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I 5% 5 s W R T RIEHE 5 2016YFD0500204) 3 B

WE RTEREREENREFE, TUIIRE. BOu)ELMHAWURANR LT LR REZNATLEE
AR AR, ZHFHERBAEFNHIR LAY T IEE ABRAT, AR R, BT &R

RABEWNFTAEFRE RRAERRELE, REEIRTRAGZAMI, LA USKFRHERTEA X
I, SRANTBEFTMRR. AXZRT ARRFENGRRFEMEEHNEXARAR, NRRFEMX
MRl R . RRREANR T EME RGN ER, URKEME BN TIHEE LA 7 &k E B R A&

T E G| KA E B AR GALE], DU R X A A & IR R R AR M AR A E

KEEIA RRAE, HEEM, A, &

AT PR B 0 B (influenza  virus) (& FRULEOR B,
J& T 1E %57 7 BH(Orthomyxoviridae), & —Fhfg FEfk
37 B BRI URERN A B8 AR 1% B M (nuclear pro-
tein, NP) A& JE 5 25 [ (matrix protein, M)$T i 1% 1) 2 52,
A UBOR EE 2 A, B, CHIDIU KA. AR08 35
AITEE K. WAL R A 2 FE RS Y R T2 i
17, 18 LR % BALRUEYR SBAUE N hiiiAT; CBY
TR B AR N SRR RAT, T R DAY R
ST B AN AR b AT RO 7 TR Ak
%Z, WR¥E MRS E RN AR, o7 LR
H1~HI8FMINI~NI11, HHHI17N10&HI18N114} 7T
2009A120 104F 76 £ SLifg fA py 2 0. %A BT
JRVEZS 5y RAEAR S, W 2RI S RRAT. B,

FENZE P75 EA] DU 5 21 22 /0 SUCHURR 25 KIRAT, 77
il & 191 84 PU L SF YL /R IAAT < 19574EH2N2 L i
EKWAT - 1968 H3IN2 & HE LR KILAT  19774F
HINTHE® 7R FI20094EHIN TR K FATE. 1ok,
TUBGR AR, AR R PR R, &K
FREE R B B 2 T PMEIRAT.  20094F pHIN 1AL 240 7
ATH3N2E AL it 805 55 2 24 A 5 ST 1 22719 Pk
993 5 . 284 (http://www.who.int/en/news-room/fact-sheets/
detail/influenza-(seasonal)). {E 3 = 12, H19974F
RIS &5 B B (avian influenza virus, AIV)EZ A
FARLOR, 20w AW R B A B R G N K. R
20184E11 H 1 H, NESHSN AL ATV 51812860141,
Horp454 NFET, BET2H N53%; HTNOE # 2013

00195
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SRR R, BE2018F 11 A7H, CLalE1567 Mgk,
615 NFET:, & AU 3k 1d 39% (http://www.who.
int/influenza/human_animal_interface). HIN2JEHIATV
WA UGN, L7 257 E 40 % B 7045 U A A AT sk
QAT LA FI33.5% . B, ARGFUROR R, $EH1E
HIN1, H3N2WEAY N/ 2 ATHS, H7 LA HOME Y
ATV N A e 7= A 35K B

MBI RN TRMEAE RS G, A
R 3R, I BIRMZ RGN e .
TR RS B 5, EEGIRIFR RS, A
W2 SHOFRRGANIEE, WA E RS R
SESY, PEORREINE, BUSA K. HINTHIH3N2TE A A
T B N 5] B ) LA ZA A R i, SN T B
FEro e R seE WHSNT, H7NO L S HON22% T 7
ATV N BIRAG 3EAT I PRARFAE 2 BN, R o3 9
W I R RAE, B WM R i IR LE
AAENT A SO N TR A G T S AT 4
WEHEEAL b, HE— B30T S IR 1 e 2 I A
KHFFCHERE, L5 IR T AN R 55 1 250 T AH
M R R s KA R FHLH, LA
S B AH DGO (BT VR B L S5 BTk

