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tion receptor, PRR VTR B G AE 9 1 2R3k (R AR ST (4 S A4 A G 3 788 X pathogen associated molecular pattern, PAMP )2ESC3E,
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[ FES%ES] R392.1 [ XEkIREE] A

[E1 A g e A R ARAE S A S LB ) 1= 2 11
SBR[ Sy FEATIEIA SE An AL FE E
TR mast cell ), FFZEMR A HE( dendritic cell, DC ),
FLWE 2 (. macrophage ), F S8 A A7 4 MI( natural killer
cell ,NK ), B2l ffd( granulocyte )52 v& T 41 I 55 4015
ST 2 R S AR DL KB IS i i ) e
RAES S HAAFENLH] . H AT A B, L sh Yy 3= 20
T 2R 2 b ) A5 TR 1) 32 AR pattern recognition re-
ceptor, PRR )P JE AR ¢ 43 F 45 20( pathogen as-
sociated molecular pattern, PAMP ), SEFRXT 7R R A
AR SRR, 1T R 2l [T A S i 9RO AL, L IR BT
JER L AR R T LR oy TR ERIR 5T T 2B 40
1800 T 5% B AL 34k , e 20 35380 W M S e, e
R SR S A 2T R SREE

HHTAY, PRR EZALE 5 P50 C BB R
Z K ( C-type lectin receptor, CLR ). Toll #f 32 &
( Toll-like receptor, TLR ) 8 5t RNA 3Z{&K ( cytoplas-
mic RNA receptor, CRR ) WAT IR S A 55 AL 45 #9 3
¥ 5% 1K ( nucleotide-binding oligomerization domain
( NOD )-like receptor , NLR YA K i DNA 2 44( cy-
toplasmic DNA-associated receptor, CDR ) % JtE 7,
PRR 7 o 7F 200 MO P A | PN Joit ) s sl i S 1,
SPUIAE  PAMP

1 TLR RENSHEARZIRNRESESEE

1A G 8 5 TR 52 A 5 9o I AR O 0 A5 0L 5 AR iy
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TLR & — 2 A0 AR 57 1 IR 2R g i A5 =X 1R 1) 52
A, 3 3k 45 -G A [R] 0 4 TR 800 B 9 43 4544, S Sl
A1) (1A G028 SN, F 0 4 7 P T A e SR,
R E BN Z K, TLR 8T T B A,
B S E IR AKX B 2 e R 1Y) 2 B X A
Toll/IL-1R RN IX . HETEARTEHRT 11
Fl TLR, Hrb TLR1 .2 .45 .6 .10 23k T 40 g 1
TLR7 .89 i M 5z o i N 44, TLR3 W] 33k T4t iy
FHE ARSI T B TLR A AT R 50 S
S B AR 43, 8 > EG B B 14 i Z2 4 Tipopo-
lysaccharide, LPS ), # % [H ¥ 5 49 Jik 2R B¥ ( pepti-
doglycan, PGN ) IGWERERR BERER M 819 RNA FI
DNA 25, 111 FL AT R 50451477 A9 4 20k 40 B A8 s 1 P9 R
PERCAR 175 5 B S8 0285 6 T N AR Y TLR E %
UL P A A A% TR B L D B B TR 28 9 7
Vi A P9 AR i it A o o2 f 1T B 1 95 8 DNA 5
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RNA. IEF A 51 RNA 776 TS, A& DNA £
MEBTE N, AEA AR, I A BE S AR TLR
TR T A T A SR Rt G, TLR 7E40 )
S A R HLIR X > [ B AR RNA A B 2
—U RAERIESE O R B, S AT Y siRNA
( small interfering RNA YAl g AR TLR3 . TLR7 8%
TLR8 YU 5 [ S8 MR, d sk 270 1 Y Bk i& Aii
A0 T % IFN TNF-o 55 RAE B F 1974

1.1 TLR #9135 #Fi& 12

TLR SECIAZE G5 S AHRIE 5 5 iRz,
P H YRNG5S —E AR F Yiee B
TLR A AT e i 42 S 2 B 45 A B4E
PE. HETAINRY TLR {5 508 i 2R 5k 7 7
HIASTR] 53 M BERE oA R - 88( myeloid different facto-
ry 88, MyD88 )il 4L 3R TIR 25 14 sl 42 2 11
( TIR-domain-containing adaptor inducing interferon-
B, TRIF )M 1 ( B Bk MyD88 AR ) M 2% A
W15 S TR e | 1) ",

