3 AH B4 F A 1y #6 23 TBK1
(TANK-binding kinase 1) #1 IKKe (IkappaB kinase)
JE R Ak, BB ¥GE IRF3 (interferon regulatory
factor 3) B, NF-kB (nuclear factor-xkB) 5K 3R it 3% 4H
KR TR FTIREL, BASH5HMEER
SR YL S

1 MAVS &I, EH5MmER

1.1 MAVS B & I

S MR AR G Z 458 1) B AT T RN AR R
RS AE ) AT R . T R R AR
FENEPN AR E S LA S SR (VPR i S v
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PRIRGIE RGN CHE. RIG- [ AT LAZE &40 fu
Fa dsRNA, [A]I5FF IFN A5 00 55 v
DTN, {HJE RIG- [ WifyE{k IRF3 F1 NF-kB il
¥, LA —A RIG- [ #8211 MDA-5 fEHU #E R
RAPE R ThBE AT 5 RIG- 1 A24E W 8 22 R
A, HEB AL T ERAAR B B 11 MAVS
IR, 2005 4E, 4 DMPSEHFFT/NE 5 500 B T )
—/MEH T RIG-UMDA-5 Rk B A A T

HRE v 4. Seth Z5258 1 3% 51 FHALE I 97 4 B
R (0T LA S NF-kB B A1 IRF3 %, ik

4 oAy 4 4 MAVS (mitochondrial antiviral signaling).
Kawai 555 A B, cDNA J# 41 i R I — A AT LA
IFN-B (B 7> v, BEJa s a4 0 g TR E 8)
+ J ¥ KL 7 1 (interferon-B promoter stimulator 1,
IPS- 1). Meylan %593l i 5 Seth AH [ 1) 77 15 & B
— AT AR SR S IKK . IKKR 1 IKKe 2 H
H 5 C 5t JF3 3 IRF3 R NF-kB %0891, B
Cardif(CARD adaptor inducing IFN-B). Matsuda />
2RI 12 FhrT LABGE NF-kB RN, Xu 250
TERIFIEIX L6 2 1 5T 8 IA I R I i —m DL 2
NF-«B i 8% i) 8 [ 5, JF 45 L fy 44 08 VISA
(virus-induced signaling adaptor). A fj{# g I, A&
SCRATH 4R MAVS ZEATAUR.
1.2 MAVS M9 F454

MAVS £ [ i i 5L R A i, 7EAS 1R 40 g

UG OB K> TR Ak, 20600 ku. E AR
cDNA SCJ# 1 EST(expressed sequence tag)) 411 &
B, AU MAVS 1) mRNA &7 KA [F] 1 954> 85
ek, TR BN 3.4 kb F19.5kb. MAVS 44
N St CARD S5 #4358, v [) & 5 i 2 I 4 44y ik
(proline-rich region, PRR) FI C iy 5 Bt 45 ¥ 35k
(transmembrane, TM)P. MAVS [1J N ¥ij CARD %
Fa 0 LA 2 e R A g TG PR SN IR T A b, ] EP
Hla. H3 il H4 W] LU pg/K IEAR L, H2 5 H6
Al B R K R R T, AN LA A 3 [ 2 CARD
HEAZAAHEAER, f#ltn: RIG- T 80 MDA-5 A] L)
it CARD 55 MAVS S/ FITEEAE, (H 2 ki
ﬁ}%?’iﬁi*&?@ﬁﬁﬁ AR TG AR HITS. MAVS )
S5 R A I 2 R 45 A AL U P-x-x-P JE 4],
JfFTU'QEEFEEiI%.%ijS*B?%.% TRAF (tumor
necrosis factor receptor-associated factor ) K J& ¥
TRAF2. TRAF3. TRAF6 &4+, MAVS C ¥ [f)
ghipadaln] CLAERf IS MAVS ) 2k A4 7 M IR,
WE0R I, A € AT oA JEE ) 22 1K 7 51) &
MAVS H &) TM S5 k958, 838 H R T™M 25
s, 44 MAVS HﬂéﬂéhﬂWl‘ﬂ%E%ﬁmU??ﬂi
MO, XA EA S B MAVS /S 10E 5l i
B BEIKT,  FH b 3E 7R MAVS 1926k A4 e A7 6 B
BEARIEDIRE R OCE L. AR DL B MAVS Z5 411
ik, ATez il —iE AU MAVS & A 450 7R & K