1 AR RO 5 B
i
RN Ly G
N 3 R e 5 RN B SO, SRR AT
KM (influenza associated encephalitis/encephalopa-
thy, 1AE), 75 SRR 75 Bl f2 b p B P X
MZE 255 (central nervous system, CNS)IhHEFENS K —
Ml PRER B AL, Ho T S 1 F AN —, STl PROAE
WO SE IR RRIR, B o DUt \ Bk £
BIOT. Horbai /41099 B A A2 R AR XU Fe ik AR 3,
FRZ R BPEIRFE A %6 (acute necrotizing encephalopa-
thy, ANE)!'>'®) FLE 191 84F 5 BE - AU AT IN 440, 3t
I G REPE N 2 SRR G, 195 TAE ML IR R IRAT
JE IERIRIE TIAE". BEMIRIER AR, 2 JF1E
R [R) Y IR ZE . ROR MR IG SE E R R LR G,
UG RHA K. BN RGNS, & FEA R
2 g A 07 B 7™ I 28 . RO SR A
RAEZAFB L)L b O H I, 7 I 2 S EIET.

W& itk e Fe 5 1R Y

1996~20004F, /85 75 51 & A9 KM A H A2 3t
17, A 100~5001 G I8 2 1 B8 5 R I H K
A AR, Koy B 4RI TE 5 B ULF, EE
RIERFE I BN IR R ERE, LR N
30%",

B 7 AR, IR 2 A LA [ SR X R AT I AR
2 51 R KN 28 FICNSZEAME. 20094FpH IN 172
R WA, AR ZCNSTIRER AL B RE, 5
2T AAISEERT R R PR i N
Ky REMEELECH L) B SR Im ACRE IR, O RT, A7)
KZ Mg Rar B A 5. (HERE, CNSZAIES
HEEWE AR R, KRR T REMh
FHATIBIT, X —Z5W A F A AT B8 BURERS fh 4
FLCY R AR RN, R 1 8 E A P
2 ARG RE IR BB BB R ORI rh A 3,
AL FEH N H N2 AL g a2 Bt 22 4,
TR N A R GG 2 2 EUA S AR SRS A
5T (1) e g aE .

TR R 5 R I K vl S BEREVER UK, B
SVER. X RPIRAE B A LR R AR, BRI
PRIEIRF I N St m G R TR BRIk i
Je P P9 PR3 e A0 Sk R 2 R EUER K 1A
WK, BHEMEREEONTET13, FREEKT
24 h.

SRR ) AR S R A R
IR (23 22 MK LA AR 5 5 S B e (n
DA RIZIE R . RANGE G 2. ORI g Al A
Tl A 2 il ) S DR A A SRR, I SR i I AT LA
Ja B 75 5 B S R BT i Y, KRR R T
(1943 W (TNF-o FITL-6) 2 5 25 K Mo A1 L Ath 28 21 1fn % Py
R AT R S A0 R T, 3R AR UAS I B, 5] AR 7K
RN 4 B 22 2% B BAAETT. - M R P R RO 4 S BUA
YA PR EEANR R BN AR SR BT R 2
OB SF BRAM AN PR XIR) (1 £S8 FH 2 338 Jm fi 5 5855 (R 5
TP R T R W AR A, B T
PS5 R AR KR £35Sk, B3 SO s £ fE X
M5 R AR & P9 i (acute encephalopathy with bipha-
sic seizures and late reduced diffusion, AESD) LA K IIfi PR
AR AR A Bl AT 2 L4 4% (clinically mild encepha-
litis/fencephalopathy with a reversible splenial lesion,
MERS)%, [,
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L2 S0 7 i 22 I T EL 5 [ P s

