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Abstract: The innate immune system recognizes RNA viruses through various receptors and triggers

antiviral responses by producing type I interferons (IFNs) via signal transduction. Retinoic acid-inducible

gene [ -like receptors (RIG- I -like receptors, RLRs) are the main receptor system for detecting RNA viruses

within the host cytoplasm. On one hand, RLRs recognize virus-derived RNA and activate downstream

signaling pathways to produce type I interferons, thereby combating viral infections. On the other hand,

many studies have found that some cellular RNAs can bind to RLRs and stimulate the production of type I

interferons, which may lead to abnormal immune activation and result in autoimmune diseases. This paper

provides an overview of self and non-self RNAs that are recognized by RLRs, and introduces the mechanisms

by which RLRs recognize RNA ligands, including the characteristics of receptor recognition and the

mechanisms by which receptors differentiate between self and non-self RNAs.

Key Words: innate immunity; RNA; recognition; viral infection

T3 S A ) 2 v S A WL AA A A 5 0 R ) R
B IR RS, AHURIER T — R71
PO S A AR B AR BRATLR, 2 A AR 1 B
JoR B e, G g L 1) I ARATL ) A N ) B 2
S o o 2 S 0L A5 TR IR 3 A B A e . R
SRS SR FE AR A I B B & 1 R BT AL
BONT & BB B PR S /e /1, e
B R BAE I B AR . R AR S g g PR i
JRENRTVH B NAR (R84, R A D9 L
WAEGUR R A 28— E B 2. RAR G i B
W ALTE  H SN IS, N IR R IR E AR
P Bk, EHESIIR IR s RGRIEN T
LEDIREA I AR A M DR A 5 A % 4 i 3 4
TR B s BWOEAMA R G0 IR AR S A
R 2 Sk 77 B SE 40 i B AR e RO RS
BrésE . AL M. HERRFIEYE, i
PR S8 R WO & S s TR B, AR
e 917 00 S AR o B AR, BUIE B OR AR A N A
T EAEETUMEER, tHEREE SRR |
TT IR . BRI, R AR S B BT L 928 1 o
29I I S 5 T B R S R O, ORI
FERAIE T T BN E R S BRI TR

TR [ S E UG T4 3 4 1) 32 A 73 1152 =X
TR 244 (pattern-recognition receptor, PRR), XJ7
JRASCAE PR 5 o AT R o 3K R A A
F 3 1 B J5U A A2 A SR B ) 23 1 AR 2 (pattern-
associated molecular pattern, PAMP). 530,
PRRYE = S A HUAR N T2 70 A (I E AR 48 7

JEE . SRR SE A K IL), BRUB IR AMA . 2R
JR AR AE AR S Bk T PAMP A FL A PRR 58X 15 1 5
M RAEYI O TS . E . BRSSP, PAMPR
I SR AU ) BT AN AR A T 0 (R R Ay T, R
AL FE SR YR T 41 B AN (1 R o ti R 2 b . R &R
H LK SR sl B A S AR IR S . X+
BAZE B gk M dER” MK
5. PRRATPAMPREAT 731150 J5 W0 48 M A1 1
I J52 J8E (A T i 45 ) RN AT B P (0 5 A% e B 25
RIRGTE Lo IX LA 5 AL 30 B e 6 15 3 045
T2 A9 R 7 N 1 A DR R 48 i L1 )
FEA, T PR S A RGN, B 5 R Sk
YT M DA K B0 G R R A A, TR R )R AR E I
RN, B RS A R B R A, AR LA
P fi e

