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(LB & BBy T2 W 5 BRe A S0 BORTT B 45 D] BB HhoC, TR B S 45300352 37 & PR 2 g ki D=~ e o i

SHOEE T F S 453003)

e BRI AR PN BP0 AR R IR G ROV UG i — D PR o ik sz An] AU S 2R
CER RSP I 345K 5 5 N Ui AR S m e, R SR ST o A W — IR R A AR o e A 2 i
R M5 R DL Rl A ) G700, 2R 240 T PO R 285, 981 200 PR Pl S 7 9 i ML ) Bt 7 R 9 S e I
SRR TSR o AN [ GRS 1A (AL 4G Toll A£52 1K AXIRAR SR A5 H SR AR 2 1A LB IR S S () | ME2
A DNA A2 4% ) 5 F W TE R IR S S Rt e P AR B 3, U Z RS 5 T A i 5 55 iy, A e iy 1
R 52 A5 B R IR S BE I o AR SCIAR xR 1 5 19 Wk Py R L9805 S0 ) W98 A A A T2k

KEgi

FI 0 Toll BEAZAR; LB AR VS T 6 1 RES2 AR IR ISR S5 MY IR AR 32 1% s DNA JRAZ

FESES: R392.12 X#kiRERS: A XE4HS: 1004-7239(2016)04-0249-05

I W S WA N S R A0 A o e 2 i B Bl
8 200 5, DA T T 40 B AR 5 AR A 1 — AL
W A B, WA R 5 1 b A A 40 i P
T A7/ I W YA O PN AN U 111 R 6 1§
RIS 48 7, 15 2 1) 52 {4 ( pattern recognition re-
ceptors, PRRs ) REAE T 19 W 1M £ 55 0% S 07, DA T
XS A W, ARDRE Y B Wt AT LA Y PRRs 47
SR RIR Ay 5 5 30 I, L2 VAT B S by h AT fi B
FIRE S . ASCHA R PRRs 5 [ W 7E KRR
95 SO H A LR T I LAZRIA

1 PRRs

RIRGPEAF TIPS LG T PRRs YU U A=
W) R AH 55 7 T 2 ( pathogen associated molecu-
lar patterns, PAMPs) . PRRs & H7E 4 e+ a9 A [
FEAL (A4 B IS AR AN AR 5T ) Ao T4, £
£ 4% Toll #£5Z 14 (Toll-like receptors, TLRs) | # &% i
PR 1 2K (retinoic acid inducible gene [
like receptors, RLRs) | #% i@ 1l 58 45 #4) 38 25 19 A 32 44
( nucleotide oligomerization domain like receptors,
NLRs) 1 DNA Jf3Z %% ( DNA sensors) *7/

1.1 TLRs TLRs j&&H& 5 A PRRs, £ A&
BFGE D 10 A RBL, 2/ BUTA S 13 A
P PAMPs J5, TLRs i 5o #7346 [H 5~ 88 (mye-
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E£WAB: HEKARFAEE R H (45 :81500675) ,

YEE B TAHA(1985 =) Lo IR E & A P, 55T 7 1)«
MU 52 7R 5 B WETE NS U 40 K 8K B0 25 G0 9% R A ) A
EH

loid differentiation primary response gene 88, Myd88)
WEESLEO TIRRIESTW TIR & AEA
( TIR-domain-containing adaptor-inducing interferon,
TRIF) #2455 & , e 2000 % s I A 5B
(nuclear factor-kB, NF-kB) . 175 2 [ 1 (activator
protein 1, AP-1) F1F4t K %5 KT 3 (interferon reg-
ulatory factor 3,IRF3) , #7% ) NF-kB F1 AP-1 53
KA AL 77 A T i TRF3 S35 1 2L
EH A"

1.2 NLRs NLRs t/240/fi N PRRs i 50,
20 Z-1> NLRs 7EMTFL sh W) h B ok, IR
ZER 125 [ 1 (nucleotide oligomerization domnin pro-
tein 1,NOD1 ) A1 NOD2 & & P4t % & H Ky NLRs, A
DAV AN P 7 0 B R 2 0, B 2438005 NF-kB 75 5
RYER T L 40, S/ MAHLE T NLRs K%
T — 0, IR I RIS A 2 5 W 2 5 KA
B SV, G RAE/MAAH G R i E e R R 4 2
Pl S MR 2R 1 7K 7% T ( cysteinyl aspartate specific pro-
teinase , caspase ) , it JF 1T 1 4 )2 4 & ( pro-interleukin,
pro-IL) -1 I pro-TL-18 {fin T A ™"

