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Advances in research on the mechanisms of viruses escape
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Abstract: Viruses have evolved various strategies to escape from the innate cellular mechanisms inhibiting viral
replication and spread. This paper reviewed the evasion mechanism of viruses through the host's pattern recognition
receptors, such as Toll like receptor, RIG-I like receptor, DNA sensor, and NOD like receptor. Understanding the

associated mechanisms of viral evasion not only has the potential to clarify viral pathogenicity, but also improves vaccine

and experimental therapy design.
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domain-like receptors, NLRs)\RIG-I 52 {4 5 ji% (retinoid
acid-inducible gene-I (RIG-I)-like receptors, RLRs) F/l
DNA 151 2 6% Bo 5 8 — i 2 0d i B sz 145
T R SSBRAE 5 1 ERFE TS 5 20 1 2 TRl A
HAE 45 2 Fih oy 2l skt a4 xRl 2 A4 R0
T PRAETR 35 (4 1E 5 &2 1 o

1 TLRsr SR REBIR

Toll #3244 J& T-#5 i 8 1 3244, eid i iR AR
JEAH I FAE K (pathogen-associated molecular patterns,
PAMP) W& NS T IEEs, WA SRR, S TR
TIMERME, S EPURIIR R G RIRAGE G W,
Z 59 BB TLRs £ 2 TLR2, 3. 4. 7. 8 fil
9, i TLR2 FI TLR4 = #2534 T FEIRGH (dendritic
cells, DC) A1 = W 41 ffd. (macrophages, M®) fi 3 [f,
TE I B3 IR e R 00 5 TR 85 1 s TLR7/8 fi T
B, WS, FEEHGIM K ssRNA, ©
IR AR HERE /3 4L IR F (myeloid differentiation factor

WY

e®2%%e

ucleus (P)

" IFN-a IFN-

88, MyD88) il %, A Ml W& A I I 5 B 1 3/7
(interferon regulatory factor 3 and 7, IRF3/7) 11 NF-«B (nuclear
factor-xB), % S TR M EAE R 71724 ; TLR3
RO L, 8 B 5 I R0 B ) dsRNA, il il
TRIF (TIR domain containing adaptor inducing interferon
B, TRIF) ith % 1 55 Jif J83 IR 46 [H] 7 32 Ak A 2% A 57 3
(TNF receptor associated factor 3, TRAF3) j51t, IRF3,
BET %5 S 1 B F 3t % (interferons, IFNs) [ 7= 4 B,
i 7% F 22 T3 TLRs % dsRNA [R5 FHBG
AR T E R T IR s B T IRF3 /7
DIRER 3 P AR AT S b (1 1),
1.1 F#f TLRs 3} dsRNA #JiR 5

¥F 2 RNA 5 35 85 A\ 15 3 40 i )5 T2 B 283,
S5 5 1) dSRNA A1 41 A 1) TLRs 8],
A T8 P 3 i ik, 0 3 7515 32 40 i b
() 473 % 4 v 1 Wilde %5 UV ARIE,  rh AR R IR £
A E R B (Middle East respiratory syndrome-
coronaviridae, MERS-CoV) & #| ] 9 & & (115 3

Inflammatory genes
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&, & 16 ERRR A T (109 B Go BE B IR AL BT 7C 32k 867

UZIEFEN, #8E dsRNA 540 4 Fa FoK,
M BEWT TLR3 3R] [FIRE, B AP E (Dengue
virus, DENV) 72 F| F AH [F] AL il ok Pk TLR3 R
BB AN, R EERDR R DK VP35 & AT
HPEE S A AE RSP B (SARS coronavirus, SARS-
CoV) I N 4 1 ¥ B A — >+ L 2 90 il 35 (IFN-
inhibitory domain, IID), ‘B fEf%F dsRNA 454 Wi
BELEST TLR3 f3iR) ™,
1.2 [FEETKRELSF

