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Toll-like receptors (TLRs) 1$HRGIEIZBITAEELST T, MALBRERICBWTL (BRES
N7-HEE % L CHRGEINE 2 FE S5, HAHHO TLR IV A )V AR S %38 L CIRIA ~
Y =T U YEFETLILIL T A N AIREEFHET H. TLR2 X TLR4 A5 FETE 12 B W
T ANV ARER S % 3B+ A 0lzxf L, TLR3, TLR7, TLRS, TLRO I > KV — A2 X {BEHL
TWwh, 77T A4 b= AL TIANARLTAVAIZEE L TTRN—Y A% L%
BYAL L, YANADOEEEY T 7 IV — LANTHEHELINSD TLRICE > TSNS, ik, 18
T E N T TLR IHKAEMICHERL S 5 A VA 2 BT A 2o 2 L sz, 4,
A THRBIEICL BT A NVAGERHE ¥ 7 FIURERBIZOW TR T 5.

FLOHIC

T AV AT ORI HC TS, EBiMiiae il
OMIE, HW, WPEOAMBIEAL, EAHOCH
WREA M L CHCOBEB AT T b, 71 VAN
WG T B LAV ABET IR S NG Y 287 Juli
(7 ANV ABEPR) &, @mEMEET OEELED
(4 O LPUR) 2SHifRRmEICERH S NG, 74V ADRE
B A v AR E, T8 T 0 A ARBEE AR 1
Lo TREkEN, HADKIERILATIEZRI ENE, 20D
FER, 7 AN ARG PERR S, BG4 L X id
mah, BYHERBREINSL. HRGEEZEALTLS
AN AN L CHE OB AT . OS5 A
M RERTIC LD, BRBIERICBIT S 7 AL AR
FDY T FIAREREE A S 22 > TE 72,

L I 8q>2—70O> (IFN)
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ENA Y, TURY A FEPEASN, HERILEER
T5., CNOOHRTHICER L DD, TR IFN (D
IFN-« & —F8JHD IFN-3) T, A4 b ARHefn HIAGRIE
JBE T Tl {HERSEDIFMLIC S R EH 2 K77,
I % IFN & CD40, CD80, CD86 & \» o 7z &3] ¥ 53 1 =%
MHC 77O+ FHE L, SR (DC) ks €3
TR, TANVAPFEDO 7 BAT VY T—2a v )
T 2. F72, FENA VEAFEL T v SERRHER A
RIETAL IR S5, F72, CDSTTHIMLICBWTZDW
ML, & 5121E 2 €Y — CDS'T Ml OMEFEIZ b
WThbH. TEIFN &, HARGESCHEERREOWELZT
T, |AAHK, MBMEECAfFICEHECEY 5257
CEADZT 275 —\AEXFEL, 74V ADOME %)
HLTWwa Y,

I AV IFN 14 IFNAR]L & IFNAR2 205 7 5 S BRIEET
% & Janus kinase (JAK) -Signal transducer and activator of
transcription (Stat) #&H&1Z X - T Statl & Stat2 78F 1 &
) UL % 0 A, Statl & Stat2 & O interferon
regulatory factor 9 (IRF9) %% IFN-stimulated gene factor 3
(ISGF3) w7 u3ERoEA&EZERL, ISRE &
I EN 2 AR T3S & L ThE 4 7% IFN 88 (n 70
RHFEEITH Y.

