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Toll4 52 R FERT AR 7R 9% P HI T/ e
CET S

(BB 22 B B S = 2T 50T 4 i AR )2 &, JE3E 100005)

E  Toll# % (Toll-like receptors, TLR)AZ —% 7T VAR 5 & RARFF il ik & ) R R I8 R
B35 TR R G, CAILTT AR AR 6 RAF M o TR B AL LR 0 KIER L, RAUR R Sn . Ik B B TR R R
RE XS T, ERKIATLRE S M ITIE ARG R A, KRB E IR EEZGRATEA,
X @ RR AT S IR ReE TR T e Rk, AL EAE T TLREBMH AT A IS
FaBE AT K. ATRRAA BT 0% 0 R I A R 9 4E R, B2 T R E EEAR a9 PIAL.

KEIA  TollBES2AA; JHH; ZAE S

TLRE — & LR <7 AL U 32 4K, B ) 2
TEW LB 56 R 9% Z S8R0 I AR A AR I 40 e IR
(1 TLRAEV AR s AR bR il R ik 43 1 g Jiit
PR A K 43 1 15 3 (pathogen-associated molecular pat-
terns, PAMP), M 7335 2l R AR T0 05 s W SRHEBTA
R R o EARTLR AR AT B4k P Y50 e AR 3k
T, VF 2 WU VERC AR 20 23000 A0 ¢, FR oA <843 AH
K 43 1 #E 3{°(damage-associated molecular patterns,
DAMP). TLRAEH YU 0 55 LA 5, TN
BN LG PR RAE N, R R T
AHOGT IR S (1) Ji 208 R 5 PR S A4 = ) 2 v, SR T IX I
AN XTI IE A 3 1 R G e N, FRZ A
PEf i 2P AN, A B 2 R AE 2 M %
SEAHDRIR P, ™ AE T I D) R S p LA (e .
W) s AL AR PR A SRR S 510 RSt
PRSP SN, LU HE A0 ) T AR G e S N o AT
FUR I, TLRIEAE T~ & A JH M 48 Jt o, m DA 5 JH i
M) R AR G 8 [, 2 5 JHF I B A B AT AR
SCE AR IR RS BT, S T
], A AR G R U R 2%

1 TLRAYEARHER

TLRAE — R 15 AR G5 SN (1) R B 32 A%, B
IAE AL A 3 AR5, SR e 20l L 3 4 vh R A7 A
TLR, ‘EAf1E T 1 B2 AAN, A X, BEEEIX
FH N XA (BT 1) MaAhX H s e 2 TR 1 7
Ak, 7 LU BIPAMPHIDAMP. fifg 4 X {12007
DL B2 SRR AL B, %745 B 40 A 2= -1(IL-1)
AR A DX IR B ST F10 AT e B TR, Pk DA Toll/

IL-IR[FYE X (TIR), W] LA S 546 34k 7 1.
HAr, ZE AR T 10 TLRR B, 76/ i R B
T1I2ATLRAE G

Z B TLR I B AR S A IR, W 23 R A s AT
PEPERC A AR O A S R R AR 1)
PAMP, W41 # I MR 20 . PEERR . IR ZR0E L 41 &
LR ML IR By o AN A I TLR K 53 LA AS 7] (195
JEAR RSy, fin: TLRA T HE R 5 5 2% 1 B 187 110 %,
Iy —— & 2 BE(LPS); TLR2 K FC A I 3 1 4 2% i Y]
PEBIRERSE . IR ER 45, TLRS ) LG 40 w1 1) #E 6
B B0 TTTTLR3 . TLR7 K TLROW 43 551 4 55 75 1)
RUEE. FLEERNAKDNAR 7> 3G . B T A5 A
A4k, TLRAIE 1] LAk B AL A 45347 20 23 55 4 i 1)
WIEPERCADAMP, 45 51T % 5 FIB1I(HMGB1).
FE kG S1008 1 F4ERER . PR R M.
XS AA L K HS R TLR2 A TLR4, 1£75 HMGBI
R3ZE B JOCAe A JFT B 995 T 7K ST T, AR g U 3 0
[k AR,

