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2019 4 56 2% & 1 AL 56 AR e 2 CHD ™ o 2k 0
W R G4 A R IR B 2 B (Severe Acute
Respiratory Syndrome Coronavirus 2, SARS-CoV-
2), LR IR BT e 2 ) B K AT AR A B R
7 R A WA AR AES  —J2 I8 T 6 I 0 A4 /N
WERF A ORI R AE NP s 2 ), 08
Wi R A R TC I A, AR 2 4 R e
PG R IO TR B 2022 4E 2 A 27 H
ik AR RIS R 4. 3 AN FE T AL
Filt 600 J7 . HARB W AT B9 48 & JCVE T L AH A
FUHT RS 0L . 1 TR AR 2 sh W) 16 £, JCIE
AR Lo 85 s BRAF IR e B RO, DA R 2 28 78
U, HCAE 5 S0 P K R S A7 A ) R R M R R,
I FATT A ) 5 o s A Y A
X S i (1 G v — A R TR AN T ) e
9o BE K i B L DL RO JRUIR 5 A TR 2 ) O AR Y
P

B R B TRk % (Coronavirus, CoV) fY
— . IR A B R B EE RNA R
ARG A R HES Y . TSRO FE R G PO R (o By
8, Horfr o A B B TE o 25 B S W — A K R R T
SEAXPRMRERN . FEN TR B S
P BomtE B AL CoV ML APRIZH#E . ™ E 2T
W 2 & iF 56 MK % 8 (Severe Acute Respiratory
Syndrome Coronavirus, SARS-CoV) FlH % FEI 22 4
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HER BEABATFMAFLEASRAH,
HOF AR I F AR BAL, B R R R
; EFARANF L LAFI A THEET,
B R E 5 FAAE LB FFHG KA, Genes
‘ “ . & Diseases % F £ %, %56 EHE AR
w EREFER(EXEEREEEFTORA 2
BRI HXNTAE 2R BRARMAFALBRCGER)
SRR B AE LB F 4R, AR AR BE R AR
BHRUFE R EHBREFRAEMN XN E. AR RAARIR
T # A AR B AR R IR A AR S HLAE ;AR ) TR
BEREF BRI AN XA & AR S, RAFABR
&3 B KR R EAART

ZEA A 6 R 6 7 (Middle East Respiratory Syndrome
Coronavirus, MERS-CoV) 43 5l T+ 2002 4E F1 2012
SEH BRI WAT . SARS-CoV-2 3 Fl ¥t BLAY B
M CoV W 2 F B H & " 7 I & (Coronavirus
Disease 2019,COVID-19; H 3C{# FR “ 8 56k il & ) 1)
TR IE A, SARS-Co V-2 7 2 k7 1 4N Hh ) %8 2%
I (Spike Protein, S % ). I & 25 1 (Envelope
Protein, E % H) 1 i £ H (Membrane Protein, M
BEOAE . K EEHRERNA RNA 5EK
5746 4 (Nucleocapsid Protein, N 25 1) 2H W4 58 4%
ARGES A I TR A 2 G AT LR 4 B 2 L TR
R RIEZRAEM .
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PE G0 RGP PE R RGE . 35 R T R G M =
Fh AT . B 400 .CD4" T 40 f1 CD8™ T
Y. B AH M AR P R A e Y 32 AN A
M, CD4" T 4 A& 4% — 2 5 5 By R 800 41 Jf D e
M CD8" T 41l il BE A 5E 327 JE YL (1 40 i, J2& A 5 41l il
LI SRV SR U IV o e Lt P A S S WL
PR R T4 1 R0 B S BN B0 1Y e R O
R TSNS ol VA R L PR A SR B TR VAR Py e <
JEHIAT DL T 1 G . AR SCK AT H BT X SARS-
CoV-2 5| e A HLAA B 28 S 07 1 T fige Al — 187 3, 76 i
B SOC T AR S Ty T B WE SR O

