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WE 08T IAV RBEGUN T S5 S BB gt e . A B FUBON 35 (A V) HUE NRZ RS Pl R EUm) EER ], &
M AN S TAV 5 RS 710 PR A 0 I R IR O A BRI TRAT, R T TAV BB A = G 5 S B D SR . Ok 2

PIESE R ], TAV CL20 A H B I SRS v A 32 i B #5455

NPT AR A G 4R B 2 (A (NS AT PBI-F2). V& N Ffif

TAV BRI SEms, A B T4 TAV BB BLRI U BLER X TAV BIH00 75 25 D)L bR,

KRR A BGOSRk, PSR, NSI1, PBI-F2

BRHEKE  Q939.9, R392

A T3 B0 B (influenza A virus, 1AV)J&H %
JBE A7 E RNA i 75, JLEED AL B 8 AN 19 B i) 4 i
RNA(HA, NA, NP, M, PB2, PB1, PA Al NS)Z1 i ,
Gnhd 11 Fpdr s, oA i %t 25 (hemagglutinin,
HA)E TAV I E BRI E D, B R Edi&
16 5 0 M 3 100 1R 908 B 52 AR MR -2, 6- LB
A/ BRI -2, 3- PFUBE, A3 EE B A
M, EXT HA MPuR BA TP RS ER. phE 2R
M (neuraminidase, NA)J& Y3 #b— Ff 85 2L 3% 11 B £
H, B REAKME A M TR e v 1R, R TR0 75 0011,
BEXT NA AR BBA R ANE R, AR AT A
S, AR SRS, A% 8 H (nucleoprotein,
NP) AL it 4 [ (matrix, M)ZE IAV HFELEC IR SF, H
A RVR e PE, R BE R S I 40 M EE T b 40
(cytotoxic T lymphocytes, CTL) T Z 48 AR 0, 53 &b,
M2 VEN B Il IE A HA £ s F2 i3 il sy 2R A
WK pH B, 500 25 M 576 I I A 993 B8 0L 1 N 6 24
55, ZPUIAV Y E LSRR, BT RNA v
B 5 NP J¢ 3 MG A: PB2. PB1 Al PA AHH.
1 I A2 8 12 R 8 6 W—— T s A S
RNA (g /NS, T H R Z R EETE, Wi
PrRALR S EE A . JEZ5 88 1 1 (nonstructural
protein, NS) FIT >k ALK PRI FE PR AT AR [5 1524 G
f 1K) PBI-F2 AT Z Ml 5 LS, 78 TAV fue i
e R AR EEEH].

1E5 1 FR LA S, AV KJET

Fob M R A 32 (0 e SN, AT AE A A A
FREEATAE,  FEANI G B AURAT BRI, AMY
208 B IRIIE B K IR TR, iy Hoer AR g
JRERE B FE UM . TAV XE B0 P s g8 EIR R
PP 5 JERRIRE 1 G S N RE ) 1) i ARAR G, A
U, RANERAR TAV JRREAE - G2 D A 5 1 (1 SR
A B TR 75 TAV BUR I ALE, o HATBY Tk
L5t HERR . AT TAV S S 1 T ATie
J7 5L Al

1 mETR

IAV [FJFEPEI 41 B 8 AN 1 B i 4 i RNA 4 %,
50 I BRI AR T RNA [ RNA K & 1
(RNA-dependent RNA polymerase, RDRP)# 1k, HH
T RDRP 6t Z K [5G, KAREA R 10* ML IR
RSB AR, Ji5k, e A R R A
HA F1 NA #3E, 2IHE 41k, HA &4 16 M
A, NA WA 9 AN AE, A[FE K HA AT NA (40
A RETE OB 22, I HAW 2R ] (A8 AR
2, WMPURA R IAV (0 E BRI, AR
BEE AL EAN], 1T 53 o4 2 112 AR S A0 P A

