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[ ABSTRACT]

VEre cases may cause severe pneumonia.

cytokines

navirus pneumonia.

coronavirus pneumonia;  cytokine stormj;

acute respiratory distress syndrome;

The main clinical manifestations of coronavirus pneumonia are fever, fatigue, dry cough, and a few se-
Cytokine storm( CS) is an important cause of death in patients with severe coro-

Excessive immune inflammatory reaction, with a large number of inflammatory cell infiltrations and

the extreme increase of proinflammatory cytokines and chemokines will lead to acute lung injury ( ALI) and acute respirato-

ry distress syndrome ( ARDS).

This article reviews the research progress on the role of cytokine storm in several highly

pathogenic and infectious coronavirus infections and the corresponding treatment strategies, in order to provide guidance for

clinical treatment of coronavirus pneumonia in the future.
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cell,DC) %, Yo AR, 52 ALK 2205 ) [
A G g% ST SH [ A 6 2 200 i 8 T F A R 1) A2
N pattern recognition receptors, PRRs) 1% AR IR

2021-03-04
% A RPL A G300 H (81860719) 5 PURBURHE T H AR A& 4 T H (2021 4F ) 5 P4 8 BRI = 37 o i 48 982 175 17 2. 101

XU, ARG A BFSE 7 ) S IR 50 , E-mail i luckyltong@ 163. com, T8 {5 1 5K, W1, 4%, W10 5T
H S0 BFSE T 180 R RS S E-mail i zhangmin-wen@ 163. com,,



352 ISSN 2095-1116 Medical Science Journal of Central South China, Vol 49 ,No 3,2021

BERY TP T2, 33X 26 735~ 25 4 i A0 SR AH O 21
#5 ( pathogen-associated molecular patterns, PAMPs) |
PAMPs 5 PRRs Y45 & filt e 1 X AR TE I JAE X
N7, DT BTG AL DA da B, LA 7™ TR (in-
terferon , IFN ) FHABLN A T2 AT Goe 2 o
I Y 3 FhE A A0 PR 02 A LAY R -1 (inter-
leukin-1,1L-1) | E[?lﬂﬂ@f[\?ﬁ( interleukin-1,1L-6) &
JiJRi PR FE A F--a ( tumor necrosis factor-a, TNF-a) ,
FEER 7 T g% SO H Y LR A0 A IS R A4H L |
Y ISl ) O DS e i o T Y E RS
PR A 1K (major histocompatibility complex, MHC ) 53
F H4IH BT R ( cluster of differentiation, CD) |
AMA BB PSS T — A RS 5 PN
R SO U S BE IR 35 AT o), (ERRE SR
T, R B A L PR A I R] P T GE B 25 5| i
Vi P R 1B SR s o 2 S o

2 L DR - IR SR AR A X 2% i 200 JifL DR 5 B T
ZEAAIE ( cytokine release syndrome, CRS) , J& 48 1A
AR IR TL-6 TL-1 [ TNF-oc FI1 TFN 45 2 F
AR A L PR -3 38 7K V- A R P[] P R T s S 3L
PRy — TP R ) S SRR SN, T AR A B A A
2, AR R R AL b B 20 B S M N B AR
FFEHE A IS e AL AN CDA™T 20 8, 7%
Ry CDA™T ALt — 250 A B BIPE T 400 1(T
helper cell 1,Thl) Fl4H B T 40/ 2 (T helper cell
2,Th2) , H:v Thl 20 f 32 %2 7= 4= 1L-2 IFN-y, TNF-
B KA At v 20 it 4R Y% )3 R T ( granulocyte-mac-
rophage colony stimulating factor, GM-CSF) , It 4] 9%
AU EE T RE . GM-CSF i A IR 36 J5 S5 4E Al
AL Z 1 CD14" CD16" 4 M B A% 4 Jfd | W IR P ki
2 MR 20 i A A A A i, E— 2 b B
ZANN A, B0 TR AW EE T oy —
AL T R . 3X 28 JAE H 7 Al G AL B 2
%) B 52 200 MO AR S O 1) A L PR -, el T T S
TRERL S A PR 6 e ) i, 512 ARDS
MEEIRERISER AR, HRIET,