TLRAE WO 5 ) LLJE Zh A [ 1915 5 08 i, 7%
T AOEM R TR IL(E2). BT A FITLRAE 5 #8
W — AN B AN L A T AR T, BUBERE AL R T
88(MyD88)F 1] 15 T B+ #h 25 M TIRZS 1) 1 4% 3k £
F1(TRIF), P AN 6] I TLRIAC 44 H 23 i35 5 A AL (1)
TWiE 51k S, TLRA S M5 5 0 4 A7 P
MyD88- 4 i il % FIMyD88- A 4 46 il % . MyD88-
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TLROWIY S AR 11, M4 45 W0 iR 19~254 & & s IR (1 527 )
(leucine-rich repeat, LRR)ZH /i, %> LRR{0,4%24~291f7 H XLXXLX-
LXXHE (LA AR, XA R FE IR M 2 HE R Ik R . LRRES 41K
TE A Eh T S5 A6, T IRT A 5 Js AR i BUMA 5. TLRIBAIX S
TL- 152 A B I P9 X 2 2 D9, R 4 Toll/IL- 152 #45(TIR) 45 44 15,, TIR%
RS AT A 5 AR S T 2L R 7 41, Bk AR 51 £ (conserved boxes),
ZH{F 516,

TLRs belong to type I trans-membrane proteins. Extracellular domain
comprises 19~25 leucine-rich repeat (LRR) motifs. Each LRR is com-
posed of 24~29 amino acid residues, containing XLXXLXLXX se-
quence (L is leucine, X stands for an arbitrary amino acid). LRR motifs
form a horseshoe-shaped structure, and its concave is the recognition
site of pathogens. TLR intracellular domain and IL-1 receptor intracel-
lular domain are highly conserved, called Toll/IL-1 receptor (TIR) do-
main. The TIR domain has three highly conserved amino acid sequenc-
es, called boxes 1~3, which play critical role in signal transduction.

E1 TLREYZEH(SHBSE SIS
Fig.1 The structure of TLRs (modified from reference [5])

MR I 2 [ T TLR3LAAM T A TLRA S 1015 5 1l
., TRIF H 4% S5k ATLR3MITLRA[(E 5, 11 554k
FMyD88-A K it 3 B, 1B R A TRIF-H 6 18 % .
PRRIE B ] LA 2 P s R, 5 5 AR 2E A
T, S EIRPUR AR . MyD88-4K i i il 1 MyD88
FIT1-152 440 I AR AK)AH B A F (32 22 JE IRAK4
HMIRAKT), SFHETNF-3Z /46 AH G -1-6(TRAF6), Wik
(I TRAF6 5 SUxBEL B (IKK)HE S W5k, & 550
NF-kB. ERK1/2. P38 INKJ#i%, i/ 5 742 40 M 15
MyD88id i ok - 2 ¥ 55 Kl 1--7(IRF-7) %5 3 7 A=+
P Z-a(IFN-0). 1 MyD88- AN i i 42 1) 3 i TRIF
WOETBK, B 11 WO P8 25 8715 K --3(IRF-3), 7
S 4R TP #E-BAIFN-B) S 4H Jitw 8 1+ TRIFIE 1] 5

RIP1AH B AE JH, BOHIKK-IKK2-NEMOK & 14, i
MEENF-«B, 753 20 K. S TLRA TR
ikt S A A TR HR O B A4 e g sl 20 2340143, (R
FES0 9O0E S VAR 2 P2 AR AR e m, e e W R R
Ryi. BB, IR 2 FITLR
5 T ) SRR ML, R B 0k SR e B DA A
IR E S i .