1 HEREREEERGEERE

6 R APE RN K A AE 38 R VE 5 I B 22 i
BRGNS Y RIRT & A o AL T B e e o R G
e T AE TN 55 A P W T S A R e A L p
W b 7 h 22 ol 2 4 L AR LR 40 A R 7 A
VL 43 0 A M T 7 A A I L A B i SR 1Y 5B
— R . R X Pl B B bR AT BRI
AR Y, EIE A« RO, e filk & R % 2 F E 3)h
JERHAT Ry o 1R T A R R 256 75 40 5 4
3 B i 33 b 42 fik DAAS 73 B AT B

o0 R R A M L A B A0 M 2 Y S AL AL
BE R X B 2 (Angiotensin I Converting
Enzyme 2,ACE2) J& SARS-CoV-2 52 1K™, i &
SARS-CoV"™ LU J& A 25 56 iR 9% % NL63 ( Human
Coronavirus NL63,HCoV-NL63) B2k . 14h, 15
FEE 22 F e (i 2 (Transmembrane Protease
Serine 2, TMPRSS2) #8/Kfi% S & H . B w H 552
A EAE A M BB B 3k 32 IR 1 41 i 7
P W S 0T 4 A, P T 6 1 KU A I PR R B,
I3 S 2 AN A A T L R T L IR 4 B L AR T fiE
A BR Y B g8 (LA B 0o R ok 2 0 R AIE ) B 4% (S PR
SRIMEWR IR D o A0 X S A A AE TR MR IGGE , I 5 R
TR SR AE R . XF ACE2 F1 TMPRSS2 i 75 »
B B AR AR 43 6 A A LA K it R A T Y i v 440 i
SEARAT B K Bk LN SARS-Co V-2 fy J
Junl DL S 80 b R W 3E R PR GE GE R, SARS-
CoV-2 # A 41 M J5, Bt 2 6 JBE B i 3 RNA,
RNA % #1285 W Fh K i) 2 R E H . ppla Ml pplab,
it 16 FhAESEHIE B (NSP)Y!™ |, xS0 45 1 T F
T U 8 2 W sk AW IR HE RNA ZE R
SCTBERE AR, 4k — R AN B e B A TR .
9o B A JRITAZ ) A gk AR L AR AIE T K A AR R

e BE AT ML . BN, e EE AP Y SVE AT M
EOES AR D, 7] 25 T 15 3 40 M 3R 1w sk
A T A 2 20 B R A7 4 T DA fl e B AR A FEZ IR
XA fid W] DL R 2 4 48 AE 15 5 38 8% L 40 A R AR
DL AT

PN 1 R S e SN N R | O S
DR A0 B v A 40 B R SR R 0 A L 55 L 3R 58 2 Rl
LR B Z & (Pattern Recognition Receptor, PRR)
(1), AT RL AR G 9 5 AH 0% 43 F 85 X (Pathogen-
Associated Molecular Patterns, PAMPs) 8% i 15 #H
¥ W 4y F B X (Damage Associated Molecular
Patterns, DAMPs) . 5 3 RIE A5 5 3 1 F1 5 58 0 .
PRR % & £ % 1 #§ Toll ¥ 52 1A ( Toll-like
Receptors, TLR) 4 H AR i A H 1T (RIG-DD) FE3Z
R(RLR) M MR 45 & R (NOD) H%2
K (NLRs) \C BIBERE R Z KL K AIM2 HEZ 1K, iC
A 1k, — 28 PRR, 45 & TLR2, MADS5, LGP2,
NLRP3 F14& #E /MMA E gUE B 7T UL g SARS-CoV-2
4 143 3 6 SARS-Co V-2 — 75 T 1 A 1 82 Jk
Je e R A pEAN " 55— D7 T . G 8 40 i 1T B
T W A7 999 B B % 1Y) A0 B, Bl L Mo 0K 5
Pl DT BRAT 5908 B o AL 25 . X Sk Az 2%
PMEM FEERZ — BRI THHE (o,
SE 1 | W TR G u N BB U v e N R S S s R 7
RiBEFHEH DL RAE F T 1 238 I8 Bl — FhbUs 8
R XFORAET , 40 & A RS 2 2 60 2
M, W R, SARS-CoV-2 # 1% PRR, L fig 5 £
Ho A A2 58 20 B D] 7 BE 75 AL 4 116\ 1L-13. TNF 1L~
12 IFN-BIFN-y %5200 gk s 4 g 4 7 Bh 3%
BRI . H G —J7 T, A SR BE 42 58 IR Rl R I
AT RE S B MO U . 20 DR XU e Sk
I I A R A S A B A A B e PR A B A T (2
4T, PANoptosis)™ ., TNF #l IFN-y P[5 /5 F AT
Wz T, ZFHEF S S M SO 1
(STATD X THZEW T HFARFDERE S, 35
caspase-8 M B4 I LA BK Zh 40 M JE 7=, TNF H
IFN-y fE/NR o ol i & Sdn AR S 25 G Ak, X 5 —
e E COVID-19 f8 & WL 42 21 40 ffa P 5 K 2
FARL

