LS USFAUXL A (HIN1)

(IR E ot}
274

OIZ 24X} HIO|2 AL
A} HlolE e AFOlU SElA B4R 557 AEE F SALRE YERA ke Aot
o] Hho|2| 27k Aol A A= AR < %-Er"ill}(HD Aol HAE A AEFARKESD, 27l 44
ER 27 ASFARKAD, 7ol A= 71 Q)

O

mlm

mln
:
Q
E
&
ot
v

¢

QUSFUIX} Ho[2{AL| BFR

Ql1Z24lA} vpo]g A Hlo]H A2 U Q1= Nucleoprotein?} Matrix protein®] 570 w2}, Type A,
Type B, Type C2 Wrol Atk 18]31 Type A Hlo]22s= ThA] Blo]g] 2 9]atof| Qli= HA protein(16%)2}
NA protein(9%)2] 5ol whel 1445(16x9)2] subtypel& UFoj 2t} 21 S HxNy 2 Hyshs, o)
xi= HAS] SRIHFE 1651714), y= NAS| SF(IH5E 9W7IR])E Uepdch Type A Blol2|Ae AR,
2], 257, 7 sollA B 4o7|H, Type B Type Ci= AFollAN 2 Bla doqit,

o

IZF X} HO|2{A S| REX} & 2HHO[2HAK|

PR} vhol 2 A= Y] 8719 A RNA A ellA] 105-2] Tl d S wher, Z2421e) g 7)1

== {hes] A Ed ot g

B HA : @]u]of] EAjst vpo]ef 2 ol ks o] 9l She] Hiel| Ay 50071 =7 EAE, T3t
WA FH FUoR o] GH o), Hio|H ATt Ao 7 Al SFAIEZREH sialic acid
receptor®l] A¢sHA H}h, %5 Al ®HO $8A= GAKET sialic acidE Hollon, AR}
sialic acid®] AFFEH7} a—2,3-sialic acid?l &= F= 27l FEE O] 22, a2 6-sialic acid?]

Z8-ol= AF B 2ol 2 E o] QlTt oS 8Alol tigt Sol ol w57 AA Eefxint, o]

g HA7} S04l =8Aol ARsHA| otes Aslfsl= a(polyvalent sialoside)o] 7HE=71 5F31A]
Tk 21 Avhs oA A5 Foll

B NA: @ujof ZAshH | Hiol2|A o leg ko] glal, shte] vholgjAt 1007 H=7} Qe Bioj2]X

EA| Fof| M2 B3R sialic acid A5 B2 A sialic acido]l F-21 vlol#A A7} 4

FH2E WE(release)H =% gtrh, @A o] NA @A 7|5& Adfists dAAZA=

Oseltamivir(Tamiflu, 47-8), Zanamivir (Relenza, &8, Aol 83} ¢12), Y Peramivir(GFAR)
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S710] FoA] ofn] Blo]H A7} Aol A F-4] 9 Hupr} i o]FojZ] So]7] izl Avprt §l& 4

9«5}. Tamiflue]] Tzt WS 71 Blolefite S5k Tamifluoll thet WA Hio]2| 252 NA ofv]
wAto] o)zt 9LS W(E119V, R292K, H274Y, R152K) UeRFH ulsto A= ofu] o|2igt Efu]&
F W A1 QIEFAA A7F B E Gl

B PA PBI1, PB2: Z}Z} 31 B4 A2 Z3lslo] RNA polymeraseS &A13H} RNA polymeraset= RNA
genome© 2HE mRNA®] ZAKtranscription)E &8l -F-42+9] W] Fofsial, E3t EAIE 343t
T}, RNA polymerases 2+2-2] RNA genome?]| 3t 24 Agtsto] vlo|g A QJate] So{71A| Het, ¢l
Z79llA} vRo]H A polymerase®] A|AZA nucleotide FAREAE©] W= ATt Ribavirint
viramidine®] AMFE|IL Qlout 1 G7R= Tamifluol| ]3] Esich, oiet A2 AsiAZA T-7052kL
Sk AsiAl7E A AEl A,

B NP : RNA polymerase®} 7 RNA genome®} Agtsto] 2] A Thal A (Viral Ribonucleoprotein)<
A,

B M1 : 9u]9] WfZof Agtslal FAlo] RNA genomedt Z3HE NPLFE Attt vlo]g|A AHE s}
Al7H Hlo|g A 3 0007 H=7F it

B M2 : Proton channel2A] &jujo] EAs} ol ZHHaPgolAl vlolefs A} Yie] pHE Holx
2], Ml NP9| Z3ks sfi2fAlA vlolgj2 RNAS MlZAZ HEAXIT o]z M2 Tl o] 5491
proton ©]F 25 AAAZ 4= Q= Fulo]HAA 24 = amantadine?} rimantadin®] §1o4 437 A
o] WSl L Azt ol AR o], Al of] et FARSS WA | = jict

