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[£82R] M2 440 Toll A %4k ;A 4%
[FEZESES] R575.2 [XmktriZ®E] A

BRI AGE  GE SE R S B & R 3 AT 5] R
YA P B BE R AR A 4K B RORT /Y 4 BE R BE SR N 32 1
(PRRs) j8 3 P50 8O J5 1 43 F- 82 fil & o 5 1k L 280 3 47 4
LB &, o 5 RAE A E . Toll #£3Z {& (Toll-
like receptors, TLRs) J& F #2005 32 78 K i, AL R 5F L fig
LA AP IR B AR — % J5 A 56 43 F B 5 (pathogen-associated
molecular patterns, PAMPs) F1 Py J5 14 Bt /& 45 M o o F
R (damage-associated molecular patterns, DAMPs) , # 1A N
J2 2 Pl I M R 0 5 U E SR 1 ik & 7

JH£F 2 A J2 i 25 b B0 PR R 5 1R I R R 1 450 495 A 4 A » o
WO 4 i A1 3 i Cextra cellular matrix, ECM) B i, ECM &
JC G5 i 2R A L B0 ECML 3 B2 U BG4 28 L T 2F 2 4k )2 2 Fif
1 M s S [ A o LS ) 0 2 8 B O ) IR Ak L R R
BT EIR AT LR LAk A5 I b b 4 bk B B R O L T
Y 980 BN fith % #% /) TLRs 76 27 44k 1) & 4B R i 7 vh
RETREEM.
1 TLRs

TLRs & — 215 2 (82 R 51 32 1, B B F 1988 4E7E R
WA N KRR, &4 Rk, AEp3E & B 10 A~ TLRs(TLRI1 ~
TLR10) /B 2L 12 4 TLRs(TLR1~TLRY, TLR11~

* EEWE:WIEAEFETEISH (122ZA039),
£ ,E-mail ;1400124746 @ qq. com,

[XEHRS] 1671-8348(2017)20-2853-04
TLR13)™ ., TLRs 44 5L R B 4095 B 1 A 42 10 56 — 3 B e
FEFRIRTNC KM B 05 48 i B 5 20 0 L b B2 48 B L i &1 4
YA PR AT . AR R A5 40 M (natural killer cells, NK) . v8
T 4055 im0 A8 BFIE . 32 22 78 I 2 0K 40 il Chepatic stel-
late cells, HSCs) . I 48 e #1 Kupffer 40 it (KCs) k F ik,
TLR1,TLR2,TLR4,TLR5, TLR6 #I TLRI10 & {3 T 4il it &
I .7 TLR3,TLR7,TLR8 F1 TLRY W] & 1 F 28 it 4 19 P 18
BRI SE

TLRs J&—F B AR F Y 1 BUES 2 H 6 4 L Ah X
EERER I IX 3 TR X, MR E SR EA MmN EE T
%1 (leucine-rich repeats, LRRs) 41 i . JF LRR 5 51 7 H 7] 53 B o
BERES ML ] F 2 (myeloid differentiation factor-2, MD-2) & —
AR DNAE B ARG B 2 A B A AR X A ST By BE Y 45 A J
AALBEFN TLRs 1 o S0 X 45 45 T 22 57 T 40 o 35 78 . 38 R 2 5 %)
9o B AR A D 11 R e i B DR S 19 R A2 43 F 45 49 B PAMPs (1317
TS DT 1 58 7 A A AR R L R E TLRs S e 44 8 531 A BURR
P RN M I BE B SR AE 5 R A AN . R U L AR X P e
TLRs 154 56 Bt ARy 524 25 5 B9 B AL & 38 25 IR 500 R 3 2 9
s VERA . TN X2 TLRs {557 S 00 X, H 45
9 5 A A -1 Gnterleukin 1,TL-1 AR {BL 8588 9 Toll/

EZEB A A 990 —) Al L. FEMNFHWES SRR IR. & &fF
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IL-1R (TIR)&5#5, J& TLR 5 F #5540 7 A0 G AR A
SR W51 8w o /E oo

TLRs 15— R IR0 52 04, 7 541 0 B 1R 25 & A g
o 9 I PR L IC A BT 43 kg A0 T T A R P P T A . A
PRS0 R R . B PAMPs., 2 A 9 oE 4k 5
A ST B A3 F P O T A 0T A TLRs 32 SR 5 A 4 4m
MRS A 43 TLR1,TLR2 1 TLR6 =BG G 5 41 i BE i 43 »
W R N-BE NS E A H %R B R G R .
TLR4 WA G~ B/ 40 i BE 1L 53 B 2 4% (LPS) , TLRS 3 41 74
B3R . TLRIO D0 o] 545310 437 F 28 M 4 B A0 A RS 37 J8oG 2 b
B TC A 5 62 T 4 M P9 A TLRs 3 % YR 50 40 1 806 35 R » TLR3
B0 3 B RNAL /N T 3t RNAs, TLR7 5 51 J5 35 5 46
RNA,TLR8 ¥ 51 9% % 2k 41 1 /9 RNA, TLRO 35 51 I H 3% 1k
DNA(CpG DNA)EH - Py Y i 14 B DAMPs, 75 41l fifg 41 22 i
Rfiee 2 2030 A0 L BL PR R BB BRI, W s E B R KRR B
(HMGBLD) .i% W B R . Ik o 2 1 55, K Z 408 i TLR2 F
TLR4 4 &5,

