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RIERDVAET 5.

Fhm G EOBRYPERAIBA LB ZENZHRL LD E AV A7 4L LT
CDORERITERE L EEGENS RS, T M B Ml &2 X 550

PRI TIEFFRNTH 5 L Bb Tz BRGEIER DWW TS TLR (Toll-like receptors) D%
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LDEEED TLR 77 3V — X N—=13 4V ADOREK S %

HRIEIREEIT o TWAE I ERSho 7.
12 & BB S o T E T,

FLOHIC

IRIEARDEARIIRAT B &, SIERIEZENS OIFEAET
FTARLPITHA LHERT 5. WAETIRRIERIEIRELH
SROGTE RS RIRIC T B S E ATk S (R1). JESGE

TIE, BEEFEHER L V) i TEEOM 4 1277 55U
FRFRE 2 RO AR T Mg B MilaRmic I 1,
H O DLRAOISPUFIT LS 2. —FHEKBEITEIC
~ru7y =7, BHRMIRE, FFaIvd T Mg &
Lo THbNG., T CHKRRIERR, RN EANE
N & o THEARICRLS 5 720 C, BEISREITENIL S
NLETO—RLOEMREEH L2PLTWEWEEZ bR
TV, LALGAS, ZOHKGMIEICED L RN D
SO TERN G ZHEMEE AV TMEWOR A ZREH L T
WBZ NG, oTEI BMIRER T Ml 7 { SRR
DAL WVRERTY, Toll EIPIEN 5 ZRRAER & H
RIICEERE L, M5 &< NF-«B OiFHLIc L o T
PLEW AT T FOSFE SN, BRI 2 BAeBh i A3 7
T5ZEDPI96EICHS N o7, 2 LT, HRGIESR
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HARSIZ O AL O RIZ LY,

LI IFEN 238 LT A VAR
7 A v AJEGERF D TLR

TLARIGESETELIENGhoTEI, ZOHEITIZ
MFLFICB W TDH Toll DFFFE (Toll-like receptor, TLR)
HHOEE D, BARIEHE LM OGO T % 255513
TLR 2/ LTiThbh b Z EAHBL 2D, R &MY
W, TLR G EICHE RS 27T 50 LTER
LNTW72s, WSOPD TLR 773 =274 VAD
WS 2 ik L CWA Z EDH Lo TE . T2,
W%wx@%mﬁgﬁiéhéWWl4y7—71uy
(IFN) " TLR A L THEENDL D DONH S Z &b 5ho

TE72. AETIETLRIZL 57 A )V R JEGEBh TR 2B L

FIAA S i
X a7y =37 P
Bl
R BHkI Al
NK#H T

255k ML L 7200 PR 5
e TR AR 7 I
gty | B 0 7 TR

X1 BR%EEESRE

WHFLBE TSR IT R & < FIRSOTE & A SLE 1250 1) 2
CEHHEL . MEANIETIE, BIETEREE VD HE
T DM 4 1257 B PUE SRR & B0 S AR THINE
LBMIBREICIEH SN, H5W 5 RIMOIREUE 120
Wt B, —HEKEREICY O 77—, BRRHT,
FFa2INFT M EIC L o THbN, JREARICEE
B 7 fAGE 2 Rk T 5.
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T, REDMRZZE2 THHT 5.
Toll-like receptor