i e 1V 2 A 2 1 nT D) 0 BE BT (S 5 08 %
M oSk 4> ¥, W1 MAVS (mitochondrial antiviral
signaling protein). TRIF &%, UM AT 4895 3 (HCV)
Yt I B I NS3/4 1] LLERST MAVS (1) — B 7 51t
17K AR, S8 H %M % IKKe (IkB kinase, IKK),
I TEN-B f)21% " i 893 % 71 %Y (enterovirus
71, EV71) 4afis i 8 (1 R LAY TRIF ", #F50id %
B, BRI ORF3 it 5 TRADD-RIPI 54
B FH 12520 TRIF, AT 40 R i NF-«B 1356
FRILZ Ak, —28p 28 A HAF A 5 TRIF AT
TIR Z5#43k, U459 & (vaccinia virus, VACV) %
) A46R B H, o 54 kEH MyD88 il TRIF
i) TIR &5 3 AR, 30 TLR3 ik 548k
TFeG, MMBLWHE 545 M0 IPIRGE 4 o
(respiratory syncytial virus, RSV) [ NS2 & [ ¥ i%
TLR7, 4% 7 IFN-a F1 IEN-B f) ik, RSV i&n]
DL iof #1711 STAT1 (signal transducers and activators
of transcriptionl) F1 STAT2 45 [ 1) il B 1k LA J2 2% %%
ookl 1 8 IFN 553 (1) JAK/STAT {55 i@ %, M
1 396 38 5 2= 1 0 2 g U
1.3 N0 TifFi%% R EFIRF3 /7 Ii5E

IRE3/7 B NS T A% 2 s34 i TK K o/e (inhibitor
of nuclear factor k-B kinase a/e) [ i Bg 4k "7, A itk
T 55 W AH LY B 1 A IRF3/7 AN A% B i i@ AL o
DENV % fith {#] NS2B/3 £ H 1 2 # 47 % % (Ebola
virus, EBOV) ] VP35 & 1 ¥ifid 5 IKKe # EAFH]
PEY FL R TE X, i IKKe BTS2 2k, M
SR IRF3 FOBEER 1L, BHIE TE R ", sk
R EE I NS1 25 2 ik 4l IRF3 1) 8 B A6 AT
0 TLR3. TLR4 &A2 M RIA G 55 20

FAk, — LR ERE AT LGRS AN E3 V2 %R
KBRS, REFHEERZ 2 RGP R AR
RIEE SHFNREES, RS “RlTer, W
T2 JE 7. B2 7 (Kaposi's sarcoma-associated
herpesvirus, KSHV) 8 F| F 11X 1k 1% SR B&, &0 1

RTA HEH S E3 Z RIEEMAY)FIRe AL, Bt
BES AL IRF7 HEN R B b e 1o SRAIE G
P EFE B (human immunodeficiency virus, HIV) 4
T E Vpr P, 36 %% 2 (rota virus, RV) 1
Y973 7 )8 9 55 4w 19 (¥ NSP1 25 (1 P A NP g g Y
MRS M IRF3 A EAEH, S F Mz
ARG AT MR, MTTIE Bk k1 R IR
S H .

2 RLRsfT SHIREkIR

RLRs 7&—RAAE T 45T A I PRRs, & %
Al e AR 1Y dsRNA S AL R ES 1
MM 0% IRF3 I NF-xB i& 1%, &7 4 1T840
FORR A N T P R T LR AT AP IE S,
= B i BH 1k RLRs R0 3 dsRNA s8R IR 5
F5 Rk FAHEAER,  DOR s S AL A
IEN 74 S HAE 5 5 R DI REI R 3%, AN Ry ik
WERLAA R S e N (] 2).

