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[Abstract] Cytokine storm, a runaway overwhelming immune response, plays an important part in the pathogenesis of
coronavirus. The virus hijacks the immune system, resulting in a loss of negative feedback on the immune regulation and an
overproduction of inflammatory cytokines, which subsequently impairs the pulmonary diffusion function and leads to multi-
organ dysfunction. A series of progresses have been achieved in studies targeting the coronavirus cytokine storm, such as
granulocyte colony-stimulating factor, tocilizumab, camostat mesylate, and blood purification treatment, which may provide
effective ways to alleviate the coronavirus disease 2019 (COVID-19) epidemic. Nevertheless, further clinical verifications
of the above research findings are requested due to the unique pathology of COVID-19. This paper reviews the advances in
cytokine storm and immunoregulatory therapy of coronavirus pneumonia.
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1 BRESBRESHEBETFXERE

A e R DX SRR AR X ok 40 A PR B T 2
A iE (cytokine release syndrome ) , T 1993 4 7£ #
FEYIPUTE 39 ( graft versus host disease, GVHD ) 1
BEEREE, AP EE . 40 TR A5 S SR
JE AR ) sl B G N 2B . 2 PR XU A
A P ZFPNHE R 40 TNF-or, IL-1, IL-6, IL-12,
T E (interferon, IFN) o. IFN-y. HZ40alk
£ H 1 (monocyte chemoattractant protein, MCP-1)
FIL-8 A K = A, @b MR A, PR
e O 8 g vt [ R S = Y VA= € e P N
s B ) [l sp AL A SRR EALSL 540
F IR AN 7 =24 IFN, 1L, &b+
( chemotactic factor, CF) . £EJ% 33 KT ( colony-
stimulating factor, CSF) . TNF &%, iX #& 40 iy (K 1
WS A OGN SR AR, BT Y S e M ik — 20 7™
AR Z WA . ABEOLT, HLART 8 k5 B
P T 48 g ( T-helper cell, Th) 2. 4 37 ¥ T 48 Jii
( T-regulatory cell, Treg) 5577 A= 470 R 40 i [ 14
B L R R PR o (ELAE v S50 o B R ) P
OUF, IR E 5 R T AR N A i TE
B, AR R B M e O ] 5 R 2 PR
W #3825 A 1iE (acute respiratory distress syndrome,
ARDS) FlZ & 'H T hE % 25 & 1iF ( multiple organ
dysfunction syndrome, MODS ) , FZFHILT.
CAAHC ™ B 2 PR 25 B AE TR BE ( severe
acute respiratory syndrome coronavirus, SARS-
CoV) | A IRLEAMERLARE T (Middle East
respiratory syndrome coronavirus, MERS-CoV ) R
FIE HINT Figoms " . S Wsns ™ 4 2 Mk
YL FE SR, A PR XU R R BORE S B P i
R FEZAERILH . AR T SARS B i
W, il 2 S Y A i PR R AR OK O, R
PAIFN-y %5 5 25 1 10 ( IFN-y-inducible-protein 10,
IP-10) A FZERENRMUE T E, 25 TMEN
B SR RNTIE - By A A5 15, 55 ARDS 1,
J1—Wt5E 3R, SARS-CoV 5 RS2 i fh -5 ik
HROR A R ANMI P T IL-1B., TL-6. IFN-y.
IP-10, MCP-1 % £ 5" . — 10 5 F MERS-CoV
(RIS 43 B 1 T G i 1 A 8 i 2 v 1) 48 e 1R
B, A RRAE R MM Thl . Thl17 RV, 7

WK & A9 IFN-y, TNF-a, IL-15, IL-17, ifif IL-2.
IL-4, IL-5. TGF-a 78 {b A~ K, 475 MERS i 2 1
WIFFEAE W AR R AN PR 7 SN, AT BB S5 9 i 7™
A G Huang %57 X 41 {6l COVID-19
FImIRGORAAT B2 I, A 63% By B35 1 Pk L
SRR /L, TR S s E A AR I K Ay IL-2 IL-7
IL-10, 7 20} £ 7% ] 38 X 7 ( granulocyte colony-
stimulating factor, G-CSF) . IP-10, MCP-1, [ W
41 Bfd 28 4 75 H 1A ( macrophage inflammatory protein
1A, MIP-1A) F1 TNF-o ) 7K F 5 . Fh O #E 0,
1o AU A 20 B PR ET RESCTE Th, TR A T
2 L IR XU R T e B P SRR L Ak, [l
B I SE 2 BH, K 2% COVID-19 £ 13 1 41 ffg
oA T e s [ NGV T Al S =W 1 ol ¥ A
YA, D- RARRRLL TR, E i 5 A (] A
K IRBRF N, AR T A A N T X,
Al BE- S BT R4 MY 22 0F s e i D e,
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LR G-CSF. IFN ZE4F Xttt 2 815 1697 ik B
HIAT e TR B B o

