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Epidemicity and pathogenicity of avain influenza A H5N1 virus
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Abstract: Highly pathogenic influenza A (H5N1) virus causes a widespread poultry deaths worldwide. The first
human H5NI1 infected case was reported in Hong Kong Special Administrative Region of China in 1997. Since
then, the virus re-emerged in 2003 and continues to infect people worldwide. Currently, over 650 human infections
have been reported in more than 16 countries and mortality rate is greater than 60%. These viruses continue pose a
potential pandemic threat in the future because of the continuing global spread and evolution. This review focuses
on the evolution of HSN1 virus, the epidemiological of HSN1 virus in poultry, clinical and virological characteristics
of human H5NI case.
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HMNERIZ R RE TR, (EFERLR A V2 U IR HE
I AR5, B2 AR ) 5 & (hemagglutinin, HA)
A 2 R 4 Z R B (neuraminidase, NA)
B, HA FE AN EE 6L 4 A6 £ 40 e R R
ZARIEF BIR T AA S LM, NA B RS
T KRS 7R PR T R VR R R B, (R Ak
T BRI R By e AR R T R . Ak, B
IR EAE R TIE A A M2, A2 AR
RARIML EA, FEINGEREFRRERTIIES.
I3 B N B2 HH RNA R &5 &1k (PB2. PB1. PA
FINP & [ ) A7 8 RNA AHZEEZ BT vRNP B A1k,
7157 5 RNA [ HIMEE . BAa s TR %
FIRIAESE /IR A NST R i E, R
AR R TR, PBI-R2EEASES
AHMRE oA oG A KIL PA-X EE A 515315 &
G S SR EE PR G P

A HA A1 NA 8 H P05 14 2 5 o] 5 7 Bs
B NSFARMER, 245 ik, £F 18 f HA
(H1~H18) 1 11 Fh NA (NI-N11) WA %5 ¥, HI~HIe6.
N1~N9 V2 (378 B 25 2505k 1 27 A2 K 8, H17N10,
HISNT1 PR 5 0 85 F i . ARIE ALV 43S (151
it AR LA v SO M RV O T 2. AR
93 1k 8 B 7 X K ) LT TR B0 T BB L S R
LA, (H R EUR M B IEY% E (highly pathogenic
avian influenza viruses, HPAIV) AEif BB G X & 1) 4
B RGEMEY, SlEFZEREMETRY, Bl
HPAIV N AFEAET-#B4y HS A H7 WA,

1996 4, HET R — KR E IRIB K HSNIL
HPAT 1%, I J5 12008 35 4F 7R B 0 Hb X 5K 85 5 4
J7RATYE, AT HSNT ATV )5 48 34 tH 556 Bl
(1160 2 ANE 5K, & — YRR HS AT 5 SRR
BHETIEEIK, AIR AR EORYERT  , —tk
HSN1 AIV B & fe g 5B A K & kw7,
HS5N1 ALV Z BT LB AATE KRG, BT 3o
BRI BORESN, 8 R L REES Rl ) A2 3R e N,
HRYeE TR mik 60% LA F. BARE R L H
PEARYE 2R 9 HN % 82 e 70\ B IA) R A e 48
{HFE#E HSNT AIV (R8T ik th, 20 #8554
XF o A B AT R E R . A SRR T HSNT ATV
(IBE DRI A SRUAT I 00 DA K B0

1 HAN1T R &R RmEEREHL

1.1 EFER#HL
LB BEAEAE DL 2 (antigenic drift) FA4T 5

¥ 7% (antigenic shift) Py 38 S pL 1) 25038 He 4 SR Ak,
T BELEIAT I — T AF: B o A 7 1 ik [R] AR
A E HE. 2840l F A W A & 9 I 5, HSNI
HPAIV H 1996 £ 1 X H ¥ 5 (A/goose/Guangdong/
1/96) th—F A T AW R, 1997 4, H5N1 WA
ALV fEF G R, 218 NGy, Ho
NFET: . BRI M B, B A 1) HONT 9%
73 H HA % X R 5 T A/goose/Guangdong/1/96, H:
Ath 35 DR D0 SR 9 oA IE Y ATVPY . 1999 4ETF4A,
H5N1 HPAIV #8077 T R E /e 77 H X FH 22 007 140
B R A, PR A2 BRI A . A 2001 4F,
A R e [ DRt b X AL 23 B 3 8 AN JE PR Y 1) HSNT
Wi, A8 AL By C. D, E. X,» Wl Z F[K
AU, 2002~2003 4, SCHEL 3 AN EBIEFA (Y.
Z'. V). 2004 5, Z KRR W IR K] L 95 5 5 HE
FEAET — RN G HEFE R, BRI T A
PRI s 25, (HACH DECE R B (B Z. Z7
V. G. W fil X0) Ref Tt 2 4L F