2 RFRERYESH S 4 RRLE P
LY IF NS E L L ONIHEALA  NECEEIN

RN TR BRI o HIE RGN, @EF NS
WEETIRE, BEAT RO T BR AN K8 U5 e o i A 5 1 A
TSI o JH I ) 351 245 o LU AR ok, AT AL
F A ALY 80% M ML K H T AT 2 JHE R, £817]
KN, A REw Y. B s R
Ji, JH R HE B AT L vEAE o L AR20% ) I HH
BKALIL, R B0, FEEMLGAS . TR 2 A
AL R, 32 LR S AN (2 Ly 80%) Al S 4T i
(Z91520%)0 S5 it RIH-40 1, 91 S50 40 45 I
MSEN AN, RS0, RGN, 5k 4
JROFAUK (L M o P P A 402 Dl e 3 S5 JH- 40 A T
5, JH- 40 B 1R SR P AR B8 0, RIS I 40 BRIk T
25%, AJ5 ] P AR I T . S P B 4 R 2 o
S AN IR 500%™, il 5 4 i e T I 52 vp )
EG A i, 24 o A5 SE 540 f 11120% . AR 41 By
T A0 i 5 LS5 PN S A0 ) (D B N, 7 A 4 i A
FEJ5T o AR SR A i H AT ML 2R (R SR O A2 R T,
S S TR DA T I o JHF PR bR L D o Al S o
YA I25%

3 TLR7ZERFAEAME R EIFRIE S INRE

H AR A 2 BT S A TE R AE, K
M T R M 28 TN I, R 2 A IR 3h .
T P9 AT R A 99% 1) 4 1 i, JEPAMPI T B
Ko FEIERTFOLT, — L8Ry HLHIAES H A /N
3 20 R AT A0 TR 7 ) BIE TR A (BT T K — 1
I — Do IE—~ 42 £), XSS ORA BRI — R R R
L1 B0 I ) £ 5 B B A 1 P 2R AT DA 12
AR AERVERT R, R A R A A, Lo
WIEERER. AN PR 5 I PH 2L A B B
RETE K, S5 vl S Al W B I o JEE AN
W7 5 e T W1 R IR I PAMP R, Jh —AN = ZE 8
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HCVHIRUERNAL; 7 T TLR3, A S TRIF-AKRUE B (EUETLR3AE 5 S nl Ik PR HLEI M (1) HCVIINS3/4AETRIFFEf#; (2) NS35TBKI
g4y, TSI TBK 1 5 TRE3 2 8] [IE R o 4k, HCV NS5 AW GESHI TLROA 3 (I MyD88- 1 AR #4530 %« 45— Jy1fi, HCVI{INS3 5% L (core)
RS TLR2AN TLRAJEAE 2 AE S W, SR X — 382 78 m] 32 BINSS AT, AT = AR A5 1k S RE, S H 2T A FHAE AL IR A e«

Double-stranded RNA from HCV binds to TLR3, and triggers TRIF-dependent signaling pathway. The HCV-initiated TLR signaling can be inhibited
by two mechanisms: (1) non-structure proteins (NS3/4A) of HCV degrade TRIF; (2) NS3 binds to TBK1 and thus blocks the interaction between TBK1
and IRF3. Furthermore, NSSA inhibits MyD88-dependent antiviral pathway that is mediated by TLR9. On the other hand, NS3 and core proteins of

HCV promote inflammation by activating TLR2 and TLR4. This pathway can be inhibited by NSS5A, resulting in chronic inflammation and facilitating

the development of hepatic fibrosis and cirrhosis.

El2 HCVMTLRIESEEAIIATI(SRSEHEK4311ZH)
Fig.2 The regulation of TLR signaling by HCV (modified from reference [43])

W E S IER 2. TR A S i R R, I
HG DL N IZ L S AR 7 A AR AN S W2 Y
ARGUIE G S N, T LI A BEAT 05 B9 )
Jie MERWFFER I, TLR) 2 315 T I 4 45 4
JR R, S R s S A AR R A A 4 i P K
SR BN HAT H R S