* ] R AR 2 e L a3 S 4 Bh 0 H (6002).
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HA F1 NA J2 1AV s EZ R P, & Xt
HA 9T BAT R AER, %o 2 L R i & AE
HIRUF AR ER, &5 NA U RE A2 1
FEERREE . T RNA 3 85 55 PR 41 52 1 i fR 2 4
ik, HA 50/ Fl NA PR SS & 07 iU R R g
SEepR g ARk, WPURIES. I,
BE 0T RSEFERR M BUAR A BEAT RO AW 88, MM
SRR RE 2 TR ey AR TP AL R k. 7
1943/1944 F1 1944/1945 i &= 15 A 8005 1, 4E
1947 FF5g A R e B E, dE— 50 R,
1943 EHR BT 1947 4F05 BEFRTE HA R NA HiJit
PE & H G LR e 40 7 AR AR W 2 2 w0 il
Humberd “6WF 70K, BRYLEFXS J5 41 R Or 259
PIPLIEPEAS 7] T 256 R HI10 735, £ HA 1 NA
AN AR . BBt R, fESEA HI0
FIGEAR H10 4 85 (B A7 7E 10 M2 SRR 22, Horp 4
LT HA 73 F I AEPURAL AL, IF HAURAS ek
SRR BRI . SRR, K8kt
PREFERN G 2 FEUIAV PURTEERES. X35 A &
EERFKATT, IERARIEEM AT, AV #fe
T PR ERS R REAE 11 G 5 N

IAV JURAR 5 1) 5 — M AP 4, &
S FER A kAN [ EE R R R S R e AR AT OB
HA 5/ Al NA W R RSB bk, X PP R A
KM EA R LR T R AR R AT, I
AR AR BRI, A iC 0 i LR
ITHE 1AV PR PR AR M. 1957 4 11 F YW
WK H2 HA, 1968 4F & Ws it & K AT i H3
HA JUBE 51, 1977 44 2 Wi oK AT 2
H1 HA 800 2 AR IR 7 0.
1.2 AEHERTR

CD8* CTL 18 iz TR 5w sk Qe 4l By | 3= BT 2R
A 7% M & A 4K (major histocompatibility complex,
MHC) I 257> 7 2 R PR IR, 767 R /2
PR M i S N R R ELAE L B R
CTL (1) F B WS 5 & AE CTL A7 ml ik 2636 7. ) 3
FEHIR B NG IERRISAR . I L) 33 471 59 75 2 1
FESN M RN T CTL AL GE % 2 9 MR IERR I
WOAER EZL, TRALTHIA S XS54 MHC T 257
U 5 R S CTL K 0 # 1R SC B 0o, [A ik,
CTL K A7 N #Ek CTL M 3 7 41 5848 v] e ff: b CTL
SRR Mo 24 8 ) AR

wt IAV Kii, NP R M 200 745 M CTL k0
N B R, A CLE eI KZH CTL R4
PR AR, AR1T, UK CLZRUFE B NP & FE R A 5+
L TRk S CTL 6. 1993/1994 i 2=
o, R B Bk HLA-B*2705 PR ] P 2% A7 NPsg 301
(SRYWAIRTR) F1 HLA-B*08 B 5] 1 2% 7. NPsg 355
(ELRSRYWAI) 1] fifi 5 5% & NPy K 4B R A
R384G, ‘FHULFIRSE A T 4570 B AL B L A7 1)
WEERE, JF H gkl 7R e CTL 1yiRmeem,
Berkhoff St — DRI, 7E/R4F R384G 58748
FEE RS TR R e T i R . S Ah—
AN B CTL R A7 5 141 1 /& HLA-B*3501
BRAEIPE CTL A7, iRy, X kir
NI IZ MR P 5, AR SR LU
HEIL, T ELO A AR SRR S 1K CTL AR AR
T TAV i BRI, R WA SRk i T CTL fuji.
AT, 78 NS H ORI — N2 1R B e 3 B0 R
Bk CTL (1) HLA-A*0201 BRAIE L AT NST pm- 54,

HILAHER H, TAV BERRIE I & s i 58
AR TR PRV S SN, T HLRESE I P A
J AR A E ¥ CTL [V

2 wALHBNER

EAE AL FErh, TAV BT
PUEAR SR ERE - 1) Sl e N A, I ik 2 L
Wy F1(NS1 F1 PBI-F2)F-# 45 3= 000 8 o )
I, AT 3] G e 39 3E 1 H ).