1.3 RLRs RLRs fU4HFMERA SN 1 (retinoic
acid-inducible gene 1 ,RIG-T1) B Z /0 fbAH %
HH 5 (melanoma differentiation associated protein 5,
MDAS ) Filist f& A= B 5255 % 85 [ 2 (laboratory of ge-
netics and physiology 2,L.GP2) , &4 caspase J 75 il
SE4E 25§ 45 ( caspase activation and recruitment do-
main, CARD ) , J& T- RNA i i, n] LA iR 51 A5
RNA 515 )3 8733 FE A 1 (IFN-B promoter stim-
ulator 1,1PS1) FR 2347 IRF3 I NF-«B, i3 4PN
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1.4 DNA B2 AN DNA 2 g i
A4 DNA, AN Z 470 1 HA DNA B2 # I fE,
T Pt & 3 N f) 3% & [ ( stimulator of interferon
genes,STING ) J& DNA &2 a5 (9 B 20K 70 1, 0TS
T IRF3 JEES 1 BT,

2 HE

2.1 BMESE  F WS AN i bR R O
WA A LR 01 00 L 235 R Bl 2B s Ak S L 7 )
AR MRS R R AR L A A B
3 FIERY B W A WE T EE A S B R AR
W o Gl 1 Wi Vs Tl A 3 3 | 4 A W 4 Y i
i —FIr X, 1 TAHEA Ry A g, A
EA KFERQ™ B Jy iz i ifF AT AR S , 38 3 5 Tl
ARG [ 2a HEAT HI . XD AR, 4y
(53 F B IR e 2 1 E) “ KFERQ™ 55 7% , I
PEREPIIE AR o % g e I 5 B A i ot
T, 0] DB AU Z REBE A Z5 4 1) 19 WA, 763X 1~
Hh A5 R iR 1A 2 0 i 516 ek S e 1 B 45 ) T B Wt
1 BEE S EARRL S R A e

2.2 HEERE 25 AEEGHS RO 3 A
[ RB B : 2 4h SER 5 . 25 Ad RN EH
SN B W AH < 2 H (autophagy specific protein, ATG )
NS5 F T RS B 5 24 52 5 ) B W AH DG BE Y 6 (i
F Beclinl ) 7 11 %Y Jig 15 AL 5 35 7 ( phosphatidyli-
nositol 3-kinase , PI3K) A0 BAE . B WA AR 45 44
(SEARFNZE (b5 ) 2 /0 2 ANZ KA ATG12
WA FZEH 1 4% 3 (light chain 3, LC3, ¥ &)
ATG8 W[ ) o« E WA C B ATGI2 iz R 45
A (enzyme ,E) 1 2 E2 ££fiff ATGT7 F1 ATG10 #H4%
MGG 46T ATGS, 8k )G ATG16 454 T ATGS Fi
ATG12 B5Y) e FE IR L, IF Ak LC3 4 & .
LC3 1 C s ZEMR ¢ ATG4 BT Y] Jmimad B1 A1 E2 #
ATGT I ATG3 iz fiiy 1 4 15 Bt £ B i ( phos-
phatidylethanolamine , PE) JE S BE45 ¥ 7 o [ WAk 45
FIE UG , LC3 ARSRAFAE T B AR IR o (T AR —
MEERBREY) , SR )5 ATG12-ATG5-ATG16 &
BYN ARIARE FAF R, B VRS A RS R
K R 3] B WA, AR AT i S 2T TE I A
WA BRI, S — 9 B O 11 Wi Ak i ™

3 PRRs 581

3.1 TLRs 581 TLRs 25T i £ PRRs,
TLR1 . TLR2 .TLR4 'TLR5 F1 TLR6 % & {7 F 40 ity
220, IF U5 40 & 4 43 i TLR3 |, TLR7 , TLR8 A1