BRI EFUREHSNI T MAIVG, 28I
B AR 2R R R BN, s U HEH SN TG 2
ATVIRGLRG J5, % ML A B 4 Mo A 1R S (155 A0 7, AT Bl
MR AL IS AN R ZH SR S A M, B8 DR 1) e 22 44
A7 R R R R PEHSN L ATV 5 2 28 0 1
HAXFHE R L. a8, SRRk PR L 2
B I AORRDS Y, AT R s FOR P HSN TG Y
AIVE 2 IR IE R B EK R BUR P 3 R 55 S5
U, RS H R A & 2R HTNO J RO 75 H Bk
ZERER AR IR IE, (HR AR, MWEGHTNO
B R Ep AT DRI B e R R Y, B
HA TR, 7Rt — DA,

TR, b5 8 It 8 25 N W b 2 2E S R =, 9
LA MR, SR TR RE
HON2, H5NxATH7NO A ATV IE G N[99 151 FH 4k 1 1
M T UM R AIVAR, HION7IEF ATV
Al APERIFLBh IR N AWTIE R 2 J5, Iz ZH 2
WG, LA SRR I G R B L B M & R g
XF NG HSN 1Y B 1 B30 14 8 I 26 0 I R ARRAIE 2 7
SR, 123600 NG & it B il v, 701K I 2
(31.36%), 597 & NG (25%) s k™.
SR EPRAIE R, 721997 4F 75 35 R A N B GL & itig H 1) ,
MNER = AN NG 451 B 2 0 2 31 T HSN1E B ALY,
Z B R B W B (Mus musculus) {12 3 2E0, 1
41, Pringproa N F FH A4 SR G SLI6 BF 98 S, A
FREE TR AN F R HSN I 7Y i3 350098 1 2 3 B 25 3
B, FF HOm R 5 v] 5 B TNF-aff /K7, s
22 MR IR Y BE AN 3. T AL, B I IR B e R 0
XX RA R B R 2E, R 24 A4 5
HIRRE. BEAb, S B G & JRH TN 55 11164~ 993 1] 1) I
PR s, Forh o BB 2GR, ARSI
TR, 520094FEpHINREEEAH L, H7NOE A it /&
B 5 B R TER R M AN AR 2 0, FEREAE A %%
A ),

E BB RN FE SR TR ] T
12 R, (ERAZ B 5| (R R R H) B 2. IX
PRI A6 T2 2 0] B 5 8 LI B3 1) 4 8 W 1k %55 DDA O
Rk, FRATRLZN &R 5 A S B MR 4h T =
P, FHRRNR T LR B AN LB B pH &8 MR
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BRAT LR rR AR EUR AL B R, AR TUA R Y
B 6 1 it

2 ROHEANRIME RS HEE

HHARMEM R R R, B ARG TR RRU
e Al 2 AR R NRIUA R PR R g X
TR R N AR PRI RSB TR A BT 2R AR
T 2 A2 B A BT AR LA T R 3D BEL I 77 L 1 7
TRFR XS HLA AR P R G, AR RS
M B B R AP IR S kA, BRI, R R
R B BN AR AR R . H AT, TR B
R 36 o 4 R £ ) o T i s, T
BRI MUK 5 P2 A A S A B i AR, SN
TR P9 B B ) 5K 3 R R R S ig 4z, BR T
7 LA 5 R A, AR BRI T DO AP IR AR B
NI PR e R e (KD,

2.1 R R o LN 5 P A P A

TG 57 AL T M AN 4L 23 ), AT DA 36 ¢
30 ===/ = = 11122 ANNY TR =11 0 AN R 0 7
R A AR - i = 57 e ) S PR . P SR AR L % oL i
3 o ) B A R R B L 3 e 3 S e i ol I P 2
4l g (brain microvascular endothelial cell, BMEC) &
SR MR R R R DR, AR R
TS 55 40 B e P e 22 e S B ). e BMEEC
F2 I 5 o 1 3 L ), el o T o [ 5 I 3 42 ik,
JH ek 2 JECTH 5 0 N AH B, BMECZ A S % S5 n] f
RANHI 5 MR R RS Bk sh, g
JoT 20 B 7E 0 R A T R A I R -, SRIE B i
A R R L PR TR R A I PR SR s BT
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P2 I 40 P 3 e 8 P P R SR 5 e 4 e It i
B s DY X e gk M T A G R
WXHh 2 R 5.