2 TLRsES#Si@EE

& Kt 4>tk I 7 88 (myeloid differentiation factor 88,
MyD8®) & TLRs [ 5 Fifa bR EEMELEH. EEE
it TIR 5 TLRs/IL-1R Z54 . [ Ji P9 15 2615 5, 300G 4% T -
kBONF-«B) % A T, 5 i 2 F0 R dE 4 i I 7 R =40 F
BB, 25 Nk E A %", TLRs 5 5 @ % v 4> K
MyD88 & #i {5 5 i/ f% Fil Trif (Toll-interleukin-1 R domain-con-
taining adaptor inducing interferon-b) {& #§i {5 5 il % . B TLR3
Hh HAth TLRs 3438 58 MyD88 {5538 & 5 . 1 TLR4 {55 N
Al i MyD88 il Trif ¥ 2% 15 5 38 i T 1%, MyD88 Fll Trif 4K
Wik & 2 48 R {5 58 % . 2§ NF-«B, JNK/AP1, ERK #lI
P38 {5 ol @ FHZE W HEFARD BIE TR
Sm g,

TLR 5 6 B fil & 8 55 ¥ BB 36, Bk TLR it &% (TLR
tolerance) , X} TLR 7§ 4 i) 71 9 35 3 2 — & 31 43 F WL 47,
FAE N TLR 5 KA 454 TLR KT 3 A 30 ) T
{55 o 0 e o o 0 A R S U S B TLR R A 4
P aEtt
3 TLRs XA EAMBEIER

978 1 M AT 98 VRS T s R I RS 1 s B 2R BT 51 Y

18 P BT I0E 28 i 2 S B 27 4 Ak 7 32 38 S [N L BT 2F 28 mT 3 J
o JEAE AL B 408 CHCO) R 3238 S R W R . i TLRs
TR PAMPs Fl DAMPs., fiil % — 22 31 98 4iF 9% 3¢ 52 07 » 16 iF
Yt & VR B RD BA EEER.
3.1 TLR4 54446 TLR4 JEF 41w TLRs, [A Bt
BEANIEM R B LR TLRs. W AR R G. Ju 2 A
B N A TS E . TLRA 78 JHFJF 32 %243 75 £ HSCs,
JHE P9 Rz 4B LK Cs 45, U] LPS Al DAMPs™

LPS ff28 TLRA (4 3 BEAMEE B 1A J2 G 41 B 41 A BE ()
FEB . LPS/TLRA 555 SR -4 4R =0,
LPS 155 TLR4 MAEAMX RS A, XA RS LPS 44
FH(LBP).CDl4 Al MD-2 Y% 5. LPS 5 TLR4 45 & J5 5l
BZREEYRIM G A, dhim s N %L E AR
SRR B K A5 5 YN - B AT e 5 R I NF-«eB G
L H 1AP-D J IL T B, X e st R T RE s e 2 5 %
SiE S LI T A B 40 TR R A S TR s 40 A A R T SR
4 S

BT T JFE IR A U8 52 03 g D i kA4 i TR 4
B LA B LPS Aol i i A BECGR 25N B9 A I A iR A% %
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IR LPS (88 7, Al kG 7= AR 35 22 M 19 IE % i » TLR4 . MD-
2 F1 MyD88 AR /K -2 38 B AT JIE 32 53X — /5. 2418 v 1P
o U 40 TR A A B 0 s I Y A 2R R LPS UK BT il it TLR4
fih & R A A SN 5 3 2 B FE A2 1 I A8 495 D00 R 3T 4 i
HSCs F1 KCs Z [H] 7= A4 A R B9 AH B AR - 3 35088 I 2 1 R L At
Y1 H A1 3 5 R AR S E 04 DT R B X 51 I £F 4 fk . H It
TLR4 78 BT £F 4 Ak 0 9% J e 7 v ke B0 31 22 i IR 4546 L 02 &5
75 S SO 27 4 AL i) 2 38055 7008,