TLRO £ % 0 T PARFR A UG 8 77 . BF 9% 4
tB 200 FHRE N B AR 3% TLRs J&, AT RASETE @ Wi i
L2 T o A0 M P O A R A0 B Y — A IR A B
HY B R UMAE P R e — A B A R
HLA

3.1.1 TLRs FSBEHE#RIE 5L (lipopolysac-
charide, LPS) #il3% TLR4 7] LLFE A B I 40 B A1/ [
ELEAR IR RAW264. 7 i 5 [ EAR T B, I 42
AN A MR bR BT I AV BE . LPS i S [
TR AT KRS T TLR4 A% TRIF 3& 420815, A
& Myd88 142, HAN, B T LPS i Sy H g,
TLR7 HECAR L EE RNA FIDRME B RE ] LSS B W
REIE B, 33X A>3 B A ) i 4 Myd88 ik 44, 1
LA AT R SO0 P 40 BT B P B, A A AT
S TLRT {59 6 . Ao £m, A%
o B P TR A Hela 20 )5 , 5@ 55 TLRT 5 5
LC3 34 AW, TLR7 3640 )5 & ek ik 5 A we, vE i
fie ik TLR7 {55 53 i b T AR R R K . G 0F
FEH W, 45 P RS TLR2 A LIS | ™,
(2 30T R TR R e R % TLR2 i NOD &2 {44 H.AE H
# H 2 (receptor interacting protein 2, RIP2) 1) B I ZH
ML, AR MR B WS RE , IS BETE i B WA
TEANE , A W AEX A5 AR 5 SR T 40 M Ak i 5
SR L S BT 2 W, R A BR R
RAW264. 7 J5id it TLR2 55 [ W, TLR2 (4305 ol
DAVE B WSS IR e A piE s . 1
i FFE 2280, A TLRs (4245 TLR1 ,TLR3 . TLR5
F1 TLRO ) Bl FLHC AR i il i Myd88 al TRIF i
F S S, I Al L5 Beclinl M1 HAEF™! . Bec-
linl 55 TLR {5538 42k 4> F1E A, 3 T Beclinl
ZEA B WRE 40 9% -2 (B cell lymphoma 2, Bel2 ) 3
ARPET BWERELE . DL IX R R E
W5 TLR {55 2 BEA SR

3.1.2 TLRs T BIEMAEIRH B 17 HEE
W EVE SV F /b, TLRs 38 7] L5 ATG 2 F M1 H.AF
FHTTE T B WA 0 B o L T 200 L R 2 3 e B SR
24 TLR2/TLR6 {2 #F LC3 B 715 /MA, ik 3 g
K5 v G A i w40, fE RAW264. 7 41 i
TLR1/2 WFECAR A 3 LC3 454 B & ik, {2 i A
WA B A, 1 A B AR T TLR2, 1 A 2 4K T
Myd88, [F i, b id FE g 22 ATGS fil ATG7 25, X
SuzE W] TLRs 3006 5 0T LLE & B BEPLH 51T %
WEfE . A FsE R W1, DNA %y & 4 Wi it TLR9
A FAEZ Y B W R TLRO B0 o 38R 51 A
DNA e #ERPER A1 1T B4R R 5= 4 e gtk
2R B W, SRR A LC3 AR B M AR . 5T
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#7817 TLRs 7EH AR 280 A BGRAR h i 2 iE .
3.1.3 BmEiEY TLRs 55 TLRs {5 5 v LU
T AW, IR A TR R 1R e E R
PR . R, FWA AT DL TLRs 58 52 i o
AR A EERY PAMPs 152 2% A 4K TLRs H, 42 &5 41
MIFTm R B S BE . J9E P 11 B 58 95 7 (vesicu-
lar stomatitis virus, VSV') B YL 3% 41 I 46 %5 208 41 fifg
(plasma dendritic cells, pDC) J5 , %5 2 4% 8 #F TLR7
A TLRY 5 2 J5 i it NF-«B #l IRF7 {5517 5™
AERVERE TR T BT IRR . BRI R p it T
A0 PAMPs B EHA b B0E 1 A& TLRT 325040
I HR 9 T A A A ) A BT, VSV R
J& .24 pDC ik ATGS J5 520 T [ WA & A=, 4 i
NERBEF W R T T BT HRER . ERSLR &
91, ATGS B /I LS B 6 VSV, pDC e e
Al 9595 5 (herpes simplex virus, HSV-1) Ji5, 7] LIk
TLRO Y], M ATGS SRFE 40 A fe A= T B4
MR T T-12 {9 SO A Z 520, Kt 38
it AWEP Y TLRs A SR 71 1 B TR S
3 5 R B LA 5 B — AR

