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xR, FRR, BEAEFIH, PEAFREST @A AR P (LiE AL
FHmip RN RAA K. FREEEBTEEALAENTRARMES
FHFRFE, BHRBHERRLBARLEIETEORNS OGNS BER LR,
I B A B £ U RNA RS B0 — B ANIT A B A 3 &L

FUim R A T 1R B B WS RNA R 25

FHEEME, X Hhe R
(F BAHF 0 F oot AR P, EiEA ST 5 min kSR,
BHEERARE R AT EEEE, L& 200031)

E: RARR R RAVARIIUR RIRNZ 0 F — B &, 2B XRA AR RIRARR AR X %
FHR K. BELR(LIEDNAFRNAE — R T2 RBAXS TR, BAE@iere2ied %M
Bedn i HALBR 094 KR A 2R, H P Ao B U RNAM B S RAEB I Mas R LI P LA E £
FRER. b, R TINRIVERNAS T, ERRZIFAT A FRNAL A A WEERNAR T 3 69%
FR, FHANAAFLAEER. B2 LT HOMERNARS £ 203 Toll 24k, RIG-1 ##
AR, NODA AR, 2',5"- F I3 BR & AR B4 AR Ao RNAR # M & & B, X AR A B s & ek
RNAZ A BRI R —ZIRAER, ENAERESRRBRAG Y KELE TS ELOER. ALEZR
BILEAMERNAR S &, AT ORENEMIR, AN EUARLZEZSTHFEREFANS.
KT RALIE; WHRNART R ; BXRATIK:, REEEFTES:; AFLAEER

Double-stranded RNA sensors in antiviral innate immunity

HAN Xiaopeng, LIU Jiaquan™
(Key Laboratory of RNA Innovation, Science and Engineering, Center for Excellence in Molecular Cell Science,

Shanghai Institute of Biochemistry and Cell Biology, Chinese Academy of Sciences, Shanghai 200031, China)

Abstract: Innate immune system is the first line of defense against pathogen, primarily recognizing
pathogen-associated molecular patterns (PAMPs) through pattern recognition receptors (PRRs). Viral nucleic
acids (including DNA and RNA) are a typical class of PAMPs. Various PRRs that sense nucleic acids have
been identified in cells, among which receptors that detect double-stranded RNA (dsRNA) play a crucial role

in host defense against viral infections. Furthermore, in addition to exogenous dsRNA molecules, endogenous
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RNA can also become activators of dsRNA sensors under certain pathological conditions, leading to

autoimmune diseases. The identified dsSRNA sensors include Toll-like receptors, RIG- I -like receptors, NOD-

like receptors, 2',5'-oligoadenylate synthetase-like receptors, and RNA-dependent protein kinases. These

sensors, upon binding to viral dsRNA, trigger a series of antiviral immune responses, playing an essential role

in maintaining health and preventing diseases. This article focuses on several types of dsRNA sensors,

discussing the structure and function of proteins, types of ligands, and immune signaling pathways.

Key Words: innate immune; dsRNA sensors; PRR; antiviral signaling; autoimmune disease

HARAH, EE A ST KRS
T, T A — R BB T Ak A P 1 19 2
L, LG R IR S % (innate immune) FIT3E M 50 9%
(adaptive immune)i KR %t. RIRGE RN BT
RGN AN R o () 5 —TE BT 2k, AR FR N A
P AR S v SR, AR N AR A fik 3 B A
B, KRR RGEE — R Y E 50 BIALEH,
TR A e B DL IE i S B B i ELSh R R
R RGO 4 K e 2 MR R ) 52 4K (pattern
recognition receptors, PRRs), A& M4 i Py A1
S L) 995 SR AE 9% 2 15 3 (pathogen associated
molecular patterns, PAMPs)F145 15 4 5¢ 73 F i =
(damage associated molecular patterns, DAMPs){5
T HEAGRNZEWEEE, el ¥E Sk
HEAMBEAE, BoEF THRNE ST, TR
715 Al ¥ 3(interferon regulatory factor 3, IRF3).
L Z A5 8T 7(interferon regulator factor 7, IRF7)
A4 A% K F-xB(nuclear factor kappa B, NF-xB)
&, RAFBABE T FIMEFSR HE
HUAARHRAE SR i R e (B !,