2 HLEARETFRREETHE

2.1 G-CSF & 4 tmfe-E ° 20 fe % %% &) % B T
( granulocyte-macrophage colony-stimulating factor,
GM-CSF)  G-CSF &Ik 4 g s 7e . fie ot Heop
AR CHEWT D, #iZ FT IR  rA Y T S A
SFRYT ISR AR RE o il 1B F R AR ]
it 3 #eik GM-CSF BRI R 1, ARG A [ GM-
CSF ¢ J& S B Hu 15 GM-CSF 19722, i SE R
P 7 M 8 S B v ML AAS TS I 2 1 E
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GM-CSF i 1] LU iz 4n s, SkA& a2 wink
ISR e e, DA Il 3 S 52 o B AR S 4k P
PR . TR B AR R A5 R K ZR L4 2
( angiotensin-converting enzyme 2, ACE2 ) Ffiyy IT 74
B AN, A IR R A B B 580 GM-CSF 1815
gt

AFFEAE RN /N R BR B 3 d SR 44T
FAPEFIEL) GM-CSF 25 fbAbBE, 255 Kk 305 % B
YA EL, GM-CSF ks T it i 22 I 8 il 9 e
B, IR/ MRS R BRI
GM-CSF i if IFN-y ffifie 2 P9 M1 AU B g 40 i %
A5 M2 B, ATRERIEEE MR R A RGRIT R
—o JIAWFSEIESE 35 B A0 A /D 1) SARS FR AT,
R PEL T G-CSFiRdTfa, H g, kg
JHL L R T 00 R ot N AR A B S, RS S R S
FEARINE, ARt Al B S 4n ELREG 1 AR R &4
TR ST R W] G-CSF T Lk
P RREYIRE, T IRMLIARR &5 )N, %F SARS A IF
FI AN D34 4 . WbIYr R, GM-CSF if
Aem Lt LA R ML R MR PR TR 1 . FEBERET
YLK, GM-CSF AN s it #H 20 i Bk 44t e
(XEEHE, AT PR / G 20 R RT AR SR 200 it 1) 14
oAk, HERRILIEME, W ROE T HLA A B PR
BEPES . MLAHh, G-CSFRE# L TGF-B1 iS4
CD4'CD25 " Treg, Treg /il Kt I 4 A F IL-10
P B AT ALY e R 4. (HFSE & B COVID-19
B HME I H G-CSF [ KF- 34 &1, A5 AE ICU 1Y
AR P AN B R I, B GM-
CSF 3% i H $T GM-CSF 25 ) 7] fig /& COVID-19 [
Ji—MT k. X5 iR %M 5T GM-CSF 58 45
M, ATREMRPIALEE . (1) PRI A REA Yy
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TR EARVE R NI AE, H AT I R
( ChiCTR2000030007 ) i A2~ A 45 5%, MK 4518
MR — 25T
22 3R EH (tocilizumab )  IL-6 & 40 L K +
A2 B A P ) G . A IL-6 R it £
(IML7% IL-6>1 000 pg/mL ) Al SEME BT, 4
SR AR E AL WL RERR AT, 253 MODS

R BCPE M4 PN BE ML ( disseminated intravascular
coagulation, DIC) . It4h, IL-6 ik BERFEAC H SRR
155 (natural killer, NK ) 2009 25 FL 28 S ok fifg,
ol X 1 (R A U3 e I BRI, A ML R XU v,
IL-6 3¢ 3K i} [i] | F TNF-o A1 IL-1, 45 71 BH K IL-6
FIVRIT BA T BIRIT S, TL-6 SEIRY7 4IHL B 7 X
B IURESTE )

FEER HL BT —Fh AR AT IL-6 32 7R M e B 4T
TR, AT LARH Ik IL-6 5 AT PR A S22 AR 25 4, 1 B
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TRIRIA I R IE 5, 4 11 88 0 Bl kbR A h-
14 51 5835 DU 8 B HR AR I 02 D) Be 2404 A (]
3 G
23 BER#AE HEWRREEESHEOM LT, K
ot 8 40 L DR B TR — o S IR AR O 5 S8 SN,
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2 H A3 BIGR T T 259 -