3.2 NLRs 58I NLRs &4 3 DA R 4541
B (1) C-oRu , /7 B SRR BIBCA (2) Hha]
NOD Z5#538, I TAZ R4 & A A B SRR AL (3) N-K
Ui ROW S AR, AT AR S A AR B TR 4G T il
{3 ! . NLRs JE59 40 40 B 1 4153451 ik
WWELTE S PREE BEAERNY . hRC 4k
1], NOD1 Fil NOD2 i [ WA 40 3 9 A (2
TE/N BR G 3 £T 4E 48 9 ( mouse embryo fibroblast,
MEF) H,NOD2 7E40 18 A fR B2 55 5 A WAl 5C 8 1
ATGI6LI i AJFURSE, 8 1 240 A 1 A B W (A I 5 175 il
WHEATRLS , L TR0 R 15 BR K POt o S 25 £
A M 4 P ( major histocompatibility complex,
MHC) . 7E AR 2R 40 it ( dendritic cells, DCs) H7,
FH M BE BE — BE S NOD2 J1475 5 H WA TE i, fe
R T MHC- T AR SCHU IR Ay &2 . fE X fE v
AW [T ATGS \ATG7 .ATG16L1 1 RIP2 15
JLep o 4 e Py % NODL 1 NOD2 5 (1 Wit il
ATGI6LY 977, H I w55 4 B8 9 375 5% RN H 82 DR 47 )
fE. SR, ATGI6L1 7E NOD 4 S 1Y 4 JiE g H Y
TEFIDURIS AN RE ™ o BT, ATGI6LT 23 i
AR ) 3 42 4 ] NOD 375 S 1y 4 SR
ATGI6L1 il i Jd/> RIP2 2537 ZAL/K-F-Hl il RIP2
3 , FE08 > RIP2 3 A NOD2 (55 R 54, %t
FER I XF T ATGIOLL (1% %¢ 5 1, X oy >4 il 4
ATGS 1 ATG9a J5 3 A2 M NOD [ s, sz, b
WWFFERN],NOD 7T T B WA I L, H A WA