2 BREFBRASIENHEBETFXR

2.1 BRHEZHER

FEEBR I B 2 Tl R B IE e R0 B B Y AR
LB TEXW R B, R H I A L5 RSk
AXR, R4 NE 0 By K HERIFEEE
o R EEIR AN B bR B JE UL AL S, v
PRI B A S el R e B S Tl DA 2 (H

— SRR AL Y L METE 7 R AR
56 IR % #F ( human coronaviruses, HCoVs ) : HCoV-
229F HCoV-0C43 = 5 & Pk 0 25 411 56 R 9 7
('severe acute respiratory syndrome coronavirus,SARS-
CoV) .HCoV-NL63 HCoV-HKU1  H 4 I I 25 45 FiF 5k
R % B (middle east respiratory syndromecoronavirus,
MERS-CoV )" LI F¢ SARS-CoV-2, SARS-CoV i
MERS-CoV X Wi i 80 1t 85 I8 B R s
AIAE NG G [ ™ A IR 25 G A i A 4 Fl A
256 R 7 ( HCoV-NL63 . HCoV-0C43  HCoV-229E
A HKUL ) AT DL5 R 2R 4 LR A7 A ™ s (H
FEGIE T35 0 1 32 b K51 & B iy b I i 3 R
RO ARAE E RT3 R 0B i SR B
FOEIR T3, f145 SARS-CoV . MERS-CoV . HCoV-
NL63 F1 HCoV-229E # 1A 2 i I T W % ; HCoV-
0C43 Fl HKUL o] fig#2 ¥ F mk 5 sh 177, SARS-
CoV-2 WRIEM TCE 1, WA NP 33 Y
ZEEE TIN5 ) B IR L 23t i A0 T
HEREFWATREAE N a3 7k B, (il 5
[ NEE S RN i NN N PN L& PR N ]
M5 A AR
2.2 SARS-CoV 54HEFX 2

SARS-CoV g 8% 44 < & M i ¥ b f 40 Mg
(alveolar epithelial cell, AEC) , 24 SARS-CoV /&% J¢
AEC Bf2s77 4 K i b+ CCL3 ,CCL5 . CCL2
FCXCLIO™ | AT A 38 4 M 5 Vi ) 98 i 5 67, A
RAEVEIIT . Zhao S5 IESE AR N 83% A I 45 5
5K K ¥ e fil§ 2 ( angiotensin converting enzyme 2,
ACE2) 7ERfiyg 1T #Y I 57 40 i ( alveolar epithelial cell
II,AEC TT) I3k, 48 7 X 26 41 i nf 1 8 4 45
SARS-CoV TEN [ #1222 (10 15 F 40 ML, ok, 78
Fik ACE2 19 AEC T s I Hh 22 B i A 1 3 2
AR DGR, A0 45 i 2 5 1 I 422 KL TR o 2 A i ]
SO s B DAL 9 R 2 2 Ik R R 1 3 PR 4 AR o
)5k 78 43 /R 3635 ACE2 [ AEC T fig 4 it
HCoVs TENZHZN RS . SR 24 SARS-CoV B
DC | A% - 5 248 R A 0 & it 280 4% 248 I ( pe-
ripheral blood mononuclear cell, PBMC) B , 7 AN GEFE
P A2 7= A e, H BB A RS K & An e A
T SARS-CoV B DC I, 2575 FAR K F- B
BEAH M0 KT 48 A & -12p40 (interleukin-12p40 ,
IL-12p40) IFN-o . IFN-B I IFN-y AYZE5A 16 24 |
PR R ANAI A T TNF-o F1 1L-6 %35, H B 2 FiE 4
P4 4k [ CCI2 ., CCL3 ., CCL5 1 CXCL10 Ay %
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kY TRl O A R Y SARS-CoV i 4y 7= A
TFN RN A £ 58 200 i PR 71100 3 0 094 14 40 i A1
TRI#aAL R T8 2 S5 SARS B M Ml i 4 19 3
SRR, HEAE B IS A R A0 P IFN-y (IL-1,
IL-6 IL-12 %% kA= K A F-B ( transforming growth fac-
tor-B, TGF-B) Fli#a 1k A+ CCL2 . CXCL10, CXCL9 |
TL-8 ZKFIA 8 o TR e f g > s A i I 1
)3k B RS 5 A, €S A ELEE DR, SR 1M SARS
RE B TR A R F TL-10 ACEARHE ks
WFFEFM, 2% AEC . DC A1 W 41 il Jf e SARS-CoV
J& , FEANME T AL T, X 7E SARS B
CS M RIRHLEI R EEAEH
2.3 MERS-CoV 54HEFXE

