$274 H5H GRS Vol. 27, No. 5
20154F5 H Chinese Bulletin of Life Sciences May, 2015

DOI: 10.13376/j.cbls/2015071
XEHRS: 1004-0374(2015)05-0539-10

#—, PTEHRFRLREGHFZARRIARLN, MEEFIF,
TR P = E AT LR E, THREAFFHERAE RTE.
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Molecular mechanisms on interspecies transmission of avian influenza viruses
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Abstract: Influenza virus is one of the major pathogenic microbes, which poses a threat to human health, and

causes tremendous economic loss, affecting social stability. In addition to occasional flu pandemic, there are still
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many people died of seasonal flu. Especially, in 2013, novel avian H7N9 influenza viruses infected more than 600

people with death of more than 200 people. The avian H7N9 influenza viruses have been established in China, and

cause human infections in winter and spring each year. The natural reservoir of influenza viruses are wild birds, and

how the avian influenza viruses break through the species barrier to infect humans is an important scientific

question. Here we describe the molecular mechanisms on interspecies transmission determined by receptor binding

properties of the viruses, and the structural basis of divergent HA subtype viruses including H1, H2, H3, HS, H6,

H7, H9 and H10. This information could provide an important theoretical basis for the prevention and control of

influenza viruses.

Key words: avian influenza virus; receptor binding property; interspecies transmission; crystal structure

Ui 7% (influenza virus) J2& 5] 2 AT MR E
(influenza) ) N & 3L AL e i i, £ K% g
T 1IERVHRE R} (Orthomyxoviridae), NAENE. £
B B R EE RNA i 55 0B B AR 4
J#i 7% /% £ 9 (nucleoprotein, NP) 113 jifi 25 [ (matrix
protein, M1) Hit R HEAIANE], 7] 70 A (A), 2 (B)
AR (C) =Fho R A BB EE i TP AR
sk, HAEFEWMEREKR, MR 2510,
e AT B, 8 5] o S ORI
1T. Begl T & KRG & BN 53 8 A B
B

A RGBSR R AR IR MBI 2 ARE, ARl
T KE. M 5. R, fifa, 3. Ik
WA NS . A BUGUE R I B R ZH 8 A 17 RNA
FBUE R, BHATC AR D 16 PR M. A LR
JE B AR R 1 P M &E R (hemagglutinin, HA) A
22 5 B2 (neuraminidase, NA) 77 5 4 A1 3 [R5
IASE, XA k2 WA, 35S A A
RS B S RS, R AR [ — NI B 2 2 ) ]
DAL= AR G OR A, AELLEAS [R) I 28 fp g 25 2 18] R g =
AR A SR B A R . BT, A BUUEOH B
Al 7349 18 /> HA PR (H1~H16 ¥ ReAE BF A /K &
GBS H) ;T H17 A0 HLS 58 BRI 2 00 73 B8 1 s e A< 1A
HHA A BAHIRER R HA IIRE, KRR K
DA e 58 B #8001 ) A1 11 4> NA A (N1~N9
Sy E BB AEKES, N1O AT N1 K H g 5 it B v
BEER )P,

N7 SIS PR R, A BN B R B
T F2 W DUE NOE I fE 2R, e — g R,
ok 2 EE B B B HIE 2 1E 3 TR 2 2 A
7 RIS B 1D 1R A S S B S I B P A% R
(38R S A, R R B E AL AN (1)
FERI R (mutation), HAYHTEIEFS (antigenic drift).
T B B () RNA & B Z A0 D Re, i 55

RNA & #i| 5 #% 5 8 mRNA K25 5 851 5] #5248,
TR B A E R AE BN B A 1) R AR AL
HH S5 x 1078 x 107, 5 H A RNA 5 # ) KA %
FAAL S, A 75 AT LB I HA A1 NA BE R B4t
AR A R 1 TRAR R R A 3 ) S S B, B8 T
Jp3 B3 I HA AT PB2 252 K] 1) pi 548 SR A5 X6 IR 7L
BN S RE JT . (2) ZEK B (reassortment), 1,
NP1 J 5% #% (antigenic shift). 4PN A4S DL A
B AN RIS AL 5 00 Bk 1 (A I B — N 40
W, 8 ANJEPR v Bw] DABE AL B 2, i 2
BRI B C FE 16 B r DA R 28 R R PR A 2 R

