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Research Progress of Immunopathological Mechanism for Influenza Virus Mediating Lung Injury
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Abstract: The influenza virus is one of the leading causes of acute respiratory tract infections in humans, which
consequently may result in extensive pathological lung injury and serious complications. Upon infection with an
influenza virus, both innate and adaptive immune responses are induced, while studies showed that improper
regulation of pathogen—induced immune responses can cause excessive immune—mediated injury to lung tissue. Here we
discuss the immunological mechanism for pathological lung injury induced by infection of influenza A virus. By looking
into the influenza virus defense mechanism, we hope to provide some theoretical guidance to optimize influenza A
therapeutic strategies in the future.
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A, RS SRR AR T o R R R 7 A T 2
SLTE BWFUGGE R AN, b R AR A T
¥ T kB(nuclear factor kappa-B, NF-kB) A&
% 1 -1 (activator protein—1, AP-1) 54k, ®imRfk
NF-kB Fll AP-1 A% 5T Ui 22 ol A= W 1 ) B
RAMAE T, WEIRIE R F —a (tumor necrosis
TNF-o) . 1404 % -1 (interleukin-1,
IL-1) . 16, IL-8 5. WRIRTE A BRI
G e Sl N e i NN TR e v s ]
RIS AZRE , DTS R RE AT 2, KB SR
BB, EREMAEY KM . RN MIR I
Jits 6 B T 240 0L SR AL R AR A IR T
TEHR B3 W0, B b R A IR BE | BT
iRl Ok S AT KRR Y L OF S DR <
PRRLANIIG 22 o I 1 56 21 4 2 M 20 40 TR &
B K b ik gt ) o /2 — Sl s, A V2l
WL E WA, SR i B A A I it 3 B S A
SIS TS S 111 1= 11 R Y A 111K N 151051/ 9
P20 2 10 (32 0 PR A DL — S R 1 24
FEL) | 3 P 4 L, P I A R I A R i
[F1) B8 =6 200 1L A8 LA R i 768 /)8 1 A8 T BT LT 4k 2 1
A, AT AT BE- BUM R IR S o i i 25 14 i ¢
J 3 0 AR R 9 B i A (I 2R i 96 40 i
Az IR B (R BT EF AL . A AN A i (32
ST CLA AR AR )R, BT B HINT e
W RIUFBIN I 2, S £ 2R IN
WA ESSERMG, 2 2% RBEER ., HN
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it 0 1) VR, it 9 45 o B Jmy ¥ 0 I A I 7 1
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1.2 R i FE R R B TE I A B TE R
A LI Ve — E FE R b2 T S g 3
o DU B B2 IS, 77 A= UK FIRY S 40 i
o, AN S e FE PO B B b B AR A
X, HFZh TR AN S, HGUE U2 A,
Ao I RE . —25 8 TCR (T—cell receptor)aBT 4l
Jfl, 53—2 AT 4L, Hrb ofT 40 h F 22
GPENLE R T A0 o MR 20 i 2 1T A8 HRAE 1 201
AN, A A T dA o3 NS, RIF CDA'T 28 i
FI CD8'T 4. MRAEHINREA R Al 73 e —K
VRPN A, A5 B T 41 (helper T cell, Th)
FIFHIYE T 40 (suppressor T cell, Ts) ; 35— M5
NHE T 4 i (effect T cell) , 35X M T 40 3
(cytotoxic T cell, CTL 5%, Tc) FIEE & BB HYE T 240

factor— o,

(TDTH). CD4*Th il R RE /3 WA T 4ifite, BP
HEBhE T A0 AR ARG EE T 4. CD4*T 4R
PR3 B AR . T 24t 6 o0 H ey 4 i ) 39 8 Fn o34k
PR S A (B A BVE A . A — 20k, g
R 7= A= 118 240 i R 7 AN [R) 1 98 15 T RE 43 B2 Thi
1 Th2,

CD4*Th 21 M AE BT it Js B 20 R v UIp A f 8 4 g
FIRAHEAER, KRR TR, I i
Jent FE B CTL 40074 o Thl 453 1IL-2 y
T4 & (Interferon y, TFN y)SEE RGN TR+, 1L
PEANAGE , S0 G R T AL, ] 1gG2a LA
SN AE B Th2 20 00 53 96 1L-4, 1L-5, IL-6,
IL-9, IL-10 A1 IL-13 ZH RN+ R F, (e
BE, WA SRE . Thl 4T 7= TFN—y Sk FH
W I s i A S A, e B IR B — R I Th
PN o FE /N ERIVE W T B R IR A R,
JE T R ) S B P AT B Th 20 MO 588 SO

