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R DNA IR REIFEXRARE
BT ERE

A # % E

Pl RBEAE

&K,

(FREERZLO SRS EETARIT, JEat 100850)

BT HURRR R RGN — RS0 LRI YRR L. H AT, 58 T RNA B4 N UIHLEIHT T8
RN BIWEFEAAH SRS, (H 40 N 05 S5 DNA 93RS (0 AR e I B LA AR e it s 1 W s LA B 1 1 A
ARGTT — R FVCE S RAN GG, B R0 RSP « I TEA KR A B e b o 56 Ik, 40
AT “DNA RIS 1707 TP F T 207 A A2 40 L5 DNA 551 S5 AR S 5 Sy iod A o RS 4 SC B 3 19 £
F. 258 7R A0 S DNA (1 32 B0 50 1 A5 5 I i DLSAR G IR AR S B IR 2L

XKgEA R DNA, DNA f£8%, RR%E, TIE
ZRNES Q27

WK EE. 8. RN RE F a5
KRG N, i A I A T HEPTHL], ik
I 038 2 (interferon, IFN). J3G 3R A G0 0%
AL W11 R AN 71 K 2 VRS SO U = 3 U I 2
I3 JEU AR VR I R OR B B8 0 SR N 4% 52 0.
T AR G2 11 OB 431 B s JEUAAR AT A2 IR A% TR (L
EWFE 41 DNA F1 RNAYALK, X895 )& T 9%
J A 2K 4> F B 2L (pathogen-associated molecular
patterns, PAMP)™Y, 1] LUy 22 B 4il f i iR ).

HOHT, BT 40 B i BE B 43 FI0 5 RNA (1) iR
LA TR 2 AWF5E. Bl an: 405 i R i —
JIk (muramyl dipeptides) 1] LA 4 40 g 458 =X 1K 51 52
PRR) Z — NLR
(nucleotide-binding domain leucine-rich repeat) 5% %
J#% 51 NOD1 1 NOD2 i, i %5 X7 NF-kB,
S IRE RNV, K EE RNA AT LA RIG- T #£524k
(RIG-I-like receptor, RLR) i %] . RLR B J& T
PRR, ol ifufs: 4EFMRGFERN T RIG-1).
SRR O A A DGR 5(MDAS) LL f LGP2E9,
RLR 74 DExD/H RNA fi# Jig fig &5 #35k,  n] LU s
95 B XU BE RNA(ds-RNA), % JLF BT 43 25204 40 o 11
IFN = AE#AT VR . X e 520K 5 955 # RNA AH
HAEM, %% TRAF3 fil IPS-1(3 4 VISA. MAVS

£ (pattern recognition receptor,
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5 Cardif, /& RNA 31 RN GG 51T 0
T ) &4, W0E TBKI. MAPK. IKK AH
K WU (IKK -related kinases) 55 % /N 43 1109, £l
NF-kB. AP-1 I IRF3, #f1L IFN-B 581175,
IFN DL 20 W8 5% 43 Wb (1 B A4l 5 T AL IFN 22 44
(IFNAR), 0% JAK/STAT {5 5%, M HshE
Z 11 IFN 5 S L R R PO #EE DL 5—28
Wl 2 RNA 1) 7) 7 & Toll # 32 44 (toll-like
receptor, TLR). LI AZE TLR 4547 10 #f, 43
i T2 an i, POANF K PAMP(41 TLR4 iR 7
B B R 2 B, TLR3 R 599 750U 5% RNA),
755 IFN FOICARAH f A 7 ff 7= A2 078, TLR R IE
WO REAE R FF MW TINS5, W MyD88.
TRAF. TRIM. MAL %00,

