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Progress of research on immune escape mechanism of coronavirus
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Abstract Coronavirus is an important pathogen of humans and animals. Among them, the novel coronavirus
disease (COVID-19) breaking out in 2019 has brought a fatal threat to human health. The host’s innate immune
response is the host’s first line of defense against pathogen invasion, but an excessive immune response can also
aggravate viral infection and pathological damage. The immune escape of coronavirus is a critical pathogenic
mechanism causing death. This work mainly reviews the pathogenic mechanism of coronavirus immune escape
from several aspects such as host immunosensor, interferon, cytokine and coronavirus antagonizing host immune
response, which provide a theoretical reference for the development of anti-coronavirus drugs.
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MIFEARR, FE N o By M4 E ., Hi o
JB FEAFE % EE (human coronavirus, HCoV-
229E Fl HCoV-NL63) ¥ & Y P 5 15 45 B (porcine
epidemic virus, PEDV) } K 5 MR 9% B (canine coro-
navirus, CCoV )%, BB FEZAHE 2019 4 % & 5T
RS RN 7 (severe acute respiratory syndrome coro-
navirus 2, SARS-CoV-2) . J“H 2 MK RS 256
AE T 4R 7 (severe acute respiratory syndrome coro-
navirus, SARS-CoV) . "' % I W 4% & fiF (middle
east respiratory syndrome , MERS) /N B 48 5 7
(murine hepatitis virus, MHV )%, v & EEFGE
Y M % R 4 9K 7 (infection bronchitis virus,
IBV) . & J& F ZALHE M S 7 4R 95 B (porcine delta-
coronavirus, PDCoV)',

W R, 5 H AL E R s AL, SR
B A T T I A T A R T A A AR A
So BEE YDA AR FE N R B 5 2 T R EOR A
P, ZFh A IR B AR i R 2 A
R, Hrp o J& HCoV-229E H1 8 J& PDCoV 45 i Ik
o B T 238 i T A0 i 1 Y 2 KT N (amino-
peptidase N, APN) &2 {& 43 A= 4 Jfd , 17 SARS-
CoV-2 FI SARS-CoV 7 B J& el bR 75 3 23l 1 H 4
FRE T Y S 3R 98 26 115 1 = 40 MBS 1T 1) ACE2 52
PRARSS G i AfE 47 B 38 B an i Fn 12
T AR FBOLHTFEIESE , SR SARS-CoV-2 Fl
SARS-CoV #f /il it ACE2 Z &4 F AR 3 {H A
S il € 8 1 Z 1R 45 4 X (veceptor binding domain,
RBD) 71 8 JE R 22 57 , SARS-CoV-2 Jii 7 15 ACE2
SZARGE 4 135 R JT G SARS-CoV 81 10~20 %, 3X 7]
AEJE SARS-CoV-2 [ 2003 447 ) SARS-CoV HLH
e e B PE R F B R R Z —1 5 Rk mFp
B JE TR RE A, P A X AT B9 MERS-CoV
FLLL KRR 4 (DPPA/CD26) o 57 7k A5 1 32 41
B o A,y JE AR B IBY ] dd i 22 Fh 2 AR A
R4a F 4, Hirc & MR £ W 2 (heparan
sulfate, HS) MEJR R LA M APN 3 B sz R # 0] 4y &
HEGE F o B EIR TR A S el IR 2 AR
T EAML Y Z AR SN I AR 2 WS TAEN S
MR RE G Ed R R E AR BN EH
5 4 B, SARS-Co V-2 3 1] ] 1] 22 2 iR £ 11 it
TMPRSS2 #ih S 8 13 58 -5 41 g 2 1 1 ACE2
ZARGE G NI R A RS E AR B R