2. | B IFN DEB %

I B IFN OFE IRk 4 ZEGR I & o THI S Tw
5. IRIFN Ot T, IFN-pO 7€ — & —HfbEL <
FAROSNTVE, YA NVATHREZRET 5L, IFN-p 7



OE—8 —|JHBD Y XA T A, TORE
HRIA % e b 3DDWERT, ATF-2/c-Jun, NF-«B,
IRF3 f)‘%’l‘ﬁﬁ‘iéﬂ“(b\%. INHDHT, NF-«B & IRF3
T ARFBIRE IS ENICREL T b, NF-«Bid1«B
WL THIFRERICE EDHENTBY, 74V AEGIZ L
S THEMAL S 72T B kinase (IKK) 231«B %) YL
THILET, 2EFFULERT, I«B3SGHEINL. Z
NIZE > TNF-«BIdBICEBITL, ¥—7 v VREIET%25
E9 5., IRF3E7 AV AIZEYGS % &, non-canonical IKK
T&H 5 TBKI/IKKi 12X » TV Vb x 2T iEHE b s s,
) UEBAL SN2 IRF3E 2 BR2 T L, BBITTAH. ¥
ANV AREGTIEL, INK/p38 &L\ o7z A ML AFF—XD
WALz FHE L, BO ATF2/c-Jun 2 ) YA LT 5. 29
LT, ATF-2/c-Jun, NF-«B, IRF3 I ZHE&EKTEHK L T
IFN-3 O 7 O0E— ¥ — /AL, BERHBSE Y.
IRF7 I IFN &M Em T O 0 & 2 T I A IFN, 4512

IFN- o s OMIZTHBZHIE L T 5. IRF7T13%RT 51
B AEREIRAIN (plasmacytoid DC: pDC) %\ T, &
FIBURRETIIFA LB EL L T, 7 A L ARGk, bk
@ ATF-2/c-Jun, NF-«B, IRF3DHEAKRIZL > THFEX
N7z IFN-BIZ & o TIRF7 255 S 5. HE S N7z IRFT
ASTBKI/IKKi 12X > T Ufbansb & IR IFN O 71
E—F KA L TIEEEZHEL, 1/ IFN OEEREL
WIESE %, IRFTD/ v 777 M= ADRITClE, IFN-
« & IFN- g Ol 5 OIEE A IRFT EAFHCTH 5 2 L AR S
M, IRF7 2SI IFN O~ A ¥ —#illff| [+ Tdh 5 Z & H3%
Motz

3. TLR &1 IV X535

HORGaEIL, Fio~vruryy—, BIE, FF=25
VT MBI Lo THHbN S, wikF THKRLIEL,
JEFFRMN BB X - TRERET BT 5 721 T, M
BIENTEHIL SN T TOLOEDOHE L2 LW
LEZoNTwiz, LaLl, TLROFSE A2 LT, HKXG
YE RN RN IREMRDORA 2 7Bk L, GBI Az &
5 EPHL PRI TE.

TLR %, HiRay EISIC & » 87 RO ENEHICE D 5
EF—T7CTHAIAULL ) v FY)E—F (LRR) #§D.
F 72, MIRANGEEEA vy —afF 1T — (IL-
1R) DOHMIfE NI & AR % 2 Toll/IL-1R #H [F] 8 15
(TIR XA >) 23 %Y. Wl TLR &, WFLHEIC
AL 2 W OYRERT L R S N R B 7 1
(pathogen-associated molecular patterns; PAMPS) % 3%
WL ThHOWLHEARORAZEMT S, TLRIZHEL T
W13 T — ¥ N—= A ETHE SN TBY, ZoKiEbs
) H Y RHFEEENTHS Y

%), TLR M ORI % ik T 5 /R e E 2 6
NTWeh, HECHEHOMER RS b8 5 2 L2 5

(712

Ml otz, E512, TAIVADOBRIC
Lo TE . TLR4 %)‘ respiratory syncytial virus
(RSV) ORIEERHDREIICEDL L Z &3t sz,
TLR4 O#{n 112 E%%hOC$Umgvﬁx@MW®@
FelZignW Z EAIREN T, & 5T, mouse mammary
tumor virus (MMTV) O AEOHEEH A TLRA % A L
TBMB AN L S5 2 i sy

TLR2 IMETANVA, L b A P AFTET AV, b
P HAHEIE NIV AR A A )V A TH (herpes simplex virus-
1 HSV-1) @7 A )V ARERIS T % ks 5 2 & S 5 2012
otV

2 %8 RNA (double stranded RNA: dsRNA) i3 56 5
Mz iEH s, TRIFN 2383 2k bR T AL
ADHERE T Td 5. dsRNA 13 RNA 7 £ v 22575 L
W LEE T LBICEL 2205, A%KD dsRNA Th 5
polyinosinic-polycytidylic acid (poly (I:C)) &7 A VA D
dsRNA & FkORIEEHEZ >, TLR3 52 @ dsRNA @
FAHICED L Z s s