o SR A M B 8 — KB L PAMP, fiE
0 A% 248 B B SRR A TR T AR S 1 S AR —— X R K
ZRFTIN, fERR IR R e X

Viral infection

Virus

Signaling
PRRsrecognition

° ® o
——

DO, °
Response

BERZ R IR s P LS FE A XUERN A (dsRNA) )1
AR, WITollFf 52 {4 (Toll-like receptors, TLRs).
RIG- I #524&(RIG- I receptors, RLRs). NOD#F
ZAK(NOD-like receptors, NLRs). 2',5-F MR R
& EEEE 2/ (OAS-like receptors, OLRs)FIRNA
A6 M 2 1R (protein kinase R, PKR)(&2).
FER A AR dsSRNAZ J5, IX LRI 2 4% 7T LA
ANPUR BRI, W24 K (interferon, TFN)A
AT R ANM IR T = A B, b i T I R (L
IFNaFIFNB)#0E + 45 2 ) 3 2 Bl (interferon-
stimulated genes, ISGs)HIFRIL, FHBINUAHKSTIH
A A BT INA A tp g A il I T
U 7= AR B 3 — 20 B B LA 1) S RO,
BLHE BT S A0 L 0E . CD8T TR IR K58 X
J& Bl AR e e 4 M A 5, SR IL RIHRHTNAR 19
JERAET,

VE RN EZ R B2, RAGERGHE
PR D TR 48 SR 38 i T JR G R BB, RIS
1B RAE A . R ER S, Bk Z
WEHER W], PRRsIE R & 3 B0 % D he &L
A S RBERRNEERHFNZ Y, FHag
B, RNAKZSEELHA B EELMEL TS
WIERRNAM LA, HWAIETERNAK K] E

° L ]

s &
l > Y
.

e %o

Cytokines, Interferons, and
other signaling molecules

Bl SR ZHENSHIRERARE
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W AL EEL DR RN T R E G 1
WO, XA 2 0E AT 5 B AR DR Rk
B H S RS, WAicardi-Goutieres%i & 1iF
(Aicardi-Goutiéres syndrome, AGS)Fl R 4G4 Bt
JRIE (systemic lupus erythematosus, SLE)!,
e, R X EEdsRNARZ 4% 10/ L], ANMEH
BT IR ROR M PUm 27 A v, I Re AR XS H
S e VO I B . A SO A 2 5 hUR
RIRGIZ M dsRNASZ AR B A SR AT B 4, B
M BUARRNARUE S A& B ALH 55,

1 TLRs

TLRsy 2 i R BRI R 248 50, wT R
368 3 1) SR Tol 13 [A] K7 L3 19 Joit ) 245 58 A1 T BEAR
R, BT 5TolliE AMAHMMETIF4". TLRsREW
WU T2 AFAE T I AR BT PAMPs, - 402 1 £ I
ZPERITEMIdsRNA . JBIEBUATLRs, i E 40
AULESE S 2ERE, BRRRMBEHET
AT RF PR, AR 5 30 4 5 S i v
FEEENEN . TLRsAMXAE SR G b 52 vh ke R A
H, &S5RG MG,

TLRsHJm T [ MESEREER, £—1MAF
700~900™ A FE MR (Y HLBE R AR A 0T, I =4
Pyt A R AN T 48 A O N B 45 49 38 (N-terminal
domain, NTD). ¥ [a]Jy 8 i3 ie 5[5 25 K 38 L S or
T BB N 1R C R v 25 #4933k (C-terminal  domain,
CTD)!*. N8 A 19~254N 5 47 77 1) 52 4 R
# & ¥ ¥l)(leucine-rich repeats, LRRs), IXFh&h )i
RLREE 1RSI J7 28 B AN RE 8 5 PAMPs 45 & 1)
MBS R ZEH, TRl Sk . XLELRRs AV AERS 1
R 45 M AR E 1, 1B BRI JIIPAMPs, fE
TLRsHIRCAAZS & b K35 E RBERIPEN, setgdnd
R 5 A AR R [X 43 AN A1 2K 8 (FI PAMPs!) .
[ PR i85 5 DX S S A AR, BE S JEFELRRs AN
CTD, BESEGMIAE — R alfesit, fE
WA AN IS S RN . CRImE A —4
TIR(Toll/interleukin-1 receptor)&h a4, HE#%EIL[H
VRIS & M5 S S ERC S AR, s
FE53 40 K F-88(myeloid  differentiation factor 88,
MyD88). BFHL R TIRSS #1554 H H(TIR domain
containing adaptor inducing interferon f, TRIF), M