Ptk U R ER, AR ARV R A
FRIIRE P 5 AR
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LI 1 1) B AR i T AR DU LA BB -
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WERZAR, W BIgm R " s &N EEREAG
A ", LE AR AR pH E 51 R HA R E0E, f#
R AN E AR ERA Y BT RIEE A
M2 S FIREE AR TS, o EE R D AR 3 40 o
It — s I ML A - I RNA A
HEMLL VRNA N, & 5 mRNA, mRNA
WS R ERR B E T s W F RNA RN E
i, HrE A vVRNA 5 NP KR A E G4 3R
VvRNP, 7& M1 Fl#%4i it 8 [ (nuclear export protein,
NEP, tHFR4 NS2) BN thi%, 5 HAhw 75 8 F it
TERLEEAE 5 IR T 58 BOR 2R BRI 4 25 15
B URL7E 20 0 5 R 1 HH 2F, NA DIBR S HA 454
(FI MR R 32 1, 5 B A s R R s
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IR B 5 A P YRR B2 A P 45 e PR
FHEERT SR R R

2 TEEMBERY AR

Tt TR B 25 1Y) 2 PR R T 52 A7 2 IR i e Y PR
B Pl bl 2 1 U B R OB R S AR R
WEFEAC S « N- BEIEALAN O- BEIEAL . N- FERERE L
A TR R B 3 Tk R AT IV 1 ) b e R T 2 IR
b, 1T O- EFERE R 0 BE N A 2 IR BE Y 22
AR A AR BEENAE 7 Lo N- &8, O-
BRI A AR O Y. ST, X2
A 25 G e S MBS 1 1 P R 2 R i L R 5 0 % 3
Beor N EF T BN E S MFRIE, A & PEREAZ
OG22 5 TRBR B 45 A 107 32 52 AR f A it i
W A2 [ T ) 3 A2 - B — AL H MR R (SAT).
55 AL FUBE (Gal2) F15E = A0 N- ZBE R 7
% BE (GIcNAC3)™™ ., Ik 7 B2 () C2 o bt Jil 1 7] LA 5
RS2 FUHE Y C3 B C6 MrfRJE T-454, TERL a-2,3
B 0-2,6 SEEEEEE, AN IR 1) B 5 A AR 52 A b
B AR R 22 IR R

IR T 0T MR RS2 AR TRV I RN 25 LA R T
P, &V B R AT RS G 0-2,3 R I MV R 2
A, TN TR R B UG IR] 45 G 02,6 3 42 1 M VR
MRSz A B ARG AN N & I il b e 4 3=
AT A a-2,3 B2 4R B, i NS b R A
3 BEAFAT 0-2,6 S24K Y, IR b 8 T RO B AR A
M e koAt HA B 2R as G0 sURAE RS, 3R
BEEE 0-2,6 ZARRIRE J1. JTEEAESR, — BRI
AR T IX PP A, 2006 4E 3 ], Kawaoka Fl1 Kuiken
PN HE 9T 40 59 I AE Nature F1 Science & FRF T
AT T R, RIAE NI RRIRGE F R 4
Jit LRI B [0 40 R L B TE 02,3 B2k P, &
BRI R EIA R —E M, A TTRRIR N I
W AR, ARG N2, Xk iR 7 o4
K 2 B8 I o B B e B & R B A
1. 2007 £ 2 H, Nicholls % 7 (w5 K B, HSN1
0B BE B A A0 B B IR R e R iR 25 R KX SAo-
2,3Gal SZ KPR IE b7 A, 2RI I 8 b 41 g
AT ReA FoAth & & 07 i B4 Bh 32 PR AR . R itk
NSRS S SR PN (21 L ESG | FYNES
KAT, KA 0-2,6 ZARMLE A EE S U,

3 HAZEH
HA S5 b 1R - e s H, AR

il I &5 5 e 3 4 i 2 T AR e M M VR TR B2 AR R T
I o 13, LA ol 2 R B A P ) A M e 5 R0 12
UbAh, HA YRR EEPUR, 5 SRRk
A, HA B2 &R S5 i B E e T 1,
TERBE T, HA B ZIN 140A x 40A (1)1 I8R5
Flo BN B R T 3R 0 A 400~600 4~ HA 73 1.
HA R (HAO) J& T I Rl 85 1, & A K
25550 MEEERR, H N E Sk, BEXEER C
Ui, A — MR AR R E . HAO B fE E 41
(1) B 1 T 2R i s LA B A O 1 R 2% 22 Ik HALL
FITHA2, =4k HAL-HA2 20 F T 5 — N A% 43
TR 2] 220 kD KI[FEIJR =54k HA. 240 4E FXTT
JERERA A AR ULANTAT D, HAO F1 HA #EHE AN 32 7k 45
A, AR H HAO B 5 A - EtE, A5l
YL,