H 2002 fF 45, Z BRI BTGB E K&
A B k. {H 2005 4 LLJS, LA Fujian-like 4
REPVEEBIART ZERFNE, RARERE
AR AL B, Bl SR AN, Bh. ok
P AR E, 5K EEERR . 2005 4
MR E 453 G ZFA HSNL i, R 5FE
A P AR R ) — R B R VR RS, BT RA
AR AT RESE H rp AR N MY S JE 78 IV R BRI 2
RiAT 2 BB HINL G, (B 4E M2 10T
i 2F A 25 R OR Z BEDR 5 F AR T 4t LR R
HEBL 5 U, B4 2006 4E 43 8 3 —Fk VR R0 5
b, ZRE B HSNL a0 Z 5% 27 BRI AL T,
2003 4, ZHrE R Z FE R HSNL i, 2007
WL T VR, BEE TR 5 2006
FEZRE B VR R R ok 1Y
1.2 HAEERI#H L

B T FH 2R R B0 B AT 8 SUMRT S 4, AME
Fok A BRAN[R] 5256 == 1 i IS B s 2k AT 4 — Tk
xf, R EAHS (WHO), BEA EHR A ZH 4 (FAO)
I 29 BAEH L (OIE) BEAhlE 7 — AN T
HA JE A% E IR T 510 HANT 7 8 & 37 ik 35 45—
5 4 (e U U, o HS F B ATV 434 10 4> Clade,
53 9 Clade 0~9, i # 73 Clade X AJ 43 AN [F] 1
subclade, % Clade 2 X438 2.1.2.2.2.3. 2.4 f1 2.5,
2.1 Af A 9 2.1, 2.1.20 2.1.3, 2.3 AJFE N
231, 232, 233 M123.4 %,
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Clade O 155 PR A& F A 7 o A e [ K Bk 447 19
FEE, MAECK DI, Clade 1 {8k ZiR
TTRE. M. DRI, ZRAREZE, A
SR L REIR YL N . Clade 2.1 (1935 k& DR B 76 0
M DX BERAT R, %20 SO EERT IR 350 1 B
IR T HA 4> SR ¢ Clade 2.2 IFEMKE IR T 2005
SEAE T U R I BT AR g p R B U, A
WAT T M2 AR E K 5 Clade 2.3 (IR LB A
T R 2R R TR A R X
Hriar TREMFEET 234 535 232 %
SORBLAERIAT AR T2, BR T 5K B RIR,
EREB A U, HpEE IR ST, 5. H
A, wHEL P E DL RE WX )2 4T ; Clade 2.4
I EEORIE T IR IE M =/ & PEHLIX 5 Clade 2.5
N LARRIE . H A DL R R (1l Sk qb X 43 B ik
F. Clade 7 43 B k2 B H AL )7 0 #E b F BLRAT 04
Bibk, 2006 45 111 76 & AR ) HPAT 175 Bl B1i% 43
TR R M HA 3 S R ALAT A S
BN, FES AT AR E BT K X

2 HSNITRSRREBEZESLEPRIRITHERL

2.1 HSNITEEREFRSEFSHHRITER

A AR A BB 75 (% HI7N10. HI18N11)
WnIfE K &R AR, @E A BRI A ARE
FHASGERAHRM. B 1996 415 X K H5N1
HPAIV H #2005 4F, H5N1 AIV R B RETH &M
R B R S AR 2. SR, 2005 DL
i, RAT Z IR SR Ye m BU% 4 HSNL ATV
RIFFCT I HEAE