i J& 31— R B R {5 5 3 S0,

Hur, EANEFRITI0OMTLRs, H
TLR1. TLR2. TLR4. TLR5. TLR6MITLR104> i
T, TLR3. TLR7. TLRS8. TLR9/fifE
BB, AT RN [ I PAMPs 2B e
TLR3Z —FdsRNAKZ 4, '© 681 X% 5 11
dsRNA LK N T4 i fpoly(1: O H e e, PAAK
HRNAFFIFE R 2 A B EPUREE S S
HRORAECEEIE A, TLR3XTdsRNA - 51 B vk T
dsRNAFIKJE, /MR N40~50 bpl"™22, stk
], TLR3GRRG 2 FEO 2 M0 55 1 Zy & 38
AL HEH BE KT 28 95 B A1 4l 92 9 55 (herpes
simplex virus type 1, HSV-1)#, AZETLR3fHLFH
S SHULEEHSV-1 2P, i T BARE
i, TLR3VLFRARFIEZ AR TE AAAAE. MTLR3 Y
dsRNAZ &G 5, 2TEHH— N dsRNAFIFNTLR3
TR IdsRNA-TLR3/E 5 E &2 5), — &
AR TLR3 38 5 TIR 45 44 38AH A% F #8552 TRIF K fi
RG5O, GG MR R BRI 1 32 4
FHIE A F-6(tumor necrosis factor receptor-associated
factor 6, TRAF6). TANKZE A ¥4 TANK-binding
kinase, TBK)FIIFIKKe(I-kB kinase &, IKKg)
(212027 S IRF3MINF-kBIMOE, B4 S
Bl BT R A 2 M R 1 1 7= A, 1Y 98 RS
(1) G2 Je Sk B 403 85 1) 25CR (#12) o B T TLR3R
WdsRNAZ 4F, ATLR7HMTLRSN I E iR 5l
ssSRNAP®, [ RE &5 5 5 R4k 5 MyD8S
FHEAEA, FH5E T A AN - 13240 OGB4
(interleukin-1 receptor associated kinase 4,
IRAK4). IRAKI1MITRAF6%S, Wi N (s 5l
RIEPURTERSN . Bboh, NRIERIATLRI3, #E
% o8 240 B R BE I RINA P 28 O B, 41 B 23S 1
PEARRNA R HRE E 7 714N N & TLR 13 A 20H0E
;fu(@z)[zo,w]o

2 RLRs

RLRsJUFAA4E T Frfy (i sLah i, efTh
AR ORI, HAE 95 N R dsRNAJK 32 8%
E 73 BE TR ) A0 G B IO 25 A A S B R A
FERFRRE TRLRsHIRIA R HUIC, 7 REE AL
RIESW TR L, RTRFEREIERP,
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23SRNA

AT T "W

" 2
S K%
RIG- MDA5 | TLR3 TLR13 : NLRP1 OAS PKR
I v 4 i T\ § atn
: A2 I Py
1 (uyoss ) e — el {%}
— v (8s0) ¢§ (
oo VAN @ | Y
TBK1 KK b (K IKK : ¥ \
' : o0 » E
A e 5 o e | i -
! - pro-L- . o H
: Cox PRI R et S Y
' e ‘ Y r il T
IFNs/Cytokines i IFNsICytokines L1 omosis | Degraded RNA | Translation inhibition

2 RARZETPHIWERNAL RS R EESESHLE

RLRsZE RAHE =AM, 40 L R 15 5 ik (A
%M | (retinoic acid-inducible gene I, RIG-1).

