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Toll-like receptor{5 S B KAEEIHEHHMIER

Egiie RFE
(PRI K A A, R A5 R 1 S, 74 266000)

WE  ABARBANKREHFRKEIMBRI AR LRG0T L2,. BrrideE
B AR E AR A B A A M FATIR A 49 TR A, TLR(Toll-like receptor)fz 5 il 342 5t R %, 7% &
Yo P 69 F BLL AR, F T VAIRA) R RAR K o T AR ARG A0 K o TAHEX, £ R R A+ B8 & A
FlRM. ZIATTLRIE Tl e TS AL EA M BAZ WX ZBATT ML, B AT TLRIZ
1B I ARG RH A S 5 75 @ RAFAE ), T LRV AR A5 3 e 2 AR, 2 S AP 2L4R
BENHLEIRE P HRIE—T 6.

K18 Toll-like receptor; A4 FiAE; MyD8S

The Role of Toll-Like Receptor Signaling Pathway in Biological Regeneration

KUANG Xiaoxuan, LIANG Yujun*

(Biological Regeneration and Development Laboratory, College of Marine Life Sciences,
Ocean University of China, Qingdao 266000, China)

Abstract Regeneration is the process by which an organism regrows or builds back a lost or injured part
of the organism. To reveal the regulatory mechanism of regeneration process has become an important topic in
the field of biology. TLR (Toll-like receptor) signaling pathway is an important part of the innate immune system,
which can recognize pathogen-associated molecular pattern and damage-associated molecular pattern, and has a
high degree of homology in different species. In this paper, the molecular mechanism of TLR signaling pathway
and its relationship with biological regeneration are reviewed. Current studies on TLR signaling pathway show that
it not only plays a role in immune defense, but also participates in the regulation of biological regeneration, and
plays a certain function in the regeneration process of various tissues and organs.
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FEPE AR W2 4R 20 2152 B AT I, F 4% 1) 1E 5 40
A A G A H SRS . Ko AR 2
Hea HEsh P AR, BRI o = A —
O, BRI EHE 1) Z BRIE ST, WHAiRY, %
£ RGN B RAE N T IE BR AN SR PSR Y S
W DRe, X T AR AR, RS —E K
PR AP, T Toll#f 5244 (Toll-like receptor, TLR)
5 I PR S R e R G BB RS O, AR
YA R WAE T mEER.

1 TLR#ER
1.1 TLRAYEZIR

“Toll”f W2 16 K & H 1) 5 W Wk (Drosophila)
oy i rp T BE AR M A P AN PR R T A2 A, SR A
Wit E B TLRAE 5 AH K 7 F O IL-1R1, BHULHFAG T
S TLRAZ 5 BIWFIT 1 TL-12—Fh 22 R4 4% 40 it [
T, TE20H 4 80RO AL =l H A H
T TR AME 2 2 0E I R EF T g o b IL-1R 1 (1) 2%
PR T~ 198 84F- 4 s [ H ok, (HHAE 5 1% S AL i A B
fio 19914F, 1ZFEH (1 R IE =P wi il 15 i Toll &
FIRIVR , 1+ R, RONTE 248 TolliX 3
TE R RG R B 1 BRI e i R IEER, 1X—
RIFETRToll W] e R & Az 7 Ui . HJS, 19944 K
P—MEYEANEA, ©n] RSO ELE M5 8
NE ARG IS5 EE IR 20 8 (3 B3R Toll
HEAIL-1R1 & A W 2310 AL, 1% 58 B it 45
MRS, BAESEYI M 352 5 315 R P51
W IXAMRSF XA Ay 44 24 Toll/IL-152 4% (Toll/IL-1
receptor, TIR) X 3. 19965 A I 7E 5 e 494 i I 1l 2=
VIR ZERT, Toll(E 5B IS, M52 5%
SR HIRIE . M5 5 JE0E Toll 5244 [H] Y5 Y TLR44
RO, K ZALT Toll 2 (A 52 14y 4 A TLR, 3
KRN (1) RIS S a3k, B s & AR 1
2 45 M4 (leucine-rich repeat, LRR); (2) 7E4H i
ghpyigrh, B FRTIRSE M3