TLR &, HURAMEIENC 8 v X7 B OMEA/ER b
AEF—T7THHUL )y FJE—=F (LRR) Z#Ho.
¥ 72, MIaMMEEIEA vy —a 1L e Ty — (IL1R)
DOMBLPIFEIR & AR % B2 Toll/IL-1R MR %EE (TIR
FxA4 ) 2HT A, MyD88, TIRAP, TRIF, TRAM & \»
STZHIBBANOT 7%= TIR RAAL Y EHFoTw5hb
®2). V7Y FATLR IZKEAT 2 &, (TLR3 DUto)
ETOTLRICHE L T ¥ 7% —TdH A MyD8 28 TIR K X
1% A LTCTLR &fEEL, RU Y/ ALF = v FF—F
@ IL-1 receptor associated kinase s (IRAKs) #{GMHALd 5.
% ® 1%, IRAKs 1 TNF receptor associated factor 6
(TRAF6) &AMHHEAEM L, 1« B kinase (IKK) #8416 % &1
fbEes, IKK#EAEEKIZIB % Yl L CTdegradation
AHEL, IEHNTONF-«BE2HICBITEE5 (R3). 2
D MyD88 % /9 A #2ik1d TNF- @ R IL-6 &\ o f_/\ﬁ&*
A N A VPEEICYIET, MyD88 A ks & X1
ncwal)

WFLEE O TLR 1, WHFLEEICIIAEAE L 2V AYREAR T X
ARAF S N7 22 % (pathogen-associated molecular
patterns, PAMPs) % 3%k L CHl®W, EW, 25EHR, 7 A

IL-IR7 73V —

IL-18R

(IL-1Rrp) T1/ST2

IL-1R

K2 TLRAL-IRZ7 73V —

TLR773IU-—
N
aoq4>>VyF
JE—K
J

TIRF‘X'(“/Eg H

(Y ANVA 5E54% 525,

WA EOR A IREAROR A% EAT 4. TLR 133U

TIIEEL T — ¥ N— A L THESATEYY, 20
KEFE) 7y FaFAESN TS (K3).

9, TLR4A 37 7 LMW IE O ML RER 57 T 5
lipopolysaccharide (LPS) &3 7" F WAZZEIZWLED57FT
HDHIENWSNITh o7, TLRA IZHHT LPS @ 7
FNVEEZDZENTEY, MD-2 LREN LT 7 £41)
—FEPLEE TS, TLR2 1327 T LBk O M EE 247
HT L) RS A AR TF F7Y) B v %83 5. TLR2
1Z, TLR1 % TLR6 & N7 0¥ 4 v —% L, MEOY R
T F P OB DN E R LT A, TLRS (241
WEHREOTHL 77V 2 Y EFEHBT L. E51C
ME®[WA§1iR@UﬁyFaLTW%Loé_a#
3o TE 7. CpG DNA ZHE D7/ 4 DNA O
BECHIT A F ML E R T W2\ CpG EEFIA D 2 HE T <
DR ENTWS, FLEEO 4/ 2 DNA TiX CpG EY)
DIFEDN AT CEHEIC A FIUEEN TV S 720, K
EEH R v, —75, fE O CpG DNA 1318 E 05 %1%
ML S22 EALIRTL D A S Tw/z. TLR9 A5HIE O
CpG DNA % 3i#$ 5 Z LS 2T - 722

TLR 1ZHIHE O WAREL SO & 7% 53, BEH R RO
Wb BT B Z LG SR TWw B2,

AR

MyD88 TIRAP TRIF TRAM
/Mal

TETE—3FH

TLR (3ffgshica A > > ) v+ ¥— b &F>. TLR & IL-1IR OMINaNHEIEIIAHR

k% ¥H TIR (Toll/IL-1RARFE)

NAA Y LIRS, TIR FAAL Y 2HT 525

RIEKREL 77 I —2KLTBY, BULHBENY 7PV FH LT
Wb EEZ 515, MyD8S, TIRAP/Mal, TRIF, TRAM & \» 5 7= TLROMBN D 7 5

— T ATIRF AL V2o Twhb,
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/\"709: KTUAH 7-5:/1 ys ssRNA dsRNA
HHR L RNTF K (3I4U% YL HEG L
(I 1 W RE) CpG DNA
EE =i el
Y t/\? FK
=
TLR6 TLR2 TLR5 TLR9 _TLR4 TLR3

TRRENNRRRIED

IIIIIIIIIHIIIIII

TLR1

TLR2

[T

TLR7 E

JARERNARENN

[TTTTTI
[T

]