P8 IR S LA G 3L R 5(melanoma  differentiation-
associated protein 5, MDAS)FIIE £ 22 Fl A £ 505
% 5 12(laboratory of genetics and physiology 2,

LGP2), EATHEA KL, HRE T 28k e
Rl 5 M AR B ). RLRs L 35 532 T DEXD/H-box
RN A Jie 1 6 1) S AN CoOR o S5 A4 480, RNAA TiE g
ZikIRAE 5 dsRNAZE & I H B ATRNAKH 1 ATPRE
W, Cl & MR R o IR AT g5 h I, S SR IF 45
ERREFRNA . HRF SR, RIG- T FICA
SR B A S5 R, AT DL AR B R
RNAR B 4 T AEE AL R AP, MDASFIRIG-
T 7E Ny DX 35525 6055 PR A 2 Dk R A& BTG A R B2 4R 45
}J3(caspase activation and recruitment domain,

CARD), %45 MIRAE DU 55 R IR o P B 25 o 1
A% BB S EBERD. EIRMIEE S
FPHEEMIASRNAZ J5, RIG- I FIMDASSS £ 5 i
[FFF & CARDES M s ) — > B 28k 7 T MAVS
(mitochondria antiviral signaling protein, tHFRIPS-
1. VISA. Cardif)*"*), ¥4(5 5 184 Rz
TRAF3. TBKI1MIKKe, 381 ELIRF3.

IRFTfEH A, T 1 BATIEN~4E. Rtz
Ab, TEHIMAVSIE AT 3 EINF-«BI#0E, A A

e R R MR VBRI =4, RIEDTW
RS (P2)B3335:4485] . i FLGP2k = CARD 4 4
B, Tk LSRG S, BJUVERT R,
LGP2#3i | — M REFH KM, ERLRsS(E FiHEL
Hh R A IE IR R SR i R Th RO,

1 NdsRNAJKAZ 2%, MDASFHIRIG- [ iR 3 A[A
f{IdsSRNAJEA . RIG- I 32 ZR 515 F A s H A = 1k
1% 3 [ (1) 5 dsRNA(5'-PPP) . b4k, 5'KigEA —
IR (5'-PP) L B RILE2-ON B A F AL I 5K o 1%
FRR IIRNAK AT AE ARIG- T (145 2cisah 750,
MDAS i ] F- IR 3 K FRIdsSRNA(> T kb), A
FdsRNAJFFIPHL, HATRI# 5% 8, RIG- T A
MDA #5745 dsRNATE i filament >R & ¥ Th fig
ATPREG G X T filament B9 1 % B A JF % 5 B 1E
FDH0SLI6OU Sy — A5 5 1 IR R B, 1%
B RE N B 2 AL BT R, BRI RS S0
R AR AR DA AR GRS RN A S i #0552, 5 aff
KM, B3Iz RIEHBRiplet(RING finger protein
leading to RIG-1 activation)fITRIM65(tripartite
motif containing 25)% HERIG- | AIMDAS{E 5
R B R A B AL phAh, K
(n=3)MK(n=8)MK63E L Kz KB (K63-
polyUb,)%f FRIG- I AIMDAS/{ICARDsZH %5t B
A EE RSO,
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3 NLRs

NLRs /2 55 — 38 A T 40 i ot 14 8 =8 0l 52
A, A8 TG A HE Bl W R0 HE B W) 1 4 i b AT A R
%, HATE NS 3L R 22 FNLRsTO T fE
N—HPRRs, NLRsH iR Z FPAMPs, 140 H)
M RE R (KBS M BE ). MAEY W
. AEERNAM A #H RS . NLRstEA RG2S
7SR AN R 40 ) & - 1 (interleukin-1,
IL-1)FIIL-181 /=4, 38 2 s 22 R R is A 2
fi(mitogen-activated protein kinase, MAPK)i%5 34l
i ﬁ( ] 2)[72,73] )