B NS1: Interferon®] Fd< A5t 539 oA AqlE E—q@r/\] et

B NS2 : M1} Aol siof| A 2% Hio]g|2 RNAZF A AR U & Q%S ok 715 71Xl Qlth

Hio|2{AQ| tHo|
£ vlo| At g QIEFQIA} Hiol#| A= S4to] RNAHo|2A0] 1 7= LeolA] §)7] wjiZo]| Hlo]
2| a7h BAlE o) SARel7E A ThsAde] - wrh o]t F o= AR QIEFAA} Hiol2| 2ol A
79 v ThAgsk uid Q&AL O3’40] P gl mlolgiA Mol At o](antigenic
shift), 4 A/ o](antigenic drift), & ZHo](point mutation)= LeERATE,
B SY CfHO|(Antigenic Shift) @ Type A H}OIEV\@W”} U= oA ol Hiol2 2] 33
< HA protein?} NA protein©] = 72| Hpo|2]2 Zho]l A2 vl = o]}, 3 5 &) 2%
Hio| A7} FAlof - A|szof ZE = of(el: HINIoF o} H3N20Hg) A= f-:A712) reassortment%]
o2A As M2 FHFS 71 Holg A7 Uehuhs A HIN2oF) S 2 4] ARt A o538
(pandemic)S 7M1 21 195749 Asian flu, 19684 HongKong flu, 197619l Swine flu7} 181t} E
== 5ol4do] Hsto] v A=At Hurt dojd = qlth —A159] ASEF A" -

2 AH0|(Antigenic Drift) : oF T2 IEFAA}F ulo2|2 ol of7ke] gl Walr} Qle &
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ofojet. of2gt Amo]o] Aif= WY& A7 I7d BAle] Ed A mismatch)E 7ML= AL R
A, AbolA 7o) i WSk AR AEFAAL R epidemic)©] qlo] Tk, ARFAOZ of2}
L} ofglo]ofA] =4 AYFARE Sk A2 Type AS] HINIOFY, H3N20HY, ¥ Type B Hjo[2| 28 &7F
Ao 2A, o2f3t epidemicd & olsl7] f18te] T1 ATk {RFE A ¢l ol 5

WHO2| 5745 1ot Wil o 2 A z31A] Sz Aot

AE QIZERAIXL A (HINT) gl
oA E F)EAAR skegdoll ] wiAle ARSI Itk WAlA| ol ARG-E= Hiole 2 Aol W=
AL 7S yehfjn] AR idolojof Rlmyr maAd HoflAl Refsitt Tyt HZA Y G5sHA tiAlsl
of she AldlolA= =elE HiolgAE FollA of2idt EAS 7 Hiolg s HAsiA WAlY] F=
(master seed virus) &2 AM-81717F HA] k. wheba] of2fRl of# e MEs SHEsl7] fIste] IAF FAlgt
(reverse genetics) H'H-& o] 83t 252 Jfsle] HA o] A& QI1Z2All} A (HIND) MAlL] =07 o8
Sk Q. &, JIEFAAL vlolB| A9 87 §-4A; FollA HAQF NA= A 385kl Sl AlE AEFA}
o]0 fRt= e 2E5laL WA 67119] ksS40l $& 71E AEFAA} vlol2| Az R E
FE olg TS s YEFAA Hho| 2|2 <o reassortment(RE2h Al
LT Aol gl WiALE AlES 4= QUA| Fiok, ohek, WAL AR 7P} ] Hol e 20
- 2to] 7} SA| oA, 7FAZ Q1 HojlA =Tto] 912 = Tt
A A1 AESFAA AL A ohs SAEA] Ul Ms Gkl Al ofn] GRibEar Qlom | ()2
Rl A B3 AATEAof| k. s L]oll A= GSK, Sanofi, Novatis, Baxters©] I},
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AF QUZZAXL A (HIN1) Hio[2A0] FFX} 7 [

A AL e AIE AETFAIAL A vRol2ie T 7ol dieh o] EZstAR, dAA| o] £4E )
© SIVOlA frelle Ao BRQIEAL Qlok, 1 AR Y2 vhaat et o, 2 oAl 5] 424_ Tz
of HARJNSFAAY, WA E SF, 5522 =21l AT, 8719 Ak A d 248 3k= SIVellA #2id A

& HoJZEHChen J, Sun Y, et al. Panorama phylogenetic diversity and distribution of type A

influenza viruses based on their six internal gene sequences, Virology Journal 6:137, 2009)

W PB1 : 196895 E f-351E AIVe] PBI -+-4%17}F HIV H3N22| PBI 53427} 1L, o] 1998 5
38l SIVe] PBI -4A7} E%2Genotype I1D), ©] SIVE] PBI GAA7E ThA] A% Q1 Z24017} Ho|
2| 29] PRI 7127 5.

B PB2, PA : AIVE| PB2, PA {7217} 19985 H -35d SIVE] PB2, PA 54827} =9 3L(Genotype
1), ©] SIVE] PB2, PA §-41A7}F ThA| Al Q1EFQlIA} Hio| 4 A9] PB2, PA #4274,

B HA NP, NS : SIV (Genotype )5-¢] HA, NP, NS +-42}50] 1998H+7E -2481e SIVe] HA, NP, NS
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