FROARMHEL A R ST AR 2
HHHOE— a7

SRR B 4 H AR N 60~220 nm (1 1F 5 RNA Ji
L, RNA K 27~32 kb, 57 il 47 HEAL BERR
45K, 3" i B 2 BRI IR E (PolyA) , 3%
3k B2 g g i DRI 45 R B 1 B IX o T2 AR A
SR IR R A Ao R IR AR PR AU FE RNA
RERCA G A0, 1 S i 52 ) 8 s % X T %
T RNA Y RNA SR G, BRI 7E RNA 45 il
YERR , LA IR A R 5 i B 5 RNA SRS
P38 o 7 HE RNA B RO 995 2 5 PR 20 AT 5% (K]
4, 'R TR T AR R R RS . SRR
REAY 5 Uit 2/3 FB 53 A4 52 ke 2 0 DX 5 A7 24 SRR
J %] 32 HE (open reading frames, ORFs) , ORFla Fll
ORF1b, BATT AT 3 52 A [6] £ B U1 4 5% 16 D RSF 11
FELE I 1 (nspl-nsp16) , HEERI 5 1/3 743 &=
Bt 4 S5 R 8 < 0 28 2 1 (spike protein, S) |
1, i & H (envelope protein, E) |\ i #% & F (mem-
brane glycoprotein, M) 1% 4 7¢ 5 H (nucleocapsid
protein, N) 7 o S #E 14" 55 7 15 1 32 4t it 3% 181 57
PR AR S 255 S5 A0 B R Rl L A2 B 7 A
R EEAMME N FES SR 2
IR A8, i N 2 32 2 0 S e R 7 RNA ZE A
A5G IR RNA BYEENES . B4 CH i
B A A G 7 HR e A 3 5 2l aod e v 49 i
T f LB AT TR AT

T IR T AR i T 51 i o S B 2
L DR o BOPE M T EBOR LE . A AT
2 WY e PR B R i S BT o B R R 2H K AR
K19 B AR 2 e T A R =R ) B2
(pattern recognition receptor, PRR) T35, 1M i 3=
240 R A ) AR S e i DA 4 A A g
{558 75 5 1 A48 & (interferon 1, IFN-I) |
i 98 IR 1~ e 22 b g 5 2k DR 2 3K 400 o g 5 52
il o SR, SR A A 23X 58 R MO B e I
IO, 25 Bh 288 10 S R B R R A 3 i I AL
WP B T — B2 2 n) e kiR L, 2
it [ B g% 5 ST R g E YR T
RARGMRIBS o ST, A SO TR 75 206 e 7
AR I BURALE HEAT 7RG EAS, LU
N NEBTIA TR B B BRI B 245 1 T A
(E32iioe =
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EIRAE, 55 TR B S e R AL BT 72 B F% 3

1 BEERBREEBRSR

RIR G N A I A i e A 1
PPN R A ) AR B B — B iR, AE e &
IE]A7 B e R 2 AN AT sk A AR TR 32 1K PRR 7EAL
PRH TS SR ) e e R Py B OCBEAE H o BL
PRS2 3955 L U2 W SR 5, A0 B P Y PRR BB SRR 5+
PRI SR A 0 ) 385 4 140 4 200 R 22 W L IR
Bl IR B A T BUEE RNA R P AL
CpG DNA 25955 JFEAH & 43 F15 3K (pathogen-associated
molecular patterns, PAMPs) , 1 M7 175 5 56 K4 e 5
{5 5 QIR F L, 4k e 3 g 3 00 58 KA S
B E AT A B L 3 H Toll B 52 44 (1ol
like receptors, TLRs) F1 RIG-I #f 5% & (RIG-I-like
receptors, RLRs) &A1 318 FHEHTAMIR LA P ik e
HOCHE PRR, I 7615 1 3£ TN SR AIM N 135045
RS SCHEVER]