MERS-CoV H- A 5 SARS-CoV #H 8L iY 2% YL AL
il ,MERS-CoV /&Y% AEC J&, il i% S IFN-y F14f i
7 TL-1B 1L-6 1 1L-8 5@ Z 0 245 , 5 I 6 3 2 g
FEARGREE ) e AN ] A9 S, MERS-CoV 7 B4t
LIIHE NS Ak N B VAR i L e DC ), #R T L
AN T ], O B A SR T 40 A B
HEAT G 7 42 10 MERS-CoV 8k % BpL % 41 ity &
THP-1 20, LA R N A1 T IS4 248 i > 5 1Y) w5 40
JFN DC B, AT S A 41 9% 40 i R - Fn Ak A
¥, 4 CCL-2 ,CCL-3 ,CCL-5  IL-2 A1 IL-8, I 7F i iF
R R R T T3k €S, HR, — B W2
AT DC X} IFN-o/B (915 AR IR AU B, A5
2H R R B 21K 4 M ( plasmacytoid dendritic cells,
pDC) 8 MERS-CoV /8% Ys i} 25 7=/ K 9 IFN'
FIR TR 76 MERS S35 354, 40 A 1 %
FALK IR 7 7K SF- 5 A1 T i Hp s 40 i B A 4 e
B IEA G 552 b BE MERS SRE ML, R
LY H 40 i A1~ TL-6 . 11-8  IFN-o FI#4 4k K CX-
CL10 I CCLS ZKFEFHi 0 X A BE & MERS (84
Glk CS W FELERE, MH, L% MERS B3 CS
EIPET R 5 R, T MERS-CoV fE##E N E
WEAN AN DC rp A2t S S50 6 41 A 42 8 41 e
R A A R 20 0 S, DTS 3238 & P 1Y) 98 i
20 L R - BRI, o A5 [ A S 8 s g R 9 R 80
5 R
2.4 SARS-CoV-2 54fEFXE

H R SARS-CoV-2 REAE AEC II 42 il | {8 75 fiti
W WA M AT DCHp 3B B A I 52 2 LG 5
HHB A3 B UEHE ZR W 35387 284 5 R B2 il % ( coro-
navirus disease 2019, COVID-19) HIE B Z H M T
SARS Fll MERS & 2 BIY CS, Huang 45" iR 18

T COVID-19 H & By JRAE A TR, K 41 BilfE Be
AR (RS 13 I EAE I B b S8 A 28 113 B E
WP by B ) I Al B R - KO, R B TL-1B L 1L-
IRA | IL-7  IL-8  IL-9  IL-10 | Ji% £ 4 4 jfg A= 4 X 7
(fibroblast growth factor, FGF)  GM-CSF  IFNvy . T4
-y %5 H 1-10 (interferon v inducible protein-10
IP-10) R 40 Jfd £ 7% #il 38 5] 5~ ( granulocyte colony-
stimulating factor, G-CSF) | IfiL /N Hie 717 4= 4 K B ¢
(platelet derived growth factor, PDGF ) | ¥ 4% 4] fifd ita
1L H-1 ( monocyte chemotactic protein 1, MCP-1) |
5 05 441 fifd ¢ iE 25 11 - 1o ( macrophage inflammatory pro-
tein-lac, MIP-1ax) | IfIL4E PN K2 40 i A K IR F (vascular
endothelial growth factor, VEGF) [ TNF-a 4 5 T fift
B, Hop 1L-2 10-7 IL-10 .G-CSF . IP10 . MCP-
1 MIPlo \TNF-o 7556 55 H P 3 T it
FEAR L CS 5 SARS-CoV-2 JERYL T 5| & 2 9 1) ™
FEREA K, AHGEIESE T84 COVID-19 HfGH #
#HAL-6 KA TR JE €S BRAEME R R,
SR SARS-CoV JEHYL AR /2, SARS-CoV-2 ki
S & T W] 5 5E /9 Th2 2840 i R, 4n TL-4 Al
IL-10 Ay 5333, AELECAE FHALAR] i AN B, SARS-
CoV-2 &Z i Th H1 Th2 RIANAE P 7= 4= LKA
PR i — 2L TRAWT ST