(1)RMIHY TLR 5 %7€ R ECAKRZE 5 )5 L
A B — A, Jf i A 5N B TIR 4514
WA AR 5 FOE T IOV . 1 S TIR 451 15
54370 MyD88 B Ui (19 TIR 45 A4 A . A
HE, i MyD88 % 4k , Fift 5 i ik MyD88 fY LT 254
5( death domain, DD )5 4 R -1 32 /K AH ¢ I i
( IL-1 receptor-associated kinase, IRAK ) & Ji% & H
ﬁ?ﬁ%%é@%tﬁ*ﬁﬁfﬁﬂﬂéﬁ’a‘)ﬂi%ﬂ%%%

W, DTS5 9 b AN T8 /Y 05 5 B 0 I
*WIEL T 22 54 )R T A6 B B ( mitogen-
activated protein kinase, MAPK )i 5 AP-1 ¥4 5% [H
TRIBE 5 53 — Pl 4202 3% AL 5 A9 TRAF6 5 5%
A K B F-p AH C ¥ B ( TGF-B associated ki-
nase, TAKL ) }z TAKI 1) 45 & & 1B UEZ & 1k,
IS NF-kB 175 3 ¥ ## ( NF-xB inducingkinase,
NIK ), NIK #% i fb J5 i — 20 B R b 1-B B 2 &
¥ ( inhibitor of nuclear factor kappa-B kinase,
IKK ), i AL B9 NF-B 10 il 47 i 52 5 AR inhibitor
of NF-kB kinase complex, IKK )/ T NF-«xB i)
#4( inhibitor of NF-kB,I-kB ), i I-«B [ 2 4~ 2%
RO S ERR AL, T 3 1B 12 Z A 1M B i, 1M
fiif% 5 7 NF-«B M IkB/NF-«B B9 2 &9t B
JRCH R IS BN AN AZ N, e 2T BORH OC B TR 1Y
Fo (2)FEPTA TLR W, HHT 2 %04 TLR3 F0
TLR4 f£7E 4 MyD88 AR 4Kk 1% , RI#H 3£ TRIF 4
ST T, Wi 3k 0 7 TRIF 3% TRAM 5%
4 TRAF3 Al TRAF6 7353 i TBK1 #1 TAK1 5]

A NF-kB B0 16 F1 IRF-3 (A% 5% 407, 45 4
PR A1 T 2 IFN #9335, TRAF6 1L JE B Y
K63 -4 52 1) 2 17 F 4% B 0% TAKL, 1fif TRIF-
RIP1 {55 & & Wik 55 F TRADD Fl Pelli 4> T 1)
5,

TLR4

~
—
=

=
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i 41 1%
'TLR7I8I

m W& / é\

TRAF3|
TRAFGIZ\/ RIP-1 :’:K'ﬁ
1

E1 TLR{ESESEE

1.2 TLR 155 456984z

TLR {553 B & A s AL A 2 ¥ 25 S BLA D)
RES 0 RIBR AY & 2, I 3Z14F 22 o 15 53 % Y
IEAH S SO R, (2 2 5 35 B 19 G ALK F . 1
Sk TLR {5 5% 530 B v (%) TE AR R 2 007, I IR T
fiff Btk( Bruton’ s tyrosine kinase, Btk )25 T TLR4
M TLRO 553548, HI58 NF-«B 1Y p65 V5 (1) # iz
LB TR 3R . FEALHAME AR
I ( major histocompatibility complex class Il , MHC
11 )ZEfEHE TLR il & 1 [ G2 I 24 v & #5 C AE AR
o MHC I 2857 FBR By S Ui ie Z oh, ib ]
1t JEAE TLR 5538 1% 2 5 B S KW 43 54l
Hile BFE I, 40P MHC T 473 1 3 5 3%
43 F CD40 551 2 IR i Bk AH ELAEFH , 27 4k 4+
Btk B3 M, Btk FEME 46 T UiE 50+ MyD88 #1 TRIF,
PEUEAE A K T 78 TFN A9 7=, N TTICTE TLR fi
R [ A B g2 oy 285 S

VAR, T TLR 15554 38 % 1Y 171 1] PR 42 4L
il — BRI AN AR 2 2R AR
[ 255 1) 70 1) R 428 43 F, 20 MyD88s 1 LAl MyD88
TGRS G TIR Z5H B0 2 ANRE I R L 815 5
SOCS3 £ STATI i fb & R B 4 il TLR4 19 MyD88
WA AL TRAF6 JH P AT MyD8S ARAK #i ik 14 P i
TRAF3 % ¥, E3 % #: [ TRIAD3A 7] LA i i {2 #F
TLR A< B3z = AL M0 TLR 55 .