NLRsH F K% 7 BA MBI &5, ik
A IR 45 6 45 /38 (central nucleotide-binding
oligomerization domain, NACHT), It&5#4 6 57
AP E 55 R AL I BT ATPAK R FINLRs
TERRHEE, N NN i, RAWRKKZH
PE, S R SE0E I S A R R A BRI R AR
S TAREES; CimbE & A FREEMLRRsH
B, 25 R Eh A AR H UL AR RN
B0 25 F IR 25 8, ATENLRs 3 5/ M 5Kk -
NLRA. NLRB. NLRC. NLRPHINLRX!®78,
NLRA V. 5 J5 N iy BH I 1 S A0S S5 i S 2 R,
N R FEHLEEE S T KPR 2 1) 5%
SR TR, NLRBE SN B AT DR 9% 25 0
i) 25 [ 55 /5 ¥l (baculovirus inhibitor of apoptosis
repeat, BIR)AL M, Z 51 3 By 4 A0 40 il A7
U, NLRCWEZ NG FHCARDZL R, Al 5 &
C ARD 45 # 35k (¥ 3 Ath 25 (1 & A= AR B /R FUTOT8
NLRP .5 % N B #4845 14 38 (pyrin- domain,
PYD)A I, 25 JAE /NI 3 s Uo7,
NLRXW KRN EH — R ANLRXT (BN
NODY), % 5 [N 45 #3485 Ho A DY AN 7 5%
WA WE W RVEE, A — DNEORARRE [ F7 51 A1
KM, MHE AT S LR kAP,

NLRP1&Z &M KIS 5 % /M A Caspase-
TG INLRs K e 0, NLRP 1% 2 5 8L-
1B+ IL-18F I TAURE K LA 22 GSDMD(gasdemin D)
Fi SR AT, G RR, NLRPIAER
fEN— N dsRNARKZ & R A IEDIRE, NLRP1H]
LRRAINACHTZ: ¥4 18 g B A K FE>500 bp )

dsRNA, dsRNAZL& 21753 ATP/Kfi# JX 50 [NLRP1
MR, [ NG S, SR HBOE L
2y R — A H AT 0 INLRP3
REAE AT I N JRPERNA, 40 i A2 i N TR P dsRNA
T AlusCHFBERS /E ANLRP3 (3057, H 2 H
5 TR R A1 BT, B INLRP3 K
AR, MWEEIEPYD-PYDA BAE H BE 8 550
T AH 2 B 55K 25 1 (apoptosis-associated  speck-like
protein containing a CARD, ASC)[F Ni#f&id(5
SIS, NLRPO AR IE 7E RN A 23 G [ N
RIEAERPY HLEIRF SR, NLRPo@E L 5
DHX15(DEAH-box helicase 15)p[E/EH iR HH
dsRNA, MIfiil I MAVS T 4 3 R 1k J - 05
ISGRRIEPURBIEAC . 5 — W Em,
NLRP6fE B 5dsRNALE &, HiE LikbiE
dsRNA 2 BIGNLRPO [ B Bl AAY . gbsh, &4
WIFERI, dsRNAGE & <7 FNLRPOIE-BAH 7>
% (liquid-liquid phase separation, LLPS), MIfij#E5#
RAENERE S, NLRPOb 4 4% &y — Fib
dsRNARZ 4%, WF7tRHY, NLRPI9bSDHX9
(DExH-box helicase 9)}[FI{EH GE% X} 4 dsRN A
AT, BOE A5 S ASCHlcaspase & AL 7] T JiF
i (55124, ghAh, NLRC2(UFRNOD2) th il
BT R A% B R WP IR 5 B B 2 R 4L PR ssRNAA, - i i
HKAFMAV SEEIRF3 B 55 S g 57>,

4 OLRs

2',5"- S MR IR & Hi i (oligoadenylate - synthetase,
OAS)J& T #Z H R % i (nucleotidyltransferase,
NTase) 1 & & F A — N 2 R R SR, B2
FE A — PP B ZE A dsSRNARZ 3%, 53 5 IRl
R & B (cyclic GMP-AMP synthase, cGAS)EAH
FHTE I 25 KRR, & T A WO R ) % 1 IR e 72
By X Jk o, Gl ok T AR MR R OBE R B L
(ribonuclease L, RNase L)l 5 & il H- 44 i 41
T3 7 G SN AR B, AR PR A g SR e U T A A R
SRR FH (F12)P7,