AW ERE 1 287 Bl HAE SARS 3, T
NGESNNEREe i E MNP &
FH, O RAE e 2 JE A TR 4 -5 ki 7 v 751 e R
KJE A BFT AR, Hab kMG D, M
AT R P 20 2 P SRR e T A SRt R, I AT R
YE3E S, KRBEMIRTE S SARS, et T30 /4
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MBI (1 mgekg 'od™ ") B RIME
HeREiRyT 28 d, HLRIFIAM L, bR R4l 8
HIGDIREN] R s, TR MR SR T R R IR
80% "% . ILIRAIFSE S, SR8 B 2 T ek D
i J52 S B P U B3 AR R LB, LA
IR . oA — S [l PR 7 DL SR A48 BOR I Wikt Kz
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UEEMT I RERIRCR By, B A H840< 300 mmHg
(1 mmHg=0.133 kPa ) P A 2Pl 451 47 1 8
10 RS A R T AT L (RIS R S
THWE R BT 3 2 B, AT RE 52 ) B 2 I I PRI 4K
I, A R G FWE B MR A B S ™
5, Al gk L PR . B IRSE AR O . I
FRAE L DL B SE A R R, R R AN L
FHBE B BB R, AT 20 I s i) o6 A8 3
RN H, JEARYE SARS 9™ FE B AR I8 H 2
COVID-19 1297 J7 284 thi, T AR 35 Wi PRI v
FE . Md s AR RGO, WS EI (3~5d) |
AN (Y THIRE I 1~2mgekg '=d™ ")
o FEM R B R 1 BB O R I A 2L, 5
i TR TR R BB, BRI R, HE
F R RIRITH, ARDS AR T A28 fii w EIG
PR E A8 > LT R KPR 0 B PR T DA
Y > 4 A, JE WL FITEARIE L H A R B 1]
K220 W R R Z AT B 1 AR B AR B B (T
AJEIGIR 1) B YRR (8] S =245 J5 T Fefiv — i
1R — R A A 2 I ] A T AR

24 IFN fERfE £ EEHUR RS F, IFN 2
5 I 4411 it W 70 DA S NIKC 4 S 9 o 7 Je % ) I 44
M, REFR A BE1L 45, JF A4 e 5 1EH . IFN
i85 Janus & H W RN / 155 5% 51 FHE SR
15 ¥ (Janus kinase/signal transducer and activator of
transcription, JAK-STAT ) 17 7 il {45 & 2 & )3
B R USSR T, BT 2 BT R R A
(interferon-stimulated gene, I1SG) , f# Z & 5
BAGURTE . PO G B T R I 2 B
IFN 8 ARG PR BE MRS I BT 58 . N U
2. MR AR IR . s sciedeos, sebRom i sk
Jefm, PR K &Y IFN ™ Az Bk R 3 04 52 il ik
ML BET AR L ZER TR B, B A
IFN-o A] DLV R SR TR, AB B0 il it 35 1
AN TR, R Sy TR . A
FERIHAARSB R, 1% T SARS-CoV-2 5 SARS-
CoV B Yt 1 5 S22 i 22 5=, K B SARS-CoV-2 &%
Pl 20 A 1 TRN 8270, dESUMNEYEZS T TFN
B SARS-CoV-2 YL HILIA M40 75 e 1124
I3 T 20 Bl ) S g 4 e PR T AR IR SE, TFN-L
RE /> SARS-CoV-2 1A% 4 XU B JHC Fir B0 s 19
PR

2.5 lg ik sEERE H (intravenous immunoglobulin,
IVIg) il 38 g v AT, - BH DB e 20 i 1 i) Fe Bt
SZAR, VR AR R R K e AR T R, —
YIANT 3 FIEA COVID-19 BT HRIE, 76H
#H ARDS RAERA TRl (25 g/d) IVIgf5 &
(1A I PACER 100 B 3, K O 1) S 36 8 IS AR 4 K A 0
B SIS A I RS A S T R
IVIg BHIEER R |, IFik3% COVID-19 T .