TLR3 % TLR4 (2h1z T, TLRO % TLR7 % 7 A W A D3R,
FICE Do TWD, TLRI I, CpG DNA % #ikd 5 2&
fRE LCR%E SNz, CpG DNA IZHIE D7/ 2 DNA ©
R 2 BLY C A F UL S LT e v CpG XD S 5 B
TLY P2 ENTWD, WFIHED 7/ 2 DNA Tid CpG i
IDBEEEAD 70 S THHBEIC A FIOUEE N TV D 720, ik
BRIETER X 22 v, —7J5, CpG DNA &, TLR9 # 4~ L C1n
FoREL HIIEMEILT 5. CpG DNA 1T 7 AV RIZH
FHELTBY, DNA T A IVATHAH HSV-2 75§TLR9 N
LTIFN-o« 2 BEAE SR L ERHL DL o7V

AIFVF ) VIFEERIE, U AV AIEHERHUEE )
BETLERILETH L., 435 F ) UiFEkD—
DOTHAEAIFERNE, B bXEOT—< 7 AV AR
LA gy vu—2a GMHEEEE) (T AiEHEL LT,
TA) ARG COMRAEECTHEERICH SN TS, F 72,
AIFERFLD S ZOMHMED IR R848 b AH s, BUfE,
R RBED T O TWD, AD ) v 2T 7 b7 ADSF
Wim e TLRT 54 I % /) ViFsafk 2 0ak L, Ha %
PIEMET A P AA P HFE LA NV AFEE 2 ERET S 2
EWHOL D07z, A IFVF ) VIFEKIIEEERED
W% FEo720, TLR7T XY AV ADRG % ik d 5 2 &
AP EN Tz, )ik, TLR7 (v b Tl TLR7 & TLRS)
W7 ANV AD—AFH RNA (single starand RNA: ssRNA)

AWHBTHIEDVHL IR o7V,

TLR 2B5-9 %

4, TLR O JFHIVIEERE

1) FREVEY A NI A VR EET DR

TLR 25 %> Faidikd 5 & TLR3I DMt e=To TLR
[l T 5T — 5D MyD88 S TIR F A A ¥ & 4
TTLR &L#EATAH. RWT Death B XA ¥ &4 L“CILl

56K F1%5,
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MD2

TLR2 TLRa B SRR FX 1~
_AHAamR
XA
\\‘ ‘/// ‘(\‘ IFy—4
TIRAP/MaI Q e
MyD88
IRAK-4 i MyD88
RAKA TRAF6 TRIF A(// ‘(////’
\\\‘u IRAK-4
IRAK-1
TAK1 u ‘// @ﬁ‘ TAK1
NEMO A(i‘///// IKKi TRAF6 ~S o
RIP1 TBKA1 ®
IKKa * IKKB ® IKKely TKKp
Ik ®
IKB IRF3 - rRe7 @D IKB
NF-kB 1 / NF-kB
#% P EEME IFN-B IFN-as & IFN-B RIEM
YA bhA1> IFNS B R T IFNZE B R (5T H4a b At
o) Q> (] o
MyD88 &k FERIRERE MyD883Fﬁ'ZT-?H"J —
1 pDC IR L iERE

1 TLR O T FHIVGERE

TLRIZ7 7 30 = A X N= T LRI O 7 ) VRiEREH © A L T\wb. TLR3 & B < 4T TLR (2465 7 MyD88 fAFHY

FEHITINR T, TLR3,TLR4 1& TRIF M&KA7 1) = 48 %/ L T 5. TLR7, TLR8, TLRY |2

13 pDC IZBWT TR IFN % EEAET 5

T % ¥ 7 F IARERBE DALY 5. Ubi e dF 1L, PU Y EEAL.

receptor associated kinase (IRAK)-1 & IRAK-4 IZHE4& L
G L 2% . D, IRAKs 1 TNF receptor associated
factor 6 (TRAF6) EAHHEAEM L, IKKBEMKEIHMELS
5. IKKBEEHRIEI«B %) Y L T degradation % %
HBL, HERTONF-«B2#HICBITSE 4. ZO/FHKIT
MyD88 MKAFRYFEHE & 171X TNF- o, IL-6 % IL-12 &\ 5
To IR A~ B A VAR BHBOTEELICUWEATH 5.
TLR2 & TLR4 Tl&, Z® MyDS88 MKAFHI#EHE 12 TIRAP/Mal
EIFENDE 2D TIR KAA Y &2EEOT T8 — 551054
EThHbY.
2) MyD88 AT #ERE
FA M IA VREARKICMR T, W<OPDTLR 7 7 3

