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SARS-CoV-27mEikiet E A T & I 2 HIHL S ST it e

AT, IRBLLH
(RIAHKFESIZ, AL 430065)

. #7 A A K% F(severe acute respiratory syndrome coronavirus 2, SARS-CoV-2)& 4 5] & 643 & it
i\(coronavlrus disease 2019, COVID-19)&F AR E, N4 Hby N R AARZFH R E KBMo
TR RANARIS o R KIFEH R AP, BARRERENERFRANTEXE L,
wamiﬂﬁ&msawz B KB WAR B A oI5 B 9 SRR A o A SUTR & BB T SARS-CoV-2& %
JG 18 LB A SR BRI RARFR, 54T SARS-CoV-24 /T G M K mfg, B Mg ANKAE 2
REE 2T, M m s R AR B A R R, ﬁ‘#ﬁziﬂLTSARS—COV—Ziﬁi&ﬁi Z BALEIE . AT R,
SARS-CoV- 2%%1&3.—3\1\7@#%% R BB R SR e AR A, LEA f9E R R ARSI HSARS-CoV-2
FEBRNGFE B &R, RRBALEA HE ﬁ’/\%é’l*fr ARG, AL TR A IR 3 R G A BB 1
EE A IR LI G IR, 3Ty g ik A k:iﬂ'?%é%m%%éﬁ%ﬁ%
KR HBARRE: HEAMK: BA LK RALR

Research progress in the potential strategies of SARS-CoV-2

evading innate immune surveillance

TANG Tingxuan, GUO Kaiwen*
(Medical College, Wuhan University of Science and Technology, Wuhan 430065, China)

Abstract: The outbreak of coronavirus disease 2019 (COVID-19), triggered by the severe acute respiratory
syndrome coronavirus 2 (SARS-CoV-2) has affected millions of people worldwide, and then poses an
enormous threat to global public health and economies. The immune system clearly plays the key role in the
host defense against the viruses infectious. Innate immune response is essential for immunity to SARS-CoV-2
insult. To date, our understanding of the specific innate immune response to SARS-CoV-2 is extremely limited.
This review briefly summarizes recent studies on the host innate immune response upon infection of SARS-
CoV-2, such as SARS-CoV-2 infection induced impaired function in macrophages, dendritic cell and NK cells
to subvert innate immune responses. It also discusses the potential strategies of SARS-CoV-2 evading innate
immune surveillance. These results suggest that innate immune response serves as the first line of antiviral
defense to SARS-CoV-2 insult and SARS-CoV-2 have evolved several strategies to escape such innate immune
recognition. Currently, there are no approved drugs to cure human COVID-19, but recent advances in our
understanding of the underlying mechanisms of the host innate immune response upon infection by SARS-CoV-2
are crucial to development of approaches for prevention and treatment of the epidemic.
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1 M 56 IR % B (severe acute respiratory
syndrome coronavirus 2, SARS-CoV-2)/E4L5| Kk [1]
3BT e i 48 (coronavirus  disease 2019, COVID-19)%%
TEIE R ERERE, FEUT AT ARA A g F e
ML, 5 PAHL(WHO)T20204E3 511 H Al H
AT . BT ELZ X COVID-19/8 4L 1)
JUAN T8 2 5 TR (W73 54 A= 4 2 31 1 6 I SL AR T
W) MAH TR, BANCAH 2N B,
HALRE RmAT %S N e B . A 2202047 12
H31H, COVID-19CfE & BRE Gl 8 T /7 A
I, #1802 T ASET:. HEl, 2 EF Mt
XA H A REH K, BRI TER
A G T AR 28 1 R0 073 7548 SR