H A S A PPREZE 73 N ="K, 7172 Toll
FESZ AR (Toll-like receptor, TLR). ¥R T4t
I FESZAR(RIG- 1 like receptor, RLR)FINodFf52
{£(nucleotide-binding oligomerization domain like
receptor, NLR). ‘A5 73R 71>k B AN [F)95 57 446 (1)
PAMP. HTRNAJ & 1) R s 51 S g £ 2
HTLRAIRLRAENPRRKAF . TLRH'E & AR
(0 P A0 L I 4 A 3R B BT [X Toll/ 1 4 i A
-1 AR FR G A A R TR0 FL B R B
13/MTLR*H, TLR3. TLR7. TLRSHITLR9Z 5iH
SIE LT R . X EETLREIE T YA AN A Jof 93 1)
KM . TLRIHHBEERNA (double-stranded
RNA, dsRNA), fiTLR7FITLRSR | HEERNA
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(single-stranded RNA, ssRNA). TLROUHH|FEH A
.CpG-DNAZE Y . S5HH N BLAR 45 & I TLRAE 554
MR X AR R EBC R H . AndH S My D88 AT &
A TIRGE M B2 Sk B A TRIF, TS e 5%
¥ HFZ A T -«B(nuclear factor-kB, NF-xB)#F!
TFH 2 715 5l (interferon regulatory factor,
IRF), JFm# s RAMMLE 1M [ BFIERKE
ik, HITTLRAZFSIEA . Joih il g i o i
BRI TR0, RLRJZTEZH M 5T H i RN A
W7 3 KRR G IR Z AR K, B =4
B R —— LR SRR & A | (retinoic acid-
inducible gene- I, RIG-1). BRI E
FH5(melanoma differentiation associated factor 3,
MDAS)F N AL 5 F A B % S 0 = 2
(laboratory of genetics and physiology 2, LGP2). E
ATTHT B 1 5T 45 46 SR ACL U 2L 300 1) P9 DDA 0 e R Tl
HHE(Dicer) K R, #BE A AR el 25 1 18URN Cli 1) E
Binhg5ais. thAh, RIG- I HIMDASHINGGEF
BB ER R & E R B E /K i Bl H 525 ey steiny ]
aspartate specific proteinase recruiting domain,
CARD), LGP2JWA B4 CARDEZ K, fil&l1
PR

nE2f7R, RIG- T AIMDAS R HI 21197 2
B IE RNABCAR 5 B0E M orfE S, 35S
FHRMRIER T~ A, RLREEHEE
IR % BT RMIE R B . RIG- T #
MDASFE K734 A P A HE VUM RNATR 75 (11
MLGP2H TN B4 CARDE: M3, HIhBE vl 6E 2
YEARIG- I MIMDAS A 5 (15 = 3l B 1 55 7
FP. RIG- | BIMDASHUIE KA 155 E A
(mitochondrial antiviral signaling protein, MAVS)Z

RIG-1(DDX58)

LGP2(DHX58)

Ji, MAVSEE T kappa BHH| K
(inhibitor of kappa B kinase, IKK)FITANK4; &
M 1(TANK-binding kinase 1, TBK1); IKKFITBKI
b5 B #5 5 N FNF-«BAIIRF3. NF-xBAIIRF3
EM M ZPIEREBRE &Y R T
(enhanceosome), MIiMEZN [ BT KM EILE,
TR W B AN NG R G, RG4S S
MR ) 3248, O 28 R E o1& T, RlhE
JAK-STATE 5 il B s T 90 2 90 i 4
(interferon-stimulated genes, 1SGs)fJZ L RHNHIAN
200 5 ) RIS . A EEZAARIG- 1T M
MDASTRAI I ARRNAPIHLE], - L fd 4L 7
H & FSMNERNARIHLA] .

1 RLRiFH|SMERNAK RLRAJHL &

20044, —ANkE H AR 9250 % 0] FH R UL
& [poly(I:C) B4 £ U XUEERNA, R3] T H4s &
HHARIG- |, JFERm S RWIE T RIG- | f£41
RNA 75 R IR S o B 1E N PRRIR I 78 A\ A
fEZAEMT. RIG- T AEW 18 A0 — & 5199 55 1) Jgk
e, ALFE BT % B (Newcastle disease virus,
NDV). {li &% # (Sendai virus, SeV). /K
1% 955 # (vesicular stomatitis, VSV)®I, &5
a7 O TR IE 286 0075 55 (U BOR S AR B) &2
MRIG- I A J& T RLRZKJEFIMDAS M 3= 247 3
/N K% W R IR 93 B (picornavirus), Q0K 0 UL 98 95 55
(encephalomyocarditis, EMCV). A 88K i 4 I &
(poliovirus, PV)!'&, RIG- T AIMDASHRAES IR 5]
75 JE B % 55 (West Nile virus, WNV)HIE ¥ 5
(dengue virus, DENV)!. f5BIFRNARAEE,
RIG- T tHAEERE R 5 H L DN AR B2 (1) Jsk G, 3k 17 51