Ny

30
MyD88 [ IRAK-1/4
MyD88{k i i i ? TRAF6
@ NF-<B 7MY A RH1 L DEE
3 TLR7Z73IU—QUAHNEDTFIL

TLR2 3 RTF K7 I A RMEDO ) RRTF F2R#ET 5. TLR1I * TLR6 (&

TLR2 &AM X,

WL, TLRS 37992 ¥ 23T 5. HR9iQﬁDNA%THBidﬁNA%Mp
T, TLRT QYA VAEDA IV %)) 2B 52T TR,
ZDXHIZ,

VY FdbILhbrol.
LTWwWabZepbhrb., TLR VATV F
@757y —

4 A VHEEIZLETSHS.

TLR &1 IV ZADEREE

FRLORRIZ, TLR Akk4 2w 4 i+ 25 2 &
73@%# oTERD, 74 VAT S TLR OS5

RS 2HENH o7, T2 =T 7 4L ADopen
reading frame @ A46R & AS2R 7S IL-IRX° TLR 7 7 3 V) —
O TIR FH L MHEEZRL, T oOMEFEIFIHIZ LD
A46R 28 IL-1R 12 & %, AS2R #8 IL-1R & TLR4 12 & %
NF-« B OWEALZ I L, 4512 AS2R (£ MyD88 O Ik 3
FYRNATTATD L) miEEFED 2 LG sz
ZOFEFE, IL-IR % TLR 257 A )V Af&Ge|2nt L THEE
LEEE L TWE I L RRBL:

é(b\“f‘ TLR4 7% respiratory syncytial virus (RSV) O REl&
HEHORIED L Z Lo 7z, TLRA OEEFIC
;15'%%?#’3 C3H/He] ¥ 7 Alx RSV DJEGL|255\\ 2 &A%
RENTz. E 512, mouse mammary tumor virus (MMTV)
O AMEOREEH AT TLR4 %40 LC B Ml 2 imMAb s¢
LG EI N/, 2O X912, TLRA EHIE O B
GIEFTHELTANVAHRDE Ewmp IHMboTnS

T B MyD83 Lt

)RR T FOMGi 7 i 2 785k L7 5. TLR4 (X LPS %72

i
ssRNA %
TLRIS IR IF A 5 FE 0 2 ik % 5k
ek $ 5 &, TLR3 DAt 4 To TLR 12
TB. IOV T FIVEERE SR

ZENG o 72Y,

2 734 RNA (double stranded RNA: dsRNA) (& e/l i1 %
HLSE, v A VAERZ I A >y =720
(IFN @ / 3) % iFEd i bICEN R 7 AV A DRERELT
TdHAH. dsRNA 1 RNA 7 A4V A )35 EAN 12 &g L8
I LA DAY, AHD dsRNA T3 5% polyinosinic-
polycytidylic acid (poly (I.C) ) 127 £ )V A ® dsRNA & kgD
%Fé@%ho TLR3 %% Z® dsRNA OFB#kcEb 2 2 &
DIERE En7Y

TLR3 % TLR4 121z T, TLRO®° TLR7 & 7 1 WV ADFE
ICEbD o> TWDH, TLRODY H> R THAH CpG DNA 1
ANV AE L, TEMIAERHAL (plasmacytoid
dendritic cell: PDC) 7>5 KENDIFN- a % #FE Y 5 2 & 3
LNTWS., ZOEIZ—FHLT, DNA VA VATH 5D
herpes simplex virus-2 (HSV-2) 2% TLR9 % 4L T PDC
% fili L IFN- « %Eiéﬂ‘%\.&i)‘ﬂﬂ%ﬁ‘ %0,
TLR9 28 DNA 7 4 )V A®D CpG BLhl 27k L THLoy A WV A
VE #3835 2 LS I 572,