W, AU A G 900 a5 B 1 2 K
MRS RN, RIENIAZRRERA
I T S B G R, DA I R A E A N A%
. SR, fE—2e B BAMAr, SARS-CoV-27 &
R B8 WE B AL A S 2 B 18, TE T E AR Y K I AH,
IR RV EREE R R AR S B A )
fofifige, HEG A D, Kk, @ SARS-
CoV-27 85175 K G 2 L2 B FRAR , R 1) o HL a0k ik
BUAR [ e g% I AL B DR, X SRS A YR 73X
FifE EW R YeR B e E B, #k, Ay
M 2E T SARS-CoV-2/B 4% 5 [Fl 7 G 13 b 11 A8 4k
H B T SARS-Co V-2 e [ A7 40 35 Wi 40 A 85
TEML I T o

1 SARS-CoV-2fREFRHF IR BEENESR
RENE

5 H A AR —FE, SARS-CoV-2 H.A7 g7
{10 B s 5 ), 35 R 4B 95 5 A 3 B 10 T R
HE, ZmRgaRhab MR e, RIAZRSE. AR,
FRIE 2R (1 LA Je— A AR g5 E ™. SARS-CoV-
2388 3 T 2 B 1 R 0 RN 5 A L 2 T PR S A2 AR
—— I B E 5K K ¥ i§2(angiotensin  converting
enzyme 2, ACE2)RANM. fEffirh, ACE2[:
TE2 Y fiti 20 2R i R B3R IR A, 7E P9 B 40 g A it i
G 21 A S A SRR A B SR TR A3 ACE2 3R IA . &
11134/ SARS-Co V-2 5 (¥R AR . IX A8 4 iR
BN ATESARS-Co V-2 AL W, i 8 2 25
AT it 5% 7 B B AL P T KR AR AR . R A

MBS T KM RENg, HEEE
G AN AT R AR N AR ZH 21, 3 BUR 5 )z 4k
PR R

WEH, HH R e g A M % e B 2RO
2 e i 7 i A REA il S TR AL B 1 — R B R A
NAZ B E BTN 2% . [ 5% R G2 IR 75 1
IR A S 22 2O0E SO IR 5 —TE BT 2, il
B B &R B GRS A0, e SRR 4
(dendritic cell, DCs). EWRZHM; FREAML, o
PRI, E ARG 40 (natural killer cell, NK)
AP ORI 2 KRR R, AT Sk g Th A
YA REFECOVID-19br EME IR LR G, NSt
W 2518 275 A {E (acute respiratory distress
syndrome, ARDS). i [A-F RS A& kAR 24
B HHT, 2R FXTSARS-CoV-2751 K
WA R TR ARR . PP R, SARS-
CoV-21z N5 , I35 K& 5 il FRRETB0m > o Y
&M, R R AR K> T X (pathogen-
associated molecular patterns, PAMPs)-5#i54H %
7713 (damage-associated molecular patterns,
DAMPs), [fiJ& 51 RAIMAET . AT 140l iR
JE 2 PR PAMPs. DAMPsHI % F 40 i i Fr
KERE . A % 20 M 3 2008 i B 2 32 44
(pattern recognition receptor, PRRs)%% & PAMPsEL,
DAMPs, JA 3l T WK A e N2 Bl i
AN TollFE 52 f42(toll like receptor 2, TLR2). TLR4.
TLR7. TLR8. TLROMR K H ik 5F B 5 1A ]
PAMPs; ff PN 4 F R 75 5 25 R LR 2 € 2008 20 A A
S S AR B B L EERNATCUEERNA . v 1k
R[] A B 3 4 7 A K B B B0 B3 DI RE I 90
# (interferon, IFN), TMJGfil& TS 55 K&
AR o, T /M ALTF N A 2 5 o 2
(408 25 8, H At 48 g B8 G ik 988 28 B8 IR
(tumor necrosis factor, TNF)-a. HZHME/ 31
(interleukin 1, IL-1). IL-6. IL-18tH4% KERI.
EANIL R E R AN i S PR R, IR Sl kL
BB IE N M g