TLRSTE S MBI T2 04, TEANF )
VIR R AR M FE, HArir s iz W
MBEH IR . TR AR, BER
KW RILTLRI~TLRI3F: R 7, Horp §i LA 3
TLRI~TLR9TE NS5 /NERH AR PR 5F 1« TLRIOAE/)N
U ARAIER , BOYIEEF 7 A 3N T8 505
o M HA = ANFEFERI TLRII~TLRI3TE NI £ R 40

HHAAEAE . R IL R EL 2370 TLRs R K] (L4
BE D fa P ) TLRIS~TLR20), 1525 R I 105 (135
A TLRI4. TLRISFITLR23) . 55T TLRE &
F 53 BRI FEAE P Al S AR AT S e b | £ YA S AT
J€AT 2 v & LR AL 30 7 TLR (A 1) E & [FIUE A o
BEA, TEPIREE I RN E (Xenopus laevis)Hh KB
T TLRI4FITLR16, {£38 73 AT s b [RIAE A B T
TLRI43:A

1.2 TLRXECAHIIR A

Je R G g fi B IR 2 4K (pattern rec-
ognition receptors, PRRs) KAkl i 441 . PRRs
AL AR R S A TR AEREAT U, X ey T
FRAE B 99 JiR A2 AH 22 3 75 5 (pathogen-associated
molecular pattern, PAMP), [ 5 7] % 52 35140 il 5 &
ATAE ) — BEAH G 7 T HEAT IR, X 26037~ R 45 4%
#2715 (damage-associated molecular pattern,
DAMP). T {5 5 il B4 PRRsIF, 105 7 2R i
P20 B R 7 A0 T8 T4 2% (interferon, IFN)&F /i,
DL R 5 S0 R A e S S R A o ARG AT I R
16 = 1R BV IS 575 7080 S5 N (1 8 0E S 82 ) PR A, 3K
e R AP I SR T BRI G R Y 2 )
FHEVER ; [RI AT i R B SR e 1 3 A e %
SBE, FEIRCAHE T AT, S008I bR e E T2
AW [RIRE B O E

PRRYEMH AP AR 8 — 1, M2 L
FORFEZEAL, AHE TLR. RIG-TFE3Z 1A (RIG-I-like re-
ceptor, RLR). Nod#Ff3Z {4 (Nod-like receptor, NLR).
AIM2FE 524 (AIM2-like receptor, ALR). CHIBEEER
2K (C-type lectin receptor, CLR)5 !, F.H1, TLRs
e B SR A, 1R A R R

TLRAMYAE 56 % 492 40 A [ an #4 S IR 41 Bl (den-
dritic cell, DC)ATELWE4H L [7h ik, tAEAF S e 4n i
[ B AT 4 41 i AN 57 20l (epithelial cell, EC)]H 3
o AR TLRIENL, HATHEor NP ISR 1, —
SRR TLR, BFETLRT. TLR2, TLR4. TLRS.
TLR6ATTLR10; 24 A TLR, A7 F MR, C 4
TLR3. TLR7. TLR8. TLROFITLR13.

TLRs& S IRk, BAT = A ERRE DY,
RN (1) &SRR R I E R 45 (leucine-rich
repeat, LRR); (2) %7 HE5 L5 I ; (3) i [RIE
YN TIRSE M4k, b TIRSRN T R A5 5 2k
R 27y B RE T, T FH 40 A S5 Rk,
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TLRsH] LRI 2 FIPAMP,

AR T TLR 2R 52 i 85 R0 2 1 i 4%,
RIS AE IR F oy o o, TLRARAH A IS HeI80m]
P21 1 Aig 2 B (lipopolysaccharide, LPS)'?, TLR2Yj
TLR1E{ TLROFI T — 544, FL[R]R 51 2 A PAMP, £
5 2% P 1 T R JBE SR B (peptidoglycan) AR AITE 2%
H, SRR S I BER RS . TLR1/2HMI TLR2/6
A LA I X 0 = el kA —EAg ik . TLRSH] LLiR 5
Y HEER A", Rk &b, TLR2IEAT 5 TLR10OHME
WK A 2 IR AR