1 925
MDASF1H1) e e D — D
1

1025

B e pomin I o

1 678

RIG- I . MDASHILGP2#R A & — A R Te B 5 M, XA MIEL & IR G538 . = ANRLREFEAT —ANBR 0 2514 48(C terminal domain,
CTD). &R H B MICARDS M AN AEAE TRIG- | FIMDASZ k. EthARiE T &4 & AR AR T Y K

Ell RLRIREZEBHNGHETEE
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P TR HE R o R R
Al
WUEERNAR# 2 H 4L ﬁﬁdsRN A Vg FdsRNA SR B AL 3R TR RNA
FABERNARR 5 ] 8l ™4 B AR R T M E ERNA
DN Ay 85 i v 6] 7= BAHRTE
AL \ /
MDAS RIG I
\mmm /
dsRNAZE & [ — ] dsRNAZL &
SRR = SRR
aa—ae aSa—-aEnce
e r—as
r. RLR 5MAVSHE 5 Stk
-— BIEMAVS
TBK1/IKK
IRF3/NF-KB
P — N
7 N7 V7 SORVOVOR
I BT T FEBIE RIEH T RIBWIE

B2 BHEAEREEFERNAWRLRESERE

HEERAR s e R4, RIG- T B BE 0% 18 31 79 JFF0 25
(hepatitis C virus, HCV)H3" 3 EfH 3 X 1 2 5 IR
W I B AR AORNA X IR,

RIG- [ i8] LLIR IR B 4B I RNA . L A B
995 240 1 10 2 S0 A O RIN AR I 31 40 B 5 o, T\ LA
WNGI%%”” HAbR B, SFEmIDITIK

W RIS o R, 2 BOERIG- T, 5T
%MWéwm — TR SR B, 4R TR B e )
RNA 5 4HH RNAZE A 5 [11mo2686/zea®® & 5 tH Al
DIBERIG- TiRBIPY. phah, 458% 0 B FF B FRNA
ol 38 32% 1) 15 200 L ) A b BT R, DTG A A UK
YL h R RIG- T P2, X e gE R W], RIG-

I A5 0T U5 5 008 B 0 70 B 0 5 A4 B G 11
B A ML ) P B B X R R R R
Lo I A SR LR N TE PN TR L 30 40 () i 1 0
W T TR, X B AR KR R AR
AW . XKLL TR W T B 2 0 BT AE i 1 BV R
A IRIG- T o DR AR 503 S8R5 Bk 5 47 1)

S B e 24 R S 92 R S AR R R M ) B 2
5y 5 BB 7T 11,

FHARK IR R RIG- T Be A 1 5 1A 70 2 Ji i
P22 B BB A 7 S5 A BRI RN Ay 7 it ik
ALy, kA I AH SSRNA S T H0E T
MEMRE ). XL E T — HPRIG- 1 R 51
%mm%%@ﬁ%%%ﬁ BN, S"uAEAE =R
(PPP) AT WU ~F A g &5 A4 /2 RIG- T I A — K%
mm%m%ﬁm”o%% RIG- | XfRNAK: &
AR R, HAES SR dsRNAS T,
X EERNA 7> T 1K M 10~1 985 2 3130075 3 A
AER02T3032 K 22 MOAME S A 4N L B RN AJEAS
A A&RIG- T R FHeAE, BN A HESh 1 240
(1 B S5 RN ATE HAZ (0 0 sk R w5ty g I g & i
HHE bR L AR, R AR e, X nlEe
ARIG- 1 19 LAX 439 88 A1 H S RNA AL -
ANARS 5 RIG- | B8 H &R 458 18 B 7 RIG-
[ 55-PPP dsRNAX [AIAH B IHLED ). 78
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RIG- T 5FifkgE &, RIG-T RAEMRA
1, FHIHCARDL M ETE K, MK ESH T
Wit FEY, X FRIG- 1 & A H LS —
WFRF M, WY, RIG- [ 4T —A “H5
T IR, CARDANEHEREEE 7 X IR 45 & 4
RIG- [ 4 F i HARASEY, RIG- [ #dsRNAZ T
44 G B HE ICARDSE M, BB 1o T-R-18
14-3-3e B R &0, #t— BT RiEER =
Fc & 7 25 (25 (tripartite motif containing 25,
TRIM2S), {E#RIG- | FINIGCARDS M LE 17241
{14060 2 IR A B 63 6 i 2 IR (K 63) e #E 1) 2 TR iZ 3%
b, RIG- I #BOERY. RIG- T 7305 t ik 7 4
—NZ RIER B [ 135(ring  finger protein
135, RNF135)1E [A) 77 o 31X — 1 775 1 /2 i i %
RIG- [ #HTKO3MER M2 iz FAL LB, &
12 Z AR A8 55 A (cylindromatosis, CYLD)i# T
FBRRIG- | FRIK63 AR 1) 2 B2 2 51 X RIG-
[ - FRB RIS 544 ST TP AEHR
IR, &Mz REEHRE SY(LUBAC) B X}
TRIM25 I AT AT RIG- T 415 (1) R AR S8 2 w7
A FIMERNY, RIG- T FIIR 5 52 2 MR 45 &
P G BR B (AR 4K R -G(sialic acid-binding
immunoglobulin-like lectin-G, Siglec-G)H 1A
YEF Rz,

