HEEE 2 12 7T sk & ERTR

(VA A 5556% %1%, pp.99-108, 2006)

542 7IWIT Y IAMIVRYy /) LOWKRERIEE BEERF

nno %=, kKB OFT

PR - REFBEAFBEFAVZER - JEREER R

AV TINVEYHFTANADT ) ZE§RITHHAL L7~ A F Al 1 R RNA TH Y, 7/ 41
ANV AHED RNAKIFEMERNA B 25 —¥E X7 L+ 7054 (NP) LOHEAEKE L THEAE
L, BRELTWwa. LAaL, TNZTTETILRICIEEZ SN2, FFEO BWinE LRI,
FNOHDORILOY T BB OEITFAET 2BEOEEILETH L. ZLDIANVADLEEL
FFEIS, A Y TNV TANATHLET Y= 7077 — e b MR EHET 2 EE
GREEENTHL. LrL, NIAYINVIZ T AIVADPB2 NOKR|IZL ) mEEHELLsET
WA SN TV A L )12, R EEGICHED L2 ERIETEEIRICEE LML) 25> T
WEREL DL, ETTICHO DRI R o TCERA TV AL NVAST ) LD - 5
BT 2L 010, AV TINIUHFIALNVADY ) AERICHELAEERTICOVWTIRN, b &

BEIBOBEIZOWTHEHRT .

FL®IC

A VITNVEZHFTALNVREFIVY I 774 VAR E
L, A, B, CHO3IEIEET 5. AT« AR
IR KFATORERY A VATH A, miEFEE EhTw
HEIREME NI A TNVI T A NVAL ARITH S, i
AL, AFHIE 3 oS RGAT 2 /5 L7z, 1918 £
ARA VR, 1957 SEDQT VT, £ LT 1968 EDF
B Th L. BifE, HFWHBITOREA > 7L U
ANV ADERE S G L, 1918 4EUHEOBE, S 7 A )L A
T NERHEEL, ZORICHDENT AN ADIFE D
WHE LT PADBIED A H = X LINZDWT OIFEH AT
NTWBY, AV INVZ oA VAP TEE B2 TR S
FEIZHEILT 525N, BLXOZOHETORMEETHET 5%
WX, YANVAT ) ORI\ EDHELE ZNC L AET
HT-& OMEEHOZLICAZR 52w, KigTIE, 107
WIHFT AN ADMIED TG T H B BIREROEI LS

FARSE K HAR
T 305-8575 DK IEXWHRER 1-1-1
P RT - KFBEAMBERFIER - GRS R
TEL/FAX : 029-853-3233
E-mail . knagata@md.tsukuba.ac.jp

J DB R NS, A VTNV VI A VA EFEED
FHEAEFIZ W THEEIT 2.

L A27IWWI Y IAIVRT ) LD
BEEIYIIVREINIE

LTV VI A NVAT ) LOREED 1 Dl%, SAKD
SEICG NI 1R A FARNAN LY N TH /4
EHEELTCWLEI2H 5 (K1), BEMBEOZENIZBWT,
HELAFETIX, 74 VA RNA (VRNA) 1% D524 M
FHRNA (cRNA) IZ§AEZ b, KW cRNA % #RI2
T-F vVRNA 2 IE S % (R 2). 52 TlE, vRNA %
HHZ cCRNA ICIZR O NG W EEIRICE v v THEs, 3
K2R A g% b - 7o I 2 BAZHI mRNA 256 B
5.

D EWVEE 1 ~ 340Hilk, 7 A VA RNA #KFFE RNA R
VAT —EEBNT L 3HEBEO T L=y MY NI
(PB2, PBl, PA) #a—FLTw5. £50HIca—F&
n, 7/ LAOBEMUPLHEIIMETAX 7 LA Fy TU NS
Y87 (NP) 1%, KU A5 —¥ L& b2 vRNA ICKEA
LTCRNPHEEZREB L TWD., 7 A4 VARSI R
—FVHFET B 2DODANA Y VISTETH AN T
VF=r (HA) /45324 —¥ (NA) &, #LEh
BALE6OEHICTI—RENTWA, HA W, Moy 7
Wk GO T L 77— LCIlREL, WA VAT Y
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RNPIE &

o

Capilifitl & Ftt
E¥MRECIZHE _ BEPHICZEENS

A 0 B B
wiRIM A 0 B P

RMA & RS
FOE—-S—EE R

B1 A2TIVIZHICILZONFE RNP BEEF
T AW ARLT- O & RNP A HROBEARK B L O RNP BEHRHERN T O FZ a2 R L7z, SRz 2.

