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[Abstract]

In recent years, there have been many outbreaks of coronavirus infection around the world, posing a serious threat

to global public health. The immune response of the body plays a critical role in the pathogenesis, development and outcome of viral
infection disease, and it is closely related to the pathogenicity of the virus. It is very important for the control and elimination of
coronavirus infection. In this paper, the coronavirus and related diseases are briefly introduced, and the role and mechanism of innate
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immune response and adaptive immune response in the occurrence, development and pathogenesis of coronavirus are reviewed to provide

theoretical and experimental references for the treatment and prevention of diseases.
[Key words] coronavirus; immune response; pathogenic mechanism

20094 12/, FERRXKLIAALHEH M
R, R E N A FREEF. 2020 42 A
11E, WHO¥ X frim & 5l R RMm o & A
“COVID-19” Y, ERmRESLXER ¥ FEHX
RER N FHEHEX G4 K “SARS-Cov-2” . #ZE
2020 4E 2 Fl 12 H, AR 7 6 43T 45 000 ],
St At 1100 6] . SARS-CoV-2 % # M 5 78, {2
RBONEAT, ANBEXHEEREZ &N, TIl8
AHRBARE Y. AT ERLEE, BHEEXA
MR T FE, ZHEHFERET, THRHZ L
THEARHEREEMERRFE, RTIIRN %R
BHERFNEE . KEMBERPKEZREEZNE
Rl A8 4R %% R AR AR RN, 7 dk
Bl & BRI AR & R L B AR ok
JoL A5 R % S BOR AL A DLSE R, DU RO B
BT F T AL

1 ERFEHA

ARFEETARFEM (Coronaviridae) &
WiE&E B (Coronavirus) , & ELF H1NE 8 IE 4% ¥ f%
RNA &, BAZHMNE, TERHBIMEL. 4
JE Lo R R E AR R R, ENGEE E A
AEROEEAIMEED: AREEZBE (SER),
RXRGEEMLAMEERREMLE: BEEER
(EEH) ; BEEE MEA) . PEMXZT
AmBEEEEA (HE&\) . TIRFFH RNA
ZEEAFFER, WREHLELTR D,

ARFFA)Z, TREA, HEREHE
Y, BEf. CERRABRERE, SlRTRE
folp g, B A AN AEREE (human
coronavirus, HCoV) & 7 #, HCoV-HKU1. HCoV-
OC43. HCoV-NL63 fu HCoV-229E * % 5| #2 Ak
ANERREE RN E L RERELE, HKEY.
{22002 4 11 F—2003 4 6 A s E 2N T E &
I v 9 4% &-4F (severe acute respiratory syndrome,
SARS) T i 78 k7 % B — /> & A SARS-CoV 3
A, 29 ANE K& s R R 4] 8422 61, 3
916 41 Plo 2012 48 9 A, X — 0 H B E R &
ED R EAH LI, ARG AR
## (Middle East respiratory syndrome coronavirus,
MERS-CoV) , #ti# ik 1401 ] B %e, H o 543 f5]
s . H 4 AT 8 COVID-19, #2 77 37 A
ARFEERXEINMERLAEGEE, TREERE

Ko B % SARS-CoV 5| A #y SARS DAL #. L.
MABREARTZORENEERRERN, mEH
THAPREEY, TR EENEFBERAE
HHLETERMEN RS, FREFRET
W H, R SARS BF T A TN L R/Hl o
W& BT 3% SARS B XA A+ w4 %
GRENER, HREEERLERME (H A
Q2EZE), MX—HEER2HRLEZE%
P& LAt Bt #E U, MERS-CoV 5| A2 By MERS #
HAEM. Bl NABRE. 2R 2%, A8,
TG, ek, M A0 REE SRR, 1B M AR
KRR T EZ L ENEERG " &
J SARS-CoV-2 B H# WM EEER K L #. =
A Tz, ERARAZRHKEATRER, =&
HFHALREBELM. REERT . EUY
EHRMASBRPERB AR GEERS, BL X4
BIE ", BORALE MR A, (225 SARS-CoV
f1 MERS-CoV #H 0l By Il JR & 3L, & 75 % 9% b &
EFRTREEEEA.