FEGRK TRIG- T BN BN R4, B e
e N T4 R IFdsRNA, FFHRFTIXBERNA 5 H 4
PEWERE IR, W% E T REEMDAST
dsRNAKFE. MDAS T IECAR 2 K JE 20 9T
Bl EEfIdSRNA, ETMDASH 51 {6 g fiE B 14247,
K HRIG- | MR B Y e B0 L. ek, X
TRIG- | 45 & Bk 22 5C B 22 (1) 5'-PPPHE 73 Xt
MDASFIR R D 77 B84, sz R g 7
PIATRLR I B AN . WF R — D% AMDASHI
dsRNALE & T R B G417 b, RIN
E A HIMDAS 5 dsRNAZ T I IR B 448 519, f
FON 0B MR GL R A6 B (variola virus, VV)4If
AR B RN AR AH X 7 F I & K /NEEAT 4 5
B3| JLUMRNAZKA . ssRNA. dsRNAFIA 51
X T B ERNAM, SRJE, KX SERNA S I 5%
YL B A R B B = MDAS /N A M . 45 R %
B, A AR 2 i R AR R S5 R I ssRNA

MdsRNAZF TREH S 1 TR EE K7W,
171 f7 B K dSRN A RTssRN AU G e B g, 3 e 4
RN, TERPPIRES 12 A MDAS T 0 7 FIRNA
FRE. SUbEm, AMIES TR &I, S8 4R
AHREAH L, HRC TRNAMEH M Z B 1 (adenosine
deaminase RNA specific 1, ADARI)ZE K| 140 g A+
PR HI R W REFBIR, XU HRNA S
i ADARTH] REFH LE 1 K [ dsRNATE IE ¥ 48 il i)
SR, AT T FHMDAS IR B K 5EdsSRNA 5| K [
FMERRFERIL. 74, GHFHER TRIG- [ Al
MDAS R FRNA TS 5 H A L R RE LA E — 451
. BN EENS BRTERIG- T #3800 5 1 44
Wi(panhandle) Tk 45 FP1LL K2 BE BLIEMDAS BT 28 975
#f(murine hepatitis virus, MHV)fL & i f1 5 ERNAS'-

RJRMEIE(PUN RNA)FI A IdsRNALZE /T,
TSARS-CoV-25MHV A& @R R, 7T AgE
FEALIPLEIPEMDAS I . BR TR #RNA, MDAS
M AE R K EE R B IRNA . e i HLUE Ge 20 i I
i MDASMIMAV S J7 30 T B3R ™
A, DT PR ) 2 A= ERRE F) 3 RERST,

2 RLRiIEFIAEHERNA

KHILSKR, AAT— B R EEGH M A7 78 A Y5 1)
RPERIPERNA . AHFAERMA, BUERIG- 1 1)
RNAZFA— & RIETIEE, 18 F40MA S 15
HERNAZ> T ERNABLDNAJ B B YL 5 1 % A% 12
B L(ribonuclease L, RNase-L)fI L. al/N5;FRNA,
XN FRNAM AR EIERIG- T Y, 5@t
IR YT T I 4 2 B IORIG- T /RNAK &Yt 47
RNA-seq AT R I, 13X £ Py 5 14 G 328 o) vk 40 1 32
AL — Sy I R RN A K & B 5 5810 JF 4 1Y
RNA. Y-RNA. /NEZRFZRNAFIAIu RNAPS, 78
HEZMpF, XEERNAME Y SRNAL &K A4
Hro F AR B B B, DR T Sk A
PERN . TEERZ RNAL A EARFRIIEL T, W
PEPERNA 2> 1l 4025 2095 2 ook P8, Rk, 3295
BE S0l 20 T R IR T B RN AT S B AL T
P 5 RN A B S A A 28 1) 3T 4 285 1) 93 53 R B8 b
WA R 5| 55 A WA PR R O I R AE . TTRIRNA
RA W A 5 TERNA B AT — Lo 25 My A AL E,
WHEA 5-PPPA U I ZE IR 5 02 thah, AudE
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%R Wi dH - /R 9% B (Epstein-Barr virus,
EBV). [ B4y 25 5 (herpes simplex virus
[, HSV-1)H1 5 5575 M I DN A B tH 4w 5 T 24
RNAR G B A, IX L3 5 AR LS RIG-
[0S Bk, %1 M RRNA S A B AL 55 51 F 40
BUR BRSO AERIG- | EAE, EALPETR R %
P Py RSB

