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Toll #5245 12 VR B 1 JH &
BAE K i

Toll #£3Z{& (toll-like receptor, TLRs ) & 4F- > & BILAY 7E K SR S g FIAR A5 M A
Y2E R AR B — 2R G 1) 3% /K ( pattern recognition receptor, PRR) 5 ji% , il
TR AR R AR 543 T4 2 ( pathogen associated molecular pattern, PAMP) 2545 —
Bl — PR E B G s SR AR ( S HL ™ ) S 0 B SR e e e L o B DR SF 1 90
T4, HAT R AR R R P e e A M TR, s 2 88 (LPS) 4 e N B 3R (W IR BE TR
(LTA) JIKZEHE(PGN) (H &0 .4l DNA Fjs a5 HUAE FIAEE RNA 45

TLRs i R I 45 -6 AH W 19 PAMP, 0] J2 3 3005 40 i 915 5 5% 5, 1 gk 40
MU PR IR, A R R AE W R R WAE . 4, it Pl 32 2 40 Bl (antigen
presenting cell, APC) fx 2455 T MU A 30E RIS SE , 5 Shak Pk e e B 2 Hiis
PRI 2R R B PR I A AL v B AL . TLRs )32 63k T JH- 58 B 4 ifg 5 3 5
AN 3 5 A S5 5 2 SR Jd A

— TLRs ZZW5 B 03 G5 A RRAIE | 2238 e S 1 B SHCRH I ARy e AR

H 1999 4 A\ZE L Toll T H LK, HRTEESH AN & BLA 13 /> TLRs, FR
i TLRs IR 51 o TLRs 454 1 BUES B 11 52 4, i M4 M X 35 5 DX A oY [X
ARk, MAMX S & 552 % 2 454 (leucine-rich repeator, LRRs) , 1 45 #4) il 5 25
H 2 [ ZER , 2 5% PAMPs gy, AN[R]AYS TLRs 4070 X A 58 e A1 ], 25
PEEL & 5 1P R R , I N X 5 40 A 2 52 1&-1 (interleukin-1 receptor, IL-
1R) Mo X ZEABL, AR Toll/ IL-1R(TIR) 544 58, T 7 Toll FEZAKMI(F 5 5% it
B R EEZAEH RS, Sl w2 TLRs i Zfg. TLRs 7243040 T 4%
P2 R, B 4R A e Stk . TLR1.6.9 )73 70 A T 45 28 B 4 it ; TLR2 4
5 404 Thr T.B NK kT 40 7 A0 S8 40 i s TLR3 H Re R 570 A T3 SR 4 A
TLR7 .8 5345 FAME ML H 40, TLR1 .2 .3 4.6 ¥3RiA F4i e 3% i ; TLR7 .8 ¥k
VT X MRSk, S50 s BEORF s TLR3 7 8.9 72 AE TR PEMI A" . TLRs 151
IBCAR : TLR1 .2 .6 TH 51| 240 o MU BERR KSR M IR 20 s TLR3 U1 5 dsRNA S H:
BRI poly (1: C) s TLRS UM 4R #E 6 ; TLR7 .8 UG B F46E RNA JE 200
T LR RE A — 285 U AN K e 5 R837 3 TLR O YU 200 T 8o 7 45 DN 21 b Ay
AL CPGDNA; TLRIT Ry 57 45 591 08 JR 3855 JE 40 e 4, 302 Sk F 52 % B,
TLR2 4 i& A R N I 35 9 s an R 5 85 1 (HSPs ) (375 B g | B A ™ 1) il
FIRE TR S5 AN FIRE TR 55 , 5 3l 9 e 0 227 , Y R A At siopvd o TR 4 B, TRt o
335 21 B I, FEPTIRR Y | 2H 2 EE 9 LA R g ) G g W Al h e B VR
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—.TLRs {5 5% &%

