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R T —MREF IR, #iln, J5E T B ke i
A LA WA TR A AT 5 . T bR B 40 i ] LA S 40 i A
PSR SR AN AR G g% B FEAAR D, BEAE AT
HL AN R R AR T 98 S W IR — N B 1) N s
ANFELEAG T N G 938 S N ISR B2 2% (045 5 M 4%, AR
il Lemaitre 2 A& B Toll & (14 R (Drosophila)
(0 R AR s R 4G5 R A5 EEAEH, Poltorak 2 AP
RIRFEAL Toll A M2 ARAE /D FRORR St RGE (1)
YRR, XA ST R U 7E AR % R 4
W A7 TE A S AR A T IR S0 JSU A ) 1A 3 2%
HUb, P THFRRR B RGN P4, ATAIRE
TERIE R, KRR 5l N ok —A, EHkht
A S5 BRI ) AR ) I R o R A 5 e B L A
H. BT LA SR R AR % RFHNRAWE S, A
R PUw B AR G I R AR s 5 5l kA T — RS

HIN200
ERIS

(0T M. EHTA L, PURTE R IR i {5 5l % E )
N4 RRM: (1) Toll #E#EHZMA T TLR(Toll
like receptor) {5 7 il % ; (il ) RIG-I(retinoic acid-
inducible gene 1)+ fi# ig B % &/~ 5 ) RLH(RIG-
I-like helicase)fi 53l 4 ; (iii) NLR(NOD-like receptor)
{55, (iv) ERIS(endoplasmic reticulum inter-
feron stimulator)%5 & [ 473 (1) 41 fi P 5735 DNA iR
S PR A i .

1 TLR 4 EP0R 8 KA RE A 5l %

Toll 8 F1 32 PR I W1 AE R M 4R BLI. AE Toll
HARERASH R, AL Toll #7132 A A
RIS AR AN AR IR AR G 58 B 17 P ke 4 170 L)
PRI, S KR i S, e ALY Al 7
B MR E A 324k, v TLR. HAh ik, 36
RKILT 13 Fi Toll FEER 152 4N, X 2852 o o 4, 2
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— AL T4 MU ZR ) LRR(leucine-rich repeat) 45 #) 3k,
— A IS & R RN — AN A N I B ST S AR I
TIR(Toll/interleukin-1 receptor)45 i, ] Toll #£
ARG 53 2 AT A 40 ALK LRR &5 #44,
(BN e (I v e 2 I N e M i G =X 7/ T
TLR4 = 231 5 41 W (1 I 2 % (lipopolysaccharide,
LPS), 1 TLRS 3= R0 40 1 (R, /21X 13 D H K
B 72, TLR3, TLR4, TLR7, TLRS il TLRY 1 %% 5
W R 23 IR, 76 Toll FEER 2R /- 31 HT
TR R AR g N R Ok R SR Horh, TLR4
S8 AN A A0 RS 1T, A T RN I AR B
(i) B e AT &t T 2 23 TR AR ) a4 A R A
F. Al 3 4324k TLR3, TLR7 il TLRO HI5E 7 T
Al O N R S I Y O e - i A e A )
Rl sy, Horp, TLR3 £ BRI T MUK I & R 58
41 ifd (conventional dendritic cells, cDCs)1, T H41 35
WUHIBUEE RNA(KE 1); 1 TLR7 fl TLRY E KA T
3% 0 L FE B 58 IR 40 i (plasmacytoid  dendritic cells,
pDCs)H, FEM TR AEE RNA LKL E S CpG 1)
DNAM(KE 2).

TBKA/IKKi TR

ZHiRBRTEMR 5 A Toll HEEAZAKY, B
TLR3 4b, 4% 4 A~ Toll FFE [ 524476 52 BA N (1) 974
B FIBUG SR SR O — MR E Wk
1 MyD88(myeloid differentiation primary response
gene 88)P°!. MyDS88 11, & — > N ¥iii [f) DD(death domain)
SE R —A C i 1) TIR &5 #4938, MyD88 # FJi (1455
5O 2 5 PSS TRAK-4(IL-1 receptor-
associated kinase 4)AH L AER. LEWGFLBP040 Mo 4t
H 4 A IRAK G, 4002 IRAK-1, IRAK-2,
IRAK-M Fl IRAK-4. WF5E LW, IRAK-4 1¢
IRAK-1 #il IRAK-2 [¥] EJif, ‘&R 52 1L IRAK-1 F1
IRAK-2"! IRAK-1 % LW R Ak LA SR bt il it 2
FAAHE ) B AR AT PR AR, T IRAK-2 BB IR 1L
Ja 2 M IRAK-4 PRFFARAC IS A] AR AR, X0 T4
Frai e IR 7 i Rt Rs R A R i/ ™, it
FE IR m B s 96 K B, TRAK-1 A1 IRAK-2 %} -F TLR ft
IS ST LT, e B w2 A A ik
e A AR L R I RE . kA, SRER g SRR,
IRAK-M 7EiXAN b F2 A e & ol P i e S B
IRAK i i 2 0% TRAF6(tumor necrosis factor