2 BIREENREFBUSHLE

ARFHFRAIETEA L HRAMWEKE T K
b, NG, FIRRYE, EHFLRENE,
il %8, MERS-CoV | Hl# S & &5 5§ — K3 kB -4
WK TRELSHNE £, IHNTEREETHS.
B A7 o 7 e P BB BRVE R OA N R — AN K
H&x ., SEALHIFTT ATk, T A%
i pr A M, 8% B o~ SARS-CoV-2 5 SARS-CoV
KM, TRARSEESARERG DY BKFH
1k, H 2(angiotensin-converting enzyme 2, ACE2) %5 &,
49 ffg, 52 B 4, & W1 ACE2 %t T SARS-CoV-2 # X\ 4
fa 2 sb Sy, FEARE LR SE ACE2 & SARS-CoV-2
oy 2R U, B — B AR 58 & IR R R k ACE2 1Y
FERUAMA LKA, XA 4 0B RT A T
SAEMNTREEEMAEFENARTRL"Y, Kb
T THRR GG 2 W I ™ E W R4, Haha,
AR 5T B A K B E R 2 A ok 47 3E 55 4T Bk
E ¥ ACE2 thikIT 254,

21 BEAREZAA BEAHKERLTREREREZ,
X E AR, T AR AR Bk 0 R & A R
2o, HBRAMERE BHE NN &, #LRE
B AR RAR, 5 R 4T
So Y% RLACHG KA, T F] By 3 R M SR LA A
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KARAER
211 ARG R B R T AR R AR
AN HEENEEHER. AL REHNAR
B LR AT - TN RATTEFR A,
RARE B RARFHH, THEHIEREFNREEL
W, X AR — RO R R R K e
a8 A
212 BEAHKEHER HREFNEAEZER
FTEAHEY M. H XK 4 M (dendritic cells,
DC) . NK 4 f % . [ A/ % Jx 40 ff 3 % fF f
& B 4l % 1K (pattern recognition receptor, PRR)
WA R AR A K 2 F B A (pathogen-associated
molecular pattern, PAMP) 3k && k1 & . R & 38 3T
5 R 18 BAE RSN S A JE T #E — R
[E A % 9% 40 B4 IL-1, IL-6. IL-18, IFN-I %
40 fe T oA B T, R BOE RIEME S S AR
FIZ R &, NOD HZREH 3. H#FRIFFHER
EHIRECZRBRZET 225 5T0RE RN
EONEERENMG B —FE, HREALLE
FEAV % A L B AL SR SR 40 R S /MR B AR
HUAR ) 32 40 A 9 7 v 2 Je #1340 &5 Bk # 4T &
e 5 WA, NK 40f 7 L A Fkes, FILEK
FRATARAREE L AN, FohamEF
EDCHERARMHRERLE. PRERET
SARS-CoV R 241 2 5 5 mAH AL R (i, B
FOR D By & AT Y. WA, RS
b g e e B AR B LR A, A T LA
A 40 ff B ¥ 40 IFN-1 #0 IL-1 %, %3k PRR 3 &t
&M K. ¥4 E v 40 i & SARS-CoV &
R EERAMZ —, WE IgM AT AT
AR PLHGSLA ML, ST S B B AR 3% B 4 i Ao
RN AR L, BV AR R A RO B RS e E v A
REFEBRAERBEARAET, WRAKZEX
Bl R B kA, #HTBRAKEAN 24
5 M RAE R R, AR 35 0 R A R S A
Mooy %R RN 4R A R mBER R, FlH
FEME )T ZHE, Rk T, AN
E v 40 fg 09 450 47 B 30 2 3 B SARS B v R R 0B
WEZERE Y. HRE S HCoV A UFERE
VR4 . HAZAIM. T k4 A0 DC % & gz 4a
AART, HEN, KEFRXSEZAR
MR RSN EEE AR R R RN AN —
Ay g g B,

Tynell 24 3% {5 7 MERS-CoV £ A ¥ 4% 41
K JEH E " 480 it (monocyte derived macrophages,
MDMs) #1 DC kIR # E %% 41, (monocyte derived