H ATy FEEAFEBERE A6 2 1 88 (MyD88 1k Jy — i i 22 11 ) MK M
MyDSS R PIZ 875" . 4 TLRs 35 55 5 3 1 5 el MyDSS. %45
PFTEH . 78 MyD88 Hfi i i 45 i 42 v, 2 3k & 11 MyD88 i #E 22 /E ], MyD88
St e /DN BRI i W 40 AN B 5 B TNF B8 TL-12 S5 4R A1, MyD88 A P~ 45
Faydaf,, B C-viig TIR 25 447 48§, ( toll/IL-1R homologous region, TIR ) F1 N-¥i A4 T 45 4
5% (death domain,DD) , Y {& 5 TLRs 454, Bl Al S:3F MyD8S £ B 7F TIR 4544
W, MyD88 HyALT- A5 My 38 vl LLAN IRAK ( 240 Mo 2= AH O ER ) AH E/EH . IRAK
WO I, 93— Sk B 1 MR BB R - 32 AR 5 [ - 6 (tumor necrosis factor re-
ceptor associated factor 6, TRAF6) # B2 1k I 4E 58 T IRAK X1, TRAF6 th A ™
v Bl C-¥g 55 N-3g , He N v %t T30 PGS0 FAER E 2, M5 UESE, TRAF6
FEA R T, oA Bk IR nY B Wk 40 il 7E LPS Jil s — A AL E™ A2 9k /D, NF-kB
REMOE . A LR THLEI AT DL 5 TRAF6 14 F e {Z5 5 3 IKK & 47 3 Ho
W — R AR ST 5 H 4 T (evolutionarily conserved signaling intermediate
of Toll pathways, ECSIT) ,ECSIT F-if i3 MEKK1 {E T IKK & &1K; 5 —Ffhig iz
& TRAF6 38y s A1 0 S5 A A 1 BB R AL ( mitogen activated protein ki-
nase kinase kinase, MAPKKK) 7] DLk 1% ¥ 40 A= K +-B TG B -1 ( transfoming
growth factor B activated kinase 1,TAK-1) , TAK-1 i i3 NF-«B 175 534 ( NF-«B
inducing kinase , NIK ) fE T IKK & &4, NIK 0] DL 2 33 Sk W5 iz fk. MEK3 \MEK6
1 MKK4 , #E V8 FF p38 A1 INK1, JNK1 3 AAZ NAEF F4 5 5 T o-FOS, %t
SRR F F AT . IKK &S5 RHIE 5 /EH T NF-«B 25 % 14 5
PR N 5 TeB, fi 12 A0 R . 38R, A% 5% sk 1 NF-kB 5 A i 25 1
IB AHOCHK , A 7E THUE b, Y IxB FEf# IS, NF-kB JiE 25 805 , S8 5 % 15 2 40
B, HOE P RS Sh 4 5 (40 TNF-oo F1TL-1 TL-12) F1 B 5 ) 300321
CD80 ,CD86 & (A ) 5k, 175 345 s PR B 400 i 2 PR 1) 3R 38, DA T 146 e e 1k e 9 3R
g5 7% MyD88 dpffatiigferh , YR 215 B4 SHLHIE A KA, 7E A FAGA

= Toll F£3Z RTE MM oa #E M R b A0 24 FH AL

e MR BRI R FE AR OB R SN B o 5e K M S e i
PRSI AR AR TS 2 T BRI EE ) OCHE . 7E DC NK NKT 8k [ 20 g v Toll A5 5Z f£
5 2 ALY, 6T IR S (14 185 IO G I 5 ol S B P BT R
WO A 32 S KA S e B B AT B B R IR AR A W 45 . — 2 AT TLRs & 30
LA N AR B B R 0 B LA 5 8 Bl L Sk R NF-
kB IRF3 IRF7 30 , 25 TR A, A PUREEN 5 — &2 FH
RNA f# el (RIG-1) J& —Ff g )N BUEE RNA (dsRNA) (1952 44, 3 i+ 5 i AR 1Y
TR 1 MAVS (258 RMEH0 5 S B8 T 43 W 18053 , L T4 bi AR IS I ) 3% NF-
kB Fl IRFs, iSRS Wu G BFISION FF 0 76 KA S 22 403 i
TLRs {2RGR#0% 5 RERE i HBV & il Isogawa 45 ' Jy K A[F] TLRs Xt HBV &
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T2 B TLR2 3.4 .57 .9 F4AH b7 B 44 388 1o g Jik 8 5 2 9 i IR /N BRAR P, 7
24 /NP, BR TLR2 Z 48, Hi4y TLRs FR iR DIAE #F T &30 2K a9 7= 4= 1m X HBV
A AR EIER . TLR4 d@ i i —% 4L & & (INOS) i £ iK1 5 HBV 557
e N AT R IEHUREEVE M . Sato 251 B S22 % 5 f RT-PCR J7 05T T 18
P HCV 35 5 ASMNE MR A% 4088 TLR2 ~9 mRNA ik, KB4 TLR4 7 8
TE CD14 " Bz A i v 23k B8 m , TNF-o  IL-6 A1 TL-12 75 5 34 iy s a3 m, 26
TLRs 5400 [+ A5 K 518 HCV BYeAH 56, TLR3 (R 5 X 5%E RNA 55 [ Y
TREN S ., 24 HCV By ARF40 5, 5 hn 7 IEN-B F11 4 2 #3555 56
(ISG56) Ji 3+ M3 , TLR3 BELAA poly (1= C) 5T IFN-B A1 ISG56 ik, ifi i
i HCV &L "™ Tomas % BFSE TLR1 ~9 SZ A ShF1JE A AERT HCV &L
41 A% A P AR B B, % 90 TLR3 4.7 8.9 SZ iR sh I 7E 41 & il 2
¥ 40 i ELA 5 S PO B P e AR R, TLR3 .7 .9 32 AR sh 71 pli Sk —Fh i HCV
SIEIT ik, A TLR3 .7 RikGEN HCV gL R $E Ak — &0 i) 4> 7 52
Ao HWHFINR, EE M HBV JB YL B 2E A A% 40 b TLR3 .7 .9 mRNA 3£
MK, AT RS2 HBV J i FoRp Rl -3 i 32 /A #2315 . TLRs il 141755 [FN Al TNF 25
A1 P 1595 R, VRIS Thl/Th2 4 b 28 A BTk sifEH . #8m) TLRs )
AT AT RE A B IR R A NB BRI B IE AL