)= X YN—Z TR IFN % RS 5 2 7 F MuERE & 7
> TWwWAh, 412, TLR3 & TLR4 13 MyD88 JEAAFHI1Z IFN-
B2 & IFN #%3 ﬁléEl_TK?’i’ FiE S L VT VAR ER K
(MyD88 JEMKAF ML) #H L TWb., E3DT YT Y —
57 TRIF 252 D ¥ 7 F MEREK LR D 5 Th H Z
NS o7z, TLRA OV 7 F IVARERIE TlE, &
JETEH A ]\ A ‘/FEEK b TRIF 8L AT K TH B L
S P57

TLR4 % /9 5 MyD88 JEMKAF ML ClE, TRIF DI
BADT YT —5FDTRAM 2 0% 9%, TRAM ®
NEKIEFIVA M MEEZEZ S B, ZOFMAICARRZEA
TEHEEFICERIZRIETE R R, TLRAD Y 7
NEEINL, 078, TRAM & TLR4 & TRIF 2%
CTE Ty —DFEE L TnDLEEZLND.

TLR3 % TLR4 28ili = 5217 5 &, TRIF (& TBK1 & IKKi:

ENET A, TBKL & IKKI 28 IRF3 %21 V{9 5 & IRF3
FZEMALL, IFN-B 70— % — 2363 % 2.

TRAF6 13 TRIF & 46 LIdiny I NF-« B 25t 2 &
LI e Ens., Lo Led’s, TRAF6 & MyD88 &
TNy 2T b~ ATIEM LPS 12X % NF-kB Oif
AL 57z, £- T, TRIFIZ TLR4 ® ¥ 7 F Iz
FEREIR 12 B\ T TRAFG AAFHY & JEMRAF 1) 72 #5i% © NF-kB
ML T B 2 EASRIBE N7 Y.

Receptor-interacting protein-1(RIP1) {Z Rip homotypic
interaction motif (RHIM) #% 4~L C TRIF ® C K & # &
9 4. RIP1 RIEMBEOMAT2> 5, RIP1 & TRIF ’TKTE'JCC
NF- « B OWEHALIC O S FTh b #2505 Y

4) pDC
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74»1

dsRNA AﬁﬁDNA 1 JVADNA?

IPS1/MAVS/VISA/CARDIF *

+
“Rnlgpjs Helicase @@ 4.____CD:| Receptor X

CARD \ D

IKKi / FADD D ~

TBK1 RIP1  C >NEMO
IKKa | @(B
/ \ — KB
IRF3@D IRFTCD =AYb NF-kB

—\
%IF/N-B \ IFN-a " l ﬁ@
eor— or— g

2 {EREA RNA AU H—ED> JFIVEERRE
YAV AT E P TSRS A BR1C dsRNA 24U 4. TPS-113 CARD R 2 A > %4~ L T RIGI % MDA5 &#%4 L, TBKI/IKK;
RAFMICHE B KT IRF3 & IRF7 %) Y ERfL L 1B IFN 235383 5. 1PS-1 1d FADD/RIP1 K7 1912 NFkB & {f4L3 5. &
B dsDNA S N T > A7 2273 a2k ) IRIFN 2384 5795, ZOSEEEIAITH 5.

L COMFLIE Y A )V ARSI LT TR IFN % T % W, TLR7 & TLR9 % 4~ % IRF7 OifHEALIC 1 IKK- «
B SIM b > T\ B %S, FEAET 2 T8 IFN O & ddifi o LUETHL 2 EAWE SN Y. IKK- « 75 MyDSS/IRAK-
Lo THRLESTWA, © FORWMIMOHZMIEZ 7 A 4/IRAK-1/TRAF6 DEARD TR TED X 9 12 IRF7 %1%
WVATHIET 5 L& AHEkRMEER» KED TE IFN % AL T 2 FEfNE 572> TV e,

FHES L ENMLNB Y, IFN producing cells (IPC)