I 57 B T 4 R X 2 R G RR RS, PRI i
K2 HOW AR IR, SR8 399 55 1] 25 s ot o 5 e
RNHRALE RS, FECPRXAPE TR EL L R R
JE. LR T LA B e i e 3 3R T R 5 P 4
KMEAMEIEM, NS 17 RIERTFRRIE IR
BEAEME TG A AU, SRR & 0B MR IE,
SRR RN SRR A IR, IR T i
1T 3 4 R 200 e ] 5 3 A 5 I i o e

(1) 49L& 2. BMECS I B 5 1) S ZE 54, Xt
BMECHA RUR SR N R P IXHE RGN A2
2B R S 9 FEICI R AR TN fes 25 1785
YL N\ i N B 41 ffd(human brain microvascular
endothelial cell, HBMEC), H7EHBMEC P 5 il H- R ji
TR, 18 & 0B M S IRIE, SR IR 32 TS
218 R YL HBMEC A\ 216 = I AXH 48 R 40 v R
DARTE. (H 2, 2 Tt 57 3 B i B 25 1] LA /NI I
SHM R A SR TR AN A, 3 A At 2 ot 5
B LR A Y. R, AR T DL R i
S 11 i 25 e 1T i 5

BEAh, TEE B U BE R B A M 1, (B A7
2RO MBS AR, T SRR R
VermaZs AP SEF 4 S i oG e B Y, o 5L 776 JE %
B AR BMECHI EMURAEH,  ZEAI IR 1 fixi g B 56
BN P RTHE T AT 2Rk L BE B, BMEC ) E K AE F
VERZAN BTG RE I, BRVF— e Rt o IR B
BRI BE R . N2 PR E RGIRAE T A W
B

(2) diflAIpRi&tE. BMECIH [ S % & 2 45
1L 306 J57 5% 225 440 5 Th g 5 B 1tk () Sl T R 4590 5 i
F B 1995 S A S i 41 B 5% B R N R AR R G
BRERRIEERMS T HEARMAEASZ
FhiEs LR AR, 8 B B SR [ e M TE
B B R B R e S R R,
SR EE R N, AP B A o e i BE e\ 12
IR G X ph 2 R Gt

I 57 s Ak 200 i R - ) 3R T 55 JEL AR 2 ) (1 - #
SERRCESERM. EEEOUT, FUBRE R ZHSN TR
H7NOWE A ATV IS Ge 2 7% 1z Joii 2 Jfa v S8 28 B8 1)

FEH, WIL-1P, IL-6, IFN-AFITNFo ™Y, K& % M H 7
M= o SR IR A EE i, — e E
TR T I o B P e 2 e, (R a2 B B 5 R A i 5
RGN ARG, BMEC. B4, BRI 5 4
A Aok S ] iaata oo w8 11 N S R e N i1 i A PSR o1
PR FALE&AS AR R, 0T I i 57 e Y sE i AN R, 7 )8
B T B Y T B R A P B R T R AR I R 4 R R A
(matrix metalloproteinase, MMP), MMP £ i i B 4[4
A SR, SR IR AL B B, s B AR M R
i ik ), TIFN-PI AT R e S, IR IOE
BMECH! [l TAM(Tyro3, Ax1F1Mertk)32 {4 7 [F T3
RIWAEFH, BG5S B Aa e T, I TT 4 5 i 5 P
f e A ),

BEAk, 993 BRI AT I RIS R S i R AR H X
ARG, WG4 )E, e 2 5y o e i
BrRE. A% B8 i (R R fo 2 B P e 25 A0 N R %
SRPEIR R TR X — i@ AR, BRI PR AL A i B
I 0 0 88 A o b i o ), A B AR W, HSNIE
RIATV ] DA R SR AR iz 2k T B e 2 A~
2%, ELRGN, A AT A2 R A “RRE R D AN
R A5