AR, BRI Z FITT R, PR
TCATAE G 28 B85 95 1) R BIL A A 4 28 3R 4 1 I
WA TG AR G R Py i
TeA 53 L PR P AT K K s B PP #ll(long terminal
repeat, LTR)JT/FFIEALTR uIF. LTRI¥H
SICIEA FILTRBEAT R s da M 26 1k o e T o
ARG B TR, WK RNA K Hil IDNA 3
e S Tl AP0 Dy A N ) B 3 DR AH T AR TR )
B o Hodr, LTRIFsgoofh a8 1) — KK F
——— PR PR % 5955 75 (endogenous  retrovirus,
ERV), #BOKER 2 il 5% KRIEHC. 5
LTRFEHAE, JELTRSFE R/ FIHE Z 12 A
B 5 E#H 1% [X (untranslated region, UTR)EY [T 75
FEERN BTG T . X R o
FEKBEE E 7 ¥ (long interspersed nuclear
element, LINE)R 87 H & ¥ 4 (short
interspersed nuclear element, SINE). SINEHR] LA
i 1T RN A K A B e sl N & 17 BRIUTR I 34,
2 TR RNA SR & Bl 3 o (ML I e s AR . e
AT DAEES B B 2R R 20 A7 1, /T3 = HLINE 2
e 18 300 e S Tl AP A TR A7) Tl VR ) Y A A1 17 A BE A8
Ao B, SINERJ#es, Hpl2 i MTBYRNAK
B K IE I SINE, 72 K 22 H5 40 il vb 4 S 0 1
& 2 T A RE L 5% o ELAE &M e g R 3R I R T
T, XLESINEY AT DAY FGE . X s R &
ARG TE), 55 BB DL K DN A% 771,
UNDN A H e 7 g 400 1) 77 ) AR B . i ST 2 1 B
FPARE TR R A N LAl RNARE
BB, { J& F SINE TG4

R T ERVIBUE R AR e 1 K BK H 0 B4
B ALE AR 77, BN AR AR BEL FE Y, NEF-
kBIEAL S EEERV (5%, AL I e Sk AR RN AE—
L% T RIG- T #FIMDAS. 54h, 7EWf i DNAF
B B F Wl 40 ) VG T RRE O AR T, BT K

P, ERVRIR A sl g, b= A (1) 1E SRR
SR SR TE SR B AN [ 423 09 N 98 4 Pt mh AT R T R
TdsRNA, IXEdsRNAMIEMDAS, S 7 FitE
=AU B, DNA HJE 5 R i 41 41 57 78 4l
Bl G 28 5 A 09T V8 R OR R AR AR T L0
MDASIE S F PR SRR L. F4b, (L
YR, ERVABEBGE I 5] B P 8 708 &
@[74]0

Y 5 2 76 X} 95 55 8% G 41 e 9 B 55 R R B
RIG- [ /MDAST] LL# SINEBE . #A-40 0 12 % 75 1
B 8 A ICP2 73 i B T B RNA R A B 5
AlugefF ), e/ BRI 6 22 993 568 (murine
gammaherpes virus 68, MHV68)EULIIZ&4F T, Hff
FE WAL R AR 3] T RO TR RNAK S
fiti /S ISINER B %V, SINERIZFR L L T35
MAV SA& A A=A 36 77 2 INF-x BTG - LRI 7L
RIL, TEIRNA S & B 7E 41 A 53 FH 4 A% v #8 H
AIRE, I H AT A R A RN AT & B 7 $ 4t
iE 4 DN AR i AT LA RIG- T B fal P, %
el Ui, A RINA SR G I 4038 240 i 5T DN A
B 51 2 BT B S I BL0E 5 TR RN A SR & il
S P SINE 5] &2 1 ¥0E 2 1] 7] B A7 7E AL 1
S