3.1 A ARE(Kupffer cell)

Fili 75 20 M A2 5 s AR U o ) B A i, B A
R AR PR I RE T, TR W 2 R AN
R, WRERE T KR E. ZEny
DA R R N AR A, DR A A i B T O 7 4 i
FHEEAEM. WS4 %L 2 ATLR, @HFTLR2,
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TLR3FNTLROMM, 4] Jg I NS LPS 5, WS
Fili 5 440 1 = A= 22 i 4 i R R AR R 02 (S Ak
Jo I B R A A L, A A 4 SR A (R K S [ CD 14,
MCD 142 TLRAGE Fr b i 1. 534b, LPSH] Hl ¥
N A5 40 B 53 WAt 4 1 IL-10, & n] A2 %6
DA 7[R 3 TR . A1 I At 5 44 ) LPS L A7 B8 vy (¥ i
ZRE D), LAIE N IE 15 0N A0 B2 i LPS ¥ 4 7k
HEi,

3.2 FT4HAfE(heptocyte)

JF 40 B AT A AU AR S T e, T AN R
IETLR4IH: H T YELPSHOE, (H 2 X Fh s AR 55 -
TLR27E 41 i b ik, Jf HLPS. TNF-a. 4l 14 i
R AAIL-187] LA _E I TLR2M £ 75 K P, £WILER
SiE A4 T JH 40 A A TLR2AT A B 7 2 11 1y g1,
B IOM L, 3X 28 50E A B A 40 TP TLR4)
FIEU, BN L AR W ISCLPS, K Ak B H YT
T A FE ARG IR i U7 40 i R S L PS 75 22
TLR4. CDI14FIMD-2, {HIX — ik B Jf A 5 2 )
TLR4fF 5L 3,

3.3 FFER4HAE(hepatic stellate cell, HSC)

JHF R340 3ok R v, FF PR A B s, 7 AR A
JRL AN I o, T I 48 2 2 A 4 Ak R R 1 2 2 D
K. WAL NRHSCEIATLR4. CD14, Jfrl#4LPS
WOk, 3% 540 W R R, 34k /N FRRHSC R 1A
TLR2. TLR4MITLRY, Jf I #AH MY (1 FC AR, i
IL-6. A4 KK FBI(TGFRL). k% 40 i a1k 15
F1-1(MCP-1) A2, 1k 1 5 B 16/ BRHS C
FIEAMFZK I TLRA, HAGHIELPS(1 ng/mL) 1]
A O T IR A0 L TLR 4 LPSAE kS 1HHSCH
TGFBIIE 5 15 T S 40 Hif AL
3.4 fB%E I Z4MAE(biliary epithelial cell, BEC)

BECHEZ B, 2 T A s, K R T g JIE
LB 7 s . /N BBEC# iACD14. MD-2. TLR2.
TLR3. TLR4FITLRS, Jf H ] LAy SLACAAREE, 5 5
NF-kBiif AL A 7% A2 TNF-02. A5 TLR2/TLRAHY %
Ji, W] P HEBEC /3 WA RS W A% -0 B 1-2(MUC-2),
ANZKBECHKIATLRI-1024,

3.5 BFINEE AL 4ARE (sinusoidal endothelial cell,
SEC)

P SECHA) A5 149 JHF 1L 5% s 4 B W — 5 = BEE 1) B
N 1M, SECHE P19 JHF 1. 5% ifi 9t 55 J) 20 22 1) 4 o
A rp i EEAE ] . SECHL itk £iATLR4. CD14

FITLRY, LPSJ &2 fill#4 )5, SECIINF-kBi5 1k, H.CD54
FOK BEAK, ICES 40 BORG B e ). SECIE &Ik
TLR3, Jf HPolyl:CHIVHS 41 M i) 3 v e bk £ 7Y
JH 28993 B (HB V)75 48 i b 9 52 1, 150 B TLR3 IR
T 559 R A OGR
3.6 BF#HI 2SR ZA Bfi(hepatic dendritic cell, HDC)
HDC& W & R B et 5 40 Mo 75 2
SN, HDC R 211 O L, -4k 55 4 21 1 if.
3%, HDCE A TLR2HMITLRAP, 55 [t i 4% 5 1R 4i
HUAH B, TLRAZRIA K FRARET, 76 SR B FILPS Il 3
Jii, HDC'P TLR2FITLR4MIZRIE i, I H T LAk
TNF-a FITL-6 ) Fk 5,