A 3IFVF ) CEFEMRIE, T AV AR PUES R
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REETLERILEMTH A, 435 F ) ViFEEKD
—DOThbA4IFENIE, B IO =Y 1)L ARG
LpRMaryva—2a (GHEREE) (T HEEEL L
T, 7AW 23 LOMRKECTHRICH S TWE.
72, A IFERLD L EOWFHMEDTR R-848 bEH SN,
HAE, BERRBES b TwD, 4D/ v 277 b7
ADIEN 225 TLRT 254 I 7 F /) ViR % ilak L
A R IIEMT A MO AV RFE LY A IV AT % &k
FTAHLIENPSLN IR o7z, 4 IFF ) VFERIIE
Wtk ORESGE 2 FFO 7290, TLR7 137 4 IV ADO R 5 % ik 3
5T EFTFHS T, ik, TLR7 (& b Tl TLR7
& TLR8) 7 4 )V AD—A$H RNA (single starand RNA:
ssRNA) %5 5 2 S 2T - 7212

TLR & | B IFN

TLRZV T Y Failid4s L, REUETA AL R
TENA ERFELMERICE KT 57T, MlaFkm
RN T OB & R S TR, 7% b b SR
AL T 5. TNF- @ % IL-6 S0 KJEMET A by A > Ligk
12, WSOPDTLR 77 3 =TI IMIFN #5559 5 2
Lk A, TALIFN 12, MHC 73 FO5B 2 m L, Bhk
Mg o pi#, CDST MilaDIEMHLEZFHET L LI2L )T
VanNy bELTHERELTWA, TRIIFN (21, 10/
LB TIAL TR D a & 1 BEO BAFET B 0T
o IR IFN & 1 i oLBoZH/ k%L L ThEot
VRIS BE 2 51T 5. LA L, « & p & TREEME, &
BRI LBELREERN 75222 > TH Y, e D TLR
&) TR IFN FEREIEVWS A SN S, 1A IFN %55
T X % DId TLR3, TLR4, TLR7, TLR9 O 4 FMHTH 5.
TLR3 % TLR4 %% IFN- 3 2 #4450 12x LY, TLR7 %
TLRY (3 IFN- @ & IFN- g Ol J7 % 4 52 E AR 2.

TLR3 & TLR4 %919 % IFN-B DEAE
(MyD88 FEkFF IR ER)

MyD88 ® /v 77w k=< ATIE, TLR3 K< 4T
@ TLR #EIC X 2494 b H A VREEDITEE L TWzicd
b 59, TLRA % TLR3 2§ 5 ¥ 7 F MR C I
NF-« B & MAPK O iEMAL KR L L TRO 57z,
TLR3 & TLR4 %9 5 ¥ 7 FIVIEERIRIZIE MyD8S %
I &7\ MyD88 FEMAEHIFEIR ATEAL S AT D hr o722,
CORKICEDb BT YTy —453F TRIF #FgE LY. 8
ML E V7B SR T, TRIF & MyD88 & [k
12 NF- ¢ BIKGE 70 € — % — 2 G L L2, ZRi2inz
T, TRIF O@FFHIZ MyD8S & #7411, IFN-p 7 0%
— ¥ — & IEF IR HMEAL L 72, TRIF AR ToORE %
HOPZT B2 v 7T b~ A% E$ L 7% TRIF
Dy T <y Ald TLR3 OV %>~ FTHhAH dsRNA
P X B TFN- g K O IFN @8BT8 AT E &

(VA VA b4k %275,

NTBY, IFN-BEAEIZLHD IRF-3 OFEILDIHE L
Tz, E5ICTRIFD/ v 7 7% b~ ATid TLR4 ©
)Y KT&H D LPS il X 5 IFN- g KON IFN #spi
ETHOBBELEEINTBY, IRF-3 OWFHELD Mk
HELTWw, DEoZ & kb TRIF 25 TLR3 & TLR4 O
MyD88 FEMEAF IR o TV D Z ENHH S N o 72,
TLR4 %45 % MyD88 IEMAFIFEHIZ1E TRIF 7213 T
{, ELIZTIR FAAL Y& HT 5T 574 —4F TRAM
BUBETHDLZEDRAD ) v 2T F<7 ZADMFH DS
51275729 (R 4).