7351, COVID-19 (¥ SR BeR BLBT s R I, B AR
HAE COVID-19 f 25 A Ja] L bk T 20 fa sk 2L, {5 AT
ST IEACIRZS o AW 1 123 585 A1 JA 1 bk
SRV = S A OGS R R o U S 2R N ]
A BT O, R LRI BE 4 CD8 ™ T 4 i i /L
RPN 28.43% F161.9% ,NK 425351 Ky
34.31% 1 47.62% , M35 H 1L-6 7KV 5k 7R 5 AE 40
FHe AR EAEA . 1A, CDATT 41 Al CD8' T
YR 3R 9 N 25 40 B BT i DR (human leucocyte
antigen-DR , HLA-DR) 4 Jiil, CD4* CCR4" CCR6" #fi By
PET M 17(T helper cell 17, Th17) RN , IF 8
CD8™T 21 Jifd va 2 ik 5 L 3% 1 UKL il 55 41 Jifd 75 9
Fi' ) 5HAL COVID-19 B AR, FAE COVIDII
N G TN =R O O S IA: = I 1 YT 2
MK 1L-6  TNF (1L-1 1L-8  IL-2R 4, J:- 1) b
RV A N EE I ARDS , FEZER I MARTE AL | 1ML
AN i E SRS Siddiqi %70 EFS TR
A =B Besr B IA R COVID-19 %k 4%
P = AR R A A 2R — B B R i g
BB, BE IR B W R RHETR T 5 28 B Be Al
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P BEPENT AR BT BL, B A REIK | SRS AEEIR , B
PR RS [ IR YT 58 = B b & B RAEZE A
TIE A P9 40 B PR 72K - S 5 TR, 3 e
[ 25 240 L DAL 00 ) 590 R 0k 2 4 B RE R R, H
A COVID-19 /053 35 25 1o U B9 1 5 — B
B e R E BB R IS BUS R 25, ik,
il CS, Aol B H G Bt 28 VA 97 & FE AR COVID-19
PEIIPS N

2.5 FRREFEERE T RENIRAREEFHELL B

L LB | B A [R] 28 e bR 75 il 8 T 7™ A=
B CS i AR 1 DX AN ] 8, {ELR: R0 30 1) B 2 200 i
AL T I RBAAE B 22 5 (R 1), X
A REIAS ) 28 B e AR B A R BIL A L R 51 % B
PERS LA R A O o M DA [7) 288 2 5 R i S
Y TP EAY A [R] ) 40 1 I 2 2k DA HES PR R T

1 FAREBBRFEESSEHABEFREN GRS SR RERABINEMSFRENERILE
TR T il R A PR IR BRI DR 45 A R S A S A Y N TR Bk
SARS THHAE 2 D7 VPR SR Y SRS IR MUER TR E A E WA Ak SARS-CoV 175§ 19 TNF-a

FAMLAE RIS | 2T & BN ARDS!

MERS
I R A 3k 88 E R AT L B K R O il
4180 MERS-CoV 5| 2 ) 41 i K 7 JXL 52
251 E N E AR, s e X A
15 ; KBTI RIXE R MERS B3k R
BRI 4

COVID-19

TR 38 P75 WD SR il 7K fie 25 PR E

241 1 SR B -5 Th 4i T ey

T e L B I DR R AL B IR I SR AT CDA* T 40 Th1 F1 Th2 37 5%

IFN-B A1 1P-10 B & & F
MERS-CoV'"! {H 4 Jfl [K +
IL-10 ML

B IL-1 H TL-6 F0
IL-8 & T SARS !

VFZ IR A gy Bl O RE BRI 2 3 T 4 b2, I 1) CD4'T 5 SARS-CoV & 4t A [Al,
YA AT P T A1 ( Treg) #4575