BNl 5 dH>mE R T
COVID-19 & R 5 98 5 40 M P X5 22 8] /9 ¢
BRPEY L R Ak b T R 2 R B X
T, COVID-19 M3 H A M rE 09 A8 35 = % 5
AR e 36 Fh RS | o G R FIORS SRR A I & A2 A
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AR (8 7K A8 Ak 5 5 )™ TR BE A OG . E— 2P
K b R BA B I3 TP i 28 Fb 4 i N T/ #a Ak T
KB N F R 48 A IE (Cytokine Release
Syndrome, CRS) #H ¢ 4fl ifg A 7K V- Fifi %< 95 /™ o 2
BE R PRI . E AR O T , i v AR S 4
i R -/ ks BT 1 4 G M 43 A 2 B T 3 22 T A7 A
BRI IR IR R T E AT AR 5 AR A M Al i
Rl AR OC R AR B 2 . I andS 2R 5 CRS AH G R
40 1 X 7 1L-6 . 1L-18 . M-CSF \ 1L-12.,p70 . IFN-a2 %
S PR OCHR M, PRI I #f 0 AR 35 3 I X AR A% P 4
JiL ER -/ e TR W LA VR E R AR . T
FIH N SARS-CoV-2 &Y i 1 ] A A5 8 43 5 11 41 )
Il B4 4% 48 Bl ( Peripheral Blood Mononuclear Cell,
PBMOC) #4717 &b 1 151 52 56, W %€ 1 F50AH DG AR i 3 %
ReS IR 4% PBMC 40 MO P 1% 7 b . 45 3R WoR L AR
#hFEAR W R . B A R AR B R
Epacadostat ai B2 R X 8§ AH G 40 i 570 25 1 B2 7T DL A
R SARS-CoV-2 75 5 1Y PBMC i 48 7 41 Jifd (K]
TR B, P K MR 75 CRS 1 X, A #
Hi 2, SRR AR N A2 28 40 B Y IR G ) AT 5 B PBMC
HER AR KT & A R L R W SARS-CoV-2 J%
Y Jir 5 B0 ARG H 9 F D g2 el A AR AR A e
TG,