TRAF6
TAB2

E—
\TAB1 TAB3
N\

/\ RIP1I IKKB TAK1
4
IRF71 mRFs S

|

IkB
NF-kB

E— — 4- _—
IFNa IFNB ~
IRF7 ' IRF3 NFkp [ HERT

B 1 TLR3 NS RHIRERR GRS T
TLR3 =0 A8 & U SN B i) sk b, B3R5I TR R IR 2 )R, TLR3 #4258 B A TRIF, — J7 B 3% TBK1 8k IKKi ik A
F IRF3 o IRF7, fZ&i5S 1 BFPRMRIE; 55771, Biis IKKs bR 7 NF«B, JZ&5S— R RAER T IHRIE
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IFNa

IRF7

IRAK1 I TAB2
TAB1 TAB3
_@

TAK1

eiiiialoa

IKKB

RERF

B2 TLR7 f1 TLRY fift SMHRBRA GRS SER
TLR7 A1 TLRO = FE 55 A 7 27 40 M AT AR S TR 400 1 Py Ac . 7 Bl B8 B3040 1 (9 B IR 0TE LUJS, TLR7 B TLRY 1 LA 35 MyD88, HEifi i1t
IRAKs fll TRAF6, & iGs%IK 7 IRF7 1 NF-xB, %5 IFNa %40 X 1 1 %34

receptor-associated factor 6). TRAF6 #3835 f5— /7 1
H & Rz F A, J1—J7 5 NEMO(NF-kappa-B
essential modulator) ] ¥ 2 4k M 1T ¥ 7E  IKK(IkB
kinase) I i & & /AU [ IF TRAF6 1 ] DL uE
TAKI(transforming growth factor-B-activated kinase 1),
TABI(TAKI1 binding protein 1) 52 TAB2 i JE R &
A, HERAE 1) TAK B 5 B A IKKB, M1 5 i IKK
PGS A AT AR BE A T I TIKK B A 1k
TE G % 5% X7 NF-kB(nuclear factor kappa-light-
chain-enhancer of activated B cells), M55 & FL
T3 BE 40 0 DXL 5 % 2L B4k, TRAF6 3£ nJ LA B HA
MyD88 AHEAEH, #5F IRAKL o R0 i s IR 1
IRF7(interferon regulatory factor 7), 155 IFN-a (inter-
feron-a) (1) 7= 41 2).

TLR3 AN[A]J-HoAh 4 ANZARE A, LER00 2 XU
RNA % U5, TLR3 #5583k 8 1 TRIF, /%%

MyD88 JE &k #i 1 1) 15 5 1 % . TRIF(TIR-domain-
containing adapter-inducing interferon-B)#% ¥4 3% /5 Al
L B $2F1 RIP1(receptor-interacting protein 1)4H H.1E H]
W% NF-xB, 5l# Ul (interleukin-8, 11L.8)8 &5 4 Jig X T
(1) 7= A5 [ I e 36\l LRI TBK1(TANK-binding
kinase D)5, M50 IRE3 M1 IRF7 (#i% 4k, it
ifi 7% T 1 AL IEN (#7420 1.

2 RLH 3By 5 KR 5 5 o il

RIG-1 FEMEERE 2 ARSI 2t 3 AR 4R
RIG-I(X % DDX58, DEAD(Asp-Glu-Ala-Asp)box pol-
ypeptide 58), MDAS(melanoma differentiationassociated
protein 5)( X X IFIH1, interferon induced with helicase
C domain 1)F1 LGP2(laboratory of genetics and physio-
logy 2). #i#t F, RIG-I Al MDAS #4 N i & A
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CARD(caspase activation and recruitment domain) %% 4
I, —4> Helicase &5fyF1 C 51 —4> RD &5 #yhg,
il LGP2 &/ N ] CARD £5#g3 "> RIG-T FEA#
WE B S AR KR A AR TNy, =247 57 iR 41
WO R 5 Ay A N R B4 R, B LR
WIS HEAT, S M =2k KB RNA. T2
RIG-1 #il MDAS ifi it H: Helicase 454415 1R 51 3% 26955 27
PRI RNA, S5 CARD 45 # A S 5 oA &
HIAH BAER, INMdE FonfE 5. i1
LGP2 #t/> N 5[] CARD £5 #4048, K be il LA 9
L5 TE RNA, HEEKE S8 N %, frbleE
B R — A R FAE RIG-I/MDAS 5 1R 8%
G A 5 I it S S R 4 O,