dendritic cells, MDDCs) W & #|f0iF 5 5% X % 95 b
EHWIE S, P EE SARS-CoV #4T T th#. *F
Z 4 H i R & & B A RNA K F 8 iE & 2o,
K2MmEEX LAt EF Nk AT E T H
%, EMERS-CoVI K% 1FETEE £ 5D
o U 2| By S8 K M 4 B H CXC b B
fK 10 (CXC chemokine ligand 10, CXCL10) . 7
5 W W & A (myxovirus resistance A, MxA) & H
Fa IFN-A1, [E B CXCL10 2 MxA # mRNA % ik
AKFHH. WEEREXH, bR 2 MKHEFERE
MDMs f1 MDDCs f& £ [E 4 % & b & 77 @ £ A W
BER, ROURT2HREHREFELST.
213 BEH&EST HMRENEALELSTE
FRAMRA GG E T . AR EF T R0E AL
AW KE, RS ARG WA 40 T
aE RS WA R M HF e IL-1, IL-6,
TNF-o. IFN-y, IL-12 % #o# 4y, B 5 E v 40 f 3%
P & ¥ -lo (macrophage inflammatory protein-1lo,
MIP-1a) . IL-8. ¥AZ 444 1% & 1 (monocyte
chemoattractant protein-1, MCP-1) ¥ i Bf E ¥ 4
. R4, DC fu NK % 5 5 & R4
T, T E M X A E M G R A
oM R An A M. ] 4o, TFEN-I Ao IL-12 7] DLiF &
DC kA A R EWTRERE 2 4. ko, HRESF
H9 %7 M CD8™ T 48 ffg % & IFN-I fn IL-33 45 5 &
¥ 3 A0 R S AT

IFN-1 3@ Z ARG R 2 MEE R, P ETA
HFEA, MEREAH, EA&ARATERM
#E DC. NK 0 T 4000, 474 T 40/ % % NK 40
By 2, f#F NK 20 f0 ak A R & R i ¥
4. Bk, MW IFN 897 & xR &5 £ 5 0
HEEEEEEA. SARS-CoV 1 MERS-CoV Rk
EHMARERIANFERF T REHRETHS4&, X
Se R T ey AR RS LR A
T E AR, dhkk. 3 & 3B 0% & 89 IFN
R R *, MERS-CoV i X 41 % B & %%
oL A H RE A7 VT Bk = 5 R AR R S 1 BOR AL
# = —. #F % & MERS-CoV % By & & 4b 7% %
#% % < B F «B  (nuclear factor-kappa B, NF-xB)
54 A & & o4 (karyopherin-a4, KPNA4) #y %5 &
H AR 4 Az T4 NFxB S0 f N2, ¥
m IFN &) 7= & ¥, Mahmoudvand 2 ™' % #F % &
T MERS-CoV M & H . 4 & H. 4b & A 1 K
J\ A& & B (papain-like protease, PLpro) # 7 #ij
#| IFN-1 #1 NF-kB 1z 5 @ %, 4a. 4b fu 15 & &
| 4 RNA & 2%, @b IR 7 IFN-I oy #
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HiESTAE, SHESAMBERAT. o, F
Z 4% | #9433 IFN-y 15 % & & 10 fo MCP-1 7 1A
WHEALB AN ARDENBEE. Lui % ™ RS
MERS-CoV # M %& ¢ 5§ TNF % {&{€ B T 3 (TNF
receptor associated factor 3, TRAF3) # & {E A,
B 3F TRAF3-TANK % & # B 1 (TANK binding
kinase 1, TBK1) # % 4, S ZIFN# ¥ B F
(interferon regulatory factor3, IRF3)#y WE R,
4% IFN-I1 %35 . & F MERS-CoV #1 SARS-CoV
B M 2B & AR R A, R R
i M # MERS-CoV #1 SARS-CoV #| fl # M & &
¥ TBKI1 1K # # %% B 4k fo IRF3 & K T - 30 &
IFN-1 Bk ik, AT 3k £ 0 B A Sk & M,
K — MR ERFHIH . URTHHELRA,
SARS-CoV # PLpro ¥ 1 #| IRF3 & 1% #y % 7%,
MR K PR 454 1 Plpro 8 1 5 IFN & A
#| ¥ B F (stimulator of interferon gene, STING) -
TRAF3-TBK1 & & ¥ th 48 B 1€ f, #t#L 7 IRF3
PR B AL Fn — B AV, FUR AR IRF3 By iE, Ws 7
IFN-I #y 7= 4, X & SARS-CoV i 415 £ B H %
P I A H — s BT