o UL T A HE — 26 SR Ofe b 0RE 15 T 110 R 9K f g
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i, SARS-CoV-2 A] i & BH 1k mRNA M F5 5
SRR 5 fid K A LA v %) B 3k A T R i T A
BESE S KO BRI T BRN IO BT = A,
SARS-CoV-2 4% 7 JLA ] LLAE IR RLR #3851
R L e QA S WA 1 [ T S N | N -l S
(PLpro) nJ 4 MDAS f#iE . X 35 2 & it
MDAS ) CARD %5 #4385 i) 25 1SG ks 52 38 19
ORF9b. N F1 M & [ f] DL & T3 RIGT Ml
MDADS il #% , #0 il B A T4 & (Interferon-8, IFN-8)
A %6 40 g X 7 B9 % 1577 %, ORF6 il ORFS 410
H IEN-B (2235 Fl I1SGs (&, 1 0 F0 11T Y
IFN 2 52 458 FSE R 7] g4 i COVID-19 4 & 4E 1k
K. B9 AR LT R TFEN S B B A J e
OB CEE 8B M COVID-19 B KK 8 3 3
TS, SR P Sy o B ki o IR e A A S K
JE I B 5 B0 R A e B g o HE R, 4 i B S
B, — IR A5 LUAE b P I R 5 R A, 2
S BRI SE IR, T R AR A 5 B ™
il 5
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M & . FUHIZ R & FATTAE [ bR g R
58T e G R IR H PR AR R L. 4 285
5] COVID-19 &3 IfiL 15 A 1) R W 18 A 5 % B,
AR B S BRSO M B X SARS-
CoV-2 1% 9 3k & 11 G (Immunoglobulin G, IgG)
MR EERR S 9 M (Immunoglobulin M, IgM) & {4 BH
PR AR5 W T i M B R I ] AL 1gG il IgM
BIR R AT . RIEIE 17~20 K, 1gG B2k 3
100% . IgM FHPESRTE B9 5 29 20 ~22 K, & ik
94. 1%, LI REEWFSE, 7E 26 il COVID-19 &
PO SR F B AR A4 B AR I T 5 e (TR R BT A A
FPEPE) . XS KA 1eG M 1gM LT % i
LS [ 3 B e 13 K. FERTIE] E, TgM iy %
] LR T aE W) D 50 T TgGoli i % 4, BT
K& BB L e 4 B (R R SRR O I R R R
Z a0 B A OC M . X2 R AT B B S AR b
EENEY AP TSN (o R @ Rl KR N ER
6 K.100% (19/19) 3 1gG i #E A&, AR
B 1gG & WA B 22 S AT ik 20 f5 DL B (& 2),
FRATHY 3 2 Sz R 55 Atb P BA B4 2 B AR — 300000,
— M5 0 T A AR BRI 2 O Y B A
JE . X E T DA R SE BIE 5 P AR B (1) COVID-
19 g ™ o B8 B 55 U6 B 14 VR B2 A7 AE A OGP Y 3R
Z o FEFRATTAY — T X JCAE AR B G 0 B AT o, A W
SR TOAE R B 4 AE SR B T LA B 2 A B A K
EH W ERTAERBEEAS ., M2 AR 4
80 Yo {Y T A AR IR G 25 v T AR K P SRR AG L OF 1
REAR IR A 8 W 2247 s A 20 69 %6 I A e IR JR & b
MPTEACEH AL, PR ESE NN AL, 5
W — B, Fe i1 & L 18 Fh4u g N 1/ 1k X 1 K
PAEA GE R R E D W T O RE R G A ) an
TRAIL, M-CSF, GRO-a, G-CSF A K 1L-6 %,

Dynamic changes of the 1gG titer after seroconversion

8-
Pre-

7.seroconversion Plateau
= The first
T 6 positive points
o
o 4
%5 s
By Normalized time: :
o 4 The last negative points
B 3 1
L_& 2
1 5 .
0 i+— 6-day window —»!

' 3 days ' 3 days ' 3 days ' 3 days ' 3 days '
Time normalized with the last negative points

2 AMBRAHREHRMY G HHTTHS

T4 7R T PR R e % e s R S G 1) A E B 59
THEREH .

KZH SARS-CoV-2 Jik e 2 #6587 4& b fi it
A, FEISE B) 1 5 0 B e s R AR, S B R
BR FEHAR, COVID-19 3% th=>90 % 1 i FflHT
PR &L X i & S B Y Z K 45 A B (Receptor-
Binding Domain, RBD) , > %t v R Bt A4 £+ X H: N iy
GERY IR SARS-CoV-2 H FL T A& H 7 51 15
Iz AR EE VO DR G A [R) R Gl /0 1A 40 i
AR X RIRF L B AN LT AT B 20t SR A
J7 G R Ll B A R AR L DR AR G B e P
A Ty o SR, Bl 2 26 F0 0 i 8l /2 L ] e 5 08
RN SARS-Co V-2 H IR 1 7% B2 R A 82 A1%
(R S F 5T B0 K 4 Je e e 5 3 00 A6 v A 0 3] 1y
Hh R BE ARG AR B R X S PR B A S B Y
S RN 77 0 559 5 B ML T TR R A