HENEIA0 4 ) RNA 95 28 F 2 4% RIG-T Al
MDAS 50, Mgl I 2 IFN 558 - 1 7= 4
(K 3). IR RIG-T F1 MDAS FEPR k2 /N U9

R BLIX WA FE A 6T RNA G 25 T 5 RS 1 R AR F 92 [
N, JEHE T B IEN (75 AR A6 AN ] sk i 1 . 1
U, RIG-T 5 DR B 140 40 B3k 2k 7 56 i 668 2 Ay
14 95 5 R0 0800 15 IR PLRE 71, ikl B4 |
R IENSY 1T MDAS 3 DRl Bk PO 40 i 38 2 17 oA ca UL
REEA Theiler W58 HPLAE F1, TCIL)R ShAH NI
UG 75 R AR o 9% e 1O ghah, Sl X RIG-T
MDAS HEDRRE 3 /N R % LEMERIF Y, R BRI A K]
FE VU B AL EAFAEAN TR, P 1 Th e IR A 2
TURM. BRI EME b, RIGT 32415
m%&x%ﬁ%RNArﬁ WUBTR I 5 AL R
B RIS BE RN LB #8555, 10 MDAS =247 5 1A
¢&ﬁ&@ﬁ&,@%@%xf%%,ﬁﬁ,fﬁﬁ
R RNA K B8 A7 G A A 47, RIG-1 i
) T iR 5 45 8% RNA, 11 MDAS i 7] T35 5 K B
RNAM,

=@ @

RG!

TBK1HKK

MAVS
TRAF3
RP1

IKKB
Iﬂ

Bl 3 RLH M- SRUNE LG 58

RIG-1 F1MDAS HAR R IZ IR fG, WOE R HIH:k 8 A MAVS, MAVS #1355 TRAF3 5L TRAF6 JE 12

RS oAk, A E— D IE T TBK 1/

IKKi 5% IKKs. TBK1/IKKi flif3 IRF3 B¢ IRF7 &ML, 55 [ B IEN [(936iL; 17 IKKs 0 #05 NF-«B, %5 — &5 LIER T 0% IE
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RIG-1 /1 MDAS il id 'EA14% [ ¥ Helicase /& £
MNZIREEN RNA ZJ5, B 5kihes 7 — N EER
¥k B 114 F MAVS(mitochondrial antiviral signaling
protein)!"* /(& 3). MAVS J&— > 1 75 41 il £ ki 14 3%
MR A, XAHi#8 4 CARDIF(CARD adaptor indu-
cing IFN-B), IPS-1(IFN-B promoter stimulator 1)8§%
VISA(virus-induced signaling adapter)"*~2"). i it} 45 ¥
ST R, AEE N 3 & A — A CARD Sk, 1Fj2
il d iX /> CARD 45 #J3 MAVS 5 RIG-1 #1 MDA5 &
EERRRATEARR], Iim#Es2 sk A _LfE 5. R
RERSH R, MAVS 75 RNA 5 #8715 R 1 R R %

B S MR A A E R TN AR ] MAVS $K 2,

0 0 58 A R LR 4> RNA 9 25 11 S 3 RTHRHT
fig )22

ﬁif‘ﬁﬁlmfﬁﬁ, NLRXI(NLR family member X1,
NHx NOD9, nucleotide-binding oligomerization do-
main containing 9) 1] LLA1 MAVS K& 4EAH H AEH.
NLRX1 A8 A7 7 2R () AP IE I, 740 i oy it f
15 NLRX1 n DR s o il os 25 B 5 DR 9 T 24 IFN 1)
FEA, T ARG AR AE 4 B, NLRX L 3 2
FHHS RIG-I/MDAS5 1 MAVS 2 [] (AR B A4 1 A 11 317
il MAVS /3 (115 5 38 %

MAVS 7E4% RIG-I/MDAS 3% 2 i, — 5 T4
2% TRADD(TNFRSF1A-associated via death domain),
TRADD Zkfij 4 ¢ FADD(Fas(TNFRSF6)-associated
via death domain)Fl TRAF3 %54 T M FE i — N K )
DiRe R Ak, MR AT LIEOE TRAF3 R A
TR E S () TBK1 A1 IKK-i( Xk A IKKe). TBK1/
IKK-i %3805 LA #4480 IRF3 1 IRF7 3X AR T 4
IFN F= A AR H B (1) i s R - e AR R A, 40k i T 1l —
FEAR. IRF3/IFRT JE SRR I Jd 3t N 4 o %
W, SARRL I AE T EAE R, NI R 255
[ B IFN 7745, o5 —J7 1, MAVS i m] il i H g
[ A A BE TKK o, TKKB A1 TKKy BT 4 i &2 A 1,
MG AL L S R T NF-xB, %5 5 KR JORE 111
P i TL8(E 3).