22 MRBR

17 30 3 24 o 3 A AR 4 D S 3 A 2 8 I i o
NEHHXHE R G4, SRR n] 8 i 22008 2% B
BN I PR A R, /N RAR P I 5T
SELERA, VAL R I T IE sl g R e £ A = S
YNNI RT e E2 3 AN e B i B uN =114t ]
PR PR A AR 2 NAR N R PR e 2 R0 1
E5EH, mEURTEHSN U B ALV GEE B 22 (1) 5
Fh IFL 52 AR P02 JT (olfactory  receptor neurons, ORNS),
ORNs_F A — N 1 07 PR A5 A frp 3] M5 3R 5 fd 35K J2 114
R, X FLAL F I NRLER, Jk GUnit Bk r (1) il 5% SR A 22
YifR, HEmAERER RS 2D HitCEm R R
I 2 B0 1 5 SO B R Bl 2 () R AT A 4RO, %
ORNS [ NHSN LT R ATV N AZ X 1 5 R G0 A1t
THEESEBES, AN, TR AR
LI E AR NZIE IR RS IRK L,
E— MR e A4 1)) LE AR N I ZE T R H3N2 T
TR S8 SR 7 T e R 5 BN R TR R 2 R g,
Simoni N HRIE Ik — AN, S DL R B 1 E R
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VIR R IR, I AR DU T IR R G AR SR, (H
PR FOPEAE X AR IREAR, X5 2 R Aar P 45 SRR IR, WY
PAFET N S e VBURT i 2 2 b AU 295 B, 70 2 il #8
ARG A0 25 ARAS I B B (A AE. BRILZ A, IR
I A BUW PEHSN LR ATV A 35 21 oo
2R GUEIE AT 51 kS ™ F IR IRE B A Bl 5 (2
AN JLEAT ™ H R R R AR A WP R GE ), IE W]
PR A A S B R R 4,

R AT L, O 5 7T LU 2 Mg ie AR 15 =
MO A e R GE. ART, IS B AN & RO 7 2
TSR [ (1 S G A R AT, H AT TR B &
TR B i ) 1) P Ao 22 3 AR N AR A T AR 2 R R
FCEAARRI IR R R T, B, 1 e 8 it B 7541 21
W P 484 568 5 B aet i B H B B IUAE, X BV N
T ETER TN A PR RGBT, R, M
XA 5 36 RSO B HLAE (14 5 IR0 2545 T FE AL

3 ORI T 2 v kA S B PR AR
30 FEERERHEEREN Fr B R ) LR

AN SR LA PR, B U 2
% RGN SRR EIEYE (053 TINS5
VLR R VIR AR G 2 UL SR L, s
B T N SUAR R S, (AR PR,
AT L B RS 2 (1 156 3 DR (HA) 4 g

FERI(NA). FE 0 R A (M) LRSS /&R A (NS)
BE gt RIEE EENER. BT XA
BoAb, RABEPB2AE R K H g i H 0 & LI B 1
P22 I 1 T BT 2 SCHEVE F (R D).

() HAMIER. % # HAZL R, 4mhidi 251
R A MEER. HAR AN S0 560 18 5 20 ik
TR SZ AR IR B, A LB 3 B a1 R 28— 20
g LR, HARmRNA#EIIFHAO0, HAO
WK A NHATFTHA2 B3 F2 2 51 T HA2-NAK Ui
[)“fil & Tk (fusion peptide)” i 4E. IEF GO, Al
Ik 2FRRTT, MHAL T ERYE M R, ARG
TR e 2 A, T EURA B A T N AR
SERUEEL A IR, HAZE A IO 2L M e e 3 R
IR YAET) NakajimaZs N8 ik Sh 22 70 o £
HEE T HARI 2R BR B &g RS B &
BUEH, WAL R I 55 (THATE A [F] 41 fg S Y o
B A 2R, HA ) 5 s v g 150 e fie
TERS A A S, BRT AR RN T
%%, Zhang?s N“HRiE THSNT HAZUE AL 5403250
(POIL) L2 A BRI TR 1 R FEHA R RS T, (E 157
B T XN R A B HAZ M R R AR AL
BAEAE R TTIR T RN TR S e g, e
WSN/HINVR TR, B HAZRAL 5 P2 AL I ik & R
(328Y) B AHV A 3 W2 &R JG, e/
i A ) 2 T E 0 S PR, UGB 328 Y X WSN/HIN 1

