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BEMANEE®RINS., $XRTOY 7=y MMIIHHEE
173 7+ )V (Nuclear localization signal; NLS) ASfE4E¢
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itz b oW+ Th LMD H L. IREF-1 13,
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Associated Transcript 1) 2 WX X774 2 ¥ 7 HT
U2AF65 ) ¥ —sEIGIEE 12k A9 5 UAPS6 (U2AF65-
Associated Protein, 56 kDa) & WIS AT T4 2 v 7 B#E
X ER—TH o 7. RAF-2p48 I #EEERI & NP (2
WELT, YANVARY AT —EOFHR & L THRIET S
RNA-NP AR 223 5. F 72, RNAIIH L“C
WRWNPIIATT#E 2 ACEELZ R L, HEx Le o)
A3 % 72, RAF-2p48 13 NP D Ee4E % )3 5 %M
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&, BRI VEPET PA (Val636, Leu640, Leu666,
Trp706) & BKMMHEIEH TS, LA 74V ADRNA A
3ARY AT =+, ‘finger, ‘palm BL Y ‘thumb F X
A 205 7% B RNA GHDIGFHEERAL &2 .02, 20 N K
S L C RIBAILT LIRATL “cage” BT 5. PA
@ CRMEIIL, A 3KV X5 —X N R & #5050
WHEMLL7-ME2 LD, A 3K X T —EDiEHEF.L X
A T A X912, PAOCKEHEEE A 3R 2T
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— B0 3FEHEERIL, 1 3F) 25— B LFEESHE
ERTMLTWAZ LA S NS,
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PB2 ® N KiitEis (1-37) # AL CHAT 5. Hok, &4
(&, PB1-PB2 GO ML L H DITRIIL, E
ZBURMEM EAER TR S b PA-PBL &AL 1382 Y,
% OMALE ST PBI-PB2 HAKIITER S NG 2 L5
227 o72 (K 3B, EMBO ], in press). F#2, PB2 ® N
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REWZ 12, —EBOBUKRE &% RIE L 72 BRE T, B
etk FRRICHEAR I L T RNA S RUE I T ¥
5 ENEE SN, PBI-PB2 A% ML 7=y M
TOEMERIEAESTEAET S 2 LD SR, Shbo
R AF—BH T2y FEOMEERLMIEZVTNY,
HEES NG BRI T, A VAR TEELIS
PRSI, FHPTY AV ZABEOEERA & LT, BVl
AL Th 5.
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O @ DNA MR A DO R ) F—Y v vy 7 va v
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fEHICBI S 5 Hjc 7 & MMM Z 2 Z LS
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PARRZYFX2ZL7—YELTHET LI EDHENIN
720 FEBRIZ, PA O N KumsEE21E, Glug0 & Aspl08 Dk
PEREHE, Hisdl 3 X O Glull9 2@ b E ek, L106
EPIOT DI NVRZNEOWHEST T2 LT, &F/A L~
PEALL, &FEA 4+ VRGN LY FX 7 LT —EiEED
s ns (B3C). &/ A+ VAT E %2\ PA D%
FAREHWBIICL D, PBLEXDOPADTZY KX L
T —EEESEERICICIEEETH S T EATRBE ST,
L2L, BREOFHETTORIETH Y, Fv v THEELE
DOFN)IX 7 LAT FOYRICEDL LY T =y b Dgse
HEEIIEE > Twiewv, F72, PA @ NREEE & C R
i RN O B O FEIE (198-256) DFEEATRE SN TE ST,
BHIE 2 2 B LB I TW AR W 2 s, T
U —gH S LTHERE S A LRI S R, K X T — B
ERDORE AR & E S 5 m R EIR I 5 5 ] RE T
Bdb., FEEIZ, ZOV U —HEBICERINEASINS Z
ET, NEURORY) 2T —PEAKRPERT S L
XN TV 5 4365)

vy THEERY 72y P THDHPB2DF v v Tk
£ R AL v & m'GTP O3 & s S, PB21d, 15
FOF v v THEY VX E ERERIZ, Trp b L <1 Tyr
OFFERMBTE ¥ v THEDO THNOATFNVIEEZ RS v %
YUY BEIETHRMIIE Yy THLE AT A 2 L0
ShkoTwA(E3D), F720103k~<72 % 512, PB2
EFEB L OREEICOEELEEY L DI LR EN
TWa, EBWIZRN)A VIV FI AL VA ET T AN
LML BBICEIgE S 2R (701, 714) %%, PB2 @ C
K tEIR 2 H 5 ¥R EAL > 7 F v (nuclear localization
signal | NLS) FXA A VIMET LI ENHL2IZRD,
FOEEOFER, Importin « 1 & DFEE DG ARG
ZALT B 2 & DS ST B 9060 1097 4R |IZF/HET R b
PONEESNZEIREMEHNL N4 YTV Y A )L
Z1%, PB2 @ 627 HFH DT 3 /DT Glu 205 Lys ~ZER
5 LT, ¥YAILTHERICRD, £2FOEHE,S
YA NADSHEEN D ZEHHE SN TWE Y, i, 627
FHOT I 7R Gluns Lys NEET LI L 2L, NP
& OMENEHAHEE: BAZZALS 5 2 L AT S 7z 6869,
PB2 & NP O#s6 % il 9 2 flilr 520 7 15 £ W T OFFAE A
HEWMSNDD, COT I/ WEEL FAL Y (627-F A4
V) OWREB X UCHEMEHT A2 EERTIIEKRAHTH L.
BERIRWZ &1, EFBMOPEICHE S5 il s s 17
FITOEREALD ) B, 6 7y A 627- K A 4 ¥ OFEmIE
HE22E00 ™0, oA V3EEEEET s EE
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PB1-PA PB1 (N KuisHiR) & PA (C KI5 Off AR 626
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PB2 PB2 @ C KfHI% (Cap #5&H06L) O#HER 30
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Studies using cell-free RNA synthesis systems and reverse genetics have been contributing to

understanding of the molecular mechanism of replication and transcription of the influenza virus

genome, which is the most essential process through the virus life cycle. Recently, it is noted that this

mechanism is also involved in host range determination of the virus. In the light of the fact that

viruses resistant to previously developed anti-influenza virus drugs emerge, establishment of a

rational screening strategy of drugs for novel molecular targets is highly required. Further to clarify the

detailed function of viral factors involved in replication and transcription of the virus genome and to devise

anti-viral methods, determination of the 3D structures of viral factors should give a breakthrough. In this

review, we summarize the recent accumulating information on the 3D structures of viral factors and

discuss their function based on their structures.
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