K2 A 7NILH oAV AOEEREEBRRIE
ATV YT AN ADNEE L EEFILOMREE /R L7z, SR % 23,
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N =7 EHAREO A % FE T 5. NA L, THRET
DIIBICED S ¥ T VRO GFRERIEEEZ S o Tnb. &
THOEICIE~Y M) v 2 AZ o281 (M1) X794
YK o THEAINS mRNA - FEND M2 A7 —
FENTWAE., ML, YA NVAKRTFOEITL Y V87 g
& LTHERET A 7217 T4 {, RNP AR OHERE LM 288
ORI b > TWE, M2IZA 4+ v F v 2 bE LT
HeRe L, R wALEIETIE, T FY— AN AT R
7oRFPO pH R T &4, RNP#HEAKE M1 25 filE S
B, HBEAANEE S A BRI TWwbE EEZLNT
W, ESHEINHIE, ETOHHOEELFMKIIATTA
TUTIZE 5TNSL &ENS2 D 2D 5 Xy BHFEE
ENB, NS1oFEE LT, BEMIIIBITATANVAB
£ O BT OB A GIE & 15 E BB O ARG T~
DEGATREN TS, NS2 O—EBIE Y A )V AR IZHLD
AEND. NS2 DEEREIZ DWW TIIAB % HA% 175, RNP
HEROANENZEE) &R TN DRSO REMESE 2 5
NTV5L, INHLDY UISTEDPITANVARMOERE LT,
TANADEG, HIEB X OREEL EEHEL TV,

2. 7/ LigEEEH S RNP & OREERIE

2-1. RNP E&4DEE&E

LAY TNVIYHFEIALNADHT ) AL ZERET- D
%% 25D PBl, PB2, PADIFEDH Ty L H bk
% RNA i1 RNA K1) A 5 — ¥ & NP % FARRESRAF &
35 RNPHEAKTHS (B1). ETHMEBE,S,
@ RNP AR, RimlcR) X7 —BEAEIEAL, 5
FARD ) R EELZTET 5 2 AWM EN TV 5E 2,
K1) X T —BHEEEIHEET S vVRNA B X U cRNA O
BoyiE, SO CHRAEIN TV IRmlo 12153 E 5
Kol o 13 3F N & o T, W Za—2 27
2 —FEREE R L, WA NVART ) LAOBEB L EIZ BT
HEEL Y AT E LTHRES 5 > Y. PBLIEZ OKMHE
FINOFEEEEZ RS, 72, RNAMKAEERNARY X5
— P 2 RS &2 55D, RNA Ao & L
THE<. PB2 I, MEBEORBRICICHLESE SN b EE
mRNA HkDF v v TiEE L AT 4. —F, PAILE:R
SIS RTTH L EHRH LIS T
L, FOFEMRPEREIIAHTH L, PAOLEIZLY, K
) AT — AR RNA GRS A S 2 arkik e L
TGN ERE T A2 2 e MBI TEBY, PA
BRREN 2R ) 2 7 — ¥ AR T TERT 5 DIZ5-3 % 1 hE
Pehid % 5. NP IZHEIERH IR %2 & V87 B TH
D, VRNA 1215 ~ 20T 24 L Twb. NP O
VRNA ~OEA1EHEY) 2 T — ¥ |2 L 5 RNA AR O BEREN
BRI LETH ST, £72, NP D4 L7 vRNA
BB IR END L5, NPIZY ) A0
ANOEEIZHEGTHEEZ LN TS D,
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A YTNVIUHETALINVAL ) ADOEE B L O R YG
MBENTITbLR, &8 AF—E¥HF T2y MIBEIE
It rFrzfo (B2). LiL, £ 7=y %5k
FBBEELH L, PB2OADHLBENICERL, PBL & PA
I EMBE I CRET 5. —J, PBl & PA Z3tICHIfEIC
AT HE, WY T BRINREEAICERT S Y
F 72, H# L7 PBI-PA 2 2fKIC PB2 % & S & 58X
TRY AT —EHEEEKRETFHHRT 5 L, cell-free R TD
RNA & GG EABIE SN 575, PBI-PB2 12 PA 24 &
HTH, EHEZLORY AT — VI s WY, DL
oz Ehs, PB2 IZHMTHEANICEITL, PBL & PA X
2 BRETR L T di iy ICRENICRAT L, BNT 3 BHE
RO ENLETVIRESN TS, L L, B
faCci, PBL & PB2 I3BGAIICHENICRET 575, PA
BB CHABTET, MREICERT 2510, g
B ANAT DI B IR IINDORBATIC L b vy, HEEUCYE
L END PAOBRBATHEBEENSG., L2os-oT, 2OE
FLTTRTEFHT LI L IFEEL L, ZOETFIVILKRY:
BHOARAZHEHLTWLI0O0b L., BEELFEA Vb
E, RV AT —EHFTL1=y bdDVIEY TEEROEA
DA L IHHERIAR Y X T — CHA RO L X
VOKIHICEETHALLEZLNLEHTH .