2 SARS-CoV-2R%J5 E M4 M R 1 5SIKH
RERYEE L
XA AR COVID-19 835 (¥ A& i 5z 4
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fifd(peripheral blood mononuclear cell, PBMC)it4T
AR, BIoREHPBMCHA & Hu il it
A= KL 2 i - L 4 4R 9 7R Rl T (granulocyte-
macrophage colony stimulating factor, GM-CSF)[?]
iHHLCD14" HLA-DRIo % 14 #.4% 4l ffd (inflammatory
monocytes, IMs). HLAHLIN 745 F TR IS R
HAMAMCDI4™ TL-18 Sz Al iy 1, X sk duyls
1 ) 20 AR 5 I SRR IR i DAORE IR 2 R v B AH
Ko HIECOVID-19E 7 KNl 4 S35 s 4 7 W T 3
N =i A AN A = e N SN D DR
/b, T IMsHIFicoLin- 1" B R% SR ) 5 I 20 i ¥ 5 3
.o IR T L8R FITFNs {5 5 R B i 40 i 55 4
55 B, IXLen]ae -5 30U I T8O I s T R
FHARHEARDS KA ok B ek it 4 £ 3 (1 BA A
JUiIR, COVID-198 LS MRt CD169 B
IV 41 il % 15 ACE2 FISARS-CoV-2 4% K e 8 1, it
B 5 40 i % 52 SARS-Co V-2 ), 1 Ay 347 25
EGEMI SN, ERRAR I 2> WAIL-1 TL-12+ TFN-aff
IFN-yS R R AP+, FERREMEBEGE, £F
BOWPEThIANTh 740 SSE,  FH 552800 e e
R U B A R R R A RE R, — P N E

FIAMB e e, B SRS Il el
FRADCsHI N, £HIDCsZ 5 T SARS-CoV-2
SR P s B2 T i 23 T R IR B DC
R A0 Jig e, RMEARHICD1c” DC.
CD141"DC. #fFEH FOIRYH Hl(myeliod dendritic
cell, MDC). FZZH ML FOIR Y i (plasmacytoid
dendritic cell, pDC)#Jk/b, FHim M 2w,
CDIc' DCYEfiHH A &, {HCD141" DCHIpDCE A 1E
il AR SR, 2 B I A IV P DCs MV 5 ks 9k
b, I FESARS-CoV-2/8 G B4 7 A ja >
FNRAR G hae R

53— SRS, SARS-CoV-271] LUk ADCs
FEREAEA, (H5SARSHKIRIFEEE1(severe acute
respiratory syndrome coronavirus 1, SARS-CoV-1)
ML —FF, BARAEmREER" . AR
T AT e A2 30 T AR SRR 240 3 T R S 110 oL 1) 285 PR 2
T34 3R AR5 K (DC-specific intercellular adhesion
molecule-3-grabbing nonintegrin, DC-SIGN)F1 7 #k
EEMEATE, AR IET ACE2F P IR 22 21 1R &

ARy Bz, HEhEA X T COVID-19/ 4L
HIRIDCs A 2 AT HE 2 58 s . &R
COVID-19%, 5ZSARS-CoV-2/&4L K IDCsiE A ik
e, AREEBHTHUR IS 2ORBUSTAM . B AT
ANEHDCsESARS-CoV-2 YL RN &, iE 2 K
RS H bR, slEF A 2, DCsTECOVID-
19773 B b 1) BARAE FHIE 75— 2B IR AW 9T

3 SARS-CoV-2B: [FENKL I Tk,

NKAYH A2 [E G 5% RGN 5 — DN EE R A .
B FLUESE, COVID-19 835 40 I A NK 2 250 &
A, HSHWE™ ERERE UM KA
NKYH M2 AR5 S0, 2t 4h a5 4 31 il 4 21
W, BT 52443(C-X-C motif chemikine receptor
3, CXCR3) T IF BITE I B G B A SN KA A 1
fiti Wiz . fECOVID-19E#F g, 3Rk
RiFFACXCRI{LAE L LGN, H 4 CXCR3M
P B B A B AE COVID-19 H 3 (I il 4 23 B Bl ™
1, $E/RCXCR3ME SR AT AES S T # et il 4 &
HNK A M &0 ifn 2l 3T 5% 5 5455