2 i N TLR AR08 15 200 B RS B O RX R,
A6 B B S ORIRAS T 1 H SR AT ™,
TLR3 ] 1K F 52457 248 M 1195 25 X% RN A (double-
stranded RNA, dsRNA)HI/NFHE RNAM®, TLR7 3 %L
TE K A MAE DC(plasmacytoid DC, pDC)H ik, A7
K B AP B 1) BLAERNA(single stranded RNA, ss-
RNA)FI/NF-HERNA, 0] LRGSR B 28 B S8R 4H
Jitd(conventional DC, cDC) 4 EK B B [IRNA. 1]
N TLR85 TLR7 A5 14 e v, H [ A% ssSRNAIEAT
WU LR B, NTLR8 W] LEIA 15 14 T4H M (regulatory
T cells, Treg)F 31k, B4R S A polyGIDNASE
TR . TLROA] LIXT & ok H 31k CpG-DNAZE 711
YT AR FEDNA AT IR 07,
1.3 STIREBAIELEH

PUECARfS, TLRZSEE A0 S 5 18k, A5
S A BE A F o tumor necrosis factor-o, TNF-at).
IL-6. IL-1BFIIL-1255 & M4 R T SRETLRIVE S
AT 5AEDC EHLANE T 71 R, S5 5 S ARy
SR RIVE o RS B IR . thAh, — S8 TLRIE
REMEI P TR B RIE LA R BT B

TLRIRGIBCAR 5 , BT TIRIK A BLAE % S
A TIRESE AL 38 ) 40 i N 1k B B FE a4 20 L 1A
¥ 88(myeloid differentiation primary response gene
88, MyD88). TIRAP( 44K AMAL). TRIF(tHHEHK
9 TICAMI) 1 TRAM(tH 45 F5 4 TICAM2) 4% U1 5%
f . TEIXSEEESLER A, MyDSS2 I 4RI % 1)
BAESLEA, EH TR TLR34MNAIFTA TLR. TLR
ZEEMyDSS)E, FiFHIMAPKS(ERK. JNK. p38)LL
J e S5 DR F- NF-k B B0, AT X 28 JhE 48 i X 1)
FIRBATIREE . T TIRAP, 25 T TLR2AITLR4
T Y My D88 i A7 0% « X TRIF, AT LA
FH TLR3FI TLR4%: 4, @1 I0E A [A] T My D88t

BRI — 4384, B TRIFMBUME IR 1E , fe & B0E
NF-kB. MAPKAHI s A7t 2 U 717 K ¥ 3 (inter-
feron regulatory factor 3, IRF3). ¥y IRF3%} T f5 4k
IHTFHEUHZIFNDMIE SR CEE, 1MXT
TRAM, N2 #8142 5 0% TLR4TMIE TLR3 T
W) TRIFW IR 1% . MBIk, A TLR#SHE
SRR E 142 Sk B 1 SRS A IR 0 1 S DR 7, DT 56
I3 SR P AR 3E T A R RO AR Bk B A
7], TLRG ‘5 EZ 50 N 55145 MyDS88K i 44 Al
TRIFH SIS (K1)
1.4 MyDS88{K#hi&:F

TLRAI MyD8845 & 5, I 40 i/ 2 321k
AH < B B (interleukin-1 receptor associated kinase,
IRAK)Z R A8 1 [P 5548, AL HE IRAKL . IRAK?2,
IRAK4FIIRAK-M, T fEIXEEf A, IRAKAXS T
MyD88H it i A5 S & L AT DI . IRAKHE %
Ak Ja 22 N MyD8S# 25 , 1 J5 -5 B A B8 R T 52 1k
AH A F(TNF receptor associated factor, TRAF)Zji
A TRAF6H] HAE ] . TRAF6SE —FHE31Z & 4 21,
‘B 5Ubc13MUevI ATERUE &4, DAL E63 47 it
AR ERN 2 RiZ ZEEN A A, B 43 MAPKKK
I TAK LS. TAK1 5TAB1. TAB2FITAB3
ghEr, WOE NS I IKK S A AR MAPK 5 I 9
K. IKKE YA kB (A BB L, =
TR LA, 430 AL T TKK o fT TKK B, PA K 5
WA IKKY/NEMO . 33X P R A 0T~ 1B FY) 4 i A1
J& e 5 K -F- NF-x B AZ 5 A7 72 6 75 1, 17 NF-x B
PR IOEA PRI T FRIE . MAPK SR AL 7 4 15
B R AP- 1SR AL T 9% I0E, AP-1/2 HHbZIP(basic
region leucine zipper) X % (£44% Jun. Fos. ATFAI
MafilF 55 ) i 72 28 B ) [R) SR AR sl i — k.
H, c-JunfE TLRAE 5/ 510 9O0E I B HR R PR %001
Mo K HE TAK SR FE /S B4 M 7E 2 A TLRIECAA 1)
VE T 4 22 22 I H 98 0 40 TR 1 A= 0k 2 DA R
NF-kBAI MAPKASBE# 1E 5 B0d FRAS , &I TAKI
£ NF-xBAI MAPK I8 #0253 2 AR TT R
1EH .
1.5 TRIF{K#FIREE