FEPEN KA R, FRATT N T VR AR A O P Rl
PriRE O, RH HIV-1 SR W EBREREMET
SARS-CoV-2-S ik 8 , JFi i ik SARS-CoV-2-S
B 7 4 %€ 5 W%, 4R ST T B2 1) SARS-CoV-2-S i
TR LT R E 1Y BOE B D ORI BT VT A R P
B BT A, WATIEAE T ERMIX 30 45
S Ml 48 B F AR N SARS-CoV-2 Hr HIHL 1K 5 2528 L 15
Bl BB OREOAEBER MM = A AL RH
COVID-19 B3 78 th BAEAR 7~ 10 K5 Al LLAG I )
IRAKF- ) SARS-CoV-2 5 M v R T AA , i 14 % B2
1E 2~3 JA NG Tt & IR PR 5 33 Kk By,

SRR 2 A AR B 9 S IV 5 9 i ™ i R R 22 [R) Y
KEHEERIWEE &, FWBRAER, 550
Bk B 5 E A COVID-19 7 6" X 55—
Tl Ao B Y e 928 B 7 AT RE E AR KRR BB b — b
o B AR R B L PR SR AR S — o B A
O N EE SPRA S A 58 0 B
VA B o A 4 a1 B9 3R /E A ( Antibody-Dependent
Enhancement, ADE)& %5, HA ADE FE& Mt
&R PR SS & B B (Antigen-Binding Fragment,
Fab) 55 9% 8 0 kL 25 &, [F) B 38 o 3L nT 25 & Bt
(Fragment Crystallizable, Fc) 5 # ik Fey 3Z & (Fc
gamma R, FeyR) AL &, N1 9% 5 G2 i 4 =
PEZ K, @ 2 FoyR #F A 400, 7 SARS-CoV
YL A A AL v, W 58 kB ADE Al i ) il AR 48
KESY . AE COVID-19 Y B & 1) 1M 3% v o 14 10 77 7F
HA RS ADE 00 4R, BT 25E i 1gG Z 1k
FcyRIIA F1 FeyRIIIA A 5 & # ADE fE M"Y, 1
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A, B SARS-CoV-2 RBD 4t Fil 4t 14t B A
ADE RS " SR, 3k 26 Pk i 310/ RO &
FEAGAR PN T A5 3500 75 2 138 8 L T 2 3R R Dy e 2
R4 1 S . Be b, 78 K 2 I T I8 T I AR 1K
AN D & Lo ] 197 S0 s SRR o o S U =3 7
PR, X R . ADE £ SARS-CoV-2 Ji&
Yerp F /B Jf 4R — A4 A

W58 COVID-19 ™ 8 2 B 5 1A e 28 FRAE 1) AH
KM, 5 T B D TR AE M 2 7T B8 R 2 T s 1
BIEMNAEY Fhr& . FiAEA COVID-19 5 B iRt
MR I AH OC 1 W s, IF AE — Bt 45 8. Lucas 5%
NED B 58 v BE T R A AR R R AR R K
L ALFEL S 9 1gG LB RBD 1Y 1gG L K Fi g 44
K, HEAFH I IR E 2. Wang %5 A5 [ BF
S B 5 A R AR R AR 9 K. 1gG I
K28, ax e B IR A7 5 b 3l 2 B AR K P ok
J2 W B 2 T o s 7 R R U B = AT AT RS A AR
LR AR AT, o 1A 19 48 53 1 335 A 2 285 e AF AT 3
A M. Beltran 28 A" B 58 @R 50 B9 b AR
JE T A BRI o S — Pl = A7 000 [R5, op RO
PEE & B ARG AE . Atyeo Z0Y &P, COVID-19
R # SACT R E M L e B R R N R R
PE IgG KV LRI ER AHRELH S 55 IR &
BERONOE N MR B, R & BE T H A N
(Nucleocapsid) £ F1 B B0 44 S v 55, 32 7 10 e 4
SR 7 D AR S R R R M R R TS A T
18, #iL.Peddireddy A0 S S A A B R R
TS R AL 3 NS BB S 1Y IgA Bt RBD (1)
IgA2 FIEFUBE LML RBD FUiAR) A5 A, A 45 4 1 X
GYSEAEHRBET . AT K I, B T 7 Al i
PUJE (SN B A B FLAR Oy AR Bt ) (1 B 44 . A 46 Bt
orf8 IgA . ¥t nspl3 IgG3 &5, th HLA W A/EH . Xk
SRR IR X )Tz 0 P SRR AR SE AT B 5 A
i