FIRT, T34 DNA (40 o 1R 590 AR B (1)
ARG NN AL . Bl — 28380 IFN
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5 5B B BUER & AW EE % 2E L DNA
FERAL BN, R AU, 5 | 36 8K R 2 1 78 4 1
K, ©RIMZ A4 1 B4 DNA 1% & 2% (DNA
sensor) (M I HE, LA . B3R5 05 5
STIEFEER, S 5HURRIPUN & FE 3 R4,
LR T S R 2 2 A SR A IR 1
DNA 1L /4% . 400y DNA H 5075 20 BL & i1 DNA
fil R IR AR G2 15 5 0 AT 53R

1 STING £ 588/ DNA 2 3 & #8 % X 54X
RRATIE S B

STING (stimulator of interferon genes) /& 7 U
T —MTPRRNBEA 7, XK MITA. MPYS 5
ERIS, & 2008~ 2009 4 4 MR 73 AL Kk
L. &5 TS S RE S T NF-«B Al IRF3 [
b, H T B IFN [RIA 9. %5 1 E B e A A
T I (BR) LA S S RiARAM S, J2 Il DNA A&
[ TEN 15 5 38 4 A RIG- [ 15 5 18 4% 55 R AR S
T P R Y, T B I ) R bR
z—.

STING 24 i &5 2 AN a5 ek, (HIFA
{715 DNA g5 & 45, $#&R STING 7 FA G A K
AR EH 25 DNA M EAER, 1 5 220 Bh 40 iy 3¢
fih DNA )% 2%, PYHIN & [ Z 5wl & X AE— 2%
DNA /&% . PYHIN & [ X 4 p200 5k HIN200 &
F, SN A0S XKook, Wit EER
DA AN C i HIN 25580 — /> N 3 pyrin 45
#38 . N PYHIN ZK J%& B bt o, IFIX (Pyhinl).
MNDA A1 AIM2(absence in melanoma 2)#) & A —1>
HIN 45 #) 51— A pyrin 45 ¥ 4%, 1 IFI16 (IEN
inducible protein 16) 7 A ™ HIN g5 #y3ak; /N AK
W) p204 5 TF116 BAT[RIVEYE. 7605t DNA (1))
BT, IFIL6 J8 T HIN &5 0 304 s, 1 5 &
STING/TBK1 #1235 IRF3, 51t NF-xB, %
B #E IFN-o/B I £k e, B2k STING [ 40 g 4
DNA F 'S Mok Bk I B IFN TG, H
IFN-B 72 A (MM T AIM2) H1 R 32 58 m,  $20K
STING MK AIM2 A AFAE I,

STING A J-# SR 41 Jfd (conventional DCs). E.
Mk 41 Jf LA K /I BRI VR i B 4T 4 41 il (MEF) 1 DNA
TN T B IPN = A b AR TAT 2, fHX} s dsSRNA
JEAIPY T 2 IEN (77 RS2 b FF 028, Flgk
DNA (ssDNA) AN GE1E ik STING 5% T %4 IFN 11
PR,

STING -2 %1 4 95 B (U ZK Y 1 11 % 9
BE, VSV)ERBRMUR, #18] STING n] g4 1L
5 RIG- [ W ER. 40 fo 26 fk 5 i I 50 R %
(P 5T I S48 B R AR AH DGR I 2540, b AA i ik
E ALY AR Y S AT RIG- T 13 538 1% & 35 11
IPS-1, [RIULAL T M ) STING 53X 5 /4N 41 i 2%
HEHY)RHL. STING L€ AL A8 N Jot M 1) 35 3 55 )&
(flavivirus) 85 [ 47 2 3 19 RIVR 1, 40 38 $A095 9 75
(YFV). 55 55(DV) A A L BT 295 2 (HC V) 1)
NS4 #5[1, DV NS4 i HA ] STING [ LhHel™ .