2005 4= 5 H A1, 1 P HE X T I E
HAR R X CGEBENE & B 50 ) FEHEMR 2K
R FET AR 51 T AR I 9% . AR
TR RN R IR BE KL 4> 85 2] T Clade 2.2 40 3¢
HSNT ALV 7, S A 1 R A B8 7 AT T B
KN RKE R BA RIS kSRR
2A4H, B 6 000 HIEMEME SIET:, FEAERE
S ERH Wk 29 10%, B 1207 3 0 5 KT AR B
HA ™ EfEE, Bk 22078 BIBL & 3L 2005 4F 8 H
PUE ST % 17 DL R ] N 52 R 2 oy
B EIf HSNT ALV 5 MCE g 20 25 21 1) 78 28 75 2 1A
YIRS, EE] HSNT ATV A DLE i fi% 19 38 4 A
T A 3 B HAh L X

i I ) — IR 5 4% Jk HSN HPAI 9% 1% 52 78
2009 4 5 H, et S8 1A I FE U B IR ML

B0 121 R S50T. B R % R IR
NILAERT M Clade 2.2 /> 5, Mile 4/ W & F
E % & IZ AEE N Clade 2.3.2 4 005 % 19,

UTAER, H5N1 HPAT A S S AE B & Y R K 7e
Bo| R ) EM, — 75 HSN1 HPAT 1% (1 1
R HY AR SR RIS S R AR AR BB ¢
— 7T, &Y HSN1 ATV (5 9 76T pE i A R &
SRR R A, Rk, 0 BN s B
19 HSN1 ATV (¥ /72
2.2 HSNITRERAREERESPIRITER

1996 4F 3% [ & 4= ) HSN1 W7 & i /5 3 7
K], HA 1999 H42, HS5NI1 ATV X AR [E
J7 1) X0 &5 K & R RF SR AT 2000 4 5, H5NI
AV RAETHIE RN EH, 74 T2 A F IR
A 1Y, 2004 4E 4R, RE 16 ME IR
B R RE ) BRR T R EUR Tt HSNT S sy 1 «
2006 4, Smith % " 38 i 6t o [E w055 & T 1)
WS, %% ¥ Fujian-like, EJ Clade 2.3.4 437 (1195 &
BHE T E B T O A Rk, AR IR
Zht. DoRPEIAZEE. 2005~2006 4, K E K4
T Z 2 H5N1 HPAL %15 . Ub)s, BT s2q7sm 4
P RN Z B ST HSNT ATV #E4TB 4%, 2007~2009
o, WEFE KA T HEARRK LR HSNT HPAI
Eth. BE 20149 6 H, RELRE KA T 127
i H5N1 HPAI 51 .

2003 4E A, HSN1 ALV % #% 2] 75 55 W [F 5K
2004 4F, K 75—k HSN1 HPATL 15, H
TEUMREL T G diitn, 1E8: TR R A KA
H5N1 HPAI % 15, B #2007 4 6 H, H5N1 HPAI
PENE PR R R . ISR 2005~2007 4F 73 B B PR 1 3
A BT, 7EJLER Clade 2.3.4 43 300 8 4 AR
T Clade 1 73> %, fERG AT AT AR 2 Clade 1
GBI, HIXA SRR O kKA T R
EAEY, 2004 41 A, REE-UIRETXEX
A= H5N1 HPAL 35185, BEJEREMBANE O KA T
%t H5N1 HPAI £ 1%5. 2004 45 1 A, SRR —
R HSNL HPATL # s, FHAERIFEFHIRRAE T 14
REHURETE HSNT AT S B0, Zhd. ENFEJE 5L,
BE, HA, Dok, 4605 EE 2003 F2 5
FHARRE K T H5N1 HPAT 5 18

JEIN B VAR HSN1 HPATV 5 15 & 76 2006 4F
FHA Y, 2006 45 1 A A, Jé H RN AL g
152 7 AEIN S Yk H5N1 HPAL 1%, fEAEI—/A
IS [A] Y, HSNT ATV AL 883 73 & JE HIR, %
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W, 2006 4F 4 F & 2007 12 H, 75FF. Aidkgh
B HAR. BMFME. ngh. ZE. TR
WARLE BRI T HSN1 ALV, 3l 645 B9 95 75 1 2 ]
B BT R, BT AT TR HSNL ALV )R
F Clade 2.2,

TERRYN, HSN1 ALV EZAER GARpy R I, R
WP W BTS2 E, FKEREK H5NI
HPAI ZEfE X D

B A B3 AE L S N 28353, H5NT ATV 28K
BRAT. K. R, JEMK 60 24 E
X, FRPEVE 2 B A X 1) K& 23T AT
S TR B P R e DA e N AL B AR 22 33 il
T BRI

3 ARREHSNIZRAREER

1997 4F, FFHE K41 HSN1 ATV B R A
HAE, 5l T At SRR A O, 2003 R,
HS5N1 T2 ALV 46 5 00 21 57 P AR 5 1 X AR e IE
X UM, F 2003 412 H, M. BE. BERE
SR ] 45 [ SR A 48 HH B HSNT ATV &4 A1)
il B 2014 427 H 27 H, H5NI /& 5 2
FEMEI S Ry FEPAISEI T 16 NMEKIERKL T 667
B &G, Fo 393 BIBET .