CD8T A AEAERs B2 W BR Tl /R . = EBUR
PER RGN RE . BhZ CD8'T & S 8UR K
TS AN e 2 BRI . B A B AP AT TR
BRI S PR AVE T . CDAYT 4 M58 13 43
YA ok R PR Ay Thfg . L2 20k B 4
L7 A BRI 4E 3 CD8T 4 I BE, LAk BR U 8
Bl CDAT ALl = /N R BR B IS BR 1EIR , CTL
0 A 0 VR G 8 S IO A R i 9 I 28 HR I PRI
Tl CDA*T 40 jo % 4543 CDS*T 20 Jfd 1) 40 v e V6 11 A
BREICIZ TN RE R T A T . CDAYT 20 i3 o 43 9
IFN—y. IL-2 Fl TNF-a /-5 CD8* 4l ey J v, 7
TR T R e R R R AR PUR SRR, AR
HMA LS AT BE I E R AN AR, TR P T
R 2 a8 2 R s 7 A0 it PR Ak R A e L
T 241 it 380 35 Je G A7 s o P IR ATL AR A S 5
Ak, CDAT 4R Sy 10 1 T RB A 5 it J8dis 2 Pk e
() IR S W

ERSEMT, CD4T F CD8*T k[ 4 il #H B 4
i, BREREA, de WK IE 3 00 ey N2 o e
A HINT FESHEE A, BT CD4'T R4 Al CD8'T
WREL A 2 53 R R L R, DR AE & A T 4
MR H 2 kA0l HRD HINT iR 7 L
H CD4'T ., CD8*T bk EL 200 it 266 %o B I 55 6 BEZH BH S T
¥, $2R8 CDAT. CD8'T WL Z 5 TN i BRI
A, J3Ah, CDA'T Ik B 40 i AT 38 2 43 TFN—y 45
i B R TR F CTL B4R 40 e 3 fL i CTL, CD4*T
EEL 200 6 %) sk 2 3 — A U 55 o T A A P AR
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CD4*T F1 CD8*T ik A4 X 5 i 2 1 & ], H:
H CD4T WK EL A 5 6 BEZH FL A TG B 22 5%, CDS*T
LR M B A ik 22, X REAH 7R HINT ik
s 15 T BUW S IR — A FE, (B CD8'T ik
EL 441 i A5 %k BRI 34 22 9 i DR S S B A
Powell TJ S 5T B, EHUILIE #5121 S i 1ot
i, CDAT kA M4 i A (B S, CD8'T itk I 4t
MBS RS £, I HE S0 B AIC T HE CD4*T
WREL AN BN o A7 SCHRIRIE , 205 PRI B B T DA
W Z2 AL E PR R e RN, ok
A 45 33 A 3 BELA 82 40 DR 1 o R ik ok 7
F K s SO AL o e B B HUA S W5 ]
A N S ROV AR AR, A B AR T AR
G N A T AHEA T A A S e A P AP 2L, B
A T8 248 L2 35 1 e s B A S S A e, 7 AR T
IPIBPUAR, S 5IRBRE, CDAT — A 7ER Bl
T 4ifd(Th)ZRIA, CD8T ZRIXTEMEITE T AHA1(Ts)
A T 4000 (Te) b, CD4*T. CDS8*T itk 4ok &
T3 M G SO AN S KT o AT B R AL
PR T HIND B9 585, A I B 21
CD4*T M X BT R R JE% HSNT 41T H AR
& HINT Z417E B 2400 . CD4*T 4802 . CD8*T 4 Jifd J 1fi
ZES I EYE, ENA SCERORGE, PR HINT i
s N CDAT ., CDS*T bk B 41 i 466 ot 45 A A T
{eERRXT R A

2 WA EFERENZERRTH

“HRRLIN R RHUAR R IR e R T
4 e DR S fif 2 A0 RPN BT (RIS AR . A HH
e BRI AF)FRIN RIS, B I TR
RGN A T (TNF-ac . IL-18 . 1L-6 %) Mok
YRR T (1L-10 58)FR I B E BT, WEHH EAEH
AEEU Z I LUK YRR 8 . Bl
MEFREAR , VF 29 i e & T L St v I 25
1k, SEZEIT,