2.1 NS1

TAV NSI 4 N i [ XU RNA(double-stranded
RNA, dsRNA)Z 5 Db C S (KRN DRt /&
XU BT SRS I ) 2 DY RE R R R, A
G 7 WA S AT T E - 7 K B/ R S
P SN
2,11 FH1E ERR G Y. IFN-o/f RG2S
TR R G B —IE B 2. WEITER ], AV
NS1 BEMZAS/KFT 90 T 8 IFN 1 5006 B8 L) fE -
a. FEgIKF, 4EH RS FIE T (retinoic acid-
inducible gene T, RIG- ) 7% Mo o i A 1R )
I B ALEE RNA 75 5 IFN-B 19 /8 %11 7T {4 (sensor),
NSI BE45# RIG- T, FFHM] R To0a M1 e 5 -3
Woi, AN B 1 TPN-B # 50m09; b, mRNA #%
KGN L sk, — i NS sl a5 5 P)H 52
JIf ¥ 12 {6 ¢ 7 Al 7 (cleavage and polyadenylation
specificity factor, CPSF) 30-kDa I %t [H W IFN-g
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mRNA [ %5 L0, 5 —J7 10, NS1 fgft ]
mRNA i th g5 FZ AL S0, 580 mRNA i
HBERG, JEH FIRMEE IFN 1A 1A% fLE 1 9817;
c. FHIPUREERY 73 75 TE, NS1 N Jij dsRNA 5
A G5 K S0 1 P IFN-0/B 15 510 27 -5 S IR IR
4§ (oligo (A) synthetase, OAS) /RNase L 7% It
SKARY 3 B33k 5 TFN-B 52 (P00 BIRES0. XUk
RNA #0685 3 PKR J2& IFN 5 5 19 EZHU0 5
RN o1 BOE A PKR fEIE R MR 1L BELAZ
URIRT elF-2a BT FE 8 A B 5340, NSI fig
B E 45 A PKRON Sig JF 400 L B0E 0, A 2k
PKR AP0 B AN

RNA T (RNA interference, RNAi) &1 1= 41 i
FARYUREE RN, Tompkins 25(2004 4E)HF 57 & B,
TAV 1% 5 1 808 1 28 5 Il OR 5 DX 30 R e /4
RNA (small interfering RNA, siRNA)RE AT IFN
PURREE RN, [ R HS A H7 WA 8 5RO i
e/ AR, 2 BRI T e/ RS P 1R
R, JFRefRY D RARPIBUE B . 5 A X
¥, RNAi & 1258 %5 Dicer 23 51 it B0
PN, SRR AN M T . A R
&, 1F Vero 40 o /= IFN filivt [ 2 40 il A549
H1, TAV 75 mRNA 7K F1EE 507K S 58 ) 4
Dicer JAER, X1t H] IAV 515 L4 i 7 RNAi i&
BATAESR “XHPL” . ©AHEWFEM, HIV-1 Tat fig
J% K& Dicer #1744 dsRNA 1 L Ji& siRNA 11 BH Wt 4
ML RNAG HURBE & N2, Sl R I, NSI GECE
HIV-1 Tat RNA JERIH] 1, #F1) Tat §k 2k HIV-1
AX SRR A I, X NST AT REA TAV HiiPTrE =
RNAi [ RENE RNA BRI
2.1.2  FHAE AR S . B SOIR 4 e
(dendritic cell, DC) & 1% 82 KR G 93 Rl SR A3 F0 9% I
MM SE, 752 5RRAENE . 1-IG I TIfE
SPUR P B 4T e A T 4R ) 21 4
I RHEEE/EN. i, Fernandez-Sesma %52
X 4y BANEE A VST K DR 1K TR 4 R B EAT T
58, KIL, NSI GEFRf - EHG DC . M T
S0 MRS PE 5 S, §94k DC R DC 3 T
g NI RE ), IS S IAV B DC R
HBARKGE Thl g0fi6e ). BRIk, NS1 geid g
6 DC R3S B TAV 283815 32 1 3R 43 P e g
JFava
2.2 PBI1-F2