RIS A, T REZ 56 ka, ROUEA AU (& DO
MAVS J:RAHBIPEL D 45%. B4 K MAVS
Q (?"ﬁw
o 77 103 173 514 535
N CARD PRR ™ | [s$
TRAF PBD 08 T ZeRi RS IR

Fig. 1 The structure of MAVS, the mitochondria antiviral signaling protein
El1 MAVS &#RE

1.3 MAYVS B9F B8 E L K I s

B MAVS 5 £ T4 2ok ks, 3
RBTTCIIL, b R 1 Fis A1 MIF A7 76 T3 5 fk
VI, IS 5IRAE B R AR A AL, TR

HEW MAVS 7] e th A7 7E T 1 AL P44, Kagan
SEMIIOUE T SR HEN . 4R IE MAVS AR A T4k
L AK A AR X 1) 5E MAM  (mitochondria-associated
membranes ) . MAVS [FJA[A] M0 40 fifd o A7, 42
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ALY RE S E FILEI O] A7 70 Z AR S 6.
MAVS 71 Ze b A4 1 S8 A4 40 i 4 25 40 it 245 1)
ANTRLE AT P HAE R AR S 3% 15 R Sk Seth
R IR R MAVS 87484 : MAVS-Pex(JUA Tt
Ak W) B AR ). MAVS-Cyto (£ T 40 JfL J57 ).
MAVS-Mito({X 7. T~ £ R 4£) Fl MAVS-Mimic (GE 7
Tl E AR RN RAK). Rl s,
P () B 22 2K 1 (anti-Viperin) PTAARIE 478 U A& B
P74 MAVS. MAVS-Mito 1 MAVS-Mimic 1]
DL S Viperin ik H 5 MAVS K #i Tk, MAVS-
Cyto HI AN B85 & Viperin K 1&, F 97K H MAVS
I PN S A7 I . R MAVS-Pex HE 7
Tl S A AR B I AT L Viperin £k, 3)
W R, WK 4 h 5 B AE B MAVS,
MAVS-Mimic il MAVS- Pex 3Ji55 5 Viperin &%,
1 MAVS-Mito ZIAHX WS . LA W =408
iy & MAVS 7 LBL gl & T 0 = 0 B 5 B
(interferon-stimulated genes, ISGs)PRig. 4% . A
FOEMIRIE, MRA MAVS AT L% S ISG iRk
FOCERIE, HULE A7 MAVS 7T L% & 1SG R
BRGE IR DL EWFSE A LLE H MAVS
TN FA RN KRG, FF [ TP~

2 RAGREZIBED MAVS ESKMELE
L

15 £ 5% RNA i 85 K B4 J5, RNA fif 15 Jig il
(RIG- T #1 MDA-5)iR A 8547 4F RNA Bifgk, 1
RIG- [ Al MDA-5 #% k442509, M85 (1) RIG- 1/
MDA-5 ¥ %% I B R A4 S IR I 5 2 hr 7k Sh I $ 1
H MAVS f#HHEAER . &4 A1k, X T RIG- T/
MDA-5 £ 524k 5 MAVS &4 )5 Wi ] i& 46 4 4
MAVS G, SR PRAE T AN G A B 51
SO A EAER R, HAERE RR AR
S, X E A AT A IEARMERS B 2 &S T
TEAHEAE I RIS AR . — PP IET58 61 o0 M 7
VAR U b B T MAVS {5 5 4K 10 45 K9 4 A5
Baril UV L TM 2538/ 3 MAVS R0 1
WS NF-«B FIl IRF3 15 Sl gk p R¥EEZAEH. It
4b, Loo ZEUR I, M9 LR R FRET
(fluorescence resonance energy transfer) 73 H7 J7 ¥ ilE
B2 RIG- | 5543 MAVS E )5, MAVS {fi #6355
UGS 1, 5 ERIAFH 30 2R TS
MAVS HHEAEH.

B TM 45 # 58 4h, MAVS CARD 45 #) 355 %

MAVS 15 543G B A wEZAE, AR ik
SERAR, 1M1 B BT B R 2R SR W AT IO IRF3
Wik, REERYE T, RIG- [ 1] 5%% 7 RNA A
N AR 45 B JE T8 i K63 & HE 1 22 3832 %4k, K63
B2 AL RIG- T CARD &5 M1 5 5 fr T2k
Fi A& ) MAVS CARD &5 Hy S8 AH B 45 4. B A,
MAVS CARD &5 #3048 % 1 b 28 4E 24,
Y PR AL MAVS 20 TR &, Mifi
T 1 5K e 9 B8 FE 28 G, DAL Ik SURR o
MAVS Y. MAVS LY & L IhEE 0 T 11,
AL i st b AR 2245 5 8 1 (1 TRAF 25 )4
HAER, A0S Ak 0 IKKe A1 TBK1 LL A2 IRF3
(ERspilzich
2.1 MAYVS = RIG- | F5BEHRA