4 TLR7EEMRT® P BI1ER

EHREBR, IFUESHFPAMP(IILPS) I A= 4
H R RAES 5 0 JE RNV, 31X 32 PR A0S
LPS 1) BE 1 52 LA K AT 2 (0035 R e o SR e 95
RN, TLRA T A5 5 7 LRI T 1) S 58 1 52,
N 5 1D 22 b b M 5 1R R 26, QBT &1 4 Ak R0
o AR A RS MR IR TEORS 14 S A
U4 B . LPSHE (& 2F 52 45 AT 4 A TE AL,
i, BEL 1L PS A JW 168 sk A= 4 R T s 5 A I L PS 52 4k
TLRAFITEAAE T AL T, 1X 0] 5% A Uy slih 7 12
PRI () — AN AT AT 550 . TLRAN R A 5 40 11018
PRI TR 28t ke A, 1 D 2 1 B e T
DA 215 545 5. A% SEPETLRAE 5 A0S
REAE (R E P 5 T SN, FF 0] RE A R YT 12 M
PRI 2 R 2
4.1 BREF SRS

FES TR NS PR 2 A I 1) 45
N S E T KN4 5 LPS/KF 5 2 T 5, LPS/&
GRS B ) AN R . LPS/AKF (13
INEZ BRI 25—, WA S S8
T8 P A R AR R, SR AN e . B,
RS BN Sl Rl b iz B s, A Lz PR3 I, AA
1M 80E 2 (MLPSHE N TTRKAG IR . 1110 1 1 BE
LA SR W, T8 2 P I 8 e i g A I
TWIEVER . 1E QWS S B b, R 40 2
LPSTE % (1) ¥ 47, TLRAH F /N Bl BLARLPS /K 1 Tt i,
{ELERT 98 P DR Rt k>, PRSI IR 8% S 1T ik
/B LPSHI A A5 41 i I TLR4, i i MyD88-A
M AR NF -k BEO, AT R T 40 B X (TNF -0
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IL-1B+ IL-12. IL-18), @i 4 5 Mok an B 5 1T 4
A I, 5 B 4 B A
4.2 JEEFS4PERRAT

JYg VR ARE A T U T D AR B v i SR, W
PER AR, S ALPSIN 22 [ PR 3 £, 1
LPSH] LMEREENE DI AR 85, 2 5 R (0 7= A2 5
JiE o AR T O I Fa/Fa ks B FTob/ob /)N B IR I AT X6
IR S LPSTUAE G In, & IR SE T LPSAE 5 /e IE
PR D5 B b i A P 7 R 2R - A it = 1K
Er (IR W TR 5, TLRAZEAZ /)N B3, 1 JF 451475 A1 i f
TR FRARPY, 5 4h, A9 ER B TLR2ER B Al T A
RS PENR VI BT, TLR24H Fa 5 RS 1) i 7 Uk 5 TLR 4
Je 352 ARCD143R 1K (1) 20U I 2540 O, R B TLR2,
TLR4 X CD14Z: 5 T ARG PE AR IR TR 1o
4.3 RFA4E{LFNRTREL