Hui N1k 4 4 4 Clades, f14% Clade 0. 1.
2 M7 B H5NT i 85 15 & 4k A8, 2003~2005 4,
IR M HB X e N R (1 3 B2 Clade 1 4332 I
2004~2005 4, Clade 2 43 3 [ HSN1 ALV 7 ¥
BRI AR PSRN B 58 S B A & 2R 2 AT -
HHT, Clade 2.1 73 3 85 7E BIFE J& V8 G N KK
i, Clade 2.2 4 X BEAE AR b R Hh X 5[k A
R, Clade 2.3 73 3o F5AE H [ A A4 1) 2K e
W E AT, &g NG R B Z

4 HSNIREREE

NG HSNT ATV [ 35 AL Yeili 485 i o 22
B, R NG #8508 Blds oy s 25
MR & R A B s n B, B I A — 5
SNEENEIFEEL ST, HINL ALV Lk
JERIE RAPESH], BRI ;WY HEMY LK
Z R AT AR W H SRS
filr (048 S8 BRI T A& Y& %), H5NI
ATV AT DL i N RPIRGE . W ALIE . R R B s 4%
b UL HR 25 RS AR R BN, L ARRRGE % 46
F P, ARG RR HSNT ATV 1] DL 5 Je s,

WG YIK, TR N, (BRI RRARAE P
HATA 9 AN ZERT HSNT ALV 6 A 5K, & e T
fa BB 27 S IR R G R o

H5N1 AIV 8885 B ORI AT RT3 Bk 1 HogE
FHIEL BRI A NBR AL F. Btk A
H5N1 ATV 7E AN 8] n] DLid i S0 i 6 77 =0 2%
FERERARIE . RS TN R HoE B, (Hixd
RN R IR B 90% DL _E#RAT M 256 R, Xl
e Y R 3 2 (R JE B 4 S IR S D) e O, B
7R HSN1 ATV 5y 8O\ AT 6 A7 78 SE S [R R 57 1
IEAh, B4 HSNT ALV k2B 5 AR AN iE P,
3 8 ] 2 IR A N2 10 R B IR IR )L, HIEE
FERRAEIR PR R A IR AR /N

5 HANI&REFREEHRLE

NS HSNT 93 8 i 51 S i Il e 2 4014 5 50
(PR O SR AR SRR E SN TR R R
PRl H5NT 5 #8550 A i 809 1 R HL I T s @~ JL
i s (1) JREEM AN A B REVERYL - 2) K=
1) 521 5 SO A 7 5 (3) HSNT i 2 5 B 4 1T
PR fil v6L - 7 41 P RN I v S AN 5 (4) 15 I R
Yo IS o IR BB [ H BB A 9 2 1 R A
FHE.

51 mHEEZ

T BE O 2 A 1k 22 e A S AN R B R 1
MEEFRE., EUHEREBREFERERE. XX
BN E LA, XA T NS EET R
M — RFVREIR (B 5. WHME 8. S £ %), M
tbz &, H5NI1 ALV Js e A 2 1) 32 ZLR0 20 Mo B 45 1T
R L AnA . e B A i DA K S S AR AF
Bk e BT g 1A At b R 4 e e
STV TV PR o A s R D, BRI b R
1) T AR S T RE, T A I 4 P SR e )
5 BT S R G 88 B B ARG 51 R T i 1) 9 0 I
Lo BEAL, 5 EEAE T A 2 A K A A S EUR
T INE B R R 2 —, K2 50T 51 B8 % 75 I
OV LA S Al it 7 2 oA 1) 2