LIFERT e, SRS M, B L, IO S TLRFEFMERT L AISE

rA L, PRI RZ1Tv, THIZ G T 28600 H TLR TR > FY — 2 BIZEHLTB Y, #Mil
52 ED5 pDC EMHEND L )12k o7z, ~ 7 AWEELIR N LIy N A b= AIZX o THDIAAZY AV
HMf X CD11c sbatE B220 Bl & CD11c 59814 B220 A %ﬁ‘ﬁ’f{’: L, TOWBRDEZ8#%T5. = N4 b—2

Bt £ 12 KB & B, $E DI, pDC A & N5 0, & o> TR A F N AV ARk, fﬂiﬁ’ﬂ%f[’\]c:l
pDCIZTLR7 (& FTIZTLRS &) & TLROZ LY KV — A —=TL, HEEITH. T2, ToRXROU—-TOEIEIC
LEICERBILTBY, TV FH A F—Y A2k o THLY o THEBEMBENICY AIVAY ) LZTEAL, #E J’i’l_ﬁ
KATET AN ADKBRS % Bk 5 £ 2 bN T A Y, ’é%% AL, MIEMNIZB VT, TLR FREAFIZY £V
pDC 1 TLR7 2 TLRO ® V) # >~ F %z #%#k LT, MyD88 1k T ARIEL AT LD DL Z LD ho TET.
FRIZKRED TR IFN %2 %85 4. pDC (ERAER 2> 5 ) fﬂ]ﬁa T RNA A1) 1 — 4

IRF7 # %8 L<THBY, UVH Y FHl#HIZX > T, IRF7 X Retinoic acid-inducible gene I (RIG-I) &7 4 VA ®

MyD88/IRAK-4/IRAK-1/TRAF6 & &1k % Homk L TG dsRNA % 3 s M EAZRAE LTRE SN 10,
ftansr?, IRAK*I 1< MyD88 % IRAK-4 O Tt lZfiiE L, RIGIWEZCRIZANYV I —EFAAL & NEIZ2DODHER
NF- « B &AL ;i.“%& &RV, IRF7T DY) g - 72 caspase-recruiting domains (CARD) K X A » %
ki ’E@@%Efjf)of’ . IRF7 OfFMEALIC X TRAF6 O 2 DExD/H box RNA NV #—¥TH 5. RIGI AN A
IEXF YA —BIEELLETH ST, i, pDC 128 —¥ FX A4 Y TRNAIZHEE L, ATPase fA7Fn912 dsRNA
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#£1 TLR &7 IV ZDEE
TLR 25888k 5 ™7 4V AR IS % T o

TLRs

7 AN A DR

(HIHE ZE1H 12 R 7E)

e WY AVAL B R R AT A NA, P ERIEA VSR A VAT
RO A v ARG % 7l
TLR4 respiratory syncytial virus (RSV) & &

mouse mammary tumor virus (MMTV) D3 AKD Bz

(=¥ FY—=2IZ/AE)

TLR3 2 R$H RNA, & 2 A4l RNA (Poly (I:.C))

TLR7/TLR8

TLR9 CpG DNA

1A RNA, 4 27V F ) VFER (i AV AE)

TN EOZAEZFLET LI LIZEoT, NEKD
CARD FXA Y& FiD Y 7P fr#En T LiEa s, i
B HT-® IRF3 & NF-« B Oif ML 2 FHEs 5 10,

RIG-T O#FED EEME L in vitro & in vivo DT TR S
T&72. RIG-I ol BH 5 L AKREO LY 4 VA
(Vesicular stomatitis virus: VSV) O #% % ¥ L 72,
RIG-I#{nT% RNAILIZE»T /v o8y o35k, =
—F v v ANWIET 4 VA (Newcastle disease virus), +t
YEATAINVA, ST 4 VA (encephalomyocarditis
virus: EMCV) 12xf4 % 1A IFN 2538 % i L 7z 10,
RIG-I KIE~ 7 AIEELIEED 720, % I HAHIE
TdH o7z, RIGTKIE~ 7 A DOBRKHIRL A HE ML T,
NDV, > %A 7 A4 NVA, VSV IZx$ 5 TEIFN X 44E
WA M A A Y OEENITITEEICEESI N T, Ly
L&A 5, RIGIKIE pDC Tld, NDV Tk L CHE AR &
kI TR IFN % pEA: L7z, pDC Tld, TLR ¥ A7 478
RNA 7 A )V A1Zx39 A TR IFEN pEAEICHETH » 72, Bt
5T, BEEIMIANAINELFHETHI2H72-T, iz
FERAYIZ RIGT & TLR 20T TWB I Epssh o7 1D,