SARS-CoV-2/& 4L 7= A4 () 1gG1 fllgG3Hifk ]
JE i SR A R ) X 5 T G 4 i 3R T R 0A R i
a5 MMIMRRR TSGR AEEEY, M
%S CD56""CD16" NK4H M 306%™ . L AINK
S0 AR B PR, I 3 I A RO Y 2 i
45 ) 4 ffg 5 1F H (antibody-dependent cell-
mediated cytotoxicity, ADCC)ALHIZL ik 75 B e
4 M

BT T NKA FHIADCCHT H 28 55 55 1)
PHUSARS-Co V-2 R & HPUAIgGI L& RE /1, 1%
PUARTEFE b [H 6 R U7 S0 fu i) 5 SARSCo V-2 (1)
TR EE VR AR RS SURSE, $ 7 il R NKCAH i 37 A A
CE B TG IR, e dE T ARDSITFE A i 4
MR K2

4 SARS-CoV-2imE itk EF RE KA
ML

FH T[] A 28 I 2 o HIR A5 B 2 44 1Y) o 22 5
B, BEAR X R 55 I SARS-CoV-1F1 H ZR P &35
B AIE 7 K% B (middle east respiratory syndrome
coronavirus, MERS-CoVs)J#F 7t #E7~, IR 5
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A i 2 P o) R 16 Rk [ A g S, W At
PRRs/EAI. THUIFNs(E 57 T 520 41 f b8+ 4)
W, SARS-CoV-218 [ FEEAG Y i J LR L]
Sk 16 B [F] A G e M A0, Gn 7 JK L 1 I 4 i A
RYIH FIAMHC- 11 25557, 8Lk IEPRRs/E K]
TS B0 R 5 2 A AN T M AL 59 1) 1 7
IFNIZE G AIE 545 MmN E A LS
PRRs FUf[FE A5 545G, P0HI DU B 10 40 i (5]
TR

SARS-CoV-2 16 ik [E 4 4% AL 46 T 15 HIPRRs
Wl SARS-CoV-2Ji £ I L BERNATE & il it F2
T BORURE F )44, 76 L B TLR 3B AE N M4 4
RNAfRIEME R G4 FIRIG S - 1 . PrBaR
A3 MR 5% 3 R S FTOUEE RN A 0TS 25 (I EF PK R IR
BT, FUBERNA AT E f 4 TLR 78 TLR8 IR o
COVID-19 1] jf i 8 5 4t 11 51 5475 PTPRR s K 8 4
PRR¥E . HATEPRRIENE G, RNAFREEE %
TLRsW 5 35 5 R N, 38U s - 1 A
FxB(nuclear factor kB, NF-«xB)FIIFNIHY XT3
W (interferon regulatory factors, IRF)IIBERRIL, &%
K SFHIFNSHIE RN 7 #5". BRIERH
SZIG I AT iR SARS-CoV-297 #3 8 A I DI Th g,
B [ 4120 78 CL&AE R 1 1209 5 55 (I FIPRRs
155 R A AR EAE ", SARS-CoV-2 ORF9b
I 5 Tom7011 45 & A3 515 5 % T MAVsH
HAEH, #MHIMAVSHIE 5. 4, SARS-CoV-2
NSP13 5155 H A =¥ TBK 1M HAEH , NSP155
TBKI1AIRF3 [ EEYIRNF41HH 2% . NF-xBH #
SARS-CoV-2F F#l], FEONE 7 AEIER
AT, AT R B AR () JE 4 S P B #E B
U, BEAERIME A CAESE, SARS-CoV-18E7E/R P
JARHN T 2 NI IFN-y PR, SARS-CoV-2tAF1E
FBERPLET . R R RS
B YA T SRR 2 R B0 T /T TR Ns 43 WA 4%
EHH. SRR EEEMANL, 5K
FE TFN-y 4 B 553245 . TFNs S B 0 2 1R 48 38 et
It 58 B0 e R S E T . 5y — 7, BT ALEAR
HE, IFNSTEZH IR A R IER , (HAEEW
() 5 K B N SOm M . TFNs /] i 5 5 I 40 il
ACE2% ik Fiff, HSARS-CoV-2/E4Ln] S8 E g
YA K A RN B T, HLZ RN A TFNs A 5

