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Cytokine storm in ARDS
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Abstract: Cytokine storm is an excessive immunity for the exposure to the viruses, bacteria, nano materials and et
al. Acute respiratory distress syndrome (ARDS) is characterized by the diffuse damage of capillary endothelial cells
and alveolar epithelial cells, due to the cytokine storm in the lung. A variety of viral infections, such as SARS
coronavirus, 2009 HIN1 influenza virus, avian influenza virus, and some nanomaterials, can lead to cytokine storm,
thereby causing ARDS. No specific treatment for cytokine storm and ARDS has been available. Targeted therapy,
such as monoclonal antibodies, aptamers, or specific recombinant protein, is potential therapeutic method in the future.

Key words: cytokine storm; ARDS; avian influenza virus

ks HEA: 2015-03-03
*B{S1EE: E-mail: jiang@pumc.edu.cn



5

TKIEEE, S MR SPEMREE LA METT R B A M T 555

S M DR X, SRR D 4 B DR 1 B A 4 BBG
(cytokine cascade), B /=y 40 ffd (Kl ¥ Ifl JiE (hypercy-
tokinemia), #: - [l Ferrara 2 " T~ 1993 4F £ #% #
W) $i1E £ (graft-versus-host disease, GVHD) H #
e, MRS T EE. Q0B GORRNEE SR
B A i — ot B s . AR IR JRGER R, 2 PR
TSR PERCA R R A T i R 1 T Bt
L, fEZMapEFaEHS BE T RE A,
RA SRR TR R EING . DheEmmtT: ¥,
SR FFE ZE-GAIE (acute respiratory distress syndrome,
ARDS) =A% W faERE, HAMS. WIEHE. A
ST FBCA IR, A% mik 40%~70%. ARDS 4R
AR R T AT R i DR - XU = T 2H 2 b SORE s B 2k
5, i B T s N ASE K R Y A % 4 L AE it rh O
SR W T A R S P O 1) S 4
38 ST 6 A AL P B A R DA R it v B A o e
PER, KEBHEREMEHRZE, kKRR
2P Y5 it 7K e ARt ] P A S IURE (PaO2/
FIO2 < 300 mmHg). H Al K 2 A ¥ ARDS 2 ¥
FR#ESE 2011 SEAEARARHE, ARSI I B] G4 I E
J 7R R X A v Je FoAth AR 32 3Kl 5 AT T
T2

S f IR T e R R e BE E AR . 2400
BRI S IR R A M R 1T, TR kR AR
XTI e NAZ IR BRI B B RCINTE R fE, R &
B IR 11 AR ) S i R FE N 4%, i Th2, Treg 2540
J e R AR HPER R, BDE IR, FRpiE IR .
SR, FEFSCHE LT, 6 BRI G E) S O LA e 2 1A
5 28 SR AT, 5] S PR A IR XU 3 B A
TR SR L 7 25 1 TL10 B[R p g/ fop, 1L-6
SR R A M IR ) R T, AR AT DL R R A
=, AT XEE S S0mm N E Y,

Z Pl B s, 0 SARS R EE . 2009 H
BHINT FUBRRE. SEH T, B SR F
T, HEURE R R LS Hh TL-17, TP-10,
IL-6. KC. G-CSF. GM-CSF. MCP-1. MIG %541/
BB RS . MEFXRE FRRES
Y ARDS 1 B EEAER B, X s # R S
MR GRIZE RGP, ARLEHRRERR, 4R
KR B & 77 A T R IR U N, S A
25 R AT L AR IR O R IE e 1 1 AN W B FRIBUK,
fEfFZFapErRE AR, RAFBRNEZHEET
G, DIReE e, HeL, mAMIERMmE IE

IR EEA L, 2R RINLE A 5 5% R
LI R R T R RSO R IR, AT 3 R A8 A
i, PULE T AArmEgE . SHF 7 1E 3, R AR R AR
HABE UL AR 1,

2003 4 (1137 K AR Ye PR 5 3 7 B SR PR 25
1iE (severe acute respiratory syndrome, SARS), H:
JEAR SARS FEEARI # 8 T R EE R, SR BRI
TR ZAAE T ARG, RN ERE M+
BUF R 2 — o SRIMTAAT A X FlOB R I SARS 7R
EE, FE T i e T AR O A IR B 1) 99 B
R MM FRBREHL PR E T EEEH. Xu
2 U@t 5t SARS 38 RIRF b (R ) (B (£
ARHA ) F A 1 B it 5 bk T 2 2 ) 4 i 1
RIEVEATINA M, KB SARS TR B YL 15
Sy TH &K T 10 kD & [ (Interferon-gamma
inducible protein 10, IP-10) &y 7= B AL E 1) 2 5E # 1L
K7 T, S EUMET PR 40 B AN T b Rz 4 i 35
i, BRSNS . 1767 88 5] SARS & # Ifi
TERIAEAESE, SARS FAARFEHFE R T v THREAM
KIRM A0 R 1 A, 125110 530 SARS 35 10 6%
FRER G e T XS N EB 4 SARS HE HEAT 1]
U BE 2 A M R B, FERIS B ERE SARS B
TE A R TR, TT DARR AR A8 2 AN 4 R A B
fsf fr) 1Y