g Toll FE32 4K 5 it

S B P I 9% s ) B 40 S S I B AE B 400 A P A T Py 5 SR T R R BE T | A
PR RE N 2B T4 50 Toll A 52 AR JH 51 A I AR g S A4S, 3 3o B P9 B Toll/IT-1R
(TIR) %53k DA MyD88 4 it A1 AR AR i A5 5 5% T i 4%, 40 3 PG NF-kB Fl22 24 it
T IR ( MAPK ) 2255 S i 356, A2 3 T 240 I a0 isors 8 5 , SBOREE RN T
U0 TL-1 IL-6  TNF-o BRI, BT 28 P4 B DR - 1080 , 76 7™ o0 400 405 1 o 38 4 3ok
FRrh WA AL T OCHET . SO, A PR AT LR AN | TLRs 363k, 46
A PE A AR, G2 AR 5 R 40 B, 38 A 33 -5 R0 M R A R T Ak S 4 B,
PRSI SR T R 203 P07 1 e 28 7 T R 31— e b 3 5 VR P, T 32 i 4 L 38T 4
B W 20 L, TR Tt 4 L PR B A S A AR AR 5 IR IR AR BE BT AE
52, TLR4 #% LPS #5532 5 B AFIEHi 45 . Hua 2517 CCL, 5 & K RIS PE BT
YR EF 4 A i # b, WLE I 20 21 5 2235 o 40 Jfd TLR4 3% X 3Rk A8 1k, 7R 45 7
CCL, 2 JHJ5 , P25 8 35 40 s TLR4 mRNA IR, 78 4 JHF1 6 ik 25
W, 7E 8 JETTUA TN M, T AEIE 3 AT 441 h TLR4 mRNA F3kMKTF , 76 1F 3 19 3%
F1 0 MRS I A 2] TLR4 mRNA 2635, IES27E CCL, Y-S HF055d #2 b, TLR4 JEp 3
A R, R RS A R R P A A M S A O, I BT AR ) N B R T B
i TLR4 ik, BN FE BALB/C /NGEUIE I RS 11 5T D-E L 3L
(D-Gal)900 mg/kg 5 LPS 10 pg/ke, 2 52 30 5% -5 45 Tt 45 2 o 00 JHT- 4.1
TLR2 mRNA &3k, H e 4ifb2g 7 i gs TLR2 8 H 1Y ik, 45 1 o 15 /)
SUHFEH U/ 5 638 TLR2 mRNA |, 2524 1 /i 33k i 3380, e e dH 20kt s
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TLR2 £ HWA Ak, KB TLR2 v G848 1o )3 8 F U7 28 M S i & R 2638 )R
WA TR S 5 D-Gal/LPS i S Ay R & PEAT 5208 . Jiang 25" 728 205/
D F| B (LPS/D-GalN ) 175 5 1) /) B & P i s g A A v % 31, A TLR3 Fi 4K poly
(I: C) e ST a0/ B, AR 0 R B M B T2 B i R ok, AT 3278 TLR3 {55146
e nlda N E VR Ay TLR4 M55 LPS sk p it 2y, REpsl e
RS SR AR S HL =W 25 IR S FLRE B PN YR ) B £ AT 3 ook TLRs 4 M5
SHSEAEH, S 8O E R A A0 K 7R, & BT A 5 | A 4
b AL RS YRR 25 M B B e e . BRI TLRs (55 4%
S — B T B RN 24 W 0 3 BE I TR YT BRI T S

iR e

S TERMIE A E TR R AR BE 194K, TLRs VB MR 4% e R S 22 5 18 i
PR PE BIMFGE  FEVF 22 B R o i 58 #4055 IERH TLRs SE R TP i 2958
i B R IR A O . FERlRTET AR, /E T8 2 TLRs 5w atss . REiEdE
W, TLRs 2 5 IR & X A0 ed SO 5 s O, I 12 2 5 41 44k I8 5 I
A SR FE AR AR R . B AN /D TLRs 59RERTE R 0 F oS 4138 , SR
A TLRs FE[A]—Fp & v 5 A AH[A], [6]—Fp TLRs 76 A [F] 28U (1) )1 & H 5=
RWAHEE . TLRs 5 A2 40 A LI 5 R e sE Z B R9VE LS anfef 2 TLRs
22 B PR R 2 57 X B[R BRI ML A A KBRS , i8G5 T —20 IR
ASY . MEREE RIS AV R R, X LG &2 W . A
WS IR BEPE R R R AR S e N 28 2 18] 1) 42 2% o R AN RE 48 7~ s B 14 1 4R 19 41 i
FarT G ZERLE] , 10 B Sk By 96 8 5 P I 28 B AL 8T 14 SR s
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