A1 JE NI 75 R ) 7 B R PR L/ B s £ AR
Ji 5 (severe fever with thrombocytopenia syndrome
bunyavirus, SFTSV) [ NS fig /15 i Jii £75 44 (inclusion
body, IB) I TE i, B BR 4k 1Y) IRF3 # /i 42 2 1B v,
A ) B B oS S o I B A ik B
MERS-CoV 52 7| FH 5 B¢ H 1 2038 i 5 J152 485 440 T B
JERRHENL, K E dsSRNA 54005 20 W Tk, A
ICBEMT 1 TLR3 B3R, i DhikikE | RLRs fiR
517, ALk, SARS-CoV (] Nspld HA i b4
fi dsSRNA % ssRNA fzhag #7,

74 JE& 2 i 955 B (West Nile virus, WNV) 2 15 ]
NS1 2 [ 7] DL B % F% f# RIG-1 f1 MDAS (melanoma
differentiation associated gene 5), M H.'& b4 RIG-I
(1) K63 2 3Rz 3 E Mg I P, FHIT T Ui IRF3 (1)
PR AL AR, A2 A5 TH H ] IFN-B [ A= 2,
FEN KB (Seneca Valley virus, SVV) Jiid H 3¢
T H EHAE RLRs /13 1015 5185 i K87 1
MAVS. TRIF il TANK, MIfi#iif] IFN 724 2 [
F, RSV INSI & H i@ 5 RIG-T 56 4+ T i £
k73T MAVS, W5 B50UE AT 18] R AH BLAE FH 4 FH
Wr, IFN-p FiAW D 5 1M H RSV [(INS2 iR it 5
RIG-I ] CARD £5#4g3845¢, MmBHRET RIG-T 5 T
MAVS {454, S8 IFN-B 5 30§ s A g ] ™.
BT I8% 9% 7 (Newcastle disease virus, NDV) ] V &
FR N S R TS R R e, il
I BN MDAS 3%, B iid LGP2 (laboratory
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of genetics and physiology 2) [E] #4151 RIG-1 FJ¥0E ,
FELIT IEN 13 Sk PV, 5% 25 (classical swine fever
virus, CSFV) [ NS4B & [ 1 C i &5 #4385 MAVS
ARELAE A AR T B = A B

3 DNARFZAEN SR G kR

FAAE T 16 E AN 5T 5 M A% T i) DNA R ) %
AR 797 5 DNA J5, 38 iR 8 B 0 7 s AL
NS SRR, Rk RE R A R T RIS,
S TR I B TR 4, ARSI &
e B R @ H BB A5 DNA R
SAREIL N T EAER, R, e
A7 SCHm ) FvE 4, ] UGS BRI 2 5 & DNA
TP AT Sz i (] 2).

Horfr, PYHIN %% (PYRIN domain and HIN
domain-containing) #& A WA [ B DNA iR jil] %2 14,
PYHIN ZK Ry T3 R 55 5 5 [ 16 (interferon
y-inducible protein 16, IF116) == Z7F fg 4% 5 i J5i i
5199 7 dsDNA®Y, Wi #i% STING-TBK1-IRF3 i

Inflammatory genes

B2 &5 THTEFERLRsEKDNAIRRIZAH &Rk IRIRE

B, B AT L PR AR DNA JKSZ 2% 8RR TFN {5 5
T % T 1) E ) R BT I [ A S . Al
¥ % 73 -1 (herpes implex virus-1, HSV-1) [ ICP0 &
AR B A 1R AT TF1L6,  RIS% A TFT16 % A
B ™. 4k, NE4IAHE (human cytomegalovirus,
HCMYV) f] i@ ik FLAS IFT16 f5 bk ki Guie ig B, &
R 51 TFIL6 4 %€ A7, MM 32 HCMV [f) DNA £
A% FR R BE M i 5 0 DNA R332 4 20R 5 BT,