L1 Toll ¥4k A HAZ 5 18 3%

TLRs 72— 5 525 AR s2 4, I N
D& AT TLRs HE M4 3 1 (-1 2 AR KRR A
AL TIR, RS X 5 E &5 AR E L7
H 3 2 TR HURR S PR A G BE S5 M . TLRs 7E40
ML E e T EA TN R PMAP B ZHEE , N
PR TLRs EZ A TTRBILIR , W1 TLR7/8 2R
%) B g% RNA (ssRNA) . TLR9 ¥ ZiH 5] CpG DNA,
11 B b ¥4 TLRs (TLR 1 I TLR2) 3% 51 57 U5
BEAYEE AR BT A o TLRs A (1915538 %
B E S 5 TLRT  TLR8 AR B #6FE 431k
[A ¥ (myeloid differentiation factor 88, MyD88) i& 1%
i TFE 5 s TLR3 3@ i B TR A BT A
(TIR domain containing adaptor inducing interferon
B, TRIF) & H#EVEH" . TLR7 5 TLRS 5 H 4 5 1
e A4 45 J5 , #0552 MyD88 %2 TIR 25 i 3 5
FITLAEF Bt B TLR-MyD88 & A ¥ 35 45 11-1 3% 14
AH I (1L-1R-associated kinase, IRAK) , fifi Hiigk
T A T BB o T Ak 1 TRAK 5 i g SR K X 1 32
PR HH K I F 6 (tumor necrosis factor receptor-associ-
ated factor 6, TRAF6) 25 & FFI801% T WOy 7, A
51— Z 4 A 70 TEN 18 A (interferon
stimulated genes, ISGs) A 3 k030 TLR3 3 1
TRIF 3 % 47 55 i 983 5 38 D 5 52 1R M1 5G9 5 3
(TRAF3) Jf-fd 3 4k , 1% AL Y TRAF3 $5 5 515 3

25 N Ui 1) TANK %5 5 3% 1 (TANK-binding kinase
1, TBK 1) F1# i IKKe (1-kB kinase &) , #4076 T8 %
;55 A ¥ 7 (interferon regulatory factor, IRF7) , {%fk
1 IRF7 #E A4 MIAZ , 755 IFN By R a6 . FoE &
B TLRs 75 B ] 5 PR s 2 52 11 A1 S sh AL 982 i
B RSB . NG = TLR3 88 TLR4 f9/)
BB 25 5 T e SARS-CoV , H. 5 7 A= RN R L
MyD88 fif 2 /)N FRUAAH T R Wik, o 2 20 o T ey, i
PR PR B R 2 OF TR S 45 6 RAE TP
4T 40 B BT AT TLRs \ TLRs B4 B TLRs #4553+
TE 1 7 A S SR v AR T, AN ACAT LA i) B
TLRs i #2805 R 5 B 52 1 1952 0, 3B A A1) T 47t
SEER 5 245 0 (R T A B AT SR
1.2 RIG-THZ AR B ILAS 5 il 5%

RLRs 72— Fft 40 i 5 {2 S 435, £45 RIG-T.JR 3%
J88 43 AL AH X FE A 5 (melanoma differentiation factors
5, MDAS5) Fil LGP2 (laboratory of genetics and physi-
ology 2)3 FhZEHY , M AL RS P4 S MR 40 g
M ZFHE dsRNA . RIG-1 547 2/~ N 3t 48 S5 i
Ey AR (caspase activation and recruitment domain,
CARDs) \ 1/ [ fiff i A% 00 A1 1A C g 45 4 35K
(c-terminal domain, CTD) , A7 [R] fi# HE A% O X &
HRTEEEZE T 1 (helicase 1, Hel-1) | fif e fif 45 4 2
(helicase 2, Hel-2) #1 # [8] #f A X (helicase 2i,
Hel-2i)""*, CARDs J& RIG-I A% X, 37 51|l #4
itf, CARDs 5 Hel-2i ¥ H EAORFFII AR ZS , it 32 2]
o YL, CTD TR dsRNA JF 5 2 454, Bl
dsRNA-CTD 5 Hel-2i H.AF, B U7 B3 9 CARDs,
PEMIGE RIG-UMDAS 1% AL 5 #Y RIG-I/MDAS 5345
2% kL A& BT 9 7 A & B H (mitochondrial antiviral
signaling protein, MAVS) 1M A& # {ig i 4 5iE K+ 1
FIKBLNE . MAVS —J7 1 0] #E — 2 #5 55 TRAF
TBK 1 45 A2 5F TFN 1875 K7 3/7 (interferon regulatory
factor 3 and 7, IRF3/7) R b S — RAKIE B 5 75—
Jr T, MAVS 1] 5 TRAF-2/6 & A= AEF , 0T A% e 53
¥ kB (nuclear transcription factor kB, NF- kB), %
L1 NF-«B F1 IRF3/IRF7 5 v 5 40 i A% 55 Ho A %
SR T4 G U SR 51, A2 E TEN A SEAE A 5
MIFRIRNT AN, EAR BLE B L LAY RIG-TA:
SEAR FHGE G FIR A T AL T A 4 i G
PUAME R PG 45 B R = % [R]— g
JL, TE AN [A] 240 M 2 AU T phy RS ) RIG-TAREZ AR A
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S0 90 Gan A A v A0 AR RN /0N B S5 40 Bt R MHV BT
B MDAS U5, T 78 2D 5 ¢ o 48 it v vl 4 RIG-1 A
MDAS [F]EHES ST & 3 RLRs fEA S6H
SR B 15 T 1 e AR S B IEN R 2 R F
TR 4 i et e 5 A A2 S T O R
B A H A ¢ RLRs W[ 3R 500 006 75
SRR BT A 3 A ] i3 20 A0 Y ) B sk A i AR
FHAIL I i AT RE U & MRS A (1 R AE 7 &
VEPUIR B S0 R BA 228800 i AR BB . BEAh AN
[7i) 28 750 f SRR P 2 41 4 SARS-CoV-2 .SARS-CoV FI
MERS-CoV 2584 J5 /- F RLRs i S 4L P 7724
ARSI VEA NS 2 A RE it — 2R ARG