F1 PWMRBREEHEEBENXBERSERNEEER
KR F 4R TR AR S N T B ol i 25 WG P 1Y) S ZE R
HA WSN/HIN1:8326, D112V, S328Y U T HAR 2456 e 5V B AR v P [56,66~68]
H5N1: G325S, S227N, 158GlyA
NA WSN/HINI: 130GlyA, 133V 414R P T NABSHE [45,69]
HION7: K110E 1 S4531
L M WSN/HINI: M1 A41V, T139A AR RS0 [70]
¢4 TR A R 1 R B R I
NS SERHT I 5 b 2 5 b O P INSTRIRIE DDAl BRI oy
PB2 H5N1: E627K R R E AL R R S EEETE [45,72,73]
HION7: E158GH1 M631L
LN-PB2: p2009/HIN1 PB2:[A]
mini-plasmin 75 PR RARHART A, 35 I0s gL 5 2 b 1 4R A 3 I ST B SRR I 3 [75]
o A N O IR TR T, (EREHSNIE
i PSD95  SEHSNUKANSI A, MHIHHL eNOM) =4 WA 5 [76]
i)
d-ROM ERIER R OB AT R SRR AT DU R R B R CNS ) SRR, (7]
d-ROMIKF- BARHLHIARFN
14-3-38 1 TE It SRR A S5 B AT R B KT R A ERIS AL E S [33]
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g E R EE EAEENE, A M
15T EH3N2IR B 5] N 201 E SRR AL A, 95
BT IHTCVE SRS AE LB R N I g 1, TERA 2
o P S S R L AN 1 XoF T I JBG 3 1F) 8 W 1P A ) 2
TR AT, HUk, HASZ ARG A B 5 A s 3
(g4 B2 YenZ AP R BLA/Vietnam/
1203/04(H5N1) 5| NHA-S227NA1 15807 2 pE AL I,
BELE o () S A P B R R, RS R IR/ R
SRR, R T 2GS XIRER — i fE i E
EAEM.

(2) NARIMER. #h& 2B N 25 K (N A) J i s 75
M5 — AN REE A, FA BRI 2 2 R,
B 110 M Y P A it e 32 AN AT 3 W B b () 5k 3 2 )
SNZUR, BT AR BRI S MR
BN A PR WSN/H IN 17 B3 4 20 g 1) 5 — S B 3
[ALF B, NA-CA U LA 45 & 47 & IR IR VI RE 11, 146
RLBE IS0 AT AU B T IS IMN A LS & 2459 B2 R (1)
BE71, TR LTI R IR R FE AL R AT 1A B I, (R FHA
(2, AT AT 350N BB A M. B b
2 g ME T H 10N §OE B1: BE R 1IN AJE K] H 50 95
AR FIRAE 7, K110EAS4531. FAFK110E /) 5848
TEW TR MR RS, B
K110E % 48 J: AN B8 5| 25 55 45 0 L 30 40 11 1 28 g 12
B4 5PB2 L (A7 S P [ A8, AT DL S 80 # xd
AN P R R 4k, Maurizi®A R
1918 B RIAT 51 EC [ = FE T2 36 3 B B Tl #E Xt
NMhagt, b 25 00 4 R 1) PP IS0 i B
B E TR OCEIER, Rz asH A
PRI SIIGAIEY. A 20 e T I T I G B 1 8 1 12 1) 3R
R TE TR, AT as B — PR A