MAVS & — LT RIG- | ) CARD 451
B, W& CARD 4514583 2 1575 5 7~ 4 IFN-8
DFEFH . Xu 256K 3 MAVS A LL 5 RIG- [ /IRF3
MHEAER, (A RIG- 1 ASA5 IRF3AHEAEH. 4
RIG- [ « IRF3 Fl MAVS L% J5, MAVS #4355
IRF3 & RIG- [ 6P & AH BAE R, wthnl W
MAVS J& RIG- [ /5 IRF3 {5 5 8 B35 4k 04 75 10,
RIG- [ [ 5@ mr 2 Ea @l 45
MAVS AFRZit S MAVS EAEMEAEH.
2.1.1 5 MAVS PRR 45 KJsR 45 A 1) 8 1 .

MAVS [f] PRR 45 #3605 %2 TRAFs 45647
A B TRAF 1E H] * JC (TRAF-interaction motifs,
TIM) I AR 48 J /5 5 )ik, PRR Z5#48n] LL4E
SEIXSC I (T K B MAVS BEEY). MAVS &4
2 MESF TRAF6 45447 4 PxExx A1 1 4> TRAF2 45
A7 A PxQx(T/S), MAVS A DU I ix e 45 A4
5 TRAF6. TRAF2 AHHAE FH ki 3#0% NF-«xB, H
AL BE2R0T TLR JE IS, Ak, MAVS 7] 3%
£5 TRAF3 /TRAF6 FF 0T P 28 85 (I 52 & 14
—2KJE TBKI1 ok Fh 5 IKK M8 1, 9l
TANK. nap 1 il NEMO. STING A[ifiid 5 TRAF3
AH I AE HI % TBKI Al IKKe 48 %5 2 NEMO M &
B TBKI1 & &4k; TBKI & A& KGEM % S IRF3 M
IRF7 B8 7 BRACR R IR 1k, IR Al HL e A 2 4
Ml A 4 A T P F BB R Y gt fF ISRE
(IFN-stimulated response elements), #x % S 2 [ Y
FHREREM— BRI TIHRE F P, 5)—
RKE AN IKKa. IKKB F1 NEMO. fELL L
PR AR NEMO B2 EZAER, BFt& .
NEMO 62K J5 995 88 155 5 1) IRF3 BERR A0 52 2140 1e),
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AT AR Tl
NEMO 5 MAVS {771 881k &, NEMO 2 ik &
TBK1 5 MAVS (#0820,

MAVS 1] i@ it 5 TRAF6/ TRAF2 #H H 1 1]
34k NF-kB, TRAF6 il 2 1) /)8 il NF-kB £ ik 7K
FHE MM E R, M EKIiL TRAF6.
TAKI1. IKKB RAZMN, NF-«B ARGk, M
MHEN MAVS 28 ik TRAF6-TAKI1-IKK i 1234
I NF-«B 1. TRAF2 1/ LL5 TRADD & &t
RIP1 A ELAEF, M RIP1 HAT E3 ¥2 & Bl
Dife It R4 K63 iRz 24k, WEMHH 5% T IKK«
A1 IKKB 5 NEMO, 3% NF-«B i .

TRADD /& & s YR G0 I8 7 52 A4 AH DG AE T 25
}J 35 (tumor necrosis factor receptor-associated death
domain) [¥] £ 1 1, 15 Fas AH OC 4L T 45 #4 4
FADD (Fas-associated death domain)AH ¢ [ DL A& 5%
1A 4t & 5 1 RIP1 (receptor interacting protein 1) 7£
RIG- [ /1'% 1) NF-«B i@ #% o 2 A & 2 AE . 4G
9% JLPLUE lon TRADD 7] LL 5 MAVS. MAVS
2k CARD J& TM 45 e 35k ¥ 5 A8 A4 A0 B4 A HL it
ik RIPL R AH EAEH, HIEAE A
CRAD %5 i ) MAVS 5825 (A AH AT, TRADD
A LA 5 FADD Ml TRAF2 #1 HAE ], Hik %k
TRADD #] DA 3 3% NE-«B il i . &t 2% FADD i
RIP1 &, MUK BRI 20 PR 9. Kawai 559K
3L, FADD 1 RIP1 A] LAY MAVS MHEAEA, Ptk
143k FADD M1 RIP1 B 7] LAJGE NF-«B i, iX
—PLF U SE HTAATX MAVS. TRADD #1 RIP1
TE R AR MAEDN. 5 A IR IE FADD H A
7t RIP1 A1 TRADD f¢7E14 L T A4 BE#E MAVS #1
%%, K4 FADD 5 MAVS 2 [0 %45 H 8 AH B4
FIeA. kel W TRADD. FADD Fl RIP1 & DL &
B MAVS A HEAEHIIFAE RIG- T /05
W R EAER . AR E A B TOM70
(translocase of outer membrane 70) tH #7 UE 52 J&
MAVS {5 Sk E B L », 25N 5
TBK1/IRF3 #E AL AR,