SARS-CoV-2 J& YL ik 5| k& 41

SR S BV W D fE B AT B R 51K Thi7 RIE LGB T 4000 (Th) F+ HIRAERY Th2 AAE K 5, 4

ARDS" T3 BRI R MRS L T REAS
EAFREIR B SR A E R

L AR E] Thl BUA0 G S 25 a0 IL-4 Al IL-10 43 W6 19
)3 A

s

2.6 AEFRHSELSIEAREFRENER

CS TEAS [ 7 JER e M o v R e 1) 4 e 1R 7
FRIATARK X I, B AR P 1Y 3% W47 9% 2 ( Ebola
virus) , FECLEILT- R ELZHZ — 2 FH 1
P A7 i S BT 51 & 1K) CS 72 A A e 1 40 i TR 7
IL-18 . IL-6  IL-8  IL-15 £ IL-16; i#4 fk K T Fl MIP-
Lo MIP-1b MCP-1 ., F IG5 4 fifd £ 7% 3l 3% [5 - ( macro-
phage colonystimulating factor, M-CSF) | . I 41 Jifd Jjif
FERN I PR ¥ ( macrophage migration inhibitory factor,
MIF) \IP-10 %5 | I 4h | Wauquier 25 iR 7EFE T
I B rh % BT bk L 4 A A A 4 B PR T TL-2 103
IL-4 IL-5 . T1L-9  TL-13 f4 7K 8 AR, A1 & i 41 ffg
CD4"T #fi ig 1 CD8™ T #fi fifd b & N K, T 4fi il = 1
CD95 Fik Ty, 76 it jfons #5 gL iy | 3 v AN [l
FRRES L) CS BT = AR 4 I F B[], S
BRI S 2 B, M HLR B HINT B3 80 7 AR
i, K2 BLLL 036 Thl A Th17 B4R T4 5
A e S, 4940 TL-8  11-9  IL-17 IL-6 . TNF-at |
IL-15 \IL-12p70 55 20 j R 7 34 4y W 3 v, v IL-

15 IL-12p70 | 1L-6 255 15 % i %8 16 7 1) BB 5 i
De Jong 255 HoAE T 18 44 HSN1 B 3 J8% 8 3 14 4
JE 1 B RE A B K 20 AR R AR AR, S BT 9 L 40 A
AR H CD4A'T 4005 CD8 T 4H MRy b 45 B | 40 ity
7 MCP-1 IL-8 \IL-6 il IL-10 KT, AIA
S R R B | A0 M PR R B 25 S AN 2 IR

R2 ARFESREASIEBARRTFRENES

5| B 211 it 5

Ebolavirus  IL-1B . IL-6 IL-8  IL-15, IL-16 . MIP-1a, MIP-
18 . MCP-1 M-CSF MIF ,IP-10"*

HIN1 1L-8 IL-9 IL-17 .IL-6 TNF-a IL-15 IL-12p70"*

H5N1 MCP-1.1L-8 IL-6 IL-105*

SARS IFN-y.IL-1. IL-6. IL-8 , IL-12 . TGF-B . CCL2 .
CXCL10 .CXCL9M>]

MERS IFN ., IL-18 . IL-2. IL-6. IL-8, CCL-2. CCL-3.
CCL-5!""

COVID-19  IL-2 IL-7.IL-10 ,G-CSF .IP10 ,\MCP-1 MIPla
TNF-a"
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3 HEBRREMKRIETREE

COVID-19 J&— Pl 8 B GL e, F LRI N
BRI 98, i F CS B FRAERA, T3
ARDS FZ A8 5%, LB A0T, YU aF A il o i
HNE RNV SR IRYT FAE AR 1 B
3.1 g

CA SR, TR CS J7 AR 3
PEHRIE | FH 907 07 W T8 J8% e M 595 114 v 24 11 o mT
REXT COVID-19 HYIRI7A 1 B, Hoh 34675 1R
5 4 %o} it S B ELAT M P U AR, T S P 2
PIMRIBOR TR L MR G TR SR 7 SR L (4 il 4 12
I % (AT B ) ) B S48, A I T
P 8™ Y Vi | AR TR 9 s R U | 4 AR T SRR |
B A B s 208 TR A5 v 24 T 36 7 et il 48 5k i
Z I RINEERER
3.2 RKREKERE

EASFERAR , BARTEIR YT B (o FH Rz o 2% [
XA RIBLAAR 2 B 2 8 Y 2R ek AR RE F g 2% B A
A 2GRS (R T A SR AR 4, 2020
A1 H 28 HEF: A4 21K B & T 8 2T
WIS JR A I A L 19 16 Pt 46 g 5o L, B AR oAt I
DAL 75 UL AS $ 2 5 0688 P 4 B R Joi 2% T /e, g LT
A B 8% SARS 5 MERS £ 3% ik D H Jo 255 [
(AT T AZ 25, 3X 1T BE St T B o 2A% [ e ol i 35
Y P v Bt 410 1) 1 1 B 18 B 8 S 1 R AR B
TR
3.3 IL-6 Fiff