(3) MAINSHIMEA. LB 25 I MAINS HE B 35 m]
YR PRI EE R A, /5 M1, M2, NSTRINS2. M1
F AR B A BE T 9% B vRNPIIAZ; MIEEHRE TR
R R R NSTRINS2E FIE M B 5
AN ARSI B 1, R UBOR BT E 20 R i
R REREEHDY, Ibsh, NS2E WAL SM1E
AEBELE, 25 7RmERFirdsd s, M
NSIE PR LTt — i R FE b g e 7 30 B 2 [ 4 5 1
PE. W FCIRIE, MI14AL 451 U8R A1 13947 1 TR R R %o
WSN/HIN 1R B 0 M 3R A v e (e, (HAR T
FRAE RINLEIATE 2 pbsh, R 5 ) AR

o, AESE KR FANS TAINS2 A 625 0t 52 1 45 6 75
(B ) R S K, HE e T A e
WK, ANHAIEREEA/WS/33(HINT)HEEN
NS1IRIAEFNS2[FRIE KT Mk, HAErgE
FIWSN/HIN I NS 1Rk 8 B & m TNs2!,
FRNNS 1R [ 1) 1 308 BRVE 7R B 2 e 2 g MR 3k 15
ke B EEER.

(4) HAWERMIEH. BRikz sk, 2k,
IS 7 (1) oAt P B L R o He g v 3RS B
EEEH. THEEMEREPB2 E627KAR F it
P =98 FE L LA A 1 SR S B M, S2HSN
BBOR B LS 2 F T JFA, Lin%
APHRIERR B N2000 pHINT PB23EK [HSN 1 %
AIVERTS T /NR PR 3E 0, o] I, T80 2524 R
B 22 8] B A W7 A 0 B0 3 3R A3 Ao 22 g e g i
JRIA. AN, ZhangE NHRIE T H10NT BT B4 Bk
[FJPB2 E158GAHIM63 1L AT f2 M H 10N 7V Y £5 37t /B
EIRURZ T O

H AT L, FBOR FEHA, NA, PB2, MAINSIE K] %}
HoAh g I A TR, AR X IR o, EATT AR
JEP TR B VLB B I DTRR S A AR F]. 2 T AR B,
S AR B LG, SR A R 7E 65 B B A g
PRI LT ie G B EEMER. AT, BEEZHME
g PN AF 785 A )T 58 4 TR B0 B 25 B IR X
T e 2 g M I S

32 REMFHEEA

TR B YE TR E AN R ep, B4 1E R
I IE KT 2 R A R 5k, 47875 18 (AT B
BOREAI, A SRR, B TE
TR 12 RAEHUREEIE A, 005170 5 243 1 R e 0 1.
M I 25 19 14-3-35 VA5 AR 1 (d-ROMD) i K
SLTE RS 203 (IR P B KR A, T LUE A
TR HHSE S W AR B, (R B THE R R T
ZEWEYE T AN A 4, T B IR

SRIRIFE BT AN 1A F A AR P — LR
T HE T TT AT R T S 7 b I M 1 3R A
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Neurotropism of influenza A virus
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Influenza A virus is a crucial zoonotic pathogen that is prevalent in diverse avian and mammalian species. With the widespread
emergence of novel avian influenza viruses (AIVs), diseases in humans caused by these viruses have increased. Thus, AIVs have
become a critical concern to public health. Apart from respiratory symptoms, neurological symptoms can also be caused by AIV
infections. The neurotropism of AIV can cause serious illnesses; therefore, it is considered a key criterion in the prognosis of the
disease. To summarize the neurotropism of influenza viruses, we review the related findings on neurotropism of human influenza
virus and AIV in the following three aspects: the clinical features of influenza virus-associated encephalopathy, the mechanism by
which influenza virus invades the central nervous system, and the molecular mechanism of neurotropism.
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