SARS-CoV-2 B 3 1A N BT A 5 22 1] ] 2 — 4>
A NI 0] B, 3 0 3 31 [ AR B e 4 PR e DA K
PEVH 2 P B AR Broois 3 ) B, ROIAR £ ARk A
1990 4EFF WA Ay — T 550 . P BIF 5T 9 B X 30 JK
Wi tE HCoVs X AR 2 Yy n] 8, 5256 2 97,
H HCoV-229E #4758 N B EE . 15 £ 213 h iy 10
ARG 8 N B R E k. 11 S H . 2K
B RAEZ BN ARV R, 9 Ay
6 NBEFR UGS . il Y HCoVs J5 3R 153 1
TPET R W, ANEREEN IR —

ZAH R E R . I H R A R 1 Z i
W R A E A (N 5.6 R4 E] 2 X)., SARS-
CoV-2 HARIBERYL 5 . FE 52 35 1 A v /0 BT 14 TR 2 14 4
BE RS [] 2R 7 T R . B ATTXT COVID-19 {EBe 34 H B
JE AT TRV . K PR 93, 3% MY YL BB 3 (28/30) 1E
B S RS A B 7 R R ORD B AR R S R A R R
HOLECR 34.8% . FEHEUEAR 8 N H M1 A LA
T S PP K T 0 v R A Y R R AR
5 gk B2, Tharrondo %5 WL 8L T 4% 0E 8
HYR BRSNS AR KR A TS 1 A ML,
553 A TP EE R BRI WLk A 36 K
PRI BE T R T L R AP L AR R e B
PG B G e OR A B A5 IR . DAHE AR A B
B P DR AP R 9 B G B 2 0, 7 2 SR g R R E %
TR R S 25 ) JB% Y BOR 6 (51) 458 o ek R R E SR O
F BB IR BRI phe i R e i BEA
DB R IRFE AR . R, i e AR B RIUR
AT LA 7 T 5 R, 22 TR AT 2 Rl R A 5T
7R SREAE R YL it SARS-CoV-2 i ABEMI LL, H 4%
L SARS-CoV-2 # 1 P IR L R f 80. 500~
1009659 8K, 33 BB BF 57 2538 A g I Ak 1R 4T
D] Sy BE B O R e B I DA R Y B AT 9% AR A A M
JEHR AT RESZ M 2510 . i B R A — T SY, BRER T
FEIRYET. 251 104 24 W) YR 35 K A P Rk s 1 15
i WL 22 /0 B B ) R L 90 R DL B (IR 2022
AE1H 31 EDONY, AR LB, FEY RIR R A RN
5.99%0599. 17 0 1Y P IR U 35 3R B 380 < 41 B i %
A YR L B B/ UL (1. 08% vs. 3. 66%) 5 FET G
28 L YL BE TR 0. 15 %) 5 PR e X6 B 25 15 1)
FER N ARG JE 6 H 0.76%.9 A 1.36% .12
H 4.96% .15 H 16.68% .18 H 18.86% . M BRI
JE Y R B I ] (4 A8 AL SR B (B 3AD W1 IR IS A
(7] B[] BB, - J e 23 (10 388 i s 8 OR8] I
DX 51, 3 0] RE R B T AN R 2 AR R 52 0 . 1) A S [
PR RENE X PR R 2 B R, WAl 3B iR, L
Omicron A EREE 5 WEE . B WRELEE 6 ~H,F
TG AR 1026, T A 2Z /0 P, PR A
F) 10 0 05 T I ], A g 2 UL ) TR R e i ST
(4 B 88 OR3P, 26 2ok 458 S B 1] 3 98 Ji5 - XF Omicron %
AR KR Y HE AR BE A T B R CA R 22 R 28 A B
TR