NKOASKERH AN WA A : OASI.
OAS2. OAS3HIOASH: & H(oligonucleotide
synthase-like protein synthetase, OASL)", OASI.
OAS2. OAS3H#SEAT & i2-5" % ) SR IR I R
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BT, BE /RN —(E T UERNase L, 1M
OASL Mk Z 1% Fft & i 072109 0AS
OAS2. OAS2EHAMMEF B EMFWEME, 2
WEH A WA A ECE S I NTase 45 1
U R OAS2FIOAS3 &7 £ M NTase 45 14
W, EEHRBRAE-EAHELESGEE, Hih
V) A 0 17 M AL A, X TG v e T 5 A RL -t R
HARF EE TR, G RV, OAS3IHE
— TS M RS 45 & dsRNA, I HLIEN 56
A TIE S M AN e 45 A dsRNA, AT 3 5
OAS3%FdsRNAREAI AN, HoAh (g mfF 72 e 1,
OAS3HEML ELOAS2AIOAS T HE BRI X dsSRNA 7 42 B
%, FEH AW ENR MM RNase LA 3L
4 F, OAS3EW ML IHNBKEKIMIsRNA
(>50 bp), XTI W I PR S5 M IO 455 AN AT
BB 1 U010 OASL R WA AL & TR
P, (HEFRRYN, EHEATUREaEl Y,
OASLAL & BT iE M (I NTase 5 e, 2 J5 %%
FHHA B BCEE 2 RSN Bt
B, OASLERWEIE T 2 Fl LI Sk A 15 P 235 14
Hoig N E B2, R B4 A AIERIG-
[, OASLHJZ Z= 45 R % HLAAK 63-Ub,, ¥
BARIG- T f{ICARDSTE & I AE 1 U0 5 L0711,

ERIF 7T R, NTase4s #4185 dsRNA ) — 1]
ghity, 456 5dsRBDAAL, dsRNAMIZE & 215
SHM G RN, TR Re 1L =Bk,
BoE ARG E R A REE P, ERASATP 2 T RE
ek 2 -5 B HE,  TT J VE 1 N Tase 25 #4380 U] k2D
AL =R 20 53 B ) B AR R R (2-5A,)
& IR FERATPIER =410, 7824958 5 LA
T NN Y RNase LU, RNase Li2OLRsf) T
WAy = AR s N R i o ) B
ST GG R B W 22 ) SR C i P R A R Ty
M, e T AM s b, R A O B LR A
B A A T AR 205 i B I B IR AT R
HRNase L&i4, 7EALIIRNase LI P& ff s 2540
Y0 (1 ssSRN AR AE FUW T 35 R 00101 i T &
B, 709 2B R I RNase  LES U124 IRNA
SWOERIG- 1, M S [ BT = AE 2 40
DR~ (7 A R A o a1,

5 ERMEER

K H#BER (protein kinase R, PKR)s& —F7E4l
Ji N S LB FEAE B, a2 — M dsRNAMK
PEI 22 2R -70 A R B B B, BH o4 i
EIF2AK 25 R #6236, 4l b F B IR AS 16
AIFIERARRIE, 1EA—FISG, TH KR
B 15 FPKRIKERIE, FIAFPKREMRNAR]
PE AN TR . RS R s T R
FEFMY, dsSRNAIZE &7 SPRKRIG R KA,
EEH R TEBRI, BB IIPKRIE—D i
AL T E A, PATHumRaEEshael .