2.1.2 5 MAVS TM &5 e &M 8 .

AU, T PRI 7 STING™
(stimulator of interferon genes ). 2 FK A MITA P4
(mediator of IRF-3 activation). ERIS™!(endoplasmic
reticulum interferon stimulator)&{, MPY SPI(JE -85
TN i ) 2 FERR R IR S fr 44), & MAVS i
A2 —, %5 MAVS HHHAE R 05 ik

NF-kB 1 IRF3 {55, MAVS-STING A 5.1 ]
()R IRAE L RAR A T B0 B AR S ie N A
A AP, Zhong FEPUR I, IR
T STING 5 MAVS 2 HAEH, STING N i 5
MAVS C it BL&5, 43 STING iiid MAVS &
RLR AHTLAEH], SEHL RLR A S045 9. R
Ko B s 32 B STING se 7 T R, {H il T
MEMs &b 4 J5it (9 L5 2R Al ok — 44, AR e A A 8 /s
STING 7E HEAR K 41 B2 £ . STING b BEAT 4 il
W4 i B A 5 A bR e A5 5, IR AT e STING
5 MAVS gt A& 751X B SEAR B, 1 s 75 00 3
IR IR AH B AR A RIG- T il MAVS 45 STING
A HAEHIFAELRARSMNEIE % RIG- T -MAVS-STING
Bk AT S AW R 8 NL63 A JIAE
N PLP2 RE3RER AR S e WL &L, PLP2-TM
AN ik MAVS/STING #0119 2 8 1% H.
HAFI =AM N, B X PLP2-TM 5 MAVS-
STING-IKKe [0] #H H 1E H 5% mi () 88 58, &K I
PLP2-TM AYHEIR STING 24k H AR MAVS
5 STING/IKKe [A1#H B A, M4 75 PLP2-TM
B R AR G2 R AH DAL 27,

WDRS & — P L2 1R - KA IR ER P&
(1, Sonr DL SR AL B 1 H3 PR 4 AR, O
5 MAVS C i TM 45 R348 AH 45 529, Wang 2527
FURIN, AEBRAAE T A T 40 M BT ) WDRS #:4
Witz 2, POURTE S5 LT vE K B WDRS 714 B 4%
N5 MAVS FHEAERT, T a5 4 iz
WDRS /b, 31X — 25 SRR B B3 B n b 4 i b
WDRS R pifh I, [FIK MAVS 5 WDRS (1)
AH A S0 B3 OB . 5 AH AL R 2 o 2 Sk
¢ J5 WDRS 5 TRAF3 A B /E 5w, milhs
TRAF6 EIFFEAHHAEN, AR 12 h f5iX
SEAH E AR #RES. UL nT WL, R e AT DAt
WDRS5 5 MAVS. TRAF3 A HAEH ™. X W57
GEERAEAT 2 A6 WDRS SEAL K%, Wang 2527
R I WDRS B i B, FH w2 & 4t 4h L IRF3.,
NF-kB A IFN-B #4f), (H I H o 4 RIG- T
MAVS F1 STING, i A& $#] TBK1 4 F 1155
Wk, mclk WDRS JEANHHE] RIG- T F1 STING [#5&
ik, XU WDRS {EHF RIG- T Al STING T i «
TBK1 L. i #i5 WDRS AHE IS IRF3/NF-kB
sk, {H% WDRS 4551 RIG- [ F1 STING 74k
Fifk ERIEAKCE NI, A 3200 P 2 40 B A K
Fik. ISR WDRS S22 55 RIG- [ F1 STING
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2 2RI AR AN MAVS B A R0 S8 7 1. iR
WDRS5 £: 5 Wil MAVS 5 TRAF3/TRAFG6 [i] 4 H.{E
H, B FRIEKF-AKZE WDRS [ i b 5 200