MERS 2 7% & %] 40%, & T SARS (%3t %
410%) . AT T HEBRHAE, Zhou % iy
#% 7 MERS-CoV #1 SARS-CoV R % MDMs &
WEAW., ARETRECETZENEN, &
B 2/ MERS-CoV # L7 MDMs # & #l; 2 ffF
FA L E B ER AR S M B T IFN-1 B %34,
B % & — & A FH# TNF-o fo IL-6., {E157E & &
&, MERS-CoV i 5 # IL-12, IFN-y fo# 1k A F
CXCL-10, MCP-1, MIP-la, C-C %7 Fit4k 5 (C-C
motif ligand 5, CCL-5) & IL-8 Xk K-FWHEE T
SARS-CoV. & % MERS-CoV # MDMs # + % 4
A AN B AR KT A3k R Bon T 8 K38 K
B B & TR 4 SARS-CoV 40 . i ZE ¥,
MERS-CoV 7 DL7E A K B v 40 i o 4 ) RE e, 3%
SE B F Anas Al B0 7% 5 T B £ MERS M9 X
FALE P R AREE A

R E NIRRT RN E, PARNE
HABRZ RS TR ENER, EREEAR
FEFRN BT EEREFONGE, AREFNE
P o6 AR SE AR B 3 L 1 S T B 6
22 EBEBNMHAERG VARNENMERER G
TR T ORI S o L&A T 40 A 5 9 40 L 4%,
o Bp B A . FURIEE B AU B E AN R
Bk L ABEAER, MHBTE TR EY; WT4H
FeL 69 1 R £ B2 A B A 0T 2 R 4 o 40 B R

ARIERM. B TREEARNES, HFZRH
FYNEHAREEEEE BRENESERA
MR SRR EL KB T TARN TR A
FiL e e

221 ML RIERN A FFR B T SARS 5| A H &
JE LA E—AE “R 718”7 , SARS B3 fifi i iE
ME A EEZ MBS T A, W5 RN R
Yo g BT AR B S B A . XA SR R R A —
HEAEREFERMARSOER, 5 —HEd
FEWRENEX 2SR E &R ES G AR
TEA N 308 0 E U 45 M T 40 e 0 .02 18 17 R
RBAGETFH AN SARS KEMEHFERN, HFT4%
¥E 24, HCDA' T4 A CDS T &g 5
5 N RS %2017, {200 CD8 T 41 i K
hE. CD4" T 48 f %0 CDS' T 40 fig 72 N 41 J& ty
WO #T s = A& TFN-y #0 IL-2%7, 5 % AAdth,
SARS 2t 4ME i CD4"™ T 2m s 0 CD8™ T 20 g
BEHLERD, RAMTKREER . R
& P at R &4 SARS BH R T 404
ERBEMBARTHIEFESL, EEAHHNT
BAE B, 7 SARS B # & K w0 40 i 02
XA BRE, £F. FIE SARS BFHWHE
B AR %, 4NE M CD3 T, CD4" T, CDS T 4
FL T e B9 A2 2 R A A R R E A TR AW dR AT
Z —o ARYEXT 21 Bl R TR MERS B3 # i i)
MRS, KI MERS-CoV RRF ARG, H2F
SHVRE T 4000 e A, K2 BHTRAK T
BRI E CD8™ T 4 i 4 Y, Coleman
& B R B~ CDA™ T 4. CD8 T sk B
W 40 i Y 35 R R B/ B S 9 MERS-CoV & |
BA Y., R, CD8' T Ml frE v 40 iy = 1k
# n & MERS-CoV ¥ 5 #y7 22 4% Fa I JRAE R,
A K JE R BL¥E MERS-CoV B &t o K 4% &
ZIER.

222 WRBAENE TRERARSHEELRE
ENRRE A RN i s EoR . LR
B VAR B2 B 0 B 1R R A/ ST FEAE
JH 4 35 i & . MERS-CoV % 8 1y & fu 44K 3¢ 4L
HWEARPER D FEETH2RE FRRE
B AR EE A RE. ERLEERLT,
b RER, THHAREKTN FeZhEL5R
Ya RN, BRALAMR W8S 7% (antibody dependent
enhancement, ADE) 1Eff, R HE™ EHNARH
i, ERTFEERFMEFSRERLY, TROA
WhELFEFfoEdhsE S, @it ADEER, 3
B AT A A MO R B, TR I AR BXOR AL
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HERER AR R KEERETRAYL
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% Drosten % "7 4 3 SARS B # # 45 7 M 1gG %0
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FAENERFETRERANENARESE S, B
B AWV T 30, BE Ak C3,
Sl KB BB R RAGMHEH. B
FRERFEEARERENE, FEAREGMAER
AR R, %% SARS B # MR R &k £ 4 44
e REEEEA.
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WE, MENEHRE, REZHAER IR
# PV h YRy SARS-CoV-2 th SARS-CoV
f1 MERS-CoV My & £y fu st M 55, 12 i T % At
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