2 BEMERNFRERERN

2.1 FH#hE

e KNGS SN LA BT TR o B R A £
—IEBTL o TFN-1R 15 T2 500 75 19 56 KA o i
AT, 24 0 A2 B 7 R TEN 32 2 i
S80S A L 3% T A 1B SZ fA (TIFNART A IFNAR2) &5
A, T O 1 R O S T AL FE S IR T (janus
kinases (JAKs) -signal transducer and activator of
transcription (STAT) , JAK-STAT) {5 5 % 7 # 111
K FEYUE 0 M. STAT Hi STATI1, STAT2 F0
STAT3 3 fift 7. B4 A4 B, A2 ol 9 7% 1k 1Y STAT1 5
STAT2 A]JE W [ I8 — B A, 55 2 TN IR 15 [H 1 9
(interferon regulation factor 9, RF9) , fx Z A #f IFN
Bl 3% I ¥ 3 (interferon stimulated genes factor 3,
ISGF-3) (I AL, T AL 1 ISGF-3 A% S5 5 1SGs Jii 3
- H Y TEN A 10 2 G 1 (interferon-stimulated
response element, ISRE) 45 &, it #f 1SGs /) #2145 .
W E TR ISCs AT 1 A BT 2 15 T AT Y
I8 NLPE SR D FE ML IR SRR B A RS AR 4
HOCHAE . Flan, 2", 5 -5 RARA IR & g (27,
5’-oligoadenylate synthetase, OAS) Fll & 1 ¥ i
(protein kinase, PKR) i 5 & B Y dsRNA HHi7E
VAR, Hrh OAS S 20 i P AR5 A7 209 RNA,
T G B, P T A RO R 1 1T PKR 22
i Aol R A TR LR A0 R R RS 4R A T elF2ac
(eukaryotic initiation factor 2a) , & FEHUIR BEAE H 5
A MxA 8 HALESE A ILE 7 BP5 90 2 A ST
6] 45 G, AT B A TR T 140355 e, T Je e L T4
515 S HAYUR % 1SGs P21, i H I R iA T 5

A H (IFITM proteins) 25-FHA R (CH25H) |
PERE DU B 25 11 (ZAP) S5t 5 e PR 7 R iy 2
RIS RS A BUR A SARS-CoV -2 [ SARS-
CoV 1E NPT ZH 24U il B3y, (HHEXS TRN B35
S U 055 L X AT /2 SARS-CoV-2 BU 1L
SARS-CoV HI i i E BN R Z —"1 . eobh, 7
SARS-CoV JEHY /N Y HR I ST 52, SARS-CoV
T 3 i 96V VR Y R TFN-T A 263K, 1T IFN-T{5 55
AR i IRl Ao B A% 200 i 4 L (I M) 2R 4,
75| 4 L7878 U A 2 45 S T 4 5 e
I o RBR TFN-TA5 -5 3 B B IFNAR A PR/ B A
S B R AR /0N BURY A TG A R Al S 45
B3t PR TEN 2 — i 7 (0 B0 25 A5,
IFN K HAR 53 % v et bR 2 2 1 AR i) HL A
HLUTPRE A R T H & EE X TN S HAS S5 Sl n
RN
2.2 mRA-T