Seki ZEM 25 KB M R R AR MR bk g AR L LR
M B s LPS #E AR BE . 8% J5 K K BRUIE 38 45 #L (BDL) LA
T R EF i AR R, % B 0 IR AL B 78 3K LPS 3 2> 14 [R]
A 4% 30 £F 4 4L 48 b% (collagen-1, Acta2, TGFpL, TIMP1) #5
N T 2 4 AL R 5 B iR . 0 A ST R B R R L B e
A0 AE S 35 AL 2 38 2 30 AR YA B A A i e -
TLRA 19 R A F5 W B M CE AR5, B LPS S 11
TLR4 15 5% Sl . 5 HSCs /Y 30 - 8020 26 0 40 i IR T
B2 i, W TIL-6 1 TNF-o, 35 F) 8 5 5% It AT 25 4 1k /9 1
FAES T i AS [R] B 2F 4k 4k 3 ) B8 of TLR4 . TLRA 454 40 1
CD14.LPS i B 52 {& MD-2 . MyD88 J& Trif % (1) 3255 Gt 2k 7 #2
FAMEPUR A it g S0 o — 2 E S T TLRA {55 78 E 4
iE I % £ 4 AT A R R i S s A T

AN P R A b TLRA W] 5 35 2 4k Ak A8 56 37 15 %
J o AEL T E AR PR B ) P R R HE P B AR b TLR4A J5 i RAiE
ST RGP A o T (HCV) e, it T TLR4 L 4%
R Z 5P (SNP) WARAE 58 B X LPS (R 28 T B, vl
AR 4 fh it AR BT, o A 55k 3K IR 1k I 0 AR - ik )
F 3 E 5K R 11 (Ang 11 ) 32 14 BH W 51 -5 V0 38 38 97 AT £F 44k K
BRI 5 G I 37 7 T 5 R R A % B Y T R R (R B
JIE s PDGF Hil TGF-81 3K F R, 1T Ang Il 76 2 Fh 20 i 7 g B
el g TLR4 AR 3K o 40 BRUE RS 1) Bz 200 I /) B 3R B8 4 55
Tt B 355 3 R AN G VD SH AT BBl i 5 BT Ang I TR ) TLR4
263k R AT L LR B i R I AT AR T . B
IR M U5 M T A W0 W 53 TG TLR4, ] i i 18 M JHF 0 952
9 kB & HCCH

Fr LPS #b, TLR4 o 4% N I8 P B /& —— DAMPs 3 i . 40
HMGBI #k 78 % 11 %% . HMGBL & HMGB K%l it 2
— . JE4i s DNA MIEA & A E 32 % 0 Be & 1R 40 i 5%
VAR, —J7 i, HMGBL 1T L p 22 Fh 40 i U 5 v 40 i . 5 40
JH  NK 4 A/ 500k 41 B (DCs) | N Bz 40 B« I/ AR 25 43 00 5
— 7 T 20 M IR AT B4 R S T B 3 B HMGBL, 58 &
M. HMGBIL 5 [T 41 244k & % ) R o 2 DR I &1 4 b 3500
Al b 9 T £F 4t b F i G BE A0 e —— HSCs 1Y o F- 3 WAL 3h R
H Ca- SMAD 119 2 7K 7K F-, 400 1 5 i Ji2 It 2 1 1 6 o 2 1 -2
(MMP-2) &t . {2 38 HSCs #5146 BILEF 4i 4 ja ™ 5 I £F 4 4k
K HMGB1 K F FiH . 58 R&E G DTS YA ¢ R /T
P& RNAGIRNA) il HMGBI 2835 77 38 2 55 ¢ HSCs & i o
SMA 04 BB S5 28 (15 s 2 2% 3 ik 2> TLR2 1 HMGBI
I FE 3k, IR 28 5E A B HSCs BG4k 35 8B 0GR 9T IR &
e ik iy H ™ HMGB1 af #il # HSCs /91T % . 3 38 INK,
PI3K/Akt {5 5 il % [ NF-«B (% 345 - H R F o A0 3 44 BH
TLR4 5, R fE R ¥ Z 2 W06 . 5 HMGB1 3% % T # HSCs
WG G B B AR A 4 Ak SN B R BT TLRY 5 5 # S5
Bl Wikl HMGB1/TLR4 454 80 HMGBI (¥ 2% 35 0T § 2
JH-£F 4 AL TR 7 T TEFE AR .