IKKi & TBK1

T AINVAR TLRIZK > CTI B IFN 3R SN B AT, T
IFN OEz 133, IRFEBERT7 7 3 =55 LT
WALZEDPHLEMIH Y OOH A, BIEIOEEM S LT
52 IRFEBRT77 IV — A N—05L, FiZ IRF-3
& IRF-7 757 A )V A2 X B IFN pEEICVEORET-T
H5HIEPBIETRIBYT AR AR L ) RENT
WBD . i, 2 207 Vv — T HIRF-3 &V AL LiEt
Ity aEEEZx % L7289 Hiscott 5 IZEERFOY —NA 7
)y FAXAZ 1) —=Y2775, noncanonical IKKs T»H 5%
TANK-binding kinase 1 (TBK1) & IKKi/IKK ¢ %% IRF-3
LREAETHLZEEREL, nvitro ¥ F—¥T7 vk A2k
5T, TBK1 & IKKi2SIRF-3 D) Ytz FHiE4 22 L %
ARL72. RNAIICX->TTBKLI L IKKi %/ v 72 ¥ %5
&, A NVAIZEBIRF-30Y Y AL L 728,
Maniatis & (& TBK1 & IKKi O3z & b IRF-3 Ok
fbr IFN-B DREAZFETE L L 2R LEY. 51
%72, TBK1 K~ 7 20Tz Ha Tk ¥
47 4 )X, Newcastle disease 7 1 IV X, dsRNA, LPS
2k % I A IFN K O° IFN #FEM#EE T O %% N,
TBK1 BUEDSTFTH5HZ & &S HI2 L7210, TBK1
Dy T YT RO TR N — 2 A XN A
ETH A 7%, Cheng 513 TBK1 & TNF-a D¥ 7N/ v
7T by ARERLURNT L7, TBK1 RE~v 707 7
— Y TlE, LPS ® dsRNA 12X 5 I B IFN O FFE I EE X
nTwzz, LiaL, ¥ 4oLV ATHEL %A,
TBK1 KIENEEMAMESF M Tk IFN SFEidpEE s hTn
7, vrm 77—V TREEISR TV ARR-7. &5,
TBK1 KB BRI C By AR R o TKKI % SRl 5833
% &, IFN B AIE L7247, BRI 72w IKK % i)
RBEEETHEEL o7, ULEORKEELY, Chen 5
& TLR 12 & % IFN #3213 TBK1 A BB 2 %% % F72¢
A, TANVAREGIZ L B IFN FEICE L Cid~r a7 7
— V8, KK 2SH#RICVE L, Ml Bvsd 5
ZEERLAEW, %413, TBK1 £ IKKi®/ v 7 77 b
Y AERMERL, IR MIEIC BT 5 T A IFN #E
ARt L7z, TBK1 KIBMIFETIE, LPS, dsRNA %7 1 v
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dsRNA

[T
X

= ) MD-2
TLR4 TLR3
=

TIRAP/Mal TRAM
MyD88 TRIF

IRAKs €O
V. KK-ia””

TRAFe 228
o Text

|« B
NF- « B |. IRF-3

\Frigr— " gy r—
RIEMEY T NHA VEE IFN- S &IFNFE S FEEDFE
MyD88EIZ AR MyD88IE FAF AR

TRIF

i

4 TLR3 & TLR4 O JFIVGERE
TLR3 & TLR4 Z1& MyD88 JEIKAF (e A7 4E T 5. TLR3, TLR4 Oz L b
TRIF A TIR KA A > %A LTCTLR3 7213 TLR4 LfEETAHE, ¥F—EThA
IKKi & TBK1 2° TRIF IZ# & L Tl b s n s, EHI2INEDF F—EWiRE
WY IRF3 %) YEML$ 2 Z &1L ) TFN- g % IFN #REti i fm it sn s,
CNSOBETEORBIZL D A VAT 2 RERIEHTFELS NS, TLRA
® MyD88 JHMEAFHIFEIHKIZIZE HIC TRAM 2 E L 5.