Xia Z& V0 Allen 25 "3 B4 T NLR K G
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W5t 22— NLRXI1, 4575 T NLRX1 7E TLR {5518 I%
K RIG-1 15 538 3% vf 09 97 1] 3 59 /E . 48 Yuk
SO IR G, L2 4 SHP( short heterodimer
part-ner, SHP ) Gl & #l1 il NF-«B (1 p65 . 5&1 1k
FTRAF6 2 iz Z A4k, i il TLR {5 5 fil &
AR PEH T, AN, BF5E T R B, B R
CD11b F47E Bs 2 BRI spleen tyrosine kinase, Syk )
P CbI( casitas blineage lymphoma )% iY, 51 Cbl-b
ARESf# TRIF A1 MyD8S, il TLR A~ F1015 554 5.

2012 4F A W5 S UESE LR ) MHC T 264>
Frll g Fps-SHP-2 {554} TLR fith & A% 4 5E 107 24 10k
s . BEoE NG & B TLR B0 )5 , Sre S
ffif3 MHC [ 2807 NSRBI 1 2202 1 it
Fps 18 Sre [A] YR 25438 2( Sre homology domain 2,
SH2 )5 ZWERR ALY MHC T 2850 T4k, TS 2
Fps {6 358, FH L MRl SHP-2, T3 75540 F
TRAF6 4 &1 TLR 15 % . 1% 35 5 = ik & M Notch
55 RE AT TLR BUIG Y JORE 1V 2%, 87K ) TLR %
#eid 1t Notch AR FHY—Fh U FEHHLE

J38h, TLR AR 2l [ S 2, 12 KA i
7 P R 5 R AR S ] 3R ] DA I R R
SR AL B N MHC T 9 3235, A2 i DC
(R R, i ST R S A e N 25, JUHUE: Th AR
JOF P 7 A R IO A G O 2 A i B R 2
Ry 2 [ Gy A oy M [ G928 17 25 AR AR 40
B4 : TLR3 . TLR4 . TLR9 1] 5 NOD1 ,NOD2 P [ i
WAVEF M8 DC 43 1L-12 . p70 IFN %5 46 g A 1,
fifi G E N 25 1] Thi 531k

2 NOD #HZERERENTSHERZEIRSEE
EHLH

BE KB, N4 20 24 NLR BT, K Y
IR IR A T 4 NODT [ 2 3R 05 F A
LN, NOD2 Rk T-B iR A1 NLR F 2
ARSI L : C i & R AR EE )Y
H)( 1eucine-rich repeat, LRR ), ZE I LA b & ¥4 25
FEAYVEF 5 N 3l Ay 5800 235 Sl 4 e R A 1 il S R
3 caspase-activating and recruitment domain, CARD )
Ko PYD £5#4384( pyrin domain, PYD ), F%3% % NLR
SRSy 55 R U B9 B A RO 1, Rl
NACHT, EXf NLR FZER AL Th LR W 2. R
35 NACHT Z5F306s A F) NLR 3 AR RS & 55 3R
B E( nucleotide-binding oligomerization domain,
NOD ). & # NACHT-LRR-PYD %5 #4358 7 11( nuero-
nal apoptosis LRR-and pyrin-domain( PYD )-containing

protein , NALP ) MHC 1T 2877 2 =306 25 H ( class
I transactivator,C Il TA ) FHZ o T & FI( nu-
eronal apoptosis inhibitory protein, NAIP ). ICE-f H
FiH % 1k I F-( ICE-protease-activating factor, IPAF )5,
Hirt NOD 5 NALP 2 F Bl i