AT PO BE R B A e m o e AR B M I
Je, Dan Z KM T COVID-19 FEiE % (n=188)
TERG S 6 N HE KN SARS-CoV-2 $LJ5 4§
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PP B2 B g A1 CDST A CD4™ T 41 iy
ARSI . R ILEN X RBD 9 1gG i B 19 2 = 1k
140 K EPFE R FHEIC1Z B 41 AR R YL 5 150 K
WM ET &, 5 —THFIEaE T 136 2 B
HL ARG R K 15 AN A WL BLROK 5 i iz

AR AEILTY G R LR R S 1eG A R
BEZW T B 042 T g M i A W1 i R (Hid 42 B
20 it G ) B IR . 5 T R S B 1 R R B ) OG R
FRE T MY L PR R, ) B0 5E BR, i mRNA-
1273 PEWs K PUIRAESE R f M s 2 0+
226 M H . SRR B OR AR e R RE TR, R

B

>

30%

20%

10%

Cumulative probability of reinfection
Cumulative probability of reinfection

3 6 9 12 15 18 21
Months after the primary infection

B3 MABEEAEMERERITERELRNTNL (K

mRNAvaccine ~ ™~ Antibodies

N =45

¥

T 52 K, A5 B e U A I I [ AR AR L DU 2 s 4
H 109 KL Goel %S BF5E T HEF mRNA & 1
Ja 6 AWM BREEICIZIE DL . 45 R A, 2R S TR
LA K- BRI 18] T R AEATE SR DR AR AR 21 K 5 1K
W HE ™ A EEXF S A1 RBD By 42 B 4 ; ixX 46 B 21 i
AR TE MR 3 2 6 D Wi 2 BT el
Alpha. Beta M &% Delta €78 #f RBD W, 7] LI 254, I H.
REAE RS TG 7 A Tl REPE P A CJ&1 4D 5 903 35 45 S 1
CD4 " F1 CD8 ™ 42 T 4l 7K - 76 55 — & J5 15 2 w5

W | T 5 A7 i B s 2 F s 3~6 A 11 1E] . CDA T e 12

T 47K FA X R (B 4) . BB N 28 121 1
30%1 Pandemic
wave -3
Pandemic
20% Omicron wave -4 Pandemic
) wave -2
Pandemic /
wave -5
Pandemic
10%7 / : ~ wave-1
0%1 _ — :
3 6 9 12 15 18
Months after the primary infection
E [70] )
Memory B cells Memory T cells

o
L
o

Prior COVID
N=16 anti-Spike/RBD IgG Spike*
neutralizing Ab NTD*,RBD*, S2*
T T I | I T 1
1 3 6 0 1 3 6
Months Months
Mlld infection ................................................................................................................................................
N=26 Tcells from Long-term Neutralization of
E 3 Ist dose antibody response SARS-CoV-2 variants
e
d e —
Variant RBD ' ’
-bindi
cmg Memory B cells Rapid production of
W WT: ++++ Py /Y o new/aETrdles LV "
M Alpha; ++++ ( <JL Reactivation Ve Nk Y o4 oy
# Beta: ++ S A \ ) Teatg
# Delta: +++ A >

B 4

& B RN B A B SARS-CoV-2 BRI R &Iz
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Y518 BT, DL K 22 YR B2 Fh ek o R W) T IR A 4
Fofr 56 W 2 75 BB AE K B 8 T0 AL , B T B AR SR 9T .

B T B0 4 45 I5F 18] LA AL Bt o4t R[] A 5390
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Immune Response to SARS-CoV-2
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As a typical emerging infectious disease, the coronavirus disease 2019 (COVID-19) pandemic has

had a significant impact on global health. Humans natural defense against SARS-CoV-2 infection is their

immune system. How effectively a person or a herd fights off an illness depends on how well their immune

systems react to the virus’s components, whether these are from vaccines or naturally occurring viruses.

Therefore, understanding immune responses is critical for a better pandemic response. We now understand

a lot about how the host immune system responds to SARS-CoV-2 infection as a result of international

work. We summarized these progressions in this review.
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