P BE XN = AT 1 A0 9 FLPUUE 73 B 7R STING
5 5 r 1 M K R (A (TRAP) & & 1K ik il 2 —
SSR2/TRAPR M ELAEH]. TRAP & A& LLIY R4 T
LAEAE, RS &R A FTdE NN LW . TRAP
BEkS5 o6 FHEAER, F&H 3 AT
(SEC61a~ SEC61B F1 SEC61y)4H jk, 425 11 i
47 S M 4r W . w Bk TRAPB Bk SEC61R fE 1 1Hl
293T 4 e STING it ik 51 1 IFN-B Ji 81 134
EW G IR AT RE S exocyst 7 RIE,  exocyst A&
— i EOREI )\ A G, AR A R o)
. exocyst AR A Z — SecS HAT S LRI
% TBKI1 [JZhfE, TBKI % RNA Fil DNA Jj 544 1%
S IRF3/7 0% A0 T 289 IFN P24+ 40 a2, g
Sec5 WIFFAIK STING ¥4 IFN-B Ji5 31 1 RE S0,
PLErHrW]: STING n]fig 5 TBK1 & AEHH B AE
HI, STING #]gEi# L ER 5 £ 15 exocyst 141
HARE PR 5 DNA M3 1015 5825 TBKI i
WEAR S K. DNA 5 58 (0 T B4 5 46 2 5 ¢
HSV-1)&4e2 J5i, STING i A ER £ /R IEARHS
P B X, TBKI1 B2 )5 T STING H i 1) 4H
LT, XMBA LY & B WA K 9a
(Atg9a), L STING Kz R AT k220, G 1
FNIE % B AZ FH P 844 1% (endosomal compartment) [T
STING X} Ty DNA #il¥ T 24 IFN %oy {55 i 1%
e AT ). STING fE TBK-11) _Eif/EH,
Jf H2& TBK-1 #f1 4 DNA JE LT 751, TBK-1
7E P DNA B3 T %4 IEN F1 NF-xB A8 1) 38 1%
8 G928 S I 7 THI B T (1 1 FH .

STING 7E#h R B kA T A sl 5L R AL
2R SR AL B . R4k STING s
TRFIBEE O ATEE. FATREA I, bR 5
NL63 [ A JINFE £ [ ¥ (papain-like protease, PLP)[Y)
PLP2-TM & fy 3wl LA STING ) 284k, iz
e RS TFN 15 510 2% 1R 375 P22,
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STING X} T- DNA A5 [R5 N 1 4 928 (42 ol
DNA 2 14 ol 4 DNA I 75 )72 55 59 45 7 F 7,
il STING 15538 i ] 6 4 ek DNA % 116 T g
Pt —Mohrig e,

2 RNA EEENZ 5K DNA 250 & H
KRARBZATESERE

2009 5F, HRIE T —MOET Y DNA RAIHLE], B
IH O DNA ) RNA 28 4 1 1T (DNA-dependent
RNA polymerase I, Pol-M)i&#i% S I & IFN 1
;e AR Pol- T AE 4 M It DNA A% Jak 2% = 2 1k
RIG- | 42 18#% T 2 IFN [7=E. Poly(dA:dT) (R
B AT ) dsDNA) #4 Z N1 L5, & Pol- T 1E
R # 5% 0 RIG- T FIEC AR 57 -ppp-dsRNA,  #3E
RIG- [ ff 2 5 IPS-1 #H B /E F, 1 4 5 38 i
FADD/RIP1 fl TBK1 ¥% {t. NF-xB fl IRF3, fj#%
IFN-B k. il i RNAI ik POL3RF(Pol- Il f—
AN Gy )l T 24 B2 D7 VAR Pol- TS, poly
(dA:dT)i% 3 1) dsRNA j= A4 ik, ZhJEPE DNA
755 TN ()42 AR 4 LA 291,

STING {71E T RIG- | /IPS-1 A T ()15 5 18 %
Hr, BRI, BiR STING R4 7E Y 25 7 E RNA i
BRI TSR OR B T 4 AE 1 IFN-B 1 fe 0. 7
B2k STING [f) MEF 41 g b, 4 % 30 4l 771 (ISD,
immnosurppressive drug). HSV- T . F) 345 B ol &
JFORi DNA /510 IFN-B P49 58 450, mifesk
¢ poly (dA:dT)J&, XS4 £ 1) IFN-B H A7
BB A, ARATS R T ARSI ) 0m, DL RIS U B
poly (dA:dT)i% 1. RNA &4 R4 115 51l
PEANSE MO STING.