T ALK S |, Zhou %65 i 45 5 % B, SARS-
CoV-2 YL J5 , CD4™ T 4t L b # 3% fk, ) 4= GM-CSF
ERMEAMI T, N5 T 164k CD147 CD16" FRLAZ 4l
M, IR AR 1L-6, R, BHKT GM-CSF 5 11-
6 2R T BE S PRI SARS-CoV-2 5|2 () £ 5 96 B S
N, FEERABTE — B AJRAL Y TL-6 H5d P iAk, fiE
155 1L-6 $ S PEah & 7= A Z R APt vl H TG
JrRXGBPESCTT R BT, B R OIEE R I
BRI e 4 BRI T RIS BRI, I PSS 56
3.4 I3

YRS VR B N B sl S e 7 vk TR R
YRS I 1l 2R AT A Ay EAE A e TE AR ) —
BITIEE, COVID-19 EA7- 3 I3 P B F X 75 1)
TR T DASE BUR FEAE . OB L el bR s 2 e e
I 921297 I 2 CGRATER-E ) ) 48 Hh R R A2 3 1
FARYT < IE A T I R A e | B R ORN f EE R AR

7B i 98 B S K A B I 3R I IR R 9T T &
(ATEE ) Y it — 2548 S % BEE 34 13 4 FH vk
HIAIT .
3.5 BHEFSEF-1

BAEE S R -1 (HIF-1) /5 05 108 Bk =
SRR 1 (ACEL ) 3k (5% 55 78 R B 2R g
FNAYT Al R R FE R AE R . HIF-1 23K JLARZE
9o G g5 1K 300 7 THI 1) AR T A, B R SRR A AR
s FL B PR SRR T R — P SRR P, HIF-1 &
oo WEEFN B W HEZH B SR R HIF-1a [0 R
HIF-1 B76 M, 2058 0 HIF- 1o 738 3 410 i ok
L2 ML R T 9 i 2 2 b R L SR
RARIENGER 2 REURSH S EZ W E RERIE
SN PR BE R GR | FLrp ™ B 1 I R AE 2 — SR
W e 5| RS A AR S IMLRE . SARS-CoV-2 Fi| I ACE2
VB SZ 85 G I IR G A fif, X PP sz IR 2 A4 T
ili B O R B0 Pk S L AR R ) LA A B A
N, ACE1 5HEAGFEMER ACE2 17784 shZS Ay
IRFR, FE COVID-19 B35 1A PN BT i B ) AIG S i
2T ,ACEL # HIF-1 A, I ACE2 By E ik
B B R A2 T ACE2 357K 5 37 5 il %
YL R B R OE A M ACE2 B B A RS R
COVID-19 I R TG B AL i) 2R A, 7 i 3 b
X.(7#3K 2 500 m LA [1) COVID-19 HFE ARG Kk
PR N RO 32 BT G AR IR B 1 A PGS
PEYCE 1, A0 T Hh = SR A5 5 | e B 1 S A 10 4
8, LA K AR S il b B 240 T 2 A 3 A A A
ACE2 fZk i ! 0 % HIF-1 #E— 2 WF5¢ 7l g
i COVID-19 J377 B 2 11

4 HIEESRE

TEER I B B YL — b R B R BN K ORI R
(R TG e, O 7 I ) o B R R S B 2 ¥R
S EE AR I E B, T CS kKA TAAEN
N, A3 ARDS FIZ e BiE , H 51, i
T 1000 5 | /e 2 0% 7 B R0, MR i e 28 e bR o 7
YL RIZYT I 8 CRATER LR ) A, 245 1
ZEVLGE A L, L TR S B m TR R AR
UEAN  ZETERA P 3 B [ EA T 9T R VAT R R E
1, AR A £ 1 A 2 A o B S o S 4
PR I PR e 3R A S AR AR 4, g A i PR T
ZARK TR K2 FRAR CS A7k bt i L, %
HIF-1 5 ACE2 B¢ R THEIR A RIMESE , k& —
FhATF COVID-19 AT LK .
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