AT ) HA B R S5 1402 H3 AL HA,
R 1981 4= Skehel Al Wiley fff 78 41 @ 4T ) A/Aichi/2/
68 (H3N2)HA 7 T HIdh ik 45k . HA =FAk 7
(A X K29 135A, 328 5 i 1) BRI Sk 38 A
it B A7 IR ZE B2, BRIE B Sk 3 58 45 HAL 5%
SRR, FERB- AR, £ 8 i Swiss-
roll B¢ # jelly-roll Y 4% ¥y, £F 4R Z L& A
HAI 5% 5, Y& HA2 k3. 3 4 76A K i
WY e — A~ = B A& MR, 75 H N AR % SE 4 (4%
JE I B BE B39 10A). 3 ANMREAE I AH LAY, TERL
Tr T RRE , e 2 AE S SR T B 1) b 7 1) M
TF (2B (0 85 A 22A) . 3 AN AR iE DL AT 1)
T NEERAE KBRS, JF HESE KR
HA2 [ N sy 8k 7E K 08 e 2 1], 815 i K B A&
JRIHGAE = SRAR G I = SRR S50 E 22
2 AR B ZE BB AE R, T BROIR K8 2 TRl A 25 5 1R
FAH. XA G5 RIS A AT T 28 3 )15 2 1 1) 45
A TR T i

T BE () B2 AR 45 B AL i AL T HA 43 132 i ity
PI—ANERI . MRER O4S, HRHE H— R TF R
FERRZA R, 55 Y98, WI153, HI83 Al Y195(H3 H
FE) s DT = AR S A RS K e E R,
190- 12 it (HA1 188~190). 130- ¥F (HA1 134~138)
H1220- FF (HAT 221~228). MEEER 5 1A CA145 1)
(1) HA 185 G B AR AL, RIS 130- FAANEHET
(1) Y98 ¥ 3> O 51 I &8, 5 W53, HI183 il
Y195 3l it yaflE e Jy Ve R, T 52 A0 R 1 HG At 5 4
55 220- FRF1 190- B2 AR HAEF e a-2,3 248
ORI R RS HA 454, FOMEE 220- R[4k

|

4

C



542 BUERE

7%

JEAP T 0-2,6 SZ AU ORI & 5, HOEBE
2P EM 190- g, (EATH CEMTH HA- 2
R EYSRARER T, 0-2,3 %K K2 KRB A
% (trans conformation), SA1 Y5 Gal2 i% kb= /K 1
B EF 48051 10 1) 220- BF 5 1M 0-2,6 244 0K 22 SR HL
Ji=CA4 % (cis conformation), ¥ a-2,6 EFEALET K]
C6 i J5i 17 1] 220- 3R N 7M. a-2,3 fil 0-2,6 57
WA FR G, HA SZARSE G A7 i 1 S 5L R A 75 2
RN . 45 02,3 ZRG SR, &EE
KRR . 5 a-2,6 2445 & 00 F i
KR FERR R E P, Kk, HA 2R84 60 S A
BRI 5 R Z RS AR R R, R RER
B R AR BS FPAL 3R (00 43 1 BE il o

4 H1. H2AH3T B RRBF S EMEES F
HLHI

124 ik, R NI G N R BORRAT
BT PRV A TR #0 HINT, H2N2
ATH3N2 AL R 85, IR Bk, iR
I EE AR IR T & T

P H2 AU H3 AL B B EE T S, HA R
1 E ) Q226 L Al G228S 574% (H3 HE7 ) & ik 2 3%
PR S M S LS Bl AL B 1 6B BY. S Q226 A
G228 1 & i B 7 HA (i i 1 25 & 0-2,3 Al a-2,6
WE R R 52 A, T A A5 1226 K S228 [ A I I8k i
HA T H5 5 1 45 & 0-2,6 246 B, S50 F &,
L226 $e s /KIS A R T 0-2,6 ZARM4E 5,
AT 0-2,3 ZARM 4, FIRF S228 5 SAL Z W
R ANEEE, BN T HA X a-2,6 SZ2ARRSER ) PO,
AN, H2 WA & i i HA () N186 fE % 5 Gal2 B
RV, T RE R fE H2 7 S B B0 3R AR 0-2,6
SZARGE A RE I SR PR AT S186 [ H3 A & i
) HA WA BETE X A28, 5 0-2,6 ZARTI%5
HRESIHEES ).