ZBP1 (Z DNA binding protein 1) X FX DAI
(DNA-dependent activator of IRFs), 5 DNA Jij i
(W1 HSV-1)i%5 1 IFN-B 425k, 7E poly(dA:dT) %5
(1) IRF3 & A ok B vp s 45 EE LR 5 1 . ZBP1
{55 18 B MO STING 1 A MG IPS-1, AT LLITS
TBK1. 1k DDX3 Fl IRF3. fiffi IFN-B #£3¢,
I IEN-B [ 5 43 e B 31 ¥ JAK/STAT 38 %,
45 ZBP1 Fikro,

3 KMAES 5K DNA IR RBEXEXAR
LIATIES @K
2009 4F, I SR It DNA ] LLids

S T 28 PEAK (inflammasome) ) K AR G % {5 5 18
PR TP — G SRR P Y AT S A AR

512 caspase-1 MGG, A IL-18. IL-18 Hifk
o) AR AL, 5 RAVE AL 1o, TR R
PESRCN.. 9T RN %5 dsDNA 75 224 45 2 (1 1 By
B, Bl ASC (apoptosis-associated speck-like protein
containing a caspase recruitment domain), I &5 71 i
A — A pyrin &5 # 5F — 4~ CARD (caspase
recruitment domain) %5 #43k. AIM2(PYHIN % J% 1%,
DO LI A 3K i AR K P DNA AR 38 1) D fig: 3L
HIN 45 #3555 40 i )y dsDNA 45 45, 1fij pyrin 4514
W35t ASC/caspase-1 /13 [ IL-18 43 #hR™30, {EY
P40 ML 5t dsDNA R B2 i, AIM2 R 1A X T
caspase-1 /L B2 W1, HAZE [ B IFN /74,
WAL STING. o5 — MKAT SR DNA %1%
2872 NALP3, 1Y cryopyrin, AEHE N2 R 75 8
g, FR AR, S ASCleaspase-1 /%1 IL-1B8
I3 WA,

4 TLR T SHA DNA IR RHEXKAR
RIETES B

TLR J& 810 RIR %o ZR 40 ¥4 T BEAE H 1)
ZAk, IS Toll B ARMIME M A4, KILT
1990 4, J& T #7 ) PRR, iK% PAMP, 5
NF 1 AU R — A2, B Toll # / A4y
% 1 24K K K (toll-like / interleukin-1 receptor
superfamily, TIR). TLR GEWE 5 shAlfL 5 kgL .
RAEFNTAIR G2 AH O 22 25 4 M A5 ' T i

CUA7 4 A TLR AR08 B AT VR 5% e 254 i 1) Ty
€. TLR3. TLR7. TLRS F1 TLRO"™, /34T A[A
(PRI, TLR3 &4 fp 5 400 B AT B LR R
Al ThRe ) TLR, R R B2 KT 40 bp 1 XUEE
RNA (dsRNA) EL f& & J 1] RNA, 41 poly (I:C)
poly (U). TLR3 A A w LA iR 5] Jp5 5 UKL Y 1
dsRNA, WAEFINRGL SRR Ca kM
(40 B N A BEA% R, 1 HL, TLR3 7E4E KT
DNA i #5 1 F2 rpr & # /E M. TLR7 434 T
pDC JF HZ 5 T M IFN 45, {H TLR7 AT TLRS
CEEAMG T EWE 4o R DC)ZE 2] RNA ek,