2.6 FAREAR MORRRKEEA S T 40Mu sk . HEAE AN
G, A R L AT AT I S R A e SR
AB 7). A RHE IL-2 =4, MR IKRERG s ALIAR Y
bRt . VER—Fhaesiinm i, Hp AT
5. A BRI SR BRI . — TS
LLH T 22 (I EAE SARS £ 2 fit FH sl A 7 FH Al g
al FOFTR, 255 7 g R PR AL P i 2T A A 2 A R
1% PR AR K ol v R B Ek g, i il
YRR | MAET: COVID-19 H 3% (19 B4R
H R, BEANE A CD4T T 4 g M1 CD8 ™ T
R B E WD, TRE SR AR TR
AP P, BRIk TT BT B T E # COVID-19
BE T U fess, s AR ), i B
P o e B 3, PO 7 B — 25 I R
SEGRAESL o

2.7 ARG T BT R RAE KU B RS
2 B R TSR A YT COVID-19 4, 31 & JR S 14
SRR MR R T A RN AR R I
WOBHT . MR PE LT . L5 A A I Y I S 4 Fb
S MR LB, AW SR hEE. BI6E
W, ZaEIRE R . WOMAE S 1 G
JP . — TN A 6 i E B COVID-19 i3 1 [m]
BT AT 5% 3 BH, I 3K B IR T T8 AR R I D
BPIGE R, CRP IR, RIEH TKFERME™ . A
Y8 A YT 248 L PR~ IR R D 3500 1 7 28 45 i 5
GERAN—, B, WS M SRR Y
COVID-19 4 g A 7 X i i DI I R AR 35, JF PR
HAE RS FAI TR AL . TR B

28 fAEFXC AENNEREEE BN L F AL
FIFEAL B 7, 484228 C RERH LR TS i ks
TR s SR AR | UREER M I R K T R AT A
HEAKRIE R TR, MR IS R g bR . Bk
3 2 U 4 7 P 20 Y ) R ok 2 i L il A 7
Yo F4h, HEER CTEIIE KR R IR YT RE Y
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SERMUARSREERE ST . Bl 40 PR - XU S i S At
T, PRI T COVID-19 fva 7> . {H H i
W JC4EA: 2 C ¥RYT COVID-19 MG I T HiH .
29 RGBEEIHEN OB RS A %
R AR edi i g S N 1| A G B Q13 NS Es TTE A
A%, Horr, Swlfih TRIE T AN Jofre ik,
SN R 2 W 1S TR, g o AL
M4 A -F ( myocardial inhibitory factor, MDF ) ¥
FEAE, MCER R PR RRIRAS . SR Tl R
BRI . il R BT (IL-6. 1L-8) MURSILRHE
B 3R S E D e, ©Ak) I H TR YT kR
R.OHBRITIR S . B RSME IR I A AE. T H
KATH LT COVID-19 Kyf i s F R &

(160 J5 U/8 h) J 326 (ARG I35 " o Cell 3
R W) — T 5 6 FH AR IR %) 4 B R UESE T SARS-
CoV-2 A {21 2 40 il i 19 OC B 48 11 g F1 SARS-
CoV —#f, ¥ A ZUE F g B/L ( cathepsin B/L,
CatB/L ) A5 I 22 1% 45 1 il 2 (transmembrane
protease serine 2, TMPRSS2) "' % WF5¢ 48 i,
TMPRSS2 £ F i 10 i 71 62 40 il 2 SARS-CoV-2
e, BAYUREERE . BEIITH TMPRSS2
it P 1) 25 40 R e A AR R — ol 22 R 1 T A
R, 75 H AP T2 2 VER IR 2 1) 2 kR
Y R, AR — Rl B BIE S B i R A
AI258, RS flRy ] BE 2 15 SARS-CoV-2 BLs
F R R AR, HAWER COVID-19 JRIT I
5t (EARH— P

3 N &

YRR 21 2 LSRR 3 UG IR 755 R 4 14 Y
i, COVID-19 (1L 4% 6E /14 SARS Fll MERS 5,
fEERBFEIRIT A — e, Hr, i aiEes|
9% 1) 48 S PR - XU 7 ARDS 5 B A= B~ HL ) h B
AEEEM. W ER AN %% 258, FEHL
ARG 2 R4 I 2 SR iy . 22 b AR DR S T
Je F 2 VR B B g S I T A T RE, il
B, MODS, X} COVID-19, HiJksE. Hise FEes
WHERIRIT Y OCHE . PURTEIR T IR R T 20
VIMPURE BE 250 S pe i, X E LA S8 k4%
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Ve AT A i — PSR SE . ST
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COVID-19 H A AR BEARE, REAFL B0 G
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