XFF HI WA 5 R U, 190 Al 225 A S L R
TESZ ARG 6 R e M I e ol s E A . H WA
BRI HA 124 E190 f1 G225, fewsss&
0-2,3 Fll 0-2,6 Z A4, 1 H1 784N 308 8% 55 19 HA
9 D190 1 D225, W& a-2,6 24k Y. M&5iH EF,
H1 F% HA & (il D190 f1 D225 & R iRk 3t 5
0-2,6 SZ AR BE RO A A AR, R H BT
D225 F1 K222 [ $h A% AH B AE F A# 75 220- SRR PE R
B, AFIT 0-2,3 ZARMSE A 5 M G225 T AR
K222 TR R, S50 220- 3R bude ik, M A

5 Q226 REMS A HT ) 1.56A, 5 0-2,3 Z4KH) Gal2
e = AN S P . Gamblin 25 P 413 190E A2 0% 38
AN K FHA T Q226 IINEE, {75 Q226 At 5
0-2,3 RN Gal2 BEFRA HAE A .

5 SHFEMHSNIZARBESEMEED T
HLHl

AR, HSNI mBUREEREEREGHES
FR, ERERMETFHR, FHMRESENE, 18
Je ¥ X 5]k AR AR R G B R . N B HSNL
TR B i IR LAY RE R S I 28 R v 40 L DR - L
FET- AR E P HAT, WHO B4 A&Y H5N1
= BUR S UBYR R IZ B A 600 245, Ho
FET 1A 59%. (HARFEMAZ, [FITERmAT
AR, KFEB4r HANT V37 8 75 5% e 25 1
HERBALS, HAreEA 9% 1IEHE R 9 HS T
R OR T D& KB 45 4 0-2,6 2RI RE S B,
AT, T LM — St AR ], RS =ET,
Al aelig HEE R R4S B 0-2,6 AR IFRELE
FLBN ) IR 1 A S AR I HSNT 5828 fho 2 B,
2012 £, Kawaoka 14 @ 21 i 1 75 HSN1 it 2% 5
A/Vietnam/1203/2004 ] HA % (1 L 5] A N158D.
N224K. Q226L F11 T318I 4%, 5 2009 K i &K
HINT 800 3 19 H A 7 A4 Bot 22 1) H5NT
BRI S 5 b E e AR Y AR,
Fouchier 1 /5 2H i 18 T % HSN1 %% 2% A/Indonesia/5/
2005 A\ T. 3] A\ HA Q226L F1 G228S %€ 4¢ }z PB2
E627K A5, TEHSAHIELALR, REMBITTLL
EH A = ROR AL R AR B (HA 2%
H 45 H110Y. T160A. Q226L A1 G228S %% 45 )P,
X A T L[] SO #AE H5N i 821 HA 2R E
FBINT Q226L AF., 2013 4F, ANiFHIL S Skehel
R EH 43 9 AT T 3 T o A TR R SR R HSNT 9
HBMHAEASZHBREEGMN KL N, WRT
HS 24 7 0 7 5 Fh AL B8 10 4 oL . 4k
WEFER B, 1226 B IE 77 A6 1) B K PR 85 4 98 A8 4 HS
T HA AR LS 02,6 24K, TAFT a-2,3
ARG 4, X5 H2 A H3 TR EOR & HA
HAEREESE S 02,6 2R FEE . HFRIER
MW, 0-2,3 AR a-2,6 32K LAY IE S B A4 A/
Indonesia/5/2005 Jji 8 HA & A 45 &R T =0
%, TS AR HA 454 I #5548 i = 1)
G W BAL, TEib & N158D RAFIL & T160A RAZ,
Hooh WA A HA ARG A AL S BT 158 A2k
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T A N- BEFEALAL S, NTIBE I T X 0-2,6 5244 1)
SEFN 7Y 5 T T3181 A1 HI10Y 728 )53 i 33 b HA
e, (RS EEN T S %&HE. T318I %
RS R E HA B A RAA IKTE HA B 4 &,
1M H110Y ZE74% ) 2 3@ iof 55 A4H 4% HA B 44 T il & B
Kftm HA = RIKMi e .