TLRY 4% 1R 5195 5 DNA I ELF 7T #5558 0 iR
AN.TLRY 2 A~ T B4 b 25 1, A5 s & s
2 11 A 524 (moti ) FT ToIV/IL-1 52 6 [ Y X k21,
BEAZ U3 2 FN 40 i )2 A7 /20 CpG DNA, &
FLE pDC 4 ML (B 540 M2, 76 CpG DNA
B EE RNA IR 724 IRN)ZRIA, 7245 416 DNA
Tod B3 AR Ay S B Pk A S L ) AR B8 17,
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IE DL, TLRY 47 T8 SARAS pDC 41
WTEIN, 44052 3] CpG DNA HIHNEUS,
TLRY KARAL, BN/ MAIX % (endolysosomal
compartments), i CpG DNA # & A 4i i 5t 8k
AN A — Xk, 5G4k ) TLRO & A= 4E F 02 1.
TLRY (R4 32 5 T UNC93B, iX4&—4 12 N
FERR I T B A 11, 5 TLRO R A B AH
fERIM, fE N A /NMEWN T, TLRY X% CpG DNA ff)
PRI MyDS8 (155, X—&ARS 15
HA 2 1 2 ARM DG 1(IL-1R-associated kinase 1,
IRAK-1). IRAK4 LI K& IRF7 #1 H /E H, 5l
TRAF6 & £, % TAKI M1 MAPK, x4 iFik
NF-«BE . Tl 5% 2 BUZ P PI(3)K-mTOR-p70S6K
i A 2 50 TLRY [R5 1 56,

TLR ] PAMP A ZER 40 M gl ik 4, & F
TLR 17 %% 41 J 7T LAAE A A I8 % 0 95 22 s )
AL s, i L Ad 40 B PRR U s A Lk
NG R R R I, B 40 e S e s R H R A
ﬂﬁ[lZ]'

TLR 2§ DNA f&J& 25 0 T 8% FH T4 = DNA %
WD RERAYT H & e i, CafA &SR
i 4 4% £ R (oligodeoxynucleotide, ODN)BCAA (13
1 TLRY (1) CpG ODN)# FI/E Sie e, T fiftix st
TR Refs B ANATTRev B B ] B e R
WA BT B & S0 A TRRTATT

5 B58A DNA RFIBEMERR

HMGB (high mobility group box)#E [ /& iz ilf &
W25 KN DNA A 5 —REZE AR, &
F- HMG (high mobility group) % [ #8 5<%,  [A 3 4%
&4 — ANk 4 DNA 45438 HMG-box 1M 3
. B RIMEAFRY, mtTF1. ABF2. TCF/
LEF1. TOX. BAF57 %:#8 )& T HMGB. WiFL31¥
B P A 4 B HMGB, Bl HMGB1~4, #ik
FEEE L TG, WEA DNA 4 TR ES S
Yot W] #eak. E41. DNA B E LLEIEN 4]
FeoE MR Sk R RS SEEG R I, HMGB i i
HMG-box S35 DNA 11454, I HnJ PAR)— 284k
22 JIL[1) DNA- 85 H O B AR 458 (0 ssDNA, 7%
7 mk 25 il 45 4 () DNA, 12 )i DNA, Z-DNA
SENVHZE A, Tl B 8 DNA(Z ! DNA) WA /RS &
ZAE T AR 45 6. HMGB 7R N 11
DNA 45447 55 v H AR, HMGB 7] LLIA] JL-F Bt
IR LR AR 255, M5 43 0l i TLR & 42k

RIG- [ . MDAS. AIM2 g2/ G KRR B fE S
L5k, Dk, HMGB 76 KR ks 2 40 8 509 J5t
DNA i B KA ELAEH] . Hmgb 17~ F1 Hmgh2™~
/N BRUAE 52 21090 5 DNA/RNA FIB 5 0 R AR T 3
IFN FI40 f PR 7 (0 A B BBk 43 78 HMGB R4
ZAEI g, BiAsEIL N EE, H IRF3.
NF-kB G AR 52 2 7 V52 0. HMGB (1) 6t 2k 16
Al TLR3. TLR7. TLRO {5632 2 4 M 5 mies),