2.1 NOD ZARG915 5 4 Fl 3%

NOD J2 45456 1% 1 R 10 3£ 3R 45 F 45, NOD1 Al
NOD2 J& NLR ZJ f e i R A 1 B3 . Ferfr, NODI
A 1 4~ CARD Z5#5ifii NOD2 4 2 4~. NODI Al
NOD2 #BBEI K 1 40 T 4H A EE 1 R SRR b R 7
4544, NOD1 H1 NOD2 # & 114 H A BC A 0 5 1Y
— A FELE RIS R T 1) NF-«B 5 53 8%
{fi. NOD1 FI NOD2 U] PGN {55 /5 U B 1l 5%
RAK, R G 12 CARD-CARD A AH B AR FH 51 52 14
MEAE M HE H 2( receptor-interacting protein 2,
RIP2 )i H 422/, NOD-RIP2 & 41 IKK 4,
2T 38 i WL AL AN Z AL 1-«B, fff NF-«B 5 A i
oy, 32 NF-xB #% . NOD1 1 NOD2 ¥ i)
T3 — AR 22 U AL Y AR 1 VR A VO
NODI 25 c-Jun 2 3 K Ui i B ( c-Jun N-terminal
kinase , JNK )i 1k, NOD2 7% 1k p38 11 ERK .,

2.2 NALP Ao KM B &R 0915 5 45 18 %

NOD1/NOD2 F7% fb 72 i i ¥ B RIP2 \MAPK |
NF-kB 2 [H 51 5 19, HoAl 8 53 4 NALP (IPAF 15
Cryopyrin/NAIP3 A9 7% fL 238 i — £ 5] caspase
HAEWAFM. NALP J& NLR iR KR, B
AFFE B PYD 00 45 ¥ 38, B A X T KA 2 1Y
NALP B DI REAR M, (HRIRZ NALP G ALRESIE iR
P A AR( inflammasome ), X T 18 £ 5 2L A9 fIE 53 5F
AL PR 7 00 7 A K SCEEVE . H T 2= A S
NALP RPEE SIRC W E , — & NALPL, K2
NALP2/3, X PIZRE G W) F 2k NALP /Y PYD
ROV 25 ¥4 3 05 4k, 8 5= ASC ( apoptosis-associated
speck-like protein, ASC ), 4k 1M if CARD-CARD #H
HAEH, 5 caspase-1 45 &, M #F IL-18 19 43 W
NALP1 87T LAsg i He C 39 CARD R0 45 14 B4
5% caspase-5, Il NALP3 3 i #3554 CARD A9
Cardinal F548 5% caspase-1., RIEE AL caspase
ZIAIAHEAE I A 2E T3t A TG Ak , 48 1 B0 e %
PN 74 1L-18 19 B
2.3 NLR 35 4509iA%

FEABRAIE T NLR X T30 R 5 45 Fh gz
Fe LR 2 G B . (H 2 TERREE I B)
o BRARAE T A0S ) 25 R B R R s BRAME AR A,
ZATREG R A v AR AR S T LA ST T
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PRI NLR 5455 5 04 B ) 38 9 % 2k e LA £ B &2
KEL,

NLR 3 33 {5 5 % 5 0% T 37 53+ 40 NF-«B )
AT IL-1B SF0E R AN F 1974 . RIS NF-kB (1)
AL AT R 2 B (1 ( 4n NOD2 . TLR2 % ) [ &
ko BRFFE R R IR, NOD2 (14454 5 T LU S b 5
NLRP1 NLRP3 .NLRP12 K RIPK2 #HH1EH, 15
NLRP2., NLRP7. NLRP10, NLR11 & £ fF H. 7¢
CARDI12 1 F i 40 i b, CARD12 HE#% LA NOD-
NOD #HHAEFRI 5205 NOD1 A1 NOD2 454, i
S0 NOD & H R 5 5% S, #fil NOD1 #1 NOD2 4y
ST NF -«B {553 B A S0E A IL-18 172 i
CARD6 BEWSAEA: #2514 5 NOD1 Al RIP2( fH A
A5 NOD2 )AHEA/EH, @i 5 NOD1 354+ 5 RIP2
45 GRS NODL (RS 5. IR AR,
TRIM30 RE%H i [ M% TLR {553 i v 19 24 1
TAB2/TAB3 3k 7 P 45 TLR 15 53 5. 2010 4F,
BF5E 2 % B TRIM30 B 7 P8 35 NALP3 142
ARMMEE . JRABFSE S 2R, NLRP12 38 i 40
NF-«B A&, F1 NIK DL & TRAF3 A H 500, I 78
fifggg 2 2 ] ERK AT AKT P45 58 B& e P 4 [ A
BIER . 24 NLRP12 St = B, B 0HE NF-«B i&48
B 4G 58 45 B R R S 485 i 9 1 AU A