MyD 88k [ /N B e 74 3d NF-xB Al MAPK,
WANGE P AR 58 1 40 B[R] 7 DAm %2 TLR2. TLRS.
TLR7. TLROWIFRESFVERCAR . SRTT, /R MyD88k
3 75 15 200 Pt I v i 2 LIPS T 77 A 48 1k 40 B R -
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CD14
TLR1/6

NF-kB
complex

=

ZLETTHE N 4% Sk BE EMyD8SFITRIF .
In the red box are the adapter proteins MyD88 and TRIF.

Ell TLR{ESEBAIRESE 1911220
Fig.1 TLR signaling pathways (modified from the reference [19])

{HEA LA AT LBGE NE-kBAMIMAPK Y, ith 4k,
TLR3FI TLRARBCAR AL B J5 , IRF3 3805 A1 B 5 T TFN
75 A IR IE A MyD8S B /N B, HH % 1E 1) 22,
X IR WITE TLR3IAI TLRAWI(E 5 5 S il B A7 75k
ST MyD88I1ig e . eI |, TRIFH: e 3k
MyD88 1 i ik 12 ) B B4 Sk B ] » TRIF o] # 52 4E
FITLR3MTLR4 |, H TRIFid % 44 80% IRF3FMINF-
«B. TRIFHFE /N FAEZLLPSFIPoly(I:C) il i 5 i 4 %
P IRF3W0E A IFNPiS S . b4k, £ MyD88
AITRIF AU /N B, LPSHIUE NF-xBFTMAPK 1)
R S 58 4 2, R W] TRIFGIMESS 55 ST
NF-kBFIMAPK (1) i S350 B A 8 3 (2,

TRIF ) NoR 3 1 C R 3 X I AEAS 5 0 T B2 4R
75 B A ANF B Th e . TRIF A N 35 [X 38k B ] 0
IFNB, 0] 30 NF-xBJS 3l 1M CoA i DX 38U 2
75 NF-kBIHANEOE IENBE 7. TRIFH N S [X 5
ZEAEE IR KK, TBKI(T2K. NAK)MIIKKi(IKKe),
{815 IRF3 11 CoR g X 355 1Y) 22 S0 BR /7 5 I 1 A 1ol

B, TG, ARG I IRF3TE R — AR, WA
ERBNMMEE N , 5 T ERE IFNSTE N AN [F HE
R PIFRIE . = TBKIAT TKKI 4 s H i B
TLR3F1 TLRARC A ) IRF3305 A IFNBF S 2%, 1M
NF-«kBF MAPK [0S LA K 2 1 41 i (R 7 [ 2Rk 7E
XL i FRORAZ S 2028, HeAh ) TRIFF N A i [X 5k
I TRAF64E A 2L 7 R FL4E TRAF6™. TRAF6
P 47 1 5848 A] BH UL TRIF % S 1 NF-xB#E , TRIFH)
TRAF64: & 52 7 RAZ W] fIHINF-« B, K TRAF6
£ TRIFHCRPE NF-xBIS0E H 2 A B EZ % . TRIFH C
3 XA & — AN RHIM(Rip [A) B AH HAE 3L ), %
FF A5 TRIFE) CAR Ui X 38 5 RIPTAH ELAE L, 1
RIP1/EZ 5 TNFEZ A 3 [ NF-kBEUE [ RIPE R B
G2 B0, TLR3A TLRAA Y 5 1) NF-k B A ) 1
BRI AL RIPTGR IS (PG00 B4, 2R BH RIP1XS
T TRIFIH M NF-xBiH B EEE L. A
K, RIPI# 2 Rz &2k, 775 TRAF6F TAK1JE Ak
HAEYCY, B2, TRIFX RIP1AI TRAF6HI S8 1] g
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Gk -