% TLR7,8,9

==
MyD88
IRAKs
TRAF6 lRF\7
Kinase X

I« B
NF-« B
“~ NF- B —> v IRF
&r'liﬁ»r NhAUEE IFN- awnﬁ.xw—

5 PDC Z$5173% TLR7,8,9 O 7 FIURE
TLR7,8,9 1% PDC 125\ T MyD88 A7 IIZ TFN- @ % e 24 % v 7
EERBE %> Twah,. 2o IFN- a A, MyD8S/TRAF6/IRF7 A1k
X o THIf S TwA, IRF7T 2 YB{LT 5% F—BIIARYTH 5.
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AKX BIFN- g K OY IFN FHEMEE T OB EE S L
Tw7z7s, IKKI RIEHMIBTREZEINA TR - /2.
dsRNA 2 & ZIFN-p3 K OF IFN #1551 o 58k
TBK1 KAEMIL T —#720 5N /7%, TBKI/IKKi %7
V7w 7T b= ARSI CldsE eIk L
Tz, DEofEf LYy, TLR3, 412k % IR IFN T
£, IRF3 ) ¥ #{bidF 12 TBK1 12 & » Tirb i, IKKI 1&
BRI ZVER 2 LTV 5 2 RIS 2Tk - 7212,

TLR7 & TLROZNY 5 | BLIFN DFEE

TLRY ¥ 7" F Wik, V4> FTdhAH CpGDNA OFEHEIC X
0B DA FERRRE ST 5 L ) B A FFD. CpG
DNA (213 IL-12 FEAEHERE D 5E W classical CpG DNA O
KRR D R 72 5 A/D type CpG DNA PEMET 5 2 & 25
Lk lroTwd, < AR IL CD11c Mk
B220 F&EAilL & CD11c §9F 1 B220 Byl & 12Rp S
b, BEOSWEICIE, AV RARLEOBIZKED IFN- ¢
AT HMM L L CHEE S 7z T8 R AR R
(plasmacytoid DC: PDC) »8& ¥F N 5. A/D type CpG
DNA T Z @ CD11c 55k B220 Bt (PDC) % filifd
% &, IL-12 O classical CpG DNA CTHlE L 723854
Itz hs, KED IFN- @ 2FHE$ 52 L hbho
72, F2INSFTRTOREIE TLRI 3 & OF MyD88 /K 54l
fa oy LT, —J, TLR7® TLR8 D) %~ KTt
Mo PDC 2 Hls 5 &, FAFRIC IFN- @ ZEAT 505, 2
DOFEEFED MyD88 LA K TH -7, TDIEH I
TLR7,8,9 { PDC |23\ T MyD88 A7 12 IFN- o % FEAE
T AR % > 7T IMEERE > T0 b 2 &G ho
72, wlE, AL, BROY N Ty KAZY)—=
7 TR T IRF7 A5 MyD88 &#A3 5282 Wil L 721,
IRF7 (3 IRF3 L[ABEIC TLR U H Y FRY AV AIZL B
type I IFN OFFEICE DS EZZ 5N TV AEERTTH
%. IRF3 d#ik L7z X 912, FIC IFN- g DA I HY
IKK B# ¥+ —+¥Th2s TBKIL & IKKi 2o THEBAL &
5. —%,IRF7 13 IFN- @ ® 70 E— ¥ — & &AL %
ZEDIRENTE 12D Z DOEFNIRTEHAL O IZ 3 - 2 )
LLTCwWhhorz, IRF3IELEF 7 ZIZRB LTV A,
IRF7 1336 EOMBLTHRILL THBHF, TR IFN fl#ic X -
THEEINTL A, L2 AHY, PDC I3 IRF7 2 HFIZS
HLTBY, Y1 IVAR TLR7, 8,90V 7 FIZn LT
BEHIZIFN-a ##ET L. TNbDZ 25, IRFT IE
TLR7,8,9 2% % IFN- a MEEICHED L Z L FHEENT-.
FEBE, MyD88 1Z#fa T IIRF3 & I3f54 L2\, IRF7
LIREEREA LTV, MyD88 IETFA R AL Y24 LT
IRF7 L4461, HFAmIC IFN- ¢ 7 0E—¥ =% FMAL S
HZENHE NI 72, E51Z, PDC % A/D type CpG
DNA THl#4 % & IRF7 (ML 5 B~BIT L. &
AN, MyD88 @/ v 7 7 h<% AD PDC TIZZ D