AR, T W WDRS A 51 TRAF3/TRAF6
IR 5, K 2 M4 T MAVS /M 81 RIG- 1155
T O 5 A A B,

44k i
21 A

Fig. 2 Activation and regulation of RIG- I pathway mediated by MAVS
Bl 2 MAVS B8 RIG- | FEERMEIESIRE

2.2 MAVS Xf TLR3 {55 @ H AT 1E R R AL E
MAVS il i PRR 5% Toll 324445 ) 4k i1 47
$% % A (Toll-receptor-domain-containing adaptor)
HAE, F % TLR3 @ . MAVS A Ll &
TRAF2 1 TRAF6 M1 H.AFH], 1fi TRAF2 1 TRAF6
[A] 2 5 TNF 246 H1 TLR KA 5 10045 5 5% .

WE 5% & BL, £ HEK293 41 g o I siRNA ¥t 2k
MAVS, M| poly (I.C) ¥ T 1 NF-kB. ISRE A

IFN-B 35 A6 W] 2 52 20401, 1f7 LPS 5 5 ) NF-«B
F1ISRE 751k LA K2 TNF 5 5 1) NF-kB i 14 H A 4
iEl. kAT W, MAVS 25 TLR3 31155
T PR,

Xu SFEIE ok A YE PEAH BAEH R, MAVS 1]
PL 5 TRIF(TIR domain-containing adaptor inducing
IFN-B) A1 TRAF6 A BAE T, HIXFAH TAEHIA 5
Z poly(LC)5Z M. [A]If SRR PESE S R I, MAVS
AL 5 TRIF. TAKl. TBKI1. IRF3 fil IRF7 #H H.
B, HERT W MAVS & —F 308, 5 TLR3
M RETEBE D 2R E AR R, IS HALE

HJit—# 2 5 NF-«B WG fE . AW MAVS 1)
fEH, Xu ORI, 765 AR TR TRIF B2k /) Bl Ak
W, IRk MAVS 20] LLEGE NF-kB A1 ISRE; {H
7= siRNA JUER MAVS J5 TRIF % 5 ISRE &1k
SR, BRI MAVS fEH T TRIF Fif. 76
By 25 1 5 TRAF6 i 2k /N B R P I 3 18 MAVS,
NF-«B (136 AL AT Frik 5515 ISRE (135 40 A Hy 3R
B A4k, {HY IRF3 #5748 5, ISRE HIiH {632 2
F. A MAVS #EUTER S, 1 ER A TRIF Al
TBK1 4 5 ) ISRE 3% 1k 3 % 0 ), A 0k & B
MAVS {EH T TRIF Fi#. IRF3 L.

TLR3 i #% ' IRF3 75 4k = ZLAK 8t T TRIF i&
2, TRIF AMY5 TRAF6 A E AR H5 TBK1 Al
IKKe #H HAEH . AHF50RIL, 2 240 %E #
TRAF3 &% % TRIF 5 TBKI1 1 IKKe [ #F 2 2>
T, Hu/'5 TRIF 5 TBKI1 Z [\H454&, Nk
B TRIF-TRAF6-TRAF3-TBK1/IKKe & & 14, IRF3
e MAVS #1155 & TRIF E & 14, JF4 TBK1/IKKe
Tl IR A0 T S5 TRF3 8 %5, TRIF N 5 A1 C 3 /3
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sl 5 TRAF6 1 RIP1 AHH. 454, RIP1 #% K63 i%
P F AN 5 v i AL R 1 TAKL, B L
TRAF6-RIP1-TAK1 & & &, Ik 5 & M 76 s
NF-«B i AT EEAEH, ol Lo IKK 246

{RIEPER, TRIF 2% J5, MAVS {3 i it g 12 58
A i S TS NF-«B . B3 HG T
MAVS 25 TLR3 {55 538 % 1 15 HLiIeY.