et TAK LB0E , AT — 20 5 3 NF-«BFI MAPK
B

TRIF A 4> %] 5 TRAF6 A1 TRAF3AH HAE ] .
TRAF6SAEHMBERIPL, J57# X S5 TAKIE &4HHAEH
FHHEE TAKIE 54, 15 80% NF-«BHTMAPK, {2
BRI FFRIE . 1 TRAF3SE4E IKKAH S
TBK I FIIKKiH TR AL IRF3. i, IRE3E A% S84,
FE N LA Bz, fEA A% i 5 TEL PN
BRI RIS,

2k EFTiR , /£ TRIFIK & 42+, TLR3F1 TLR4
WEAAR S, 58K A TRIFS: &, BE G 8 55 1%
7% TRAF65, TRAF3, i [ #iE NF-xBF MAPK PA f&
IRF3, i A5 FHEEE R Rk
1.6 MyD88IKFHI&E STRIFIR BRI 2 B T4

TLRABE /] HEMyD88 I it i 42, tH I ¥EiE TRIF
W12 . MyD88E &4 1) TRAF 34 B fif {15
TAK LG, SR G BOENF-xB. 1 £ TRIFI #i& 15,
TRAF3 G A 8 T IR Rk M RT . Rtk
TRAF3R 1 & TRIFUC I @ A2 B0E B VE R Ak, 38
HAHIHIMy D8 A i 42 1 FH o

TEUR 2 a0 Mz N A b, DLRAE L35
CDA0IME F F, MHC T2 15 % & R i Bl Btk A
HAEH, DA R 4ERFBtkIE . B0 FBtk 5 MyD88
AITRIFAH ELAEH, BE P2 2 My D88l 11 ik 45 ) ¥
I, TN AR BETRIFAK 6 1 38 4% (0 BT, B e 3k %
PR R 1 AT TP R () 7= AP

2 TLRIES5BEMXAR

AR AT IR, 72T 4 f 5 H 44
Mo AEKET AR BRI R A
YRR AN 5T 2 (8] P AR AR AP BT RARNE
e, DRl 7 B — ARG B A U R Gk IR X A
AR AR R BH S S L LR 1 T ) B, T
F T8 B G 1) e R e R v] e AR 2 51T
AR A B B SRR D) R e B PERO kR 22 B g
WRYITLRSAEFE R AAEIE M . i, FEEETLRsH)
B = SR B 2 40 AU AT, Ak, TER
X #2822 St (central nervous system, CNS)H, Kt
BETLRs A1 JE B0 755 40 B (R0 45 #2480 AH 41 i) 1
FEPS, Rk, A TLRs B a4 /E S 2E 48 B FAE v
REA — PP E IR T K

TLRsTE F A B 5T 2 DU RS AL 3

W5, £ HAMKE S HES ) IR G — W9t ,
TLRATEAEINTUE (Xenopus laevis)ihish & 3 FE A= 1 F
W] RE R — AR B, T S U ERAE TR (Ambys-
toma mexicanum) M [ AL FEH, TLRBENE | —E
(149 A £ 1400, LA S5 G B A W PR PR ATE A R R R A
Ho B IRETT I o A FA AR W] 40 N =N AN AN H
HIES BB — R RAEMA T B, —2&H
B, =R EBH R, ERZBHEE T,
UMb R AH MR B A0, kR AT 4 B VR
JoT BRVRE T LA T ML EH TR 1, DA KA 98 A Joid R R i
DL R VAR - AR 2 2 — B B ) 32 2
FE, 2 OAWAAFERDIRE: — R e 2
FRACAEM, — it B et 4E4u i R e 2T 4EAL
A AR AN B AL 5 (extracellular matrix, ECM)JTHR .
E—LeI8H H, —H 0 B4 T DL Ao A 44T g
DUt ECMPTAR ¥ & i 4l e SR AR AL 1 L
AR E T, FEARE AR, FEE, B
a1 o s e w22 ol SN A 0 N BN N P RN e i
P SETEANMAE A, TR HL AR IR . B
JE RIS =B B, ECM#R#AR , 7ERRARME LN IEH (2%
EELES /R