2009 4 H A HINT Ji/@s 55 F 801 ARDS, [
FE UL 3% A 3ok P JORE NHFAE . 4R IR 1 B, TR
TR SR T R Y MR R I, 2009 4
FR HINT Ji Bl B IL-17. IP-10 [k 11 5
# ARDS. 1E & MiEH, IL-17.1P-10 2 5 2 T+,
1M 4T IL-17. IP-10 B 5 B H1 44 Xof /N B 7 Jg e H A
HINT Ji /8055 5 5 B0 S I g i By o R # 7 H
BRPE Y, IL-17, IP-10 B vg B ik 2 35 [ 4
Xof R S5 597 (1) PR T 3T RD T B4R FH 2,
WA [ IL-17 L SEFE ST AIN45T (secukinumab)
CL28 7 5 B PR A 2 IR I R TIL 39350 Hh 3R A5 R 4
78 A K P A8 P 7 I PR SN 14D 4 o R 1)
Rt e U, SRR IT SRR, B
WL A

Tmai %5 "9 &% B HSN1 & i 8O0 8538 1 TLR4-
TRIF-TRAF6-1xB-NF-«xB i % 5| #2 id J& %8, S8
ARDS, MR T #E BT ARDS [T EEAL
il BRI HSNT & i B0% 35 5 808 R 4 =24
AACRL (ROS), AL MU= 4 T TLRA Z K (11
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REALTERE oxPAPC, Jifivel WG £ Jfa JE 3R T 1) TLR4
ZARY R, Wi TRIF-TRAF6-IKB J#4 il B ik &
(1% S R T NF-xB, AT 5 S 40 B R - X 58 1 A i
W, SFECSPERI . X 2013 4248 K 1)
H7N9 & 800 @ik, Xt 47 51 HTNO fiti 56 B3
RO AN, FF 9 38 R B HTNO J8e e 2 il 56 3 i 3%
H Ang 1T /P 582 1 U, 5] R i A+ X%,
H th MIF. SCF. MCP-1. HGF. SCGF-B 7k *F 5
Y 955 7= E F2 B A 5%, MIF. SCF. MCP-1. HGF,
SCGF-B. IP-10, IL-18. IFN-y ] H X 2t 37 Hb 5
PIR A (in press).

AN S A AT 3 B0 L R T R R, R AL
PR AL S5 T A Ak S Ui 1 T VA MR GO 9K
b S eI BB vl ofrS AR sk e K K TP () YA
FEVRE 52 J 32 W B A 25 v TR A 17

H AT IR ExT T4 fe K7 X % 5 ARDS i 7G
TRt IT TR, Z2RAS THURRAY. WKL
JREE . B IR N B B 5 R e B
HIRIT I T AR B R VR T R i, B T A
Jf R A o R R S 4 B TR T R AT R YR T
LT ) TR e 20 TR 1 P . o B AR B IR 1 T A
(aptamer), BUEFRFRMEHEN, Jo/ERAHTIRK,
A, A TR AR SR B A A VA T R i U

H A AR R B 2 H oA A Bia 7 25440
DWE R SRR . B B R AR R I Hb D ) ARDS
(1) 9 R N o BE B R R N MRS, K055
RAESEARAEAOMEERAEGE, LEFE
(R R B e ok 24 S T 0 N R, 0 R R
ZARGES G, BENHRZ S A JORE A e A
Rik, REETIRER. 18BN EERRK,
A 1A P B FH BRI B, 8 A R R R R
WERA G5 R, IR BB &
JEAE RFEAERIE F o B8 B iR 1 R LA H A
AT BRI B, AFAEROR I BE BRI E T, B
Z XA T B F R IGIT R AR A s IR ML
I FH ) 8 DA% AT B ¢ 1B 3R I FH 6 DG B 1) R AT
SARTTARE

BRI R T R E T R R AR T,
FH L B g B LA DA B B 00 T (AR 28 K1
KV 20 B R T AR, B R e R 2E R 4
HR 7R, £ 75 S ARDS, filtn, N TNF-a
BAHTIRTT WOMAE A RIS, X R 45 = 1 5
Wiy D 3.5% A2 A5 B R i 2 9% ) R 7 G-CSF

AL I B, T JONE S L R ERR 5 -4
FE ] HE A B a7 I R B R kg A AR
SR T ARDS KoRig v M B & AR P,
EAR H AT 24 AT I PR S8 K 2 Hoalh R OF A PR
M, HEMEEZ B, HARAKIFRIF FDA
e, DARAERH SGHY B B G B M0 45 I PR VR T 1%
P UG RAFTRL DLERHT. EHE AL MIEIT
ARDS ) JE S S ATI R e 3Lt ok B i 3 22,

N HFEECE IR R G L EOR (systematic
evolution of ligands by exponential enrichment, SELEX)
BEAT N L HEAG B ik tH IO AZ IR IE AR, 2 — FlRe 5
o P R T R SRR A B Y. H
I e B 2 A TR IRIE RO, ARS
ZeAE N PR TP L IS T 28, T ) 3 ok I g P A%
i e T A 22 N T S el JUk 2 A S50 1Y) T 34
AR * RBREEARLE ST BRI JRTT
ST o Y RN RS, RSN T IRE
R A e T B 3k — 0 SR S ke, DURILEE 245
FtE SRR R R R BT IR S B A, 2
WL IR IEBC A4 B FH T ARDS Y597 [RGB B 7E

MR R LR RSB 4L, PA—Fh ARy
Fe~ TR TR, ARRE ) R 2 B e ALV P A 4 R A
¥ TR ORI, I G A,
I T 1 75 58 22 [ i R S e e 1

4R 7 AR AE ARDS R 403y 45 55 2L 1) AR £
H AT R R vy F B T H R A KIENLHI
BEATIRADTTT, $REBVR I S P 5 R, AT I
A R RO A BERE, R AR L A
B AR DA St b e A 5 0, R e IR B R
1HIT ARDS HIig1%.
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