KEE T ATGLIOLY Wil 15 T NOD 753 (1% RAE I o
KA/ MEOE—REAEAY,JE T NLRs, il )
1% pro-caspase-1 fi #f pro-IL-18 FI pro-1L-18 K,
TR RIR G BE SN o W AT AR T 958 /MA A
S RAE N, Bk R S RE /IMA AL AT LA WY
Ko E AR A S /MAA 18 S fe A A
i LPS il ATGI6L1 Sl i B W 4 i 5, 30
IL-1B 1 TL-18 36 £ 0 | T ATGI6LI AT LY
ATG5-ATG12 B &%), et LC3 5 PE [y,
& H WK S 2 4 43, BRI, ATGI6LL SR G 1 E
Wik 4 B 5 e 1 W TR B, (U, Y A e A S
LPS Hill 5 Ha] IS 8ud s 1018 =4, R4 -
AT R, ARE/IMA SR AT LB B Wt or i 7, {FL
H WA SORE LRI TS 2 . WFIT R, Zeoki ik
TP NLRP3 S KRR s AE B Y
BELAS A W5, JUHOR Lk iR 3 I, 52350 ROS 35, 46
Uik bithk , Bl NLRP3 g5 /MAS . 55 A B8
FH, A WEE [ LC3B I Beclinl B 2E 5, S35k
LRI A WS, 2 F NLRP3 S5E /MA A T R 1
T ekt . X BERF ST I, 11 W 55 NLRP3
P B SE I RO T LR AR B e ek . I BT
KW, RIS A0 BT UAER Tz 24 R
i /AR 38 A B IR S RE /MAI ] A SN, FE 1 ik
Rl I S AT 12 R AR S LA IR LC3 (A0 B4R
KARANZ Z 5T Ia , A MATEA A Wi,
RAEMEMFE S T B W, S5 206 RAE /MY
TGV B B WP kAT B SRR, I e R A M AR
HHJZ , NLRs g % 67 5 15 5 M, NLRC4  NL-
RP3 NLRP4 il NLRP10 ¥ 7] 1) 55 Beclinl #f H 4
FH, JiH: NLRP4 i1 Beclinl "S85 45 A 04| @ We . 76
YRR AT 5, NLRP4 5548 T & 4 55 BR 14 19 7 I
{A, 9 H5 Beclinl J5 27 fif 5, f2 i 11 W AR 46
XUEHF S, 3@ it [ WE AT NLRs (440 598 55 ok 4
R IO TN
3.3 RLRs 588 A RZHAMH, i RNA
TN R 38 23 41 A P 1SR SZ 5 40 RIG- T il MDAS | 3%
2 kY JE F RLRs, il i IPS1 336 T il (5 5
L BFSTE WL, RIRs (5 Sl AT BE S 5 T A
W2 AE ATGS Fil ATGT Big /N By MEFs 1,
T ATG5-ATGI2 &K, VSV B )5, [ BTk
W EFRIE. M, i &3RIK ATGS 1 ATG12 #ij
Hil TR RIR, ATGS-ATG12 H AW H %S RIG-I
FIPS-1 1) CARD 5345 AT, #0422 & /) RLRs
et XERFTE R, E WA S 2R A A LA N —
AT RS RLR A S PR FER N . R
i, HAT, MAEEX — o B ES S A WA O, Wl
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RESE ATGS/12 A A g
3.4 DNA BZsE5HME 41/l DNA 24810
SLAEH STING 5 A WgEAHC . 7670 BT B BR AL
FIIFFEH 12 R A5 A WEIE A 0] I STING 4Kt 1)
AP S WS . DNA FYBEHL AT AL STING 4
B 1Y 40 L PR 155 5 30 B A 4 R B 2 AL el
TERE F IR AR T R . LAt OC T dsDNA 5 7 4
HSV-1 83 5 41 i % 7 9 iF 53 8 7R T STING 7
FIE A7 Sl BB O A, I R T
JA5 STING AR TH R . 7E dsDNA FII5
ATG9a 5 STING &5 F 55 IR JL44, 4 T STING
IA%E . 4 ATG9a K 5 , i #F T STING py¥%iz,
JE5 TANK 256 30EF 1| 74126 5% T 1 83Tk
R XTI, B STING K
298 0 ) 5 A EC R

5 R W R - T IR PR R IR 5 ST ( eyclic
GMP-AMP synthase,, cGAS) J& 2l il P DNA J&& 57 8%,
cGAS 77 A I 1 0 1% Bl TR - AR 1T R B % 2 ( cyclic
GMP-AMP,cGAMP) , g 45 45 4% 3k 4r 1 STING, #x
RS TR TR R, BFFEEW, dsDNA Hi|
Wk HSV-1 RIS, cGAS A] L5 Beclinl #H H.4E
IR cGAMP B9 5 18, wiss 1 8 T3 xR my ™
M I, cGAS 5 Beclinl WA HAR B T B
Wik 4 i) 2 11 Rubicon, 7% PI3K 755 A Wk, 125
FI A S0 5 DNA [ et . A WF 9T &
B, il it cGAMP 3% T STING &K #i 1y 1 T4 &K
[ SN S, 3 AT LA S R Ak STING 1) il 42 7 Sk 1
SRR . LA EFIE I, E WS 40 N DNA
JEAZ A ELAT P ] T o B AR S I ROE S
AVA

4 g

2 R RE YR A ETE £ /5, PRRs MUSH H
W5, 1 HAE ATG 8 A5 B W1 e bt
EE T RMAEA . ) Z,PRRs hAEHE T 5 ATG &
FARZS &M R A g, [RIE, E EE I PRRs
JA B KRR E N o 1 Wik RE A4 = 40 i 775 oo J
Y RE S 83 ) PRRs A3 9 F 8 I B, AN [R] BY)
PRRs 5 FH Wi fE K AR G g O ioAH BLAE (R, H
T A0 B ) G328 SONE 55 1 Wk )R DG R A AR AR
b R 5T RN 22 e VE T R AR e b A g S
PRRs {55 B AH G R .
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