‘
%‘ Al
o0 5 ol

44k

21 A

2y IS

Fig. 3 MAYVS regulates the TLR3 pathway
B3 MAVS 25iFT58) TLR3 (5 Si@

2.3 MAVS XZHE RNA T+ SESBEAIATE
FARHHI

I, W EE RNA 7] LLGE RIG- T 38 3,
AL, 2540 RNA 154 RIG- | ik
ghiky, RIS - SR ik, (B, Kgirwd
o325 R I RNA HRES 348 985 40 B IR 71 A fig
75 IFN-B. T2 Chen Z5#R5T T L4 14 RNA 215
JEid RIG- [ -MAVS #1553 IFN-B R 15. $#H
AN AT RNA JE46 4% HEK293 20, R AT
WS IFN-B,  (H B PE 6% 1R B SAP (W] 25 F& 57 -ppp
S XUEE RNA ) A B 5 X P A Pk g5 0. 4%
PN RNA 28748 HEK293 41, &I
M PN B T B B OE,  TT o) LA BRI RNA
HIWA MG 4. g R 487R, 5'ppp 1 dsRNA
B/ AR RNA B0E RIG- T 711, Chen
S0 BRI BT AR 22BN ROAE B/ R HE 4
RNA, KIUXFIFE LN RNA &0 BT 5 HE
Py RNA &, RUMETH %R RNA, $iA g

Ja /N AR RNA 3k TR S s, it
LA T RNA 7 B0 40 320 i rp ol o 24
F. 20 R I AT AR I A i b 4 o 5 5
5 MAVS #irE. DL RS, A RNA 7]
fE RIG- T BCAAFF AL MAVS % 3 T30 25l 402,

3 MAYVS ES BRI GIAENE

3.1 AT MAVS BY1EH
PLK1 (Polo-like kinase 1) #& 7 Polo-box &5 #4311,
(PBD){)—F 45 2243 %4 Polo FEME. MAVS N i B
A S233 Fl T234 WA EMRLA7 21, PBD HIH 454
MR MAVS. PLK1 AT Bl 5 MAVS C i 45
FylAl B 454, BiR MAVS 5H Fif TRAF3 73 1
AHCELA F JF 50 -4 20 .
3.2 [EET MAVS 5HHX{ES S FHHEEER
Mifh2 (Mitofusin 2) J& 41 &R ARl & 1 2 115
22—, W LLIE kA0 HR1 (43 hydrophoobic heptad
region) i /K &5 #4385 MAVS fHEE &, #liilil RLR i
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P, Mfn 2 AN MAVS 3ok, &P RS S )
SRSy AR, T PR ERBE I IRF3 (1) R AR
IFN-B K IA B 5 M2 1 F L6 AH AL 1 38 A7
NLRX1B9fl1 gC1qR™, {H gClqR J&if it 5 MAVS
(FIAH B A F SR BHT RLR 5 MAVS [AHEAERH, 1
A5 MAVS 5 NU#E 5 701 IIAH AR .

3.3 MAVS 5 FHIPERZ

RNF5 J2& & A7 T Ze b A4 AT P J5T 9 1Y) 55— #f E3
ZFIEN, N B2 5 R 1~ 168) Fll C (2
%2 51~ 180)# 1] LA 5 MAVS ) TM 45 ¥y AH H. 45
&, RNF5 iz & - S E AR E 2 MAVS B
fi. 5 PCBP2 /[ [ /2 i 5 % 44 J5 RNFS 1)K 1A
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Functions and Regulation of MAVS, The Mitochondrial Antiviral
Signaling Protein in Innate Immunity”
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Abstract The mitochondrial antiviral signaling adaptor, MAVS, also known as Cardif, VISA or IPS1, is
critical for host defenses against viral infection by inducing expression of type-1 interferons (IFN- [ ). The sensors
of antiviral immunity, RIG- | and melanoma differentiation-associated gene 5 (MDAS), detect the invasion
pathogens, and pass the signal to MAVS, which is anchored to the mitochondrial membrane. MAVS then
stimulates TBK1 and IKK complex and activates the transcription factors of IRF3/7 and NF-kB, which lead to the
expression of interferon and activate antiviral innate immunity. MAVS was recently found to localize in both
peroxisome and mitochondrial membrane. The peroxisomal MAVS is required for the rapid induction of antiviral
effectors, whereas the mitochondrial MAVS is required for a sustained antiviral immunity response. This review
focused on the discovery, domain structure and cellular localization of MAVS with an emphasis on the regulatory

mechanisms of MAVS in modulating the antiviral innate immunity.

Key words MAVS, innate immune, type [ interferon, RIG- I , TLR
DOI: 10.3724/SP.J.1206.2012.00513

* This work was supported by grants from The National Natural Science Foundation of China (81172799, 81273231).
**Corresponding author.

Tel: 86-10-66930297, Fax: 86-10-88272105, E-mail: chenzb@bmi.ac.cn or chenzhongbin@yahoo.com

Received: October 21,2012 Accepted: February 1,2013