Te R B S S R R A A A T A e A
F X7 (cytokine storm ) , 5 Z0 ™ 5 % 2P i $51455
2 M FF 38 2% A 1 (acute respiratory distress
syndrome, ARDS) , % Z 85 F Y)fig @il MIET .
I R AIF 8 IE 552 A6 5 I ¥ o 200 i PR A A R - Y
KK 5B PR DI . P98 R BB i
7% SARS-CoV-2 e S 3 ML 3% i A7 7 1 AR A &% -
6 (IL-6) . 41 ML A 3 -7 (IL-7) . A 4l i A % -10
(IL-10) k7 40 At 4 7% 4] 3% X 7 (granulocyte colony
stimulating factor, G-SCF) . # ft A + CXCL-10
(interferon-inducible protein-10, IP-10) . P 4% 41 i
#1b7E H (membrane cofactorprotein-1, MCP-1) . i
J8i IR HE Al T - o (tumor necrosis factor, TNF-a) K& F
I 24 Jid % i & 11 (macrophage inflammatory protein-
1 alpha, MIP-1a) 5% T ; SARS-CoV Bt B
M AFAE IL-18 . IL-6 . 1L-12 . IFN-y . IP-10 & MCP-1
S50 L DR S S B, T MERS-CoV gk £ 355 i
FA#E TFN-y \TNF-a \IL-15 . 1P-10 . IL-1ex | IL-13 FI IL-
17 858 JRAE K 50 FRIK2Y . E IR 41 R 1P-10
J& T CXC Mt A+, 28 IFN-y 755 iy H ks 20
L TR PR A0 BRAZ N L L R A A5 30 2 Fh 4
L A R T e 2 s S AN [ AR T SR Y
FEMERAE , 8 T I T TP-10 357K P15 5306 1Y
fi B AR YT A OC , J2 T SARS-CoV il SARS-
CoV-2 FUm B SCHEANAE I 720 WFFEUESE IP-10 78



HS2EH 1

EIRAE, 55 TR B S e R AL BT 72 B F% 5

L it 5 1 AS [R) B B 4y Y AN [) 1) o €2, 0 2 Uk
e J5 1Y R AE BB B L 1P-10 5 H A2 {K CXCR3 4%
A FATE AR A 40 (NK 4 ) 355 £ T 41 ffd A B
2 240 e 28 Bt A 3 4 2, 2 15 20 R 92 A Iy M e
PE IR, [A] B TP-10 5 TFN-y 2Z [8)JE 1 1 S 5t , (2 i
J& # B FIRA R TR RS OREEE- . H1P-10
Tk i ek 2 Ha A A 14 JRRE 4 I £ i 52 0 5 57
AR T IR A ARE A MR 2 1 RAE IR F 45
T Je R 0 9 A B N M TS B0 T 174 il 58 46
i o 7E SARS-CoV ¥ I Hr ff 5% & B, IP-10 if 1] 75
SRR A5 AL Y T IR L 4 B P T S m]
fE 5 SARS B A PN Ik £ 41 B vs /D A G, B R OR
1P-10 53 BN~ 2obE it 405 1T e -5 HOA itk
ELAH B T A7 O o AR IR YL SARS-CoV-2 i # 41 A
I H A % B CDAT 41 i A1 CD8 T %4 & B & F j%
F 22 5 B O RS, B Rk 0 i 5 TR an 2
FLZ, PORLEGAE CDST & BH M 235 , H T ik B2 4 ifd
K- 15 56 R B AR A 1 0 R 5 L ) % DDA
K2 AN AR 9 BT R T IS R R L S RO B
B = SO A K . &Y SARS-CoV 5 MERS-CoV
MAA SRR SR EREML RRE T
Pk W EMEIR . M BT SARS-CoV, B 4L SARS-
Co V-2 IfIL 7 H ) 9 i PR 2 38 1B 3R T Oy I 35, 7 Jek
Y5 ) 48 h N RE 3 L 1L-6 .MCP1,CXCLI .
CXCL5 FlIP10 45 5 #4841y %3k . AR
FKAE T K A Ak SE , 78 SARS-CoV Fil MERS-
CoV YL J5 M55 3.6, 12 h #f B = {2 R N T %
IR, LR TR RE AR G E S 1 B A
PR Y, HAE S 50 IR AR B 1R, i 20 i 55 4
o JELUA T Io S 2o R op & 4 TR B L E v SO
SEE PRI B 175 3 o VR A 8 R I E SR 4 A4 L PR -
B 7 A 2 T B0 kg 77 EE AR e R AR , R R 1)
HE R 33 ] Rl R B Y e R B T AT AR TS B
ZWEZRH . HIE, WA R # R 1E
F 75 T T RN B A AR AR R T 58 1 B0
ML, E T4 T8 4 M 28 RE S 14 5 1A 1T g
A T e 5 T TR R P SR S