18 1 S 45 25 S BU 2R 4 Ax, BT IE b i e 4
LAWK I . TR A 2 T 21 A A TR 6 40, JH2H 21
T A A M A0 I TR T AR 2 AR E AT R4
Tob R el TR R R A O, R S RIS, A
JIEBE B 2o LPS/TLRAIR A2 76 T 47 4 JE Jle b B
HIZAEH], TLRATZERIE T PR 40 Mo Ak 5 41 i 70
JH AR A0 M o A 75 40 PR Ik 23 W32 98 TR I 2 4
A B DR 1T )i 20 JHF 4 4 Ak, T FEE A DR 4 i 4 i A
FEJRN - ZERYR AR rhoRG 7 4 ik A
K I TLRA HA A A LPSIT) T R 2, (HE
T LR A0 M O TLRA N 3= B4 3k 2T 4400,
e L TR B R 40 P 208 v 7K R R TGF-BAS 5 1
Bambi. FFi47 )5, Mok b i () A2 5 | L LPS i 2
PESE N, LPSYEH] T I 2R 4h B4 3= 24 2 Fhia 4k
[Nl - f*——MCP-1. MIP-1B. RANTES, iffi i i#a{t [A
T 32 AACCR IR CCR24A S5 Aili 17 41 i, 43 #8551 i 45
A0 HETGE-B, & 45 & T ADIR 40 M I TGF-BR 1
7] I5F, LPSAE FH - JHF A2 4R 4 i, 3 i TLR4-MyD88-
NF-kBA5 5 2 [ 3 3 B Bambi [, 4 T A2 R 40 g
XFTGF-BIAE FH B30 T 3% Ak, T 2 128 40 i &1 o
DO BT BELT AR 55 4, A B S0 B I ALK
2 it F IS TLRO, TLR9UWR B 1) /) B 2T 4 Ak ik /Y,
TLRO A 45 7 1 FF 40 i (I DN AT 1M S 30U R 40 i
T,
4.4 BTLmpRYE

JH- 4 g (HCC) 2 BUE 6 d i IR hE 22—, o
Ji g M 9 1 85%~90% 0%, = B U Ji N 452 &

JHF95 25 B8P I3 B e, DA A% 1 98 AH O 1 -l
o B AR R DRSS R L s . WL
SRR N R, T 440 R e 75 ZETLR4
AMyD88", (Alitt, TLRIG T A HE2 5 T 4 A AH ¢
HCCI R . 54h, fEDEN(— ZIE R IZ)iE S T,
TLRAFIMyD8S i Fa /I il 1) - i 20 26 B B B AIR, 3%
B TLRAE 5 75 -4 s ¥ = AR b A AR AR . X ]
AE/EAEDENTER T, FET 1K 40 il ik TLR s Al
Y, 75 IR R R4 i 22 7 245, s it
90 g I & . 2, TLR4-MyD8815 = 1] fig %t i
41 o g 1) 7 A A E R
4.5 WEIRFK

At S AN B G I 2 (HC V)RS, JLrh
2y30% 1) I gL e Ay 1 e g8, i Bt — 0 R
T A B RTHCC I RS 8 o 18 P 23
JF 98 105 N ISR Hh P9 25 35 K1 B 2 48 0, HCV i —
L8 43 ] DL TLR A 3 (008 55 1 SR 92 J
(K12), it = A g 5 L e Sk TP 46 1R 02 1k 48 0 I
R, HCVE AUEERNATE N 744 45 4 T TLR3
i), TRIFS B0, b5 3 3URF-3 (135 AL M AFIFN-B
. SR, HCV I AR 45 74 1t 85 FINS3/4A 0] DL
HIMyD88-1ic 6 18 4% 1] [ {RIFN-B 1) 1AM, 1k 4b,
NS3 1] LI TRIF A 5 IR F-3 F 35 AL FIIFN-B ) 22
R B, HCVEE i 9 > AN 8] ) AL #1490 I TLR3
I FIIFN-BI) A, FHIPUm 2 7E . NSSAHIHI
TLRAE 5 &3 it 45 & MyDS88, FHLIIIRAK-1/5E 401
T HMyD88- 1K i {5 5 B AR 55905 #3305 BRAH G 1Y
TLRI& 2 g HC VNI, I TLRA S AL R kA5 5 1l
BEHCV IS AT L E s #5938 . S0 [ B DA S 21 4
AR JHFRE A 1) A o
4.6 ZEIBFR