Melanoma differentiation-associated gene 5 (MDA5;~
7 A CTld Helicard & & ML Tw 4 ) & DExD/H box
RNAANY A —=ET2DODCARD FA A & 1DDANY A
—E RX Ay &FD, RIGT & FEEIZ, MDAS I3 dsRNA %
Rk L, il & o T NDV, VSV, EMCV A3 5
oA NAIEZFE L7, MDAS I3F 72, 89327V
ANVADV EADIEWNGFTdH DI LG Iniz, VE
Hix MDAS & #5694 2 £12X > TdsRNA 12 & 5 IFN-8
FEAEZIGIT A EEZ 5N TWA. In vitro DIRFTIC X
0, MDAS %% RNA 7 A )V AIZxF 9 5 4L HEIZ B\ CE
B RE % BT ED G0 o 72HY, MDAS D in vivo TD

&R RIG-T & OBIRIIAHTSH - 72, ik, MDAS5 KiR
< AHWEB E NI SNz, RIGI AT I 7V w4
A, AVITNVEHFIANVA, HRBET A VAL W7z
RNA &7 A )V A D JEGEE LB D55 Tdy B DT L,
MDAS (¥ TN F 7 A )V ADBRBICWIATH L LS
M7 572, MDAS ORI~ ZAZE I NF I AV AED
EMCV Of&gixt L, FEFICERZHEZR L. 20 X9,
RIG-T & MDA5 1357 %2 RNA VA VA # B LbIF 5 F
AU S AT 7 o 7212,

£ D dsRNA Ta % poly (I:C) &, TLR3, RIG-I,
MDAS 2L o> TR EN L L EZ LN TV, T DiE
BFDORIB~ 7 ZADHEHH S, poly (I.C) 2L % IAIIFN
F121d MDAS A%, IL-12p40 sE4E 1213 TLR3 A%, IL-6
#EAEIZIE MDAS & TLR3 Ol AT TH 5 Z L5 ho
7z. —7J7, RIGT 1 poly (I.C) Dk IZBID 53, invitro
THEE L7z dsSRNA 2 BT 5 2 LS I - 7212,
PLEOFEEDS, RIGIIZRNA 7 A )V ADHEHIZL 5 TT
&7-dsRNA 2396 #2615, —J7, MDAS DE
DVH Y FEBEDO L ZARHTH L. 45DFHIRE
nas.

RNA N1 41— ¥ D Lgp2 & RIG-T & MDA5 ICFB.OEH
TH 2D, CARD FA A Y &Fo T\, Lgp2 Oyl
BHICL->T, A IANVAIZLD FN-g 7HE—¥
—DOWEMALZ IR L 722 £ 05, Lgp2 1d RIG-T % MDA5
OHHHEFE LTH EEZ25NTWS BW i vivod
FE 72 FRAT DS 2B
3) ML RNA N 51— ¥ D 3 7 F IARERR

RIG-I % MDA5 @ ¥ 7 F MEREK C©1d, IKK a1k
(IKK «/B/7) #"NF-«B %, TBKI1/IKKi 7% IRF3 &
IRF7 #i&EMHALL €, EEZTREHALFHFET 5. IFN-p



promoter stimulator 1 (IPS-1) (& RIG-I & MDAS O T i
TEMT A5 FE LTRESHZ P, IPS- 1IN KD
CARD FAAL Y ECRKDIZ T 20— KA U675,
IPS-11Z CARD F A4 ¥ %4 L TRIGI® MDAS &£ &&T
5. IPS-1 Zhaifil56 ¥ % &, IFN-3,IFN-« 4, IFN-« 6,
NF-«BO 70 E—% —%iGHb L, VSV OHE % HH] L
72. IPS-1 # RNA-iICX»>T/ v 7 ¥ 9 5h&, dsRNA
RN ENICE A L 7ZB o TR IFN #EA4:%, VSV % NDV
\2& B TR IFN e 2 30 L7z, IPS-1 12 & 5 I B IFN @
7t — % — O LIZIE TBK1 % IKK S5 TH - 72
2%, IPS-1 IZ NS DRER L IFEEWES L Rd o7z, IPS-1
37224 —RFAA4 %4 LT, FADD X RIP1 L&
L, NF-«B OWEMHLZMRT. ZoRkIZ, IPS-1 1k RIGT %
MDAS IRFH L7 A W AIEI BT BT 578 =51 T
HHZENFWPE IR o721,