KV E, RENRSS 1854464k
MHEAE SRR RERERA4ENE S EET
n] fe e F AL A K R F B(transforming growth factor B,
TGFB) AL /INRATA A=A KT (platelet-derived growth
factor, PDGF). TGFPI-# th B4~ /f , Jridid
Smadid #% & 155, {3t B 24E 40 s A A i J5 d
HAERC ™. PDGF A 32 AR 3 L £ 24 4 A (1) 3
BE, I K= ECMIF i ot 441, PDGFAI TGFP
FEA 2R A P B AR O & P 28 B o o i
A A5 P PDGFHI TGFBI /K43 2IIESE . PDGF
A TGFB It FREEHE G T B REIR 0 B &P
LF4EAL S i PDGFEX TGFB I AT 5 11 TRl £F
Yifb. BT PDGFFITFGPAY, V2 HAh A B i fb A
. MEERKR. EER. IL-4. IL-6FIL-137E4F4E
KA R P, YRR AR K T a4
K [HF(hepatocyte growth factor, HGF). #{b4 K
[AF o(TGFa). 3574 KK (epidermal growth factor,
EGF). bRHTTEA. XOHEHSEHRD )
IR BB A

SR TGFPMIPDGFAE £ 4 % A= v e 45 2 A
R, AR EATIIAE AN B RE 7 AR S R Hh 9 JORE SR
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T TLRs A2 VA 15 56 R 038 N 5 328 N7 ) B2 A4 %
TR, R A IR R R R 98 R f B B T A, 7RG
R A TG TR 2% T TS P AR T A R A A S
2.1 TLRIESSHIEEE:

JH B B S R P AR R, 24 4047 SO DD B
P K R S A A 5 R B S RTEAT A . TR
JFF R 72 1 JE BB B, I S5 44 PR 2 Kup ffer 4 i
S A LR 40 I R (40 TNF-oofl IL-6) #2745 B 22
YER ; [ NF-xBA1 STAT3Z5 54 e [ P £ LR E,
1M TLR/MyD88/5 5 1] 3 £ 5 ¢ i 4 ffa [A ¥ (B0 4%
TNF-af1 IL-6) #4774, Ak TLR/My D88 #% 13
Al REE BT TP AE

Xof B A= 7R /)N BRUFD My D8 8 i i /)N B, 23~ Sl i3k A7
I3 V1B AR (partial hepatectomy, PH)J& , Ab#H2H /N iR
FH55 PR 20 PR R R STAT 3 R A0 A 2K 1) -3
TR R IE KT FEAK , Kupfferdl il - TNF-ofl IL-611]
7= AR B DL S NF-kB R S0 2 B ™ LA T IR 7K,
FLRF P AE 2 204 5, A0k, TLR/MyD88A 5[]
WAEF A R4 E S+ HE, PHIE,
NF-kBE ={F 52 Joft JF- 41 i Hod ik TLR/My D88/ 5 1 i
RS, LA S 4= A IL-6 FITNF-0. X EFAE
AU/NER . TLRSESR /)N BT TLR S 3 sh 770 Ab /s BRdk
1T PHJE KN, BF A /N BRUHFIE TLRS R IA .3 i,
TLRS R /)y B R A2 52 3090, TLRSE 7
V) it FF D) 8 3 e 2 T PHA SO AT 4 M3 0 . IX %
B TLRSM5 5 % 56 T PHJG 1) - AR - A4E B A IE 7]
PWHVER B4, 11 TLR2. TLR4MI TLROX T PHJS K
NF-kBEGEHIL-677 4 M FF AL F . B3 A 0T
FWl, SXHEEAMIEL , TLR45AS /D FULE VY &AL TR 5
S fE , FEF R AE S AR 52 BIHIH], P40 TLRATE
e R R R T EEMER Y. thAk, 2UE
4 JiT %% 4 (acute-on-chronic liver failure, ACLF)f%F
RURTHISET R A SO F A R, TLR4
FEPUIT TAK-242 5 %7 20 f £ 7 1A - (granulocyte
colony-stimulating factor, G-CSF)B5 i H /£ ACLF
/I BRUASERY R ) 8 0, A3k T 7 AR R 1R BB TR
A, TLRATE AT HA R e A A 2t 1
X T TLR3TEF AR AR /E A, B 0 K 90 PHJS TLR3
S B /0 B T A R )N R AR A HE e 1 4 e G
X R TLRITE T F A= ) 3l B A AR AR
22 TLRIESS5BHEEE