3 NLR F1 HIN-200 FKi& B & A F 5055 5
TR AT 51

AR, KEMF 7N, NOD FEER (32 AR 5K
TEMEP DNA 55 5 10 KR G S 3 v ok 5 46 7 B4 .
L5 TLR7, TLRY %552 KN F H] /&, NOD #£ H 2 K%K

BRAEZ B MU AN DNA BB G Aos T B R1E
A, AL WO RE /N K (inflammasome) A 5% R
R I, AT IL-1B 15 4r s,
Hur, EAMFILEILT 22 4~ NOD ¥4 (A 52 R 5Kk
BBy, FEA UGS #1945 NLRPL(NLR family pyrin
domain containing 1), NLRP3 #1 IPAF(ICE-protease
activating factor). NLRP1 F #4153 W1 Bacillus
anthracis S5 41w, NLRP3 3= 26 57 IR A 385 & Al
6 (e 5 M IS BE 4 724, NLRP3 78 AN T AH 2%
F T R S BOE AN EERELE A ASC
(apoptosis-associated speck-like protein containing a
CARD), ASC #4431 Caspase-1 JE R R AE/ME, 1
BE TL-1B FUHTAR A A BT D), A A 1 ) 8 E 20 i
B4 a4 5 NLRP3 N[, NLRP1 FIl IPAF 75 b
WA AT LY Caspase-1 B HAH BAEH M4 1L-18
IR, 55— 4 ASC ARMMIE 15 5 % >,

AIM2(absent in melanoma 2)/& &I JLEA K
JRIF) HIN-200(hematopoietic interferon-inducible nuclear
antigens with 200 amino acid repeats)% & 117, 4
AN SIS 48 [A) IS R 8 A A M DNA B2 464 3 %
KE /MR AE 5 g P50 AIM2 &5 bl — 4 PYD
(pyrin domain) £5 ¥ 3 Fl — 4~ HIN-200 &5 ¥4 55 21
J. JAN DNA 3 HIN-200 458k AIM2 KB
FEAE, Mfff AIM2 [¥] PYD &5 3Gk, #55
ASC i Caspase-1, feflf IL-1B fIRRBW(El 4). FE
DAL Bk 2 B Wb v, AIM2 P A 3 IR 5 2 2 5 i
DNA Frifs (i 1 B IFN {5 5 ik B AN, 15 AIM2
FEB /N B AR DNA BT 10 T B F R e
HEANSZATAT 5 W), AR T 5 3 1R JORE /AR A 5 3
2 BRI, TL-1B ol 20 A 1 77 A= B B K
B2

LIRSV, AS[F ) DNA 52 ARTE W 4k 5l
TS 23 WO AN [R] R AR e e A A, At TL-1B =
[ Y IFN S5 &Mt fa DA 1 728, AT IS BHRH AN S0
JEAARNAZ IR H ().

4 ERIS(STING/MITA) 4\ 5 3% 3 F 2R
PG Sk

St e R 45 L R Ok R 4, I B K 2
Glen Barber S35 13 RICK 2787 21 Se 7 S %134
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A~V DNA

ANV
ANV
ANV
AV
AlM2 !

ASC
Pro-Caspase 1
e T Caspase 1

Pro-L-15 @ ® l
()

o
® IL-18
®
e

Pro-IL-18 IL-18

B4 AIM2 NFHRDURBERERSHESE
AIM2 7E R E NN A% R LA G FH 55 ASC S5 T BLAIE /M, T
TEAL 200N B Pro-TIL-18 #1 Pro-IL-18 B4 A4 #EalHy IL-1p 1

FAG BRI T — 2 5 DNA 55 K% %
¥% I N fF) FE 3422 S B 1 ERIS(X 44 STING, stimulator
of interferon genes B MITA, mediator of IRF3
activation). ERIS & —/NEAL 1N i B & A,
H 4 NMEERLIX, B 1E DNA BUR R4 PTiA S 1 7
T AR R T A A B E R () 5). @
X ERIS K5 AR /I BB, I ERILS %5 A k2K
(1978 BO6T T 41 B K U5 DNA. i 2 DNA. WLk
5 DNA K %% DNA Jisii&%s, W HSV-1(herpes
simplex virus 1)%5 8] s VAR KB FEAIS, T BTH0ERM
FRE S B TR R IO B2 0 A A s
¥4 Bor, ERIS 78 TBK1 M IRE3 ) B K454k
JPS. {EAZ2 2 Hd ) DNA $ill3#%05, ERIS 156K & 5%
RIEE B, ARG H%E TBK1 M IRF3 B IhfeE &
&, HETTES IRE3, {24 IRF3 A#, S [ 813
ZI AP 5).