3 BRFEEFRXER R R NHR K

TE5 i BRI b g e e 2
Toft S R AR G i Z G R AL A, A0 95 b ik A 455
PUPRR SR (B 1)

3.1 MBRREIERLEIRD

MR 3E T Y K AR G e U AN B A SRk
15 B A SO NE o el IR B A i e AR R rh
[ 1A dsRNA 233096 PRR , {4 1Ifs 3T 41 At i 3h 5 K1k
oI IV o b ARG BE A T 26 ke 4 DK M B g8 e g
Zii et PRR U5 . BF5E & L, SARS-CoV \MHV
S5 22 el IR B AT AE — AP ELRUZ B ) /NS v i
TPl HoA T e T HE5EE T 8 PAMP, ikt
B 40 M 5T P PRR BT . N7-55 4 B 3R AL A I 1
(cap, fL$F cap-0 Fl cap-1) J& A% A 9 mRNA ) 25
FARFAE A RNA Al T3 s =W b a5, 16 ]
R B T 5T RNA. Ak kEfE = PRR X
L VP 2 B0 A IR AL B B RNA 47
B . MRS S256 B, SARS-CoV 1Y AR 4544 2 1
nspl4 Fl nspl6/nspl0 & & ¥ = 5 H RNA iNiE i
FEPS ., RNA R FZ54 19 6 B, AR08 T B AL RN
A BT EE RNA =R | 5 H 5% B Il A N-7
BHHEERBEN S5, SARS-CoV g,
nspl4 & HE NT- 45 HIE L RS BEVE B RNA 47
E 1Y N-7 57 B 524k, T B cap-0, i 4548 5 1 &
RNA MEFHH L, (75 0T X 53 A B RNA 595
RNAP . Ah, nspl6 8 HAT 27 -0-H 557 75 il 0
PE, BEMEIE— 2 BN 7 RNA T 7454 , U B 55
i 50 R A e B
3.2 HRAERLERE

FEPUIE B0 SE R G O AN A )
AT F F g% B AT S8R s . BIF SR R I, etk
s 5 AR 1 AT ) 22 R L I B s A ] TR
R AT B G5 538 % o I PRI 3% B e R
BE YL AR 1Y TEN-L 7K P35 3 i K , J% 44 SARS-
CoV-2. SARS-CoV Hl1 MERS-CoV # T i H & I
B RAMIFFE W AE S, SARS-CoV #1 MERS-CoV
FE A A [7] 22 52 (%) 410 1) 240 e oy TREN-1 A 38, 1 AR i
PEVS I TEN-o AT 400 ] 56 R0 75 1 52 0 s PR A
FEARLIE 2 TFN-o 5 HA BT 25 25 9 9 156 1 T
AR = B A AR X SR IFN-TAE DR BT
Ry R P R FEE AR, PLEIT ST B
INTE 5 18 F AN 2 Ferb bR BE © AR R
20 WX R AR G P R 8 (1) TR WG, Ui B A o 2 LA e
IFN-17 A AR 5 5 16 i i H i 2R g
Z—