Tl AT B 500 e, — BT % H A9 NLR
A BP NLRC3 )REUZ IR 55 TRAF6 1k Lys63 12 &
FRRGVER , 2B NF-«B 4, NS0 TLR 35
L% . NLRC3 B4 54>+ TRAF6 M AR B
T Y B PR AE “ TRAF & 414 TRAFasome )”
(R A, Ak T ) 4 P e TR AF R
NLRP4 R VEE A K8 17 % % 35 DTX4 [%
TBK1 ¥, %F [ BT 48 R 155 & 477 A 1k
H.

3 BB RNA ZHRERENSHERREIR
B FiRELE

HATA A LT RNA 3Z44( cytoplasmic RNA re-
ceptor, CRR )FEZEHH — R 519 RNA it i g 21 h, £
FEYE R 5 T 3 N B A T ( retinoic acid-inducible
gene [ ,RIG- T ) X 4 DDX58A ). B ZE W L)
( melanoma differentiation-associated gene 5, MDA5 )
( XA TFIH 1) g A AR B2 S0 3 48 H 2( labo-
ratory of genetic and physiology 2, LGP2 ) ( X £
DHX58 ) LA K e it % B # DDX1, DDX21 i
DHX36' ™', RIG- T A1 MDAS J2 41 Jifd 5% A1 f) 3 B2 45t
e, AT R BE R IR AY XUEE RNA, B0 T il

{55, BAHBIA R AR IIEE. RIG- 1
HI MDAS5 Y947 P4~ N 3 CARD Fl—> RNA H2 i il
SER SR 4 T YL I, 41 B N K AR U
RNA, B RIG- [ 1 MDAS 50 XU4% RNA J& , #4006
NF-«B Fl IRF3/7, Tl S B A PUR e E A T 5
FIENAR . 55— P12 HERE LGP2 B/l CARD,
DAL b ] B 7005 5 S 9T o X —1E AT g & i
IFBHIT S RIG- T 5 MDAS 15 I A9 XU RNA 528
(2] 5 RIG- T F1 MDAS 44 B8 35 9 46 ( & 2 ),
NLR ZJ% 5t NOD2 W RETR B Bt RNA, 06 P
BERIENZ . CRR PSR ERE TR g B
il K+ 1( IFN-B promoter stimulator 1, IPS-1)
(BFRA MAVS, VISA 5 Cardif ), 4 2 5L A
( stimulator of interferon gene, STING ) ( Br N
MPYS MITA = ERIS ) #il TRIF, LLF X} RIG- 1
MDAS %5 A5G4S 2 11 IPS-1 1 STING Y 4%
B — 41 .

3.1 IPS-1 A§-6943 5 45 B R 7 AL

2005 FEPYAMIFTE /N R B T A5 CRR {55 5%
S AL B TPS-1C Hofth = A~/ N 3 s e
%4 VISA \MAVS F Cardif ), IPS-1 Hf 540 /> % 5t
PRERFELAL L, C v A — A ZF A5 R Bk, A = TPS-1 7E
SRR o 1PS-1 38 3 H CARD 4544 35 9 4 55
F|5Z K RIG- T 8 MDAS )5, T A5 TBK1/IKK #H
HAEM e HE TR IRF3 B2 fL &% NF-«B 1616, 15 5
[ % IFN ;=4 [ 1PS-1 & RIG-1 . MDAS K&
NOD2 {5 53 i rh 2L 4L B 1 . RIG- [ BEZ Ak
HiES 1IPS-1 M EAEHA BG5S HEXN TH
SEFFERIIAIEARNIRA . B 5T %KM, DDX 5 TRIF
FIPS-1 AHE ME . A7 4R 8 %8 RIG-1 A
IPS-1 RE5 25 11 4 Bl NTK AH B /E T, a0 R 22 ik
RIS NF-kB.