SR AEALSZI6G 6 B, ERIS JF A 5 DNA 70 7 H %
ghity, X ULWJLAE ERIS X T DNA 75 S 11 R AR e e {5
SIS LTI, AR EKAAE DNA 24, B

IL-18 e AR E ERAEN, AL e Lo R
NEEDNA
ANRANNACNNR
cGAS
ERIS/STING/MITA
A
'S
TBK1

A P
-

AN

IFNa IFNB

B 5 ERIS A SMPURBRRAEESERE
N K] cGAS 25 11T LB #2245 A3k NG A F DNA, AR5 A0 AE R 5 cGAMP %5; cGAMP 25 1 LAl 5 7 48 Py T M _L ek 2R 1
ERIS JrifJil, BfiJ5 ERIS 355 TBKI1 S ST g A ABIS TR 1 IRF3 %, 2 Ll T 8 IPN 55— R 501H00 i N7 1Rk
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AFAESE — D H B DNA (3244, BT J LAk
MR ERIS RS2 A8 8 A IR AT, X T
DNA Ji#5i% S I RR e fn il A 17— MEos
MIIN IR . QB RS I8 & ORI — N PR cGAS
(cyclic GMP-AMP synthase)[] 45 [1 7] LA/E ) DNA 52
K5 ERIS —E 3 IRA LN DNA IRR i s
W S). AT TR Y, cGAS 15 DNA Hfi
PLJG W LA & % ¢cGAMP(cyclic guanosine mono-
phosphate-adenosine monophosphate), cGAMP 1 25—
FhEE A5 4w LABE ERIS U, MBS N5
TH

TH SRS, HSV-1 451k ERIS 41 @
A7 A, ERIS 23R PR M P 5T W9 5 8% 21 e /R B4 E,
It HaxX A FE AT RERT ERIS 1932 #46H 5C. 4R ERIS
HIS I TEA ML A BT, HEE 40 i A7 1) eSO ot
T ERIS DML 5 21— 20 S8 A A

5 B4

P[Iny=u]

Bt 3+ JLAE AATTR PO R R AR G % 3 e 10

RANEIE, KILT 2400 e KR e 5 5l ik, 3+
L5320 Toll FESZ A 115 = 38 5 AT Toll £ 5244k
MAGE A5 5 . Toll #5244 1 {7 5 d itk v 3=
%% f1 TLR3, TLR4, TLR7, TLR8 1 TLR9 i/ ()15
AP R K, 1T Toll FESZ A ARARORE 145 5 1 % 3=
9l RLH %%, NLR A1 HIN-200 %% X ERIS s
S SR . T DNA i U 5l
P AT T J LA IR R

INY =5 i WIREES QU KR RN/ L E NS
WEFL, ANATTR B0 B R R R A5 5 A T R
WA, (K IH AT IR 2 S5 B ) B SR 5T B
2 AU TR A PR 95 D Ak A ) N AR B A2 o )
FH I S 27 50 2% 015 5 T B 11 2 I 645 5 % 2 1)
& EREAR EUME RO 20102 AR D HRB T SR A AR N
RIEE B4, P KRR RIS S R 5 1E N
PEG s 2 MAFAEE BRI OCR? VA X DL FixX 48]
AT RN R 28 U A W] e B I T i A BLAA
HEHTIE 25 R0 ARG S A 0 R LA

ZH 3k
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Viruses are small infectious particles that only replicate inside the living cells of the hosts. When infected by viruses,
the immune system of the hosts will be activated to defense against these invaders. In vertebrates, there are two
immune systems, the adaptive immune system and the innate immune system. While the adaptive immune system is
composed of highly specialized, systemic cells and processes that eliminate or prevent pathogen growth, the innate
immune system defends the host from virus infection through widely expressed pattern recognition receptors and
rapid production of downstream cytokines. Being the first line of the host defense and the prerequisite of adaptive
immunity, the innate immune system plays a significant role in antiviral immune responses.
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