3.2.1 FEMEFGNFHRRLEMNA IR
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SARS-CoV,
SARS-CoV-2,

Lung epithelium * MERS-COV*

IL-1p, IL-7, IL-8

e ©°s [P0, MCPI,
Lung epithelium cell ~ Ce ® MIP1A

Figurel Potential mechanism of coronavirus against innate immune response

s B Zt 5 119 I 25 44 2 1 nsps BE 1 3 S TEN-1 7
A B HAR 55 530 I 38 ) 1 8 A S AR S I
8 o AN SARS-CoV Y nspl ] e £E 17 5 41 i
¥ W2 N Y1 B 5 110 5 £ mRNA 9 5'-UTR, i 15 &
mRNA K RS G M, 0 5 AR 408 WAL 25 G
AT PP AR 40S W7 5L 5 608 WL A 45 4, T4
il 75 3 mRNA 9 B3 D B . MERS-CoV 4%
(1) nsp 1 2K 1] A2 1 200 6 A v D D10 A2 T il 284 e i
X H B RNA TCHT VIR o nsp3 2 e bR 75 2 i 1
B RAESGE M & 1, A AR 1 (papain-like
proteinase, PLpro) {4, PLpro 74y HAT iz
FALEE A 272 ZAEEE 1 ISG15 136, Hob SARS-
CoV Zmti 1) nsp3 7] 18 32 BHL KT NF-«B i #1410 il 5o
FAPERLI o AT R 1 NF-kB 38 46 0 380706 7 22
L Fh AL [ VR FH , NF-«B B9 15 AL 75 270 0 TKK
)T T L R 2R AR T I 3 e R 1 I e 41 il P
¥ (inhibitor of NF-kB, I-«B) , B H i 25 45 NF-
kB, NF-kB A J5 A4 Al LI IFN () 15 . SARS-
CoV 1] i B H: nsp3 19 K72 2 AL TG 1 0 il 1-xB,

V\ >
o o olL-9,IL-10,IFN-y, o,

Cytokine& ﬁ P> Cytokines

— — ISRE7

BH ¥ NF-wB {55 53 B 0936 167 o e ok, 98 iz il
MERES-CoV [ nsp3 i& HE 11 ] RIG-1. MDAS 4%
RLRs /519 IFN 335 & NF-xB #9361k , B H X+
PR By AR D R OB T AR A A A
Lt V) O ¥ ) S | , e PR B AT 38 o g nsps
B ) R 4% IEN-LME 5% S iR A2 ok R #E S dirE &
(B33 RN o PRLIE , TR AHIF 5% 56 PR 25 719 msps 119
Dyhe S HAE P £ e RV I HLE] A UR A Bl
T e R FE BOR AL, i LT R I & R R
s 15 245 ) P (L O e B

3.2.2 ZMEARHR LA FAREEML
Fa 8 AR08 B 45 A e AN W] D I 20 53, i HLAE
TP W TR EA FRE D REEZEEN.
B WE9E & B, SARS-CoV-2 %t i 1) M 2K 141 7] A
5 RIG-1. MAVS il TBK1 #H 5. /£ H , BH 1F RIG-I
MAVS .\ TRAF3 M TBK1 & 15 &R 5, 2w
il IRF3 fOBERR Tk A, DL TRUAN I T KA S
) 5 SR % ) SARS-CoV Z 5 1 M & (1 ml 41 3k
TRAF3-TANK-TBK 1/TIKKe FJFE i, , #0# IRF-3 f 35
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b, I IFN (15 . PE4iE , SARS-CoV 4t i) M
I AT 38 ) — A S ORI R IFN 177 A2 B RE
F5 S PE P TRAF3-TANK-TBK1/IKKe 5 &9 Y
— LA oy b B BN AR RE A AL IS X E &)
BT B, DT 38 il TEN fY =0 gb b, SARS-CoV
4 A5 1) N ZR 1 0] B0l 5 9 2R R dsRNA 2R
poly (1:C) Fr/r FHY TFN K ik, (H X H B (5 54
+ (4 RIG-1 . MDAS5) /-3 % IFN 7 A Jf- 35 A7 417 1l
YEF o MERS-CoV 4 fith i) M 25 (4 XF IFN B9 45 B AE
FH 5 SARS-CoV AL, H 4w A% i) M 2& 11 7] 5 TRAF3
AR, W TRAF3-TBK1 B9ABEX , Jd /b IRF3 975 1k
MR AL, F PN Rk B2, R
M 2 U0 IFN S Bo/E B s e ek, etk
96 7 HCoV-HKU1 % % () M 2& £ %F IFN (1) 7= A 15
AL VEH , A% MERS-CoV 5{ SARS-CoV
YL 5, K N HCoV-HKU1 5 U 51 4%
SRR I WG TR, BRAR H Rl B F S8 e R
S B 110 45 F) B 1 AE L B0 o AR b R AR
TR RSB TR A E AL EI T TR AT