3.2 STING 4~F491% 5 4 5 %A 37 L)

2008 —2009 4 Ut Sz i BF g /N R T —
ANH Sk B A OSTING ( #5354 WA /N fiw 44 4
MPYS F1 MITA ). STING Y N 355 47 PUA 2 ARt 1)
B, 75T STING TEZRi AR B A BT I 1) 7 7, /& RIG-
[ X DAL G5 BN ERNES . 2559 1
AU IFN 724

HETH4 RIG- T F1 MDAS {55 f& 19 48 11 &
G R ] e S N e B E g A R R T
TRIM25 , EE A5 CARD 45M38 P Lys-63 v 5 (072
1k, 1M Riplet/RNF135 W23 RIG- I B9 C ImstH4)
B Lys-63 £ & B9z 4k, TS RIG- T 915
fbo 2012 45 BF5E N R B B3 12 B R FE R
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= AR 3 1 32( tripartite motif-containing pro-
tein 32 gene, TRIM32 )t 7] Xf STING #4772 K L&
i, S E R E STING 4519 IFN-B i 5381k, fm
FIIE P A%, 045 A20 .LGP2 .RNF125 #il DUBA
5 FEFRAT RIG- T 199z 2 A6 AR ) 45 b 7 & 4% 1
Flo 2009 4E, #F 58 A B2 HIE 52 B3 32 & i B
RNF5 iz Z B4 STING I 51 Hep A , 78
PORAERYGA SR [ TR, A IRE Y BR,
HSV-1 i 1 USHL i@t 5 iR rz«tff;-:mq%u iz
RIG- [ #1 MDA-5 #HEAEH, T EM S5 LEH
IPS-1 AR EAEH , Tl RLR A5 0 [ 4 e
T# 5 5 i B IRF3( interferon regulatory factor 3,
IRF3 Ay #E , BHLLE B TR A=A

2013 4 AFFEN B FUH A S g oe 3 AR Ak
F IR E] RNA 5 25 B e B AN i 2 J5 BB A% 5 5 1
PESFIBI— A>T Siglec-G( MERFRES &M
BREEFIRERESE R -G ) RSN T, K I Siglec-
G AI{EHE B3 2 Z M c-Cbl /31 RIG-1iZ R 1k X &
FIRREARE , I8 3 XD RIG-TRH 128 J A8 4 4 Jr =X ol
RIG-If4 16 Ak B ek A A TR 9 28 907

4 DNARHZERERENEWEFTREIRAE
PIEHLH

DNA Ji5 7 1) DNA #] fE = Z 0 i Py DNA Z 1K

JFRG, PR B Y DNA &2 (2 54 PRR UAFSE
U, TLR F W Y TLRO 25 & B DNA 32
A, BEAE TR I 4 TR R 75 19 DNA, DT 26 K f
PEMEE SRR . NLR S P i) NALP RAYER S 1A
3( NACHT leucinerich repeat protein 3, NALP3 ) ALR
FIGEH B9 R B2 [HF 2( absent in melanoma 2,
AIM2 ) \DNA #8818+ 98 28 38 15 5 3 1 DNA
dependent activator of IFN-regulatory factor, DAI ) #ll
DNA K461t RNA 24§ I ( DNA-dependent RNA
polymerase IIl ,Pol Il )38 iz U395 )5t DNA TG AL AE
o R B VO A R R G, R A S B
fEFIT0 CDR i H L 2R NI H% ASC HI STING,
KZ % CDR( RNA Polymerase I, IFI 16 DL K&
DDX41 ) jlid STING A #5545 7 (E 2),
4.1 TLRY #3425 Z A 57 AL

TLRO /& TLR Z G H i B Z M il 2 —, & H
HITEL A ifE—3HU3) DNA BB BTIRGSZ K. TLRY £
LEFRIKT pDC F B A1 i 55 40 i A5 5 4n 200 i P 44
VA REACEI P BT R ). de ) 2 B TLR RE A% A
H B AIER 3169 CpG DNA, 5132 MyD88 4 #i 4
(1) NF-«B (93T | J5 ok & B TLRO £ 4095 5 it h
WAFE AR, T2 MyD88 Ml TRAKI , I-
RAK4 JE U S WIKAF T BT 7=

dsA'I’-nchDNA

ds DNA CPGDNA  ssRNA short dsRNA

N\ NSNS
‘”

b
-
-
-
-
-
-

5' P-dsRNA 5'-PPP-ssRNA

KRN L /\/\

6%@

A%

E 2 DNA 71 RNA 252 A REESHESER

4.2 DAI #4932 5) Z R L4

DAI 7374 2007 4F & BLHY, BF5E A HZ
5 HCMV 5519 IRF-3 M0 [ A g R n . (H )
— RS B, HGE T NF-«B i 2R HIV & .
HAT DAL B HAR(E 5 38 B0 AN VE 2 IF B XTF DAL