(), BEMZIFNSEAAFHK" . SARS-CoV-2BH M IFNs
55 1[I ] B 2 5 R At 98 S R AR IRE0E L
41, SARS-CoV-2NSPOAINSP10 A GEIE i 1161 4 Y&
PENF-«BHI# A - FNKRF % SIL-6 FIL-8 70 s, 1
P EME SOE B

fECOVID-19E#FH, ZFiEitZ5 TNKH
FLEDhRE T K10, FEURSLSARS-CoV-2 14 i
WEBENK ) 7455 . COVID-19 83 40 J& i NK 2 a4
ICD107a~ ksp37. Mk B AR A 2 13Kk %
fiX, HAMREFEHT, BN B0EF. IFN-yAl
TNF-aff) 7= A kb . il A NKYH A I+ A £ ik
SARS-CoV-2[ 45452 RACE2, [Fk, AAKFTHE
B YLSARS-CoV-2.  AJiti 4 1K 2 BINK 41 il
HEMICD16'KIR CD56" R AL, i S KHLA-
[ K0 FraRRMBIEEFcZ MG S BRES
MEEM . KIRSCDIGTENKAN LR & ik F2 4 A& %
T, MNKAMEMA A M s X EE., 7
SARS-CoV-2 & 4ME IMNK 4 R IEICD16Y
KIR & 2 P&,

WIS, il S Al A B HLAG3
Tim-3. NKG2A ] EHFECOVID-19H3 (1) 4h & i
NKZ M B, H S5 NKZH R A e,
NKG2AZNKZH A b= Z i 24, sl 44
A4 HHLA 2 T30 7 NK A 20 i R -1 20 WA F0 48 i
FAEH . COVID-19835 41 A As H 4 = I TL-6
FTNF-odk i, H 5 NKYH % b 535 M P
IL-65 H 2R 25 A v R AR AN S BINK A0 B ¥ 27 FL 3=
FRORLEEB 1) 7= AR /D, 38 R A B FH S 40
K H AL TNF-a /] 5NKEY A _E 1) 52 1k 45
A, IREENKANM RS 1, AR B0E 52 44
NKp46"', LFiRAFFEFKIH, SARS-CoV-2H] AELE K
G (1) 5@ i 22 PR AR IR T NKCEH a4 2
IR BRI AGVE T, I 06 5 82 R 3R A5 T %
(7= A AR . A RIE T B — B0 FENK S A
LR TESARS-CoV-2 /& Y4l il FIRIE, LUz
XFCOVID-19 35 NK A A & 1b B A5 114 38 75 AL il 11
N
5 Rg

M =A

i LR, FEE %% RS HE G HISARS-
CoV-2HR FZ NI EER; 4. SARS-CoV-2iid ifif
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IR R )RR &5 G SR A SR T %) E 2 AR ACE212
N JE, e A A WA e A B IR T, K
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MO 7 R 2. V2B W 5T KB, SARS-CoV-2Ji% &
aE I PIPRRSE A . THIFNSE S5/ S, 2
Wi 2411 Jf K] 5 4 b 55 22 ol AL 1) R 38 45 Sk b e AT/ B
PP A B N . T ARCOVID-19 583 [f A 4k
Ly e b 25 1 i U7 3K 30 DXL 3R 0 T 48 30 2 A g% o T
WITHIN HECEZ ., Har, fEEEIFRME
I, 258 £ IR #SARS-Co V-2 %0 7% ¥k i ) F % T
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A EE IR 9 25 AN [ A H 2 FR 42 ) A BLAR F i
FHIRK BB, TR ~ILP i R, ) 75 R/F 4k
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