WFRSE N, MEESTER R, KRN IL-1,
IL-12, IFNy., IL-6., TNF-a. IL-5. IL-10,
1L-17. IL-23 S840 i 8 7 s Wk B A BT, HAE
FE B RS 5 (1] v TL-6 F1 TL-10 B4 2238 7K 44
wewr, UEmINE GRS —UE R T
() — BB Aoy 45 SR X — P UL, e e
WA SRR RG AR ERRABE TS
LR G295 2%, m Rk iy 1-1, 11L-6. IL-12
1L-23 5 R R RE R A OC o 15 B0 P i 2% B¢

JERYL A 5 1 il 2R 0 B 45400 R T AR R A i R
TR 7Yl B A KT Re R R 51, X
LR F 5T Z AL UK B . salisk — R
i 8 R 2 P 7 A8 Il R A i o i SR AR O o T
AL DR D) AT LA BRLAZE 200 B K T 96k EXL 400 i p 4 i
STTEUN (1K= s )05 A S/ A

IFNo/B VE RN HE PR EEIN 1, A PO 5E e
PEWNTIIBE . TFNo/B 755 AUEE RNA AR () 2 11
(double-stranded RNA-dependent protein  kinase,
PKR) . RNAasel/2’ -5’ Z£ fif 1 12 & B (OAS) F1 Mx
EOAMERIE, TEVRENEMN. IFNa/B SZ K
STAT1 K2/ N ARG SE BRIk ], IFN o/ B &R
B AE it S8 B AL At wE e e A AR, A
BE 1098 PR B3R 5 R Gy Rl I M ey s o 36 (R VE
IFN oo/ B FEIX P 5 AR ELAT B2 2 s,

PKR il RNAasel/OAS Jy & WLIGHUEEER 1, Mx
B UTEDUN B8 1 A e B 5 A R Rk, Mx 2R
J&T GTP BRI, FEARE Sh W i 26 Rt A7 AE
0 e o B A0 A% T Y TFN o/ B AR BRI, /N B
Mix 1 A% 85 11 RE A b A1 1) 3t S 2 sl LAt 1R
BRSO MxA R 1 RE A0 D Jois B2 52 1 D &
AP A B, AR S R L KM 1 S B
Sl PKR [AFERESAM G i B 1 9 & 1 . RNAasel/
OAS REfZHE IFN o/ B W5 FHIBTIR BE U o SE KA
L] R 1] Y 0 3 S 2 A S L ) R S, 44T
T 2 B[] Y300 3 7 1k B 28 LAV BRI B PR T L
PEHUR A4 E, IFN o/ B i85 KA N i A2 IR 518 &
B pE I : DIFN o/ B JE 1T AL E -1
(monocyte chemotactic protein 1, MCP-1) , MCP-3 #/I
IFNy %525 1 10 (interferon— vy —inducible protein 10,
IP-10) FEPRFERD, ik — 0 SR A / g
YNAFN Th 20 B 7E R BB 38 e, @IFNo/ B 18
TE T MHC Bt J5 558 PR 2 58 41 e i 318 2 o b J
PR AR, BIFN o/ B /& Thl BN AR Y E
FEBIRF . IFNo/B 25 T YIS, 4R 1L-12
FITL-18 AL E, 58 IFN v 78 NK 40 A1 T 40
H e, DL EZERIGEIR IFN oo/ B ZESE R AILE
Jof P B P e R AR R JH A 24 FH b R R R
B I,

P 700 25 e % i 1 00 o L 3 A A 4% 240 oL PR
IL-18 . TL-6 Fll TNF-« , FHAEH LR PR
PE, T & IL-1B . TNF-o % 5 {2 # MCP-1
MCP-3 J R 26 35 i S 41 40 1 5 240 it A ARS 2 240 i 7
B, DT 58 RAE S vy, HE— 2 TG AR BT IR 2R A
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TERIES NI, TNF- o BB 3h 5140 I 2T
A R A i (polymorphonuclear neutrophils, PMN ) &
£, JFRBHGR PMN ROARERE T, {2 PMN JBEAS0RE A
FERCATIAR , HE9% PMN PR &, A K fg it
W, A BN N AR, B R B A I
VY R AL R BT R, B R A I 1 S
S PN B A0 YRR TS R S A L DR -, ] s 41 o £ 5 3%
PE, BiFE B BTEEDIRE , TR RN & £ 40 F
BN TE . ZEULIE R, TNF- o BRI BRAX
- E WA & PMN B FR B TNF-« . IL-1 4§
PRVEA T, HE— AL PMN [ 00 RS i v A
KemRg B A AR B, A S A MR U B
I H BTG RIANE Y R R e i E, PR
R R T, XS R FE b B 55
T, =BG ORFGES: 4 B 5l R 9 1 J
SEIPERI N, A SRR