TERIEE DNA s I E ] SO 2, i T L
PARHRAE s T SR L ML 1 2 2 et A2 3] o B
4.3 AIM2 #5325 B T AUk

2009 AEPUF 2 AR YU BETE 2 & B, AIM2 S —
ML DNA R 224K, = 5 B Wi 41 B 0 4 96 006 35 10
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DNA U5l BEAKES T 1 /IMA (R RESEAE Ry i ot
DNA YU BZ (A0S RAE/MARITE 1, 2 5 BUEE DNA
( double-stranded DNA , dsDNA )45 i %8 4 44 it
FHr=AE . Hod ASC FE R ATM2 SR/ IMA A H 22 441
WA, RGN caspase-1 17 A FEL 95 20 fitd (1 9
T 20, AIM2 454 dsDNA , {H NSS4 8% DNA( ssD-
NA ). 3k A F HIN-200 & [ K5 g 5L p202
AIM2 [AIRERT DL 5 XUBE DNA 54, (5 AIM2 7] RL4
P caspase BYWEAL, p202 ZIHIH] AIM2 . SN
KIL, 2 AIM2 A HIN-200 4544 38078 f 5T 9 445 & XL
55 DNA J& , Bik PYD M#AZEHLE H ASC, IF S
T RYEAMERZH S 518 caspase-1 YIS L K
IL-1@8 F1 IL-18 Y CAAFI 708, B AR T
4.4 A6 DNA $25] 24K 69 32 5] B 7 AU

PYHIN # [ & % B 5t Z — IFI16 ( interferon
gamma-inducible protein 16, IF116 )3 2 —F Jifd
A APE DNA 24K, 2010 45 W58 & 80+ BHAM TFI16
FIR S T B R 2l 95 B IR g i A S T
IRF3 Fll NF-«B B )i MG L. A ¢ RNA K45
BT, Chiu 255 F1 Ablasser 25 7E 2009 4F JLT-[A]
BRI, 532 ARE5 5 5 0 R s 2 S B N5 /N
HOR ], EAR Y HLH A R I AF o8 A6 & PR,
F B or T 40T A R R 25 A B 1 LRRFIPL g
B XU RNA poly( 1:C), DL M B & AT AR &
GC Y dsDNA . 47 iz /I 4 LRRFIP1 5 F iff
1Y) B- catenin AHEAEH], JTE 1) B- catenin 554 5% A
T IRF3 1 C ¥4 &, 4 IRF3 48 2 Bt 5L 57 75 il
P300 FH53] IFN-B 358 1 5 41, 774 1 B T4
#,LRRFIP1 J HF i (Y B-catenin ZH % T — 4% H
IRF3 M50y T BT E A LB iR, HAb
JLT DNA TR 2 4440 &5 3 B S i & 11 STING ( MI-
TA/ERIS/TMEM173 ). PHD . Bright, Myb/SANT Al
SAP %] L 254 DNA; DNA-PKC , Ku70 ., p53 . ATM
FATR Z54514)1 DNA 256 43 F R U #1519 DNA,
DI B AT 026 T 5t DNA R 5I32 4K . el i 0F
Ji 4T, STING REME N —J& PRR ELHE YL 40 14
A B3 AT BOE R 5 5 T Ku70 BB 5 A
DNA Z54, NI Ku70 ik BERH W IFN-N1 4334, 7]
B, IFN-NT BP0 T IRF-1 B IRF-7 A 5% S 36
A7 E A AT DNA 2 4ki5 45 DDX41 .
DDX41 J& T T fift Jie il 88 ¢ % ( DEAD-like heli-
cases superfamily , DEXDc ) S5 W5, BETEAR 28 IR 41
JH B 5 5 AR YR P DNA & STING & HAHSE 4, )
WS4 57 NF-«B & IRF3 %4k, /05 1 % IFN
PR R DNA B HAZ AR UM Z 5 — s i T 2