PKRF 2t A D RE 245 M S 2 B Nl AT C
Ui o N B 25 PN DR S 1) R IBONUE RN A 45 6 45 1) 5
(double-stranded RNA binding domain, dsRBD),
B 23R BRI, A TR AS A0
YL P2 A R dsRNA o Clify A2 I 45 74 35k (kinase
domain, KD), %65 FtHATRERMLIhAE!>'2),
dsRBD#& —Fl i WL XUEERNAZE & B ALY,
RNAF; 7V IR 7 1 % B (adenosine deaminase action
RNA, ADAR)Z#AA HEW, B Ha-p-B-p-a
M) G R FE RS ) RS H, sEe R R el
W45 A AR R BIdsRN A6 gk gk 50 2 0
dsRBDIE i 95 AN AH &0 /N V) R R 6 RN AZ R B 4R 5
dsRNARI—MZE G, DA 7 51Rs e 77 S
dsRNAHMEAE A0 w5t BoR, PKRIGFHA
dsRBD7EH DN RE R P #E R R, REH
dsRBD# W\ 2 F 2 11 5t 5 8 dsRNASS & (1 45 1)
5, (A7 5K dAsRNAZEAT =26 A1 7 A EAF F DA
S dsRNA 3 1 3 45 3 BOs0E o 2 4, A
dsRBD#Js i s AR ] 2 frg 2212931 - Cfy (I KD &5 ) 35,
W AA &R, 7 IN-lobe M C-lobe P #
55, N-lobe LG ATPL: &AL, K ATP IR
B 2 C-lobe Z M R FF A TRAL, fPKR5E
&1&?3[120,132]0

FIART R, 7R dsSRNARIB ST
PKRALTF H IR, dsRNAMILE A 215 FPKR
E A R fgERR, TGS S P . PKRIK E )
il = ZE g 5 —A~dsRBD S KD &5 #4381 B 2 4
YERRSEIL, *dsRBDs%h & 2 B B4 i (8] 7= 4
[FIdsRNAR, 2BBHKDEEMIK, [FHPKRAAE
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W ER AL 5 s ) R, R
dsRNAZ; 4 8 FIPACTRE® 5 PKR 125 —/1~dsRBD
HAEAE AN S EK DS IR i ps P SR, A
— SR O B AR R T BUBE, 48 HHPKRI =
R FBOE B S . JE I R H AR P 3
FEBAM TR, B I PKR AL T & (1) B AR 1
R, XG5 E N AR RAR TP,
dsRBD 45 #4358 ) I B I AN 2 52 i PKR F 2H B
W, AR RESE = RAL M) S5 81808 i dsSRBDATI R RE
5 EPKRIY . i & (I dsRNA 2 F HPKR — % 1k
FEEERRAG,  thpl & DRSS PEICPRR 135 117,
BE AN, BEWE WOVE I PKR ) B Z/NdsRNA K &
N33 bp, IEUFREBENHANPKRS T MK,
X5 RGO R AR R,

MPKRIFAFH LG AsRNAL J5, 2filk B &
BRA . Ak, HENBUEIRE, MR T
(IBEAR >« PKRIYFEZJRY)Z — 2 AL R
[X]¥2a(eukaryotic translation initiation factor 2a,
elF20)!"7M, JEAL [ PKRIE B2 A e IF 20 ol 3 fiE 1%
] SIS AZ T IR A e [Kl F-elF2B, FEelF2 L1
AR RS 4 A tRN AR AZ A 7R 40 S IV 56 (1) 3% P 44
Z, PREAMMSSMEREE SRR, M
M BEL 1 25 B B A e (E2) o 3 b B 4 1) AN SRR ol
TIREE AWM AR, 0] LTS 340 i i B i
R s, R T 51 R 40 L NARRARAS S eb i 55
(S H AL IR BT R fLelF20 5 SURI IR & 1L
Z4h, PKRIGRESHIRILIKB, FEIkBRAEZ &=
IR B AR, BETNF-«B, RHETIE4, &)
IR T 2 i 70 25 iE A0 B e, (R ik 4 e
SRR B [R5 il 5 bl 1) 9 2 R 1 4 )
VA G PR W T B TR, AN AS [F] R
JE I,

6 H{thdsRNARKZ 22

Fr T RLREB KRS, HALRK —LERNAM
e Tt 4 UIF B AE R AR o e i A2 b B R H
Difg. SRR, MIEEZNFX](zinc finger
NFX1-type containing 1)BEf%7EZERALL S5 EE 1)
RNAKAEMEAEH, MNHiEHEMAVSA- S 1 7Y
IFNf =04, DHXO9RR T 5 BINLRPObH [A] 1R 5
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