2B 545 (acute kindey injury, AKI) &5 "B HEME

DIRER IR B8 H AR L TLRIG 5. BFFTER
FAA B JIE CD133"/CD24 #H 41 (ARPC) ] A S 5 5 Ik
BRI, HERIA M) TLR2 1] 78 404045 128 T
TR AL, teA, JORETH IR A 3240 E /INVE 4H
o R AR BT A TR I, T TLRAGIEE B 5 E i8R
FKo IL-228R Z B IL-22PH IMr 23451 3 /)N Bl AK TSR L i
ANE IR o T TL-22 32 22 o () JoT SR AR 40 L, G 2R
PR M AT A 439, TL-22 52 AR A | B /N 1
AR . fERE R B AR AR IL-22 1) 40 e 25 45
FHFRIRE, ABE/NREST IL-22)5 , FRAE AR nT gk
AT o ARHMITTE R IR BE IR B /)N A R A1 B 33 mT
WodE TLRAM T FIL-220058 0k . RAETESU HRE
Wr TLRA W] Fi5 & /NE PR FERN AKL, AEAE 8-S B B FH W
TLRAZ NI TL-22 () 72 A= H-4 35 B W FE2E, RIIIATE
ST A I TLRAVES 77 v 0SB A S A% 4 53 WA TL -
22, T AKTF B /N A A A 10,
2.3 TLRIES5BHRAIEE

Duchenne/Jl’E F= A~ [LE (Duchenne muscular dys-
trophy, DMD) & B IUE = A [ 85 1SR FE 5| 2 1 o1,
WUEFRAREALS MAMEIRED, BRERTEL
i, Xl FEEIHNESES. WEFRARED
= R4 2 e Y440 . FEB i 1Y)
FUHABY B, WU AR 4 0 B ARG T4 S8, iXFh
ARG e sk, SEEAT LA A E] i £F
A R R . T B VLA AR T T2 A A7 AE
RS T WU LR JZ 2 8], b T A ARBR 4R
BPIRES . BEIZGE, DRSS HE 15
AL, SRIG S N UV, S5 2 ILEF
Yef & LAE A

T8 AR s T 2 P e M 5 5 2 My D88 i
mdx/ iR (DMD/) R, X MyD88TE mdx /) &
FEARNUA AR LR g W5 & H A
T E - AE AL AT I T R I, TR 4H
MyD88HIH- 9855 | mdx/ EE BRI 4E RE /), T
Fmdx/)N B LIAL T B A ) 2R, IR 1 mdx/h
BRI B B L2 2003 BE 2284k, 4041 1 mdx /) BRI LEF
HEFAE, 1D T mdx/) BRI TR 20 p B A H S 32 40
LA GEfRE, HNTER 7 2R 44 20 230 AR, A I,
MyD88/1F i TLE 41 T T mdx/NMUEFRA R
WURI A WLAF 4 P A 2 O EL
24 TLRIES5MEHE

PR 40100 Fa, BSR40 10X J5 4 22 15 4 B (recti-
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nal ganglion cell, RGC)ifl ¥ To ik F A Hl R I 2 KA+
AN T AR, R R T AORE I, RGC V)4
FVE R AR, XA L 22 T RE 8 7E 549 h
SEAE oK, Pl 2R A FAKAR. i
TE BE TSR 7 B TLR 2K 5 751 Pam;Cys T SR 1445
ffi(lens injury, LI)A\ i 75 5 20 09 58 Ji2 Joft 41 A HH R
PR 8 R TR 7 R o 27 4 e v 2 T R A 1 B, TR
I OERGCH HITAK/STAT33 8 4% . H: 5 & IRGCs
B ONEADIRE, #UNGAPA3 LA 2 FiA AR
P RGCsHI A Z8 A K3, 4k Py 552 sk iy
Pam;CysH 7] 75 S e & OR3P EH, JEEZ M &
W 5| B LU LIS R R R F AR . X R TLR2(E 5
RS FE R AT e A — e E . SR,
SARM Liffl ;i NF-kBA5 5 {12 1 #1282 RE H-H 1) 45 B iz
55 J5 B AR 22 AR DR, JE I N T AN R4 4
AR (R g2 v] R AR EAR R 2 5+