5 — 2K H % ) RNA/DNA 1% & #% DEAH-box
helicase JE4 47 DEAH 45 f 3 )i T il < k. W15
RKIL, E pDC 4L, ZK IR i DHX36 i ik
DEAH #5143 [F] CpG-A 454, 25 HLBEEE IRFT.
P55 IFN-o A%, 1ff DHXO9 Ji# it DUF [X 15 45
4 CpG-B, £ 5 HIi% NF-«B. 153 TNF-a £l
IL-6 (2. fik% DHX36 &% DHX9 J&, pDC 41
N2 DNA S e AF 8 G0 258 40 o DR 1) D e B Yl 32
i, HX) RNA i 2 10 G 95 N 25 D) A 52 5 i B,
RNA fi# il A(RNA helicase A, RHA) X 4% DNA
it e 1 (nuclear DNA helicase I, NDHII), tH/&
T DEAH-box helicase, = 5 HIV. HCV % £ F
RNA J55 B¢ (1 2 PU9IB7. {E EGF 24K/ 3 I 3 5%
WAL R, RHA 784 DNA 454 fE1F, 5 EGF
TR E AR, ik RHA 5 R E & AT
DX 358 &35 5 i A A 56 DR 0 O e AR R S, R
DEAH-box helicase &2 5 i ) DNA P51 5 —2&
HEEE .

P18 2 RAR % R SR TR SR R
WAL ZHENE, WL E, EAARRRSE T
22 0T IR 4 PR P 5 5L DNA R (g 2 B, 3R
ATHE L AR X — AT A T AR R

6 DNARMNFEEEBESRE

T 2 TFN 2 A 3 R 8 3 M 03 Ji A 1) s 22 K]
T AHZ T B IFN AN 2 A2 RES IS F 5 S ik
PR SYELLBRAE, SLE). fER&4 T, A
5 DNA FUE A T 40 A% M EoRi 4k, A 55 i it
DNA X 73 JFHK. AERT/ME A ] BL . 5o
AR A £ DNA AT LA A DNA B R,
USRI BRAN 7E 4 it 2 B0 TLR G {5 5 18 B 103%
LU T RTEN (ANE 27, X B S etk
WO, B, /N DNase T RISk ER
A 5 SLE 44 %™, DNase IT 8RB/ &R A T
IFN P25, BRI L 6 R Bl BAET,
M3 G NS T 8 TEN B2 A4 [ /N R A% A8 7T LA
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BT A, R WIAE T IR R R IFN ) o
JEE 7= A R A L (A

Wi 2 AT HE . 40 0y Trex1 (3’ -repair
exonuclease 1) 1] LU DNA AN RS, &6t
Reglke A5 wpethm. A3 Trexl R [5AR
25|k SLE F1 AGS(Aicardi-Goutieres syndrome)~%,
Trex-1 GRFEEY /NS BT T 8 IFN AE SHHUA A&
Fis g R B S . R IRF3 X
IFN SZAREED v LA Trex1 SR FE/N RS0 THETS, £
W Trex1 BRI BT B S iR 5 IRF3 %11
IFN = A OC, T PR PE RSk 1) ssDNA 2375
Trex1 GRS /) G40 i rp & FR 12,

FHEdRIE, TREXI 4 BT HIV-1 BEkEfE 11
TR g DNA R E . HIV-1 2 Adi )5, 3
sSRNA 703 ¥ sk Wi A ] N B 24 2 %% 8 24 dsDNA,
1M ssDNA B¢ dsDNA 1] GERCA Hd N DNA A% 835 (1)
VEEREL . fE EAIM A Y TREX AENS 4 /i HIV-1
ssDNA/dsDNA, BH i DNA fZ & 80k e iR ml. ok
AR HIV-1 dsDNA #4215 E 3L 4, A
MG . AJH RNAi UTER TREX1 #4530 DNA
(P& B, JE fil & AR AT DNA AR K 2% . WOE
STING. &t TBK1 JfAli IRF3 Bk, BT
IRF3 KA R 241 itz , 555 IFN MV
% MEAE K HIV-1 &G,