6 HINIZ KRR S EHEE D THLE

2013 4E 2 H, fEFRE @O Eig S I T
— b B N R G HINO & 70 BOR 7%, #E 2015
2 H23H, B4k 57BN, SR
212 BIFET:. PAEFE S5 R B, HTNO i 55 A %
TE S SRR R A AL i, (B <ALk ae 1R
%‘ IZE [46-49] .

ARG A S R, HINO 5% #7098 (5 B 5 4%
Ha23 ZEHEe ], (HRZHBHROLIRST T —
EMEE G a-2,6 ZARKIRE 1. AURRRLH 55 ) i 55
AR FIEL 0 KA T Ik HTNO it B 2% R A
PR AS AN TR 40 SO B, AT 55 R BORR (A/
Anhui/1/2013)( % # 1) A5 30 70 8 1 _E i #R A/
Shanghai/1/2013)( L 1) 52 PR &5 A ke, RIL%
Bl RBEREZE & a-2,3 24k, XRRES & 0-2,6 324K ((H
XF0-2,3 SARISEA S ), TR 1 BRE i1
HEE A 02,3 AR PO, X TR ERE T 1B tRin T
Rl 0-2,6 AR G RE T, 19 1% Bk A A R
AIRE

U RRATZ 1 MR HA AR —RT A L
A 8 AR 2 7, H 4 MNEFERZE RS
A& S X 4K, LFE S138A. G186V, T221P,
Q226L. #RT, fE%M# 1 #R8) HA & H 5| A L226Q
RAJG, RABERAWRIRE G LG/, X
— 4 RKY, 5 HSNLREEAR, Q226L ZE:MR R
AE % T HTNO 9% 88 1) HA 3845 a-2,6 2845 & fe )
AN RME— BT A, AR A T U AR AR O 2
R OCE E ., AR T B 1. %81
PR B L226Q 2878 1) HA & (1 52K R A
URGER], RN R4S A O 5 X 4 A AR
(SI138A. GI186V. T221P. Q226L) HL[FE Gi& 7 —4
BiKHEIRES, (182280 1 BRIKSZ R S5 500 55 220 3
P X b Bl 1 bR B A S R B K, 5T 5
0-2,6 ARG A BIMERAE T L226Q KA S5, HAth
3K BRI AR T /2% IR B K PR B R 4 RF
0-2,6 ZARINLE G SR E IRNER T 0-2,3 %2
BIES HA 855 B AWM R « 52801 R

Bk HA 2551, 0-2,3 24k 2P0 H 2 M 1) A 5
MrES B 1 bk HA EAEME-T, a-2,3 244
KT ASH WA R RS X AN Y 226
PR Qs 0-2,3 SZARENRENS LUAF A (1 HA
52 AR M BEAEH AT AR ) B A Y A
WFARERW, EHEBCRET, a-2,3 Z4RA] L LI
B A FAELE, T a-2,6 5244 32 2 DU A 547
78 Bk 3R B AR SO R AR IR ML LR
0-2,3 ZARFN 0-2,6 SZ RIS [ 14 G Al /2 5 ) 52 A4 45
BREMEERERZ —.

H AT CR K I HINO & 7805 55 B & A
PRI N BrAE 4R 8 /1, X T RE & T HIN9 SR 7588
H&ma & a-2,3 ZARMEE ), M AREIRGE FA IR
2 0-2,3 SR BRI R AT TR,
M 5 75 HTNO 95 25 T A o fE # . SR 1M, H7N9
I3 BEIRAE AN T ()35 2 B, BEU g  — H
KRG G o-2,3 ZRRET), KSR a-2,6 ZARH)
giGEe), A TRESIRILEROKAT (4R, X
HARIE PR KIS HBL ). Kk, HEI H7IN9
TR AL, U IR AT AR S| T P A T I O R
FRIAR S, X T RUBORAT L B B

7 HIN2IL BY3 B fR & M IE 5 FHLE)

HON2 WV 8 358 B3 352 — P LT K& AR EL
o3 P R T FE U0 T 25 U AE 1997~1998 4E
TR TR IR Sk 20 I R e R 3 AR AR 23 5
T HON2 WA A B Bl R U AR
it FR A REAS T 43 ) 43 B T HON2 9 & B 2003
12 A, FBF A1 B HON2 SR i 8 &
PN, XS B R AR PR IE R, AR
ABET. [EARFEENE, HAiAT M HON2 &K
RO 7 HA ) Q226L RAF . TR
P BE I e N [ HTNO F1 HIONS & i & 7,
P 356 TR 4B A R R T HON2 i B