5 IFI16 —F¢, ¢cGAMP & /i (cGAMP synthase,
cGAS) th F. 45 B &1 DNA H DNA %5 & [ Th g, &
i F STING FJ 137, % DNA il 5 v] B4 5 STING
255 JFWOE IRF3. A7 SEEGUER], % 15 A% 25 11 Y
(porcine circovirus, PCV) [\] ORF4 FE [ 7] LTI cGAS-
STING LA RIG-T 4 il %, XAl fg /& PCV2 BEAT
T kR K — Y. KSHV AR A S bt SR
(latency associated nuclear antigen, LANA) 1] 5 ¢cGAS
MEAE, 455t cGAS- STING WRH# KI5 5, AT
{2 3E KSHV M 78 R 39 75 35 4 ™. 2018 4, Wang
ats BRI, AEINIEIE I £ (African swine fever virus,
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ASFV) ] DP96R & %} ¢cGAS-STING-TBK1 155
i HA R AR

HIV 52 R TR 5 2 1) DNA Y SRS SR
B 1E 4 DNA PR32 400 B b A — i 5 2 i
M5 R FEM, W KSHV 4465 1) IRFI & [ nf
5 R4 T STING FLAE, i #ii] STING fry s ™.
W IE KB, HBV 5 STING 454 n] BHIT Lys63 i%
B3z &AL, AR TIEN-B (7742, {HIX AN 4%
FR A A2 DR A i S, A2 AT 40 g A Huh7 48 fifg o
ﬁijx_\fm [43—44]0
4 NLRTSHRERE

NOD #5324k T 24T WA M. b R 40
AR R T, ©FRES 5 RIER TRE R
AR, REIZMBAIRNZ A, 5HAMI1ER
RILFZ 5N AR R g ™. Bt BARTH
FEAIEH5 UIE B 95 238 ik NOD £ 52 1A 3k 4T f J% 16 itk
B SCHRARGE TR0 A — A M2 K 7 NLRC3
(NOD-like receptor family CARD domain containing 3),
‘B A LU STING AT TBK1 73BTk jekgs 1784+
PEM=4. 2019 4, Li %% LRI NLRC3 AT LUl
i LRR [X 45 5 5496092 5% 7% (herpes simplex virus,
HSV) dsDNA £ & M T R i) NLRC3 () 47 il 15 H
Xt 78 7 Ui W1 75 58 4 T Rl 5 NOD #3244
ha it H CHE R, M HARTRY], NLRX]
(NOD-like receptor X1) ) NACHT Z5 415 A] L5 MAVS
AH AR F O $0 ] MAVS A 5 01 PR S 5 d
e T Tt T R R R S 2 1R IR () B R
5 Z57E

I3 BEAE -5 40 M 3 [ A B R AR AR AR A R 3
HAEA BIEEETN, Hik, el sl csE
SO TE L B AE 1 R B RTE R
I 23R FH 7 2H B ks 1) 2 P42, (B I AN,
TEEE S5 A0 MR A RE AR, A W R N
FU BRI IR IINLE], DA I RO B892 1 VI R,
W RSV [F)NS2 F 1 HEZ 5 TLRs 4 F 1 s ik,
25 RLRs A § 1) s ik, -4 5t vl L& X
NS2 & HH KA RANGHI R R 250, ML
PURTE. U, B T AR B AU 2 M s 17
I B I A VR 22 HoAth G e R IR ()R A, e A
BT 4l AW T A K A ISR, XL
Yo 35 BRI IEAT IR AN FE A 0T LONIRATTAT A o ¥
WA TR (NDV) 42 T8 IFN J Bk S50, ik

b5 5 (EBOV) FJ% 55 8 H Ae 05 47 5 PR 3R
RIGI 5%, IN&iFS AN 4E TR IFN kv ™,
(Rl FRATIHE AR e A5 A FH — P F R 0 Bt o — P
o 1 H A [F)Jps B I8 I TR 40 B ) AS [ A A R Bk
TR PE R, BRVF AT LR BB [F] — A= K A
SAEFHBIAS R B, DT H00 1) 5 79 P 53 11 492 36
TR, 9 A] DL B R AR L 3 MHC-T 28 5 1
P ash 52 PR B AR 1 Bl R AR e g 1 A A OR
MR IERR O, REECATT R TR S IR T
BT RS
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