2.5 TLREESSLEERAE:

56 R 21 Jik BHL %€ 5| A2 11O LEE B (myocardial in-
farction, MI) 1] g FECOE RS . D ULE BRI
%l (heart failure, HF). AT BH, O WUREAE@E 5 £F
HEEL OIS MET: . fEOET, Rk
M TLRJE TLR4. TLR2. TLR3 F1TLR5®, Hrh
TLRAFM TLR2AE QW 5t P Al 2 . £
PECUEIBE B G IR 41, TLRASTE 15,
TLR4A{E 5 TR R A RIE RGN, Hibgs R
S HFMR R, METEH S A Y, TLR2
WA RIS AR PR MIBE A R RS
TLRAFHE T @ W SR RE T RAE.
VB R LT 4k, . AL OO I 4E i 32 4E , R MIJS H
TLRAFI TLR2fh 5 1 NVEA R M. o T LE TLRA'FHI
TLR2OE BRI S /I B, R 0L 7 VA 5 AR A0 T AR
o X/ AR R S 1 TLR4A$E 77 eritoran B 7t
TLR2PUMA T AT T AL, AT 98/ i 1 P ¥ ) (1)
FEFETHIAR . 1X R HH TLR4AI TLR2/E— & F2 % E o4
FLOAEMIEE 54 . s AR, TLROYE
SO LB AR A S0 D @A R T A
Az, X O NSRS S UE B 2 R B,

Wb AN, BEE 7RO E B A5 i R B A
R 71, Se WO R AR B AR . T o —
B HEAVOE TGRS . AR ACL AR B 2% A RO 51 S5 4 ik
T 1 75 8 (Oryzias latipes), 76U 4547 5 Bk = 8t
L& RS R JULZH Y (cardiomyocyte, CM)IESH, F£3&

I T 2 AR SR TR R U4 7R — OE T IX
2Ff 1 0 IE AT S5 (G S A A Tk e R,
Bt AR LG, O 5 T 00 JUE %) 12 8 0 R A
95 I RLR S, B2 A ) S5 AR AR Hogb . BE
15k 24 o 5 0 A 2R ) 2 52 M ML TR e R P 4
H i B CMIE BRI IR B o 1T ) 7 60 4 PN 3 55
TLRIEBN 7 Poly(I:C) W Al {2 it E MR A M B2 45 . B Ak
M. CMIEFEAYEIRTEIR, XX TLRIE 51
WOE T O A R R — e PR E A

3 45iE

TLRAS 538 i 4 5 K G i 538 B2 1 S e B
sk, T ZETE B b RAE EE MR . TLRIRA
PAMPHI DAMP, 48 5l i ek 2 (1 R HEME T, 25
BEAORE I SIS , PR AR s B RO . HAE
e Ko RGBS, FTH T BLAENT
TR M e e 2 e R B B, Hoxt TS
(1385 I8 1 8 B — S (048 AR . & 00 9t 2 0
TLR SASBE FAEZ ML R85, Bz
CA LA A 5, S BRI . TLRAS SR T
Y BRI AR AL T A F R AE T R
1853 5 BF 90 22 W TR AR Rl 88 8 2 I F 45 11
L AR IOV, B0 TLRAZE A — 5
FRAE b A] R AR F S F R 245 455 067, B
TEFFAN 0 S5 35 1 ch UL BT (R 2 M F 107, JE B vl
FEAE R 3%y oh b5 AR A AR S R T2 A8 4
Wi, T TLROB S RS A2 R B ME L, (HTLR
B (5] A S HC A 8 B 5 S PR A 6 ) S @ B
HA R U 2 SEIOREAN I SR D | AT B0 AR
T, GUEHRZ Y, A AR R A 2 IR 4R i R A
5 DR 0 B ATV 22 MDA A ), Sl el L A £
Pt 13 () AR I R R e ARk , i TLRAS 538
] R R 3K o 2 R ()P 3

TLRAS 5% i A= [ B A 7t A 22 40 B 7 1 A
A, B LN AL R R 4
B I 18, ELZE HC A R 2550 40 v T4 s 10 £ € 1t
BRI, LA R HC R P2 (T R 1 32 0, A
T 5 A P A O L B Rl R, 9 AR AR EE
SRR S B S
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