TEEF X ADAR IR 0 78 b AT R I T
SINEfERIG- | /MDASHEUEHIERH . ADARLZE—
P dsRIN A S P i 57 1t 220 B, "E0RF SURERN A H )
ARFF(AVE I IR T PEIS (1) X FPA-to-TE X T—
HEASRNANAEAE 7 Hm IF 1, R — LA 84
Pt I dsRNA R 82 51 7 — L8 2 Bl dr 7. 72N
AUNRANAET, ADARIEE R Z — 2B EE Al
RNASL, 547 & 5 [ Alu. RNATE FLZI30008 3 K
()[BT R e G 4E), 1K L 45 443 5 H BLTE (S RN A
(I3 UTRABOSI i AD AR 1B BEE 1 /0 B2
HH B 1R KT 14 28 AN 3 LT 40 PR 0 405 O Rt
FE R EAES), ADAR1 R8G5 R S HAGS
GAMERIRAERY, X —B % — 5 T ADARI
ERE T B PR R R R B H EH . ADARLER
I T U 2 ERFAE AT LU It MDA SELMAVS 1) WL E
R e AR08 KL |, ADARIE I i i n
NA T VR A1 i o P A 5 I dSRNASE K, T HEMDASTE
dsRNA TR AR TR, AT a5 K 8R40 %8 I
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FAFRI, BA G R dSRNAT] GEA
SEIREAWE S FH, 12 R IR CRAR e S
KA (cis antisense transcripts, cis-NATS) AP LLAH
ST T S B ANRNAB Y 5AluARE, cis-
NATs 0 & W EE B # i — T A S 1 5 £
FMEIASRNA, A H B & A T E IIMDAS £ A4
FL AR, B AR AE A R A cis-NATs A T 81 {7
HAlE &/, AR e T el UE R e
25 5 MDASHEAT (H EMDAS ) RE I dsSRNA H
HECRRUE . AT I T A R A S BRI A
(GWAS)E X IR AL S E LRI, cis-NATs
ImEE 5 VF 2 [ B 4R RN S R A e i 4 <P,

Br 7 _ERIREI N IEPEdSRNA, HRFFREY,
7 — 2 B ki A FE K 2H (mitochondrial DNA,
mtDNA) =4 {1 dsSRNA W AT LAEMDAS I, FFi5
STMEMAEPT, R mDNALE U5 & U
[ B 5 3% 7 A ) 2 0 4R U RN A 2 6 T30k \ 41 i
J, AELIE K A7 B A AL A 0 o) JF 7 200 i e e
FAAED, R, WFFERI, RNABEMELE] T ok
B[ FE S8 ] e S S04 1 T Rk IA B

tAh, AR, K — RN IEE I RRNA
(circular RNA, circRNA)¥ 4240 i o m] LU TS
RIG- I . TMiX%circRNARNEL 5 5-PPP X HE 45
P o S 1A B B A B P IR PR IR RN AAETENG6- H 2
HREF B, MRS T RIG- T HIR A, SR,
BHERWER, EARI A R RRNA L FE A A7 7E
sSRNAVG 4%, X P 5 L IFRRNAN T
RIG- I #0% 7T fE & ssRNA S|P, F ik,
circRNABE TS/ FRIG- T #3 & LA B 8 S5 2k
— 5 BRI T RAIE K

3 Mk

J[iX3— =]

R R 2 (B 9T 1 W T RLRUBR AT 75 5K IR 1
RNAFIEH HFRNAMAEHLE] A R HME 54T
B0 T-HLHIRIAE 38 o A RTRLRISES 7 A5 H57
(IR F R R 0995 B AP IR G B8 ¥R 9T DL E B
PERIRIT IS . Bltn, 5'-PPP-dsRNA CL#E
it It B G LA P B DT . kA, AR
FARIE, RIG- | #Eh7SLRI4E I H B3 30w
RPN AT IE TR E A, RIG- T

i Ol % 5 ok, X AT AE XS HRNA S| K
SR BEBOE 51  1) B & S AR
AT, ABRIEALT BB i 2 0% 7 5 AL KR e
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