TLRY 1 A8iH 5] 15 DNA 3% S 1 %4 IFN
A=, TLRO [ 40 i P s A7 o6 T 97 1E R 5 H £ DNA
ST, B, LL37 & —Fhad g s otk b
FEAERIPUEIIK, 52 AHCH DNA [ & 75 pDC
() 5L 30T 9 0K L, {24 TLRO WS4 T % S T
IFN 7. SLE 3% L h R BLIK$t DNA $iAn]
PLghi & H & DNA, Jfiid 5 pDC Wy TLRY Al
CD32 MHHAE M5 1 B IFN /=460 12,
Barton S5 TH T — g A7 T 40 i 32 18 R K A 2
TLRON4C(chimeric TLRO)ZZ4K, K IZAZARREN W
%4 L CpG DNA Fl40 g & DNA, HIANfE RN
25 DNA, #H] TLRO 1940 f i 5 A7 2% BHL 1R
5l 5 DNA T b i1,

7 R =

i X I DNA FIR AR AR AR < B0
P LGBk IR R R AR IV DNA
P I R IR e e S NAT Bl T FHRIR T #E L SRS
TARHAIT IOT-BL SR AR g . A5 Sk

B I UURUET B R 7 T Bt k.

Hir, A% TLR9 251 DNA H5I1H T
RANHINR, H F AR FUE AR T DNA /511
ANHHE TLR 1R HAD R AR G e 5 o am i, HAG) e
YERBURIMANTE 2. TRV 2 8 0 R T
JfL P DNA A5 5098 S IR 43§ HLET, AL 2
NN ZAESERE, E—NERNESRE
CES

FRAT TR ZH AEAIE 50N et IR B NL63 AR
¥ [ B (papain-like protease, PLP)1 %15 £ P
BERAR A% SN S o3 HURIDT TS T — R 51T
FEEE R, IR 1 ) % o 25 A e — o 25 i
T IR 272 Z AR, [ 0 EE 4 5 (1) TFN F5 18
(1, LAPIERE #5759 R RIG- 1 Al STING /%11
IFN-B 7#/E, PLP2-TM %% i3k AT LA ) STING ()
TIRAK, 2 I BE TEN AT T B 1 S e,
] I} 2 I SARS [¥) PLP A [R] FF 2995 45 4 i (1) 2532
ZALEEAT IFN F5 51 E.

T B DNA [R50 RS R 8K H 5 1R 19 4 2
AN ERA R EARRAR AT, FATTI A
HE AR SR B R TR

2 % x M
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The Cellular Recognition of Pathogenic DNA and
The Related Regulation of Innate Immunity”

XING Ya-Ling, ZHENG Yang, WANG Kai, CHEN Xiao-Juan, CHEN Zhong-Bin™
(Division of Infection and Immunity, Department of Electromagnetic and Laser Biology,

Beijing Institute of Radiation Medicine, Beijing 100850, China)

Abstract The innate immune system may be the first defence line to detect and counter viral and microbial
invasion. There are many mechanisms working in innate system, which would be helpful to understand the
pathogenesis of infectious diseases, virus-related cancers and autoimmune diseases. Despite of the understanding
about the recognition signaling in response to cellular RNA, the recognition mechanisms and related innate
immunological response of pathogen DNA still remain largely unclear. Recently, a few molecules in the cell were
discovered to function as DNA sensors which play key roles during DNA mediated IFN production. Besides, some
molecules that could regulate IFN signaling were isolated and shown to be critical for DNA mediated innate
immunity. Recent progress about the detection and recognition of pathogenic DNA, as well as its regulation of

innate immunity were summarized.
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