IFN [

PR BB T ARZ Y DNA B0 Z A {05 T it
J5T DNA TR 51 52 K (4 A= ) 27 D Re W 5 1# Ak T k2 20 By
Be, IR T () R R A A

5 CLR REKENTSHER REIRS KEEH

CLR Je iU 52 7R ZE % b A7 3l T TLR B3
G AEHUAR G B2 v R 436 T AR, T 7L 3
Py APC LY CLR KRR 15 DI, R ZHHR
Jm Ao e

Dectin-1 J&—FHrf0E Toll £ PRR, HAE K B-
HIRME B AR 2 A TR S B R AN R 5
DC AR AL AN A, ZELAAARA L B e vh R 45
\EAERH . TS TLR2 RS Ak F W6 40 iE( Mg ) X
GYRORT AR A B, 75 5 I 1 P 0 D 3 £ 4
G S22 T 32 21, 1 4k NF-«B . MyD88 , & Ji5 i %
TNF-o IL-2 | IL-12 5§ R AE 5 7 A= Je 8 1Y #F
g8 VR FLE I N T I R TR g i
U e KAk G Z K Dectin-1 5% 0% R G M HAE
FH LTS DRSS 42

ZF CLR ] LME NPT Z 1K S 5 50 0 4 3%
R LRI, CLR 45 BB 72 HM 5 X 14 Py 1k 5
FERAF A, —2 CLR( 4 Dectin-1 #1 CLEC-2 )7
LT DX 55 A B 28 7 AR i 24 2 1% Ak 25 7 ( immunore-
ceptor tyrosine-based activation motif, ITAM ) HE 1% JE
JIED R B AR, B R R Syk fF B, Hop,
Card9 J& Syk #Hi 5 5 B #27E Dectin-1 Ml N{F 5
e 3 P ) S B , T 95— 28 CLR( 4N CLECI2B )
TE MRS DX I 55 A 95 32 1A s 2 1R 410 ) 22 ) (immuw-
noreceptor tyrosine-based inhibitory motif,, ITIM ), BEME
% SHP-1 # SHP-2 , /v 3 FFAYf5 556 5, iX L
AAFZERE) CLR 7E HA AN IR NG S S
(P FRASIRI , AT e i Akl il o g >

6 EHftt PRR

B 17 LR Z 0 PRR Sb, i A7 22 b A [ A7 G e
f9 PRR K35 TR A 4R AR , HAT AN [ A BC AR 45 45
5T U B0 5 4 B 098 30K T
( scavenger receptor ) . FHFRFEZ K( formyl peptide )52
PRFIAMASZ RS TR S vh & 45 36 T SRR
FEOT AL T LA F LA 2 (AR LA T 2 AR HL
i, B2k T e R GRS 2R

7 & &

AT SRR e R G = RINBEh e g E
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T A g vy 24 v 1RO 5 2 A AL A E
o A IR R N B R AR, 2
i AR 5 R A G 28 3 Ao AR N 4 R 1 2
TR PRR 5055 i3 A 9 b 32 15 (090 TR AH 6 43 1
X PAMP, 336 T I — 22 5 4 15 538 3 A 1 0 3 6
PENIE o R UL, AN F I PRR 454 0 I 11 e 44
J&  FRSEARI L B A, BSOS R M5 53 i,
Hh 32 B RS RS 5 2 F I .

UL AR, WF 5% N 5 76 X 18175 8 107 28 1) sl e
AL IR R S T B 2 IR R ) X A
G P2 240 M G VL3 R e AR A R U 31 7
A i 3 RO IR AR IR A% 2, 52 441 PRR {5 %3
BRI IE S A L AR TR . A
e WO N 5 S e e LA B IK R i i
1) KR P S I A 2 5 30— 26 RRE Tk 0 119 7
Az ALHG JRAE AR SR IR () 2 A o DR DR AR S MILAAR K
ALFE R 9 B 45 1) B g8 1 250 R B 28 ) 5 gl
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S LRI A (R A SR R PRR R
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i) [P, Bt X6 1A B 28 R GE LR IR 2R, LA
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