e TR S SRR B S 114 W A0 L IR AR TR T
1L-1821, {23 IL-1B . TNF- o HIELL T 12000,
IL-18 BY— P EZIHEETE IL-12 F IFN o/ B HY P[]
VTR B0E NK 2000 T 403427 TFN v B9, TFNvy %
6 B AN A — S A N F (IFN « /B, T1-12
FITL-18) AYZr, P20k NK 4000 . EVE40MA T 20
MR IEN y B0, 8 T —ANERARIE . NK 4
AT 4 M 22 (8] (%) 1F B2 45 81 % . IFN y P 4l B S 7
(IL-12, 1L-18, IFN «/B )43 o 0 ol ot 4 e e
P AF ELAE T (T 42 AR ), BRAS A 12F 440 it S s
S DR ER AN N e | R S R R S PN S v
IL-18 . TNF-« . IFNa/f . IL-18. IFN~y Fl#fk
K WA BAE FE B — AN S 4R IE U 2%, A7
PR SN FH B S Th Ni2&

1997 4F-A s H5NT JEe i) £8 35 I 37 o aT RAAs: il
FE KB 1L-6, TNF-—o . IFNvy M IL-2, i {E
2003 ~ 2005 4[], [F) A 2% 1 S e 1Y R E AR L
HINT e £ 5 38 HmT ARG 81 e vk B2 1 e Ak IR 7
IP-10, MCP-1 £ IFN~vy % 5 7= 4 () ¥ B W 1
(monokines, MKs)PY, 5 H3N2. HINI #Hkt, HS5NI
BE B A A5 T R A R T e A, e R
TNF-a . IFN-B . IP-10. MCP-1 #1 MIG, & A] L)
7 A KR AR -, FE ™ A 5 s BT AR
I 2] o Pk 2 i Fa Ak [ 1L-8, 2003 4F, HSNI &
P BEEPEE ] BT 55 = KE ) TP-10 K MKs,
FA— LG IRER I 1L-6, INF-a Hl TNF-a 7K
SR 1 1 B R R 2 (A ) B DDA G o XS5 IR T
F 7200 R Rk DR 1 2 v e N i

5 7SR AR R A PR AE 3 — W o PRAMIF AT IR S
5 H3N2 JBR AR A, HSNT S8 27 AE 5 A7 20
P N A CE WA M 3 s 2 MG DR 52, 3k T g
NS1 FE ARG, X— &3 R H5NT 3
T 5] Hp B A A 5 P A0 B PR e ik e TR
PR MR R g AR T AAIE

3 HiE

ZE BT, ML R O B 7 AR Y e
NOZRZJZMI . RS, W& E ENEN 2 A
RE, P X e 1A 08 PRAR S T, N
Jo) G v A i — o g 225 R 2800 2 5 B80™ B 1) e 8 i 2L
PEIGT . IZHZ A S IR A5 TR i bR 5 &
KEERER . BA SRR T 2R g 7 &ow e
EAMS HMASRELZEE SR, —JH, WiERgT
A AT ERE £, B, 5 R b
X — 7 BRI B ZEALAR P B3G5 AN . H T
R IAT A B — 9 R AR bR C ) 2 8 U T 9 A
G AR, AR, 55 8 IR A P br ik vl LS
Ay 20 B RIS . AR, 2540k
PRIGUIN T8 B L B e e 38 1 5 A 5 — A~ 45 B8 7 A b
R T S R A R TS, DA BT X ik
PRl R BB 7 A T B mH, 2 RSN
TG B J5 A D DL RN & e il 72, 76 IR 1
(AR AR o S 2 1 S 1T 259, RB A U iR
R IAE SN o MIUAA X 9 B S8 G 114 B oy TGS 495
BT NPT A R A B I A R E R, E
FATRE S 1E B L R i Aa L Rk, FEASKR Y
WEFE Y, X e 3 i b B DR s A 2 T i — 2B R &R
A B R B R il 45495 BT T TR RERT I LB o R,
o 3 o AR R B ARy R AR MR DR AR R R
V) P14 P B A O 2R DA R DD S e 3o R e 1) 43— F BIL
KR BORBEZEMIER . #ln, 2 F M4 5
M HSN T Jkie 5 ity T j 200 B 26 S R 1 sl 2 s By ot
FEO DU SN A I A N I N A S <40
HRF R SR, R, E— A aE 0 N 7
W28 (45 S AL L AF S i 7R b A i R 2459
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