3.2.3 B E GRS A IRIE D
R B A B ) R e R BE R ThRe, S
FEBURPEBYIM S, SARS-CoV-2 4f Y ORF6 .
ORF8 1 ORF3b J2& 58 20 T #5417 , £ SARS-
CoV-2 J8 e LI | W BHAS IFN A9 B0k, T4 18 40
I 7 L E RN, R BE M . SARS-CoV 4 figh i1y
ORF3a/3b. ORF6. ORF7a/7h. ORF8a/8b I ORF9b
4 8 Fi il B 2R 11 P ORF3b F1 ORF6 I 2 4 3iF 55 H.
A HEPUIFNME , Hort ORF3b Al #1] RIG-1.MAVS
A G (1 %5 5 L F IRF3 Ml NF-kB (935 4k, #5470 IFN
F7A T ORK6 2@ it BH 1E STAT1 5 #%5%ia A
B1(KPNB1) 455 TE 8 &9 5 5040 i i h STAT1
JC 2 A B A RN {5 S 4L S s e
MERS-CoV %% ) ORF3 ,ORF4a,ORF4b ,ORF5 FlI
ORF8b 4 5 Fh i B & 1 1 ORF4a,ORF4b fl ORF5
HLAT 4 TEN A9 T BE, 3 Fh 4l Bl 25 11 2 ik BHLAS
IRF3 5 (i AR, i TEN 3 3 F 59364 tkah,
MERS-CoV 4 fih ) ORF4a if fig 55 dsRNA 454 2 11
PACT A EAEFH , #E [ 401 PATC 45 RIG-I/MDAS
F 36 fB s B A 5Y @R , MERS-CoV [ ORF4b
AT 5 40 5 A TBK L B AR S TEN =4 {3
TEA M HLHI B Y B2, A W5 R ik
s 1 i B 2R 1 AT A 0 22 Rk AR UALIR S R

G, PR S R SO PR AN i T E AR
Hh A A (E AT X IR A D e
WEFE D b s 23— AT 5 1 32 2 18] A AT
BARER, DA S B a6 T FB e a4 (A
U7

4 EBERE

SeE R B 2 H AT A I AT R 3 R A Y
RNAJGEE , JOAAE AR A 2 A4 i B2 2 Fh
U 2L 2l 4 RN 5 S I I GG R DL R . T T 2 AR
S, SR BEAH AR AE AN R 3 Ukt R R oA )
17, B 2003 4F ) SARS-CoV, 2012 4E i 47 &= 4 1)
MERS-CoV 12019 4 %& & % 41 SARS-CoV-2, H
"1 SARS-CoV-2 & YLtk drciit , 724 0L 8043k 8 000
LI NG, 170 27 NFET-, H AERER A A A5
S R o B E IR EE SARS-CoV-2 1 2 1 Uk %
Je N HT R, NS5 H R 3 A YL IR R 3
o BT S ATIAS 430 2 L 324 i TC B iR A A2
Y1, HE4R3E , SARS-CoV-2 5 SARS-CoV % [H 41 ¥
FF RIS R 3K 79. 5% , SR i R A AR AR L. BL
A 1) B 58 2 R LG B f 9% 3k 3 J& SARS-CoV 1 32
BEEORAILEL, BR T HUREEIR YT Ab 18 B A S s A Y
AL AT AR CE L BRI SRR . IR,
SARS-CoV-2 B 1 N Z Fh 240 g IR 7 /K F- S, K
it 928 A R 4 2 SR AR S, 5 O I 3 B €
F A B0 . %% SARS-CoV 1Y Zm HL i A1
R, A AT REREART K LA 4 0T
B, 5L H T & HU B R SARS-CoV-2 AR Z5 W)
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