(VA VA b4k %275,

IRF7 OBMATIZNSE L Tz, IRF7 13 MyD88 L #5463 %
7207 T% <, TRAF6 & bi#EET A L mhol. ZL
T, TRAF6 DY FF > F A 7 — AEEDSIRFT DG MAL
BRI e gho7z (R5). BlEOER LY TLRY, S,
9 %4 % IFN- a pEA I, MyD8S/TRAF6/IRF7 #i &4 KIC &
S THIFEI SN TWD Z EAVRKE SNz, TLR3, 4 %47 5
IFN- 3 pE#13 TRIF 2 TRAM &\ 572 TIR F X A ¥ %4>
78T =450 IRF3 OIEMHALICLETH L DI L,
TLR7,8,9 %49 % IFN- a FEA:TIE, IRF7 %% MyDS88 |Z1H.
S LI SN S L) HTERICLI=-7Th 5.
F72, 20 IFN- @ A2 IRF7 # HEMIZEHEL TWw 5
PDC I2BWTOAR LN L, MERNLBERTHL S
E LU T A, BRI, IRF3 %) v+ % TBK1
»J v Ty k< AD PDC Tl&, TLRY %445 IFN-
a FEENEESNT WAL o772, 4%, IRFT 2V Vi
b LIGHAL T 2 BER ORI 72 5.

BHUIS

TLROFE LR, BRGEDIEELD X 5 = X L H35H
LRI o Two 7o, MR O WARE S = 7853 %
EEZHNTW/TLRY, HALBHENTLR7 73— A ¥
IN=ET A NVADHERBT 2B L TWbH Z &2 roT
&7z, ESIZFDOTFRICBWTINIFNASEEE S NS Z LS
HOERY, 7 ANV AR 5 BIRBIEIC X 2 EGgebiiH
RGBS E )R bNDIRDTE, L2LEaDNS, fisxD
TLRO FRD Y 7 FMmZERZFNENIELR Y, F7-400
ORI L > THORRNTH Y, ZOREIIIERE ITHMET
H5. T, TLRIZHKA Ly AV ATHS 5 B GE
JICEDFHETLHIELEZOLND, T ANV AEYGEITT 5
HARGEISE DRI EbOTEETHLEEZOND.
LSBEORBEVPHREEINS.
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The immune system has been divided into innate and adaptive component, each of which has

different roles and functions in defending the organism against foreign agents, such as bacteria and

viruses. An important advance in our understanding of early events in microbial recognition and

subsequent development of immune responses was the identification of Toll-like receptors (TLRs) as

key molecules of the innate immune systems. The family of TLRs in vertebrates detects conserved

structures found in a broad range of pathogens and triggers innate immune responses. At present, 11

members of the TLR family have been identified. A subset of TLRs recognize viral components and

induce antiviral responses by producing type I interferons. Recent accumulating evidence has

clarified signaling pathways triggered by TLRs in viral infection.
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