I R A B AR ERR, AT B 500
PRI 7> 7 a7 AR IR . HA 24#8 HAL FI
HA2 & 85 2 B M T 3R 45 1F, HA 27
PSR RRAL AU IR B E B R 2 RGBS
oy TR, MR AL R A DG AT
UE B, 2R A7 AU P6 N7 2 R TR AR N 2 R A,
HSN1 97 2 060 il 2L sh P I S0 PE s o #. 2 ik sk &
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X 2 B PR AL et 5 75 88 S 0%, S227N A2 S [F]
158 o7 2= b AL B8 B HSN 95 2 5 /0 BRI B0
1K A BBk RE 0 B PB2 AR & Y IE 2 S R
V) A 75 S el L 2N ) e EE B 1) oy T Rt . — MR UL
N, B UEOR # PB2 627 T & B R NS & (E),
MR & I EOm # oA IR (K), W], PB2
E627K e f% 1 5595 25 75 1 7L 3 P 4t i o DL 2 /s B4
WA I EE /) P PB2 2 D701N 2875 th A 4 o
HSN1 75 85 6F IR 7L 3090 (1 B 3 Rk g 70 B2, ]
e 5% A7 S A R 5 PB2 R A 5 L3 4N i
i importin-o (ZHIANE ) ML &R 1A% P,
52 BEER

T FAEBEGe HSNT B0 B S5 1R PR A e Rk
FVRE S Mk S B O B e, AR O B B R 1A 1)
G g% N AT RS 1 R B e an g I EIE R . B
PG HSNT i 9 40 B A8, S8 35 i b B 2
Mo ET L AR A A 1 2R DA R 28 PR 4 i A
¥ 7K (IL-6. IL-8. IFN-a. TNF-a %) 13 4 3i 0
B FbE,  HART AR IR ) 2% 1 A P R KT B
BT A RE P TR R E 32 SR
RN FH A B I B 2 5] R I & HENT i 2 A &
B B e R SR 77, AR R4
Br IR R BEAT T AT, ST 1 A E
1 A i 6 I 4 R HISINTL 9% 733 S e 1) 2 S EE R
Ji B, X AR B AR AMIE 7T HSNT 555 25 S50 AL
1) AN AR o R I, M LL T AT RUE =
HS5NI1 5 2 /2% 4% B 41 B 51 & ) TNF-a. IFN-o.
IL-1 8, BALA CCL2, CCL3. CCL4, CCL5. CCXL10
AL R TR RIEET R B EE R e L,
H5N1 % 8 5] & 5 & 7K 7 () CXCL10, IL-6. IL-8.
CCL2, CCLS5 J¢ IFN-B ik & ™, ifi HSN1 Ji# 5
Wl R BRI E IR AR EER, X
W BH 0™ A v 2 i DR A 2 e B ) S 1R,
I3 B A B IRV T B8 2 5 5 40 A DR T )
BKlo [RINFE AR, FEA A HSNT 5 2 #8 RE il
B R 2 0 AR v ML DR, AN [ 23 SR HSNT 7 3¢
75 BN AR RN IR e R Y £
o 4 i IR 1 1) e R IA R U EE A — AR A, (R
140 i R A S 0 I R 4 of A RS 1 T
KERBSH ; S ERZEMB A IiERSE, UG
JRESRAR 5 51 A0 bk A R R, R A
WD, AFITF LR PR RGP e SO 5 T
H I BRI JRE I B AT BEA T T ERE AR ) 4 B SONE
RN EREAE FFIRE B SR G AE L X 2 28 B DI Re 3

6 ZHiE

H5N1 HPALV 764t S0 iz AT, @ H 0
TREFENRMERRE, &R T BERETFHRL,
1M H H5N1 AIV FFREEAT A AN 4t DA 22 4y
ke . — 7, ARG HSNT ALV A Ak
J& g B P )0 B PR A BN IR A LR AR, BUEER
gy B—J5H, HSNIL AIV B B RO RAT
138 71, H AT ANFEEm & = % HS WAL ATV 1t
i, — H H5N1 ATV 35153 A BrIaA 2501 7% 14 6e
Beh NEA R E R R M. BT 7R, E5L5
A H5NT 95 55 fe 0% i I o5 58 A8 al o IR EE Rk
BIEE SR CRE IR RIRE S B HSNT ALV RR4L
(RIRAT LA BN I L 2 0 P Sk e oy R4S W L 2
RIVERABSEME T 5%, BEFERNZE, THEkK
H5N1 ALV 5 At V37 70 ko 25 Az 25k ] =5 HE 1 A
FHIE MR, O 1L HSN2, H5NS5, H5NS 25 % fif
P HPAIVE Y, S50 1) 5 (R S HE R 0 T o 03 o
NZEH HS WA HPALV By, Blitk, RagE—28 i
58 H5 YA ALV (900 77 5%, JF R SUm L i AR ¢
WFIT, FFRA B KB 2y, b Hxt N2
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