R 3 20 7V — FHIPS-1 L [[{ L5+ 0
mitochondrial anti-viral signaling protein ( MAVS) 10
virus-induced signaling adaptor (VISA)'?, CARD adaptor
inducing IFN- 3 (CARDIF)® 2 #i% L C\» 5. MAVS ®
HETIE, MAVS 28I ba v FYTHMEICEAELTWS S
ERRLA. ISPV N TRENE LEEE N A~
BMAVS D 7 FILEICLETH Y, ARBIZEIZBITS
ISPV R TOEREUEDER SN T2 19,

4) 7 ANV AT K B IEERE OB

AN AIIEEDORIERIED S RN LEEL B X=X 4
boTWwWh, 7272724V A (Vaccinia virus. VV)
DEM D AR 13k 4 72 TLR, 412 TLR3 12X % NF-kB @
AL Z T 2 2 LAVRE N T & 72 9%, A5ZR i3 TRAK-
2 L TRAF6 LA L, IO T &0 Y 7 FVEER
D ZHT. 3512, VVH5H AR # RIESH 5 &,
VV 3B E %5 7220, fiod VV & D A46R 13 TIR N
AV EFESTBY, TIR AL VRO T 575 =41
WCHETAHZEICELST, ILIR/TLR #4354 NF-«B D
EHALZHHIS 5 2 EAVRE N 1920 AAGR 13KE4 7% TIR
AL D BEEOTHT 5 —I2kiE& L, NF-«B7ZIFTh <,
IRF3 DAL & #pii L 7.

NS3-4A 1 C BIIF 457 A4 )L A (hepatitis C virus: HCV)
DEMRENT, Y v 7usr7—EiHEIC k> THDD
T ANVABEROEL 2479 . ik, NS3-4A 7° IRF3 Ok
L2 IIHIT 5 2 & A S 7z, NS3-4A 13 Trif 221 &
LTEAZY D Z &2 & o T, TLR3KIFH 7 ki % s
TH723TH L, RIGIKGFN 2RO EEST L 2 &A%
Mo 7228 flt, Meylan 513, Cardif 7%8FE# > NS3-
AAIZ L > TY BN B D, BERIEED 70 NS3-4A 12138) 5
Nz & x#iis L7z, Cardif 1& NS3-4A 12L& - T CEKEB
)55 &, IRF3 & NF-« B O L2 S 7,
Sz Cardif I I Y FUTICEETE R %H->T
AV

(VA VA #56% #H15,

INTG IV A NVAEDOV EEAIX MDAS LA L
MDAS D T D ¥ 7 F MEEZIHIT 5 B2, ok
2, TANVRRIIANVAIRSICEE R+ EENE LT
HOOAEE > TWAE I ENHL Ik - T X7,

5) MFLE T DNA D78

HT.® DNA & &%, DNA & TLRO JEMEAER I 1272
#WENIB. DNasell 3~ 077 — VAT AT 5
DNase ThHrb. 707 7=, 7TRM—=VZA%EZL
72z 7 7 I A b= 22X o THD AT &, DNasell
I2& - T DNA #2%#$ 5 %), DNasell KiE~ ™ 2 T3,
DNA OIS HE LW EH s, DNAYB~Yra 77—
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| nnate lmmune recognition of viral infection
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Toll-like receptors (TLRs) are key molecules of the innate immune systems, which detect con-
served structures found in a broad range of pathogens and triggers innate immune responses. A sub-
set of TLRs recognize viral components and induce antiviral responses by producing type I interfer-
ons. Whereas TLR2 and TLR4 recognize viral components at the cell surface, TLR3, TLR7, TLR8 and
TLR9 are exclusively expressed in endosomal compartments. After phagocytes internalize viruses or
virus-infected apoptotic cells, viral nucleic acids are released in phagolysosomes and are recognized
by these TLRs. Recent reports have shown that hosts also have a mechanism to detect replicating
viruses in the cytoplasm in a TLR-independent manner. In this review, we focus on the viral recogni-
tion by innate immunity and the signaling pathways.
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