PR EE(HBV) & T DNAJG 3%, 41 K4
fC TR, T # . TLRIE S AITFEN AT DL
HBV & il [\ HBVH; JE K /)N [/ 3 I TLR3. TLR4.
TLRS5. TLR7FTLROFLAA A HIHIHBVE #*1, HBV
TG S U R 2R A1 FRRE A SR 41 M (pDCs) 3 26 P ALK,
FEIE I HIHITLRO M 2 1A Ml 55 pDCs IR B0 £ L B
FAh, ARV 55 RZAIA LG, HBVIE e A
TLR2FATLRA/ECD 14+ 1% 40 il vh ik ik . 181 &
JH 40, TLR2FITLRAY ) 7510 () CD4+CD25+
T PETHA M (Tregs) M HI DI 1Y 58 . TLR2FITLRAIS £
ISTTREH T T Tregs MGl D g, A B 180 £ 8k



Wi I 55 TollRE S2 AAAE RSO HH 1R D) g

927

L o i 5217
4.7 BTBE B & % %R

B 5 G VE T 2 B B 5 S R G i i
JIES TS IR S RE AN A0 B IRFE . B B S 1 s 2 IR
SRR IR, B B B e I R (au-
toimmune hepatitis, AIH). J5 &I - 4k (primary
biliary cirrhosis, PBC)HI Ji & fill {4, 1 IH 4% %8 (primary
scleresing cholongitis, PSC). PBCIll ¥ & 2L T4 L&
PE, BRI T IR (R P B A o IR R A
FIATLR, AL E SO N X P 2. HAPBC
(93 N 5 TR A ATHR PN 288 98 905 A AR BE, IR TR
HURT 52 5 M TLR3AITFNo/BH N, #EPBCH TLR
(e UEBAN i 39 58, FHTLROFC A&Cp Gl ¥ M\PBCH A
19 A0 LR AZ A I, BE 55 A2 o W IgMIFT B
M, HTLROYEIX Se4 f (1 IR G e Fe it o3k
W, 55 A P93 A6 A T LA L, PBCIR A
MAELPSIK T B 2 TH e f e 40 A0 VA A & BPBC
HHE A ZUNTLR4, CD14. CD6SFINF-kB & # #2
. LPSHI¥ AT, PBCHE # [ TNF-o. IL-1B. IL-6+
TL-8 LT 7K1 Lo Ag HEoxs B Y & T . LPSHIUS,
PBC & [FICD14BH 1 52 41 i Fn 5% 2% IR IR A 1 fe
4t v, TLRAM)ZRIK IR 98 PR 1) = AE 35 18
Xn] g HPBCAIAHLHEIA KB, PSCHUH A 4MH
B R £T YA B 7% RN 1A €, LPS X TLROIK) Bt AR CpG vl
DA SRR I 57 40 g R TLR4 . TLROK ik DL K J%E
PR 7 1) 3 s,

5 RE

K 8 22 (¥ LR 22 B, TLRAE 2 R g 24 i 11
AR B R R R R L. X TLRAS 5 38
PTHLER (0 TR RETT AR 18 R AT ¥R T 1B T
SRIMTAETLRAE AR A 9677 I (R 40 102 R, VR AT R
TLRAMVE AT BEARAE s o (0 4 O 5 22T
PEVETLRBE AR 7 2 AL e AR R A 4
i 2 TR o TS HEIEh VR 2 A RIATLR, 5%
HEAf T TLRAN M IR Ry 5 PE L s 22 OK T TLR
FERTIR A T I BIE TR 3 T S R, e N ST
i R IR AT A k20 i
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Involvement of Toll-like Receptors in Liver Diseases

Chen Qiaoyuan, Han Daishy*

Abstract

(Department of Cell Biology, Institute of Basic Medical Sciences, Chinese Academy of Medical Sciences, Beijing 100005, China)

Toll-like receptors (TLRs) belong to a family of transmembrane proteins that recognize patho-

gens and trigger rapidly innate immune responses. Moreover, TLRs also regulate systemic acquired immunity and

local inflammatory responses. Recent studies have revealed that TLRs involve in the initiation, progression and re-

covery of various liver diseases. Progress of the studies on this area is providing new clues for treatment of the liver

diseases. This article reviews the role of TLRs in pathophysiology of major liver diseases including alcoholic liver

disease, non-alcoholic fatty liver, viral hepatitis, liver cirrhosis and hepatocellular carcinoma.
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