PBI1-F2 J& i >k K BB K, & i1 TAV

PBI SRS AN TR AE S Y, P 2L C g
o o WEHEN TS, R TR AR N . Ab
RN, FEREIERE T BE R A M g T, IR
i e 1 s 240 L (0900 T, o A v e 4 A7 il e
R - ARG, SN A P RSO T B R
FHEAE I HILR AR, — 7 AR RAR G e i —3
I RAFEGIE IS TNRE, AN B2 LR 48 I R
SNEPUR,  Ji T ABURIR R4, AR HT
J5 S h CD4* Al BIYE T 40 M 75 5 3R Pk Fe s .
DRI, e e 40 B P R AN 3 T 4 B R
SR, T ELARTE T R s, NI WiAg
T EAAOER B . X E TR —
AAESZ. PBI-F2 Rl IAV FIEFA 7Y TAV e /N R
Ja 3 RAEMH S HIKPARRL, B PB1-F2 bR
HIAER B 5 K5 PB1-F2 w5 280035
SR, BRI B A R B RS Bk B 7 K, FFH
Sy 2 AR B e U PR B R R RN B
SR P A R,

3 4 5

IAV 5N ZFEPIREIR R G050, MY
R BE R, T HRE NS A FREAL) 1l 35K g
Wy, AR H R TAV B (1 TS5 R YR TT 5 15 AR
AR, T TAV Gl DL ] 1) HE DR 38 A A e 0
15 Eor K RA R EBEE R . Nk, SR
TAV BEETE 3 Gufie IOV S, A B T3ATTIA
YU e R A FALEE, s Eum L, i HL
A W T R BB (0 TR FIv6 7 AR, AT kA ks il
TAV B Bp Sl 7RI 7 S 78 At
J&. &0 IAV BRI R 528, Zhou ZFEMLL M A
NP 4 #8 £ siRNA A 2 - A6 17 AN A7 8 TAV
(ELF5 HSNT w800 M & i B 8 0 S ) =2 ).
BRI, NS1 A8 e [ AN EEHR 45 /4 F2F3
254 4 e CPSF30, 11 41 g mRNA #i {4 (L35
IFN-R) I T, S87A% 3 NS1 45 A 47 5t 2 8059 9%
B, JF HA0MR A %% F2F3 () MDCK GEi i BH
NS1 45 CPSF30 1fiy 1l AV [ 52 5129, 31X {5t B
NS1 (1) CPSF30 25 & 47 sUZ T REEN TAV P2y
VIR AERE bR, T, Baskin 252 NS1 #5641
SRGGLIE BE P ITE e S B, R B R
Jeis SRS I KOS AR EEE A LG, AT OR
2 IFN BUBIERIRIE, 75 5 Ja B = A2 T IR
FARGIE N, BT T S AT 08T I 0% R
Ne——A 7 [P0 #2455 2 e CD4™ T 4H o 38 4
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Strategies Exploited by Influenza A Virus for Evading Immune Responses

ZHAO Pu, ZHENG Yu-Shu", QIAO Chuan-Ling?, JTA Bei-Bei", LIU Xing-You"
(”Department of Animal Science and Technology, Henan Institute of Science and Technology, Xinxiang 453003, China;
2Harbin Veterinary Research Institute of The Chinese Academy of Agricultural Sciences,

Animal Influenza Laboratory of The Ministry Agriculture, Harbin 150001, China)

Abstract Influenza A virus(IAV) infection is a major cause of respiratory disease in human and many kinds of
animals, however, either seasonal “flu” outbreaks or periodic world-wide pandemics caused by IAV is mainly
attributed to strategies exploited by IAV for evading antiviral immune responses of the host. There is growing
evidence that IAV has evolved highly sophisticated strategies to overcome the antiviral signaling, such as antigen
variation and encoding accessory proteins(NS1 and PB1-F2). A better understanding of the strategies exploited by
viruses for evading the immunity is helpful for us to reveal the pathogenesis of IAV infection and discover targets
for the development of antiviral reagents directed against IAV. Therefore, the latest progress on strategies

exploited by IAV for evading antiviral immunity are reviewed.

Key words IAV, immune escape, antigen variation, NS1, PB1-F2
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