3.2 TLRY 5JiF&F4ifk  TLRY & TLRs KIETE AT 416
X3 dR o B 75 19, E % 4 1 /E DCs il HSCs, J& T 40 Ml 4
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TLRs, TLRY 9 3 % it {& 2 CpG DNA, — #F 45 4 )5 8 i
MyD88 4 #1345 72 B i T i IRAK/TRAF 3 [, #id T R 7
A F 7(FN regulate factor 7, IRF7) f#i IFN-o /K 7} &
i NF-«B {5 ‘5 i J ., /3 W R ¥ RAE W F, I #5 MAPK i
Bl

7T & B, TLRY REiR %] CpG DNA, i o] 1550 98 1= T 20 it
AR VE DNA F Be 07 HSCs, 42 9 AT 27 4467 5 94 T )T
R A DNA B B, 5408 N TLRY 454, #06 — &
G5 5 Rk, 580 HSCs 4310 5k S WLET 4 40 i, TGE-B1 A -7
AL R JOKSF EE, B - R AR AT g TLRO 48 407 BT s 28
CCl4 .BDL i i P JH 95 45 & B AL B - TLRO e B /1 B £
i A0 T FE 5 B A TR I R AR TR0 L S T R IS I b AT R
Sl RUBIF 5 & B, TLR-9 it B /s BUAY B 105 2 JF 48 0 BT £F 4
AR A B AR TN R T 4%, TL-18 7 A 2 Bl . R IKTE DCs
) TLRO X F I 45 4 fb S 4 I K . KBk DC 1Y sh 4 it 47 4
LW ¥ 4% . CpG DNA RE 8% 31 8 2F 4 46 - Ik 9 DCs ™ A=
TNF-o. IL-6 A Al AL 2% K7, AT 34006 HSCs™! . E R i 5T
B8 TLRY BA IR I 4 /E .

B 55 A W5 £ W . TLRY 45 25 4E 4L i /5 T, TLRO 3
TR CDS 0, i3 NK 41 i 4% 4= , 84 in NK 40 Jid i 41 it
B NK 40 6 77 38 5 5 82 8 FE G 1L HSCs i 8 BT £F 4t
A B4 2L AT 28 BB T 45 Ak AV DL T o9 — 5 i . BLA R
JHF-£F 4 Ak FAR 46 5E VE T, o SMA 22358800, ALT 13 7K °F- FF
B o T H T E 40 A1 HSCs A9 TLRY #4036 o a] 7= 4 R —
KERIRE N LT 4EAL 45 B 5 . IR TLRO X T 45 44k £ 5% 0
B WM iR 8 R Bk T 3 22 1858 B T
3.3 Hifth TLRs SFeF4Eft  TLR2 X T T2 4E Ak (4 52wl £
W, WIRERW, 5T IR K& )G . TLR2 af 3 SO 48 45
i ; BDL s 18 CCld 45 T J5  TLR2 Sl b /N B B A= /) U
P45 B AIK s BDL J5 19 TLR2 el /I BUAN 1 5% A0 20 . N 8 R K
SR R L Al 58 a3 9 2> TLR4 {5 53k 42wl e I 47 4 4k H
A FEAE . BDL JG , 76 45 405 F1 BE AR 27 4 4k 77 1 . TLR2
[ /0N B 5 ) MR 2 G X )

TLR3 {55 BN T BT W Z /ST A, M — KK i
MyD88 f#§ TLRs.j@ I IRF #i& TR FE(F 5@ K. TLR3 XK
SR 1A J2 9 5 BLEE RNA, & 5 LM (Poly T: C) i J2
TLR3 {55 M s, Poly T+ C u] Jli I NK 48 il = 4 TFN-
Y, ESYUR R DU KRBT 4G P Poly 1: C 5f IFN-y A
SR NK 41 A 09 40 i 2 1 il 3 NK 41 iR 58 HSCs , 1 42 T £F
Yi Ak, 50 07 A 30 T 2F 4 4k n] L g #0507 (5 7 kR 300 A 46
15 s NK 41/ TEN-y A9 $0 £F 4t 1h 3500 52 2 30 il » J5 B A] e 78 T
iEfk HSCs j= 4 B £ 1) TGF-B Al 4l i {5 5 M % + 1
(SOCSDH™T | Poly 1 C A R Ik 4% 7 K o4 F 76 B 8L i CCl4
U 5 09 21 4t £k, A8 P 09K 76 1 A4 #t TLR3 /9 NK 46 Jifg x)
HSCs 9 %45 18 I 32 2140 i B 0k, 78 35 82 2 JF 998 0 R 1
95 o I EF 4 AL I B A ML 2 — B TLR3 A 59 NK 411 fg 15 1 %
=,

4 B 2

JFF£F 4 Ak 1) 2% 25 J2: 4k & F T I0E 28 i o 4l i 45 453 /5 1 1 &R
JNE s JUT- JT A5 1 0 e S IO 453 7 ) R 8 T kA . A F ST
WA ATZEHINRE] TLRs 5409 &4k R % Y
AR T HOA R M B 4 if . 7 Bk — £ R TLRs
Xof T 45 4 A0 B 1 B HLARL R BF 27 44k H R 8936 97 32 436 3 BE 1
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A H DECI B3R K14 L, & B DECL fE il L h K3k F
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