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Mini-Review

RIG-I #5/K5 RNA #5155
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genetics and physiology 2 )
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B KB BIX , H CARD K11 3i 5 RIG-1/MDAS
) CARD X454 ; H 2.1A Siksity ok, Hbka st
B AN X Bk 4t 43 A5 T M R B i 7, X AT fE: CARD
FHEAE R LR . IR R X B 5 — RIUE S5
TRAEMEAEF, I TRAF3, TRAF6, TRAF2, RIP1,
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DAHESS A, T ERRIL AR, R ] fe 4
H RIG-1 1 iEJ8#: K 7B, 4R, Venkataraman %[22
X LGP2 Hips /N R AT gE R B, Lk bk r 4
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BB/ RS ek T TR AEMBE . fEE I
LGP2 X} RIG-1 Fl MDADS {55 i #% HA A A (1 1 454
o R[S, LGP2 &efs /XS poly 1:C #l¥#4 ) T4k
FRN P E R, LGP2 7E{R N X} RIG-1/MDAS {55
i P A BRI A Tk — 25T

ZRERGAEEE RLR [F5 8y g ki T H %
EM. TRIM EEFAZHEEEH—4 RING 51X, —1~ B
&4 M2 X (B box/CCD ) il SPRY X, HA ZFl
A FRAATRE 04 B AU FE G 1 . Sl RIS
&I, TRIM25 1) SPRY X BE#2 5 RIG-1 [ CARD X
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Fig. 1 Evasion of RLR signaling by RNA viruses. EV: ebola
virus; 1AV: influenza A virus; SeV: sendai virus; HAV: hepatitis
A virus; HCV: hepatitis C virus; GBV: GB virus.
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OIS, NN (HCV ) Refg i it
Z AL S 3R TR R RN, W NS3/4a gt )
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AR E L. NS3/4A ARG FIFH B B 1 2R 1S 1 X)
IPS-1 ) C508 o7 s AT 47 S DI, DA T £l HE Il o
B B AR ILBOE TS S . NS3/4A 2 i
MHG RS IKE RIG-1 {5 530 P%, & IFN-o/p 13#
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RIG-I {5538 i, (HA0 35K 58 % ik H e HL 5=
TR,

NS3/4A XI 1PS-1 Ay il F O ZE I R A 5% P 45
FINESE . Loo 45 DR 4t 5 A2 W (kG 45 P I He 5 AT
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ST AR ML T X S 2 A D U 4% 1 I R 2 R
SRR T 2R R

RIRE R B 3252 1 RIG-1 SR 3 380005 4 S 00 2 K
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B ST 5 Ttk — 5 B B, 2458/
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4 dsRNA, LAEHS B35 RIG-1 KA AR, M
Wk RIG-1 {5 S @R, tedh, SR . HAT
RIFEE . GB I 1 55 L BB WL 13 A [A] i AL ) BELIBT RLR
HO P, M TR A

UeAh, BT RLR ¥NFHERREER, g -
M JAK-STAT 15538 I RE 8 S il il T R 19
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V2 a8 R B . 128, RLR FRARIRA0 A4 af DI ML
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RIG-I X4 “AI” F1 “dER” MHLH . mik kM,
RNase L DJ%| H B RNA =41 3"-ui B R 1L 1Y) /N RNA
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5 HRCIARZE A Z 0] AT REAAAE N S MO R o H ARl
RIS 5 O 5 AR B R R ORI R R, SR
HEEAET F Pl Kato 55 & BLakBR RIG-1, H AR
WEESH TR EN 22 m ™, R, &A1)
PRI & B, B BES 3 1 THE 2877 A RE AN T
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B

HWK, RLR TR PR 6E A f5 F il — 25 b
T8 o RIG-1 e [ 700 /0N U7E B 38 1 18 F ARG e,
i F AR P, R, Su iR & B RIG-I 1
Jo 4 i b B B ROKE AR T IE R AR, JFHEI RIG-I
T A ELAT O A S RS A, 7 T BT R R
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WA RNA THRFER S RLR AR EA
W

A RLR 15 53 1% K 9 75 26 1 ML A9k A e
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5to PRR 250 i SOE A NAS S S TR
FIVE S RE 20 B DR 1 K s 7 2E X 2 I DR s 1R
SYHAEEZ Y., HAiEE Coley ARCHE T4
TLR #sh70E A R 5E B B 101 MDAS #3651 poly
|2 C B Ry G 45 500 R A4 70 4 0L A AR 2 2245 %)
TVZIAA . BE#E RLR FC AR 2549 1) 32— B g
RLR 8l I h 25 W 1 e J i s[RI (LA B 1 o
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Retinoic acid-inducible gene-1-like receptorsand RNA virus
recognition——A review

Chengfeng Qin, Ede Qin”
(Sate Key Laboratory of Pathogen and Biosecurity, Beijing Institute of Microbiology and Epidemiology, Beijing 100071, China)

Abstract: Retinoic acid-inducible gene I (RIG-I)-like receptors (RLRs) have recently been identified as cytoplasmic sen-
sors for RNA viruses. The RLR signaling cascades induce the production of type I interferons and pro-inflammatory cy-
tokines, which are rigorously regulated by the host. On other side, RNA viruses have evolved strategies to evade RLR
signaling. In this review, we present our current understanding of RLR signaling in RNA virus recognition and antiviral
innate immunity.
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