HAl ik, A —FRAE IR HON2 5 8311 HA 25
i O, IXHORE 226 7 L, 228 74 G
0-2,3 ZARA 0-2,6 ZARTE 51Xk HIN2 HA 456 i)
HRH TR S, 1 H Gal2 5 1226 #E A
MEAERH. 2R a-2,3 ZRA SAL Fl Gal2 {135
Y FEIR T WL TSR, T 0-2,6 SEARIK) 5 AN KFEIR
A ULIEMT A, R E XS HA TR S a-2,6
SZARKICERM S . IR 02,6 21k 5 HA 45
A B A 190- BETiE ] Ab ZE A (1 2E M A R, 7R 5 HO
HA 2551, 0-2,6 2R 220- FR5E ] 190- $2iE )5,
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JE T B E AR RN 4T &, AN 130- IR A M IR 7
i, 352 as A0 m BT 125-137 35, 150-
R N193 e £k 11 ANEEEAH EAEH . IXFPAR(E
ATREZ H H9 HA /) N133. G135, V190 11 G228 it
R B,

8 HIONSEREFRFEMERE S FHLE

FLAE 2004 4, 2R KARGE T &5 HIONT 73
BB TR N A, OCR)EAE 2010 AT 2012
ARG JE R A T HIONT 95 2 18 4 N B ) 0,
20134 12 H, FKETLTG4E BT & BN K G
HION8 & dm ], IS EBEEwr ™. &
FEAE ) 2014 45, VLR SORAE 2 4 NG HIONS
BB ERRE], FHd 1 ABETS. 2014 4E 5 H, 3K
B 7 1 X103 8 T 3 PR B 0 2 v S5 25 HY HION®
EE . Rk, H10 6L & R0 15 55 R A 3% 1 X
Rt 5] 2 TR o

2014 57 H, Skehel WF L H K kR T 5 —
R N ) H10ONS 55 5 A/Jiangxi-Donghu/346/2013
[ HA Sk i kg 1Y, R Il H10 & [ B AT W A2 7k 45
AR, 3F B a-2,3 1 0-2,6 SZAR SRR AL (43
514 1.81 mmol/L A1 1.39 mmol/L). i {134 [ i 4%
B 7 — Bk HION2 & i B 955 8 A/mallard/Sweden/
51/2002 () HA T H 2540, K ILX Pk HION2 J5 5
CERBT 02,6 ZHRMEEGEES), FFHILEMS
A e N HTNO 9% 8 40 24, [A] B X Fk H10N2
TR IO TR A 0-2,3 SZARISER /). B
&, AU EZH A Wilson U @84 46 5 ke 1 R —
Pk HIONS %55 # HA ¥ sh R 2= 454, H X 3 Tt 72
#B o, HIONS % 75 (1) HA & [ f I 1 45 & a-2,3
TR, X a-2,6 AR ARG, RFIXFEGEA
(Y] H1ONS %5 2247548 /& — AN S A (1) & s 2 110,

ER TR, a-2,3 ZA4RF H10 HA 4551,
KRIEAE IR AR, TS G0 R137
55 220- B[ G225 TR R T — ANEBE, N 0-2,3 Ak
MEEEIRAE T —A BIFRISEKIREE, AFT 0-2,6
AR 454 1, 7E Skehel [IHF %, & H10 HA
1 Q226 5 0-2,6 52 7 ¥ W AR 5% 1 &0 AH B AF
0-2,6 TR T &Mk %, (HILE R &4
130- PR 7 [ fEAf Y, H 137 A BE R (K), Ao
5 220- MR AR EAEH, fl143 220- 3 EL AR,
Ae 5 a-2,6 2R AH B AEH 5 1 A HI10 ) HA 1 T
R137 5 G225 & sie & 88, [ 5 T 220- PR A &,
IR AT BE £ WA Q226 175 0-2,6 52 AR A0 H.1F F ifif

AFIF 0-2,6 ZARHI 454 . Wilson {84 N A
fENHI0 5 0-2,6 ZIAHIE EMEEt, B a-2,6
ZARRICT & IR 5, AR I Ed U7 a5 AN
H1. H3 KATET LN HS 5 0-2,6 XEE 5
Y 0-2,6 SZARIIIEAR 5 1 E AN, i 5 A\ HT-a-
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