22. 41 TIVIHYILIRYT ) ADEGE EER

AV ITNVI T AN ADEEREIE, 1EEMIE mRNA
Hkox vy FiEs G0+ ) IX 7 VA F K274~
— L LCRHIAT 5. v v 7HiEY PB2 258 L, ¥y v
THERE D 10 B i T PB1 25 £ mRNA 29 L, 7
TAR—DHEEIND. MERISHHETL, FHREo 5K
PR U AR 2 HIBUET 5 &, 74 VA RNA
RNV AT—=VIFH BRI LT, TOEEEKEL CHED
ZETH 20 HFED R Y A #5725 mRNA @ 3RIGIAME
b, —J, BECOFMEEEIRHTH LY, 774
7 — IR UL ASRMA L, vVRNA & §58 & L TR
MR TH A cRNA # & L, cRNA 21 LT vRNA O
HWEEAT). SOXIHI, 417V yH 7 £ )V AD RNA
R AT —XIX, FHEARD ST 13 R — 7% RNP #EK
WL DR 572 3O RNA 2485+ 2 (K2).

WG L O R OB VL, W AL H2% 0w
Bl ld, VRNAODTOE—¥ —DERIZL D, K1) 2
5 =YL B F vy THEEOVIMNG TS X OR Y A NG
WAL T AHZ e, s, TaE—F =% L2H#IZ D
NTWa L) ThHs LY, K AMMICIE NP AEE$
BT ELMEESNTEY 1P, NPIZX 5 RNA K0z
S LCIERY AT —EOENERPEZ 5D, Cellfree
RTT T4~ —IEMAFH % RNA &2 3§ % &, vVRNA
& cRNA A OBIIERIBIZ# W ASH 51 5. vRNA % §5 %]
& L7z cRNA &4, VRNA O 3 Ko 1 HEHEH 25
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TIA IS BG S NS, —F, cRNA »
5 vRNA # &R A6, 3IKmD 4 AL & 5 HIEH »
LIX7VLAFREAEHRL, Ihx 74 ~v—¢ L TREe
0 VRNA AIABIB SN 5B . Cell-free RNA AR 12
VXV FRETIAT—L LTHEMT S LT, de
novo 7% BTG IIE & ) b 5@\ RNA ARE M2 Eg s b
(R%E3). EYHILATlE, VRNA — cRNA GGt L b,
dwm—nRNA%mﬁﬁwﬁ%ﬂo~2M%ﬁ5%<,:@
BIIERICDOBENIZE D, IEHEOERPELTVL00E L
nzwv, L, —HEOFERIIERZEALLTEE—%
~Tﬁbht%®f%@,%Eﬂf%ﬂﬁ&%ﬁfﬁbn
TWAHEIZ R, T2, 2O cell-free RNA &% Tl
EREO 7 AVARNA ZER ST, REHAZLFIEICO
AEBFHLTWALUREELND 5.

AV TNIUHFT AV AOEREE 5 > 8 7 BA B
FERNTHDHIY7ONFY I FIZEoTHESNSE D, EE
FOGIE B2 WY, Z ORI, HEKB TGS

WCHHBICAREND Y VRV R BEET LI E 2 ERL,

RGN BT A EENEEO F AT 2 SRR 5 & HE
STV, Y r7unF v I FIBERIC, & X7 B %EH
RIS, HENIEE 2 HWNF 2T 5 EBEITD
N, R)AS5—BHEEKE NP OBRFEHICLY, Hild
R CTH D cRNA OEREDIINT 5 LG Sz 9,
RNA GG E Hi 72 WERER Y X 5 — PHEARTHiSE L

Hﬁﬁl
EZERF REAL

Rjﬁijfﬁﬂ%

"‘"-1
NS>

@ed

¥4 —t

SO3FF ¥ o0l

(VA VA #56% #H15,

TH cRNARIFHINT 22 95, FHICERINRY)
AT —PIdEEE LT bITidnd, HyrLhiFEbia
FN7ZRNP 226 A58 S 7z cRNA 5K ) X 7 — BHEAR
ENPICL D) RNPHEEZTEK L, L@t d 570 ET
HoHLEZONZ. L72D> T, cRNADOREMEIZLD,
HELEE ORI T O T WA EEEIE 2 5 lz. —T,
PruanFy I NEHWERB X ONRERS LR R %
W 72FEEED S, mRNA SHITHHL Y >~ 37 H AW = LY
LT, 1TEAEDY AV A mRNA (Z&GLEER L A A RNP
DHALNEZEPHLPIZENTWSE YW, Sz %
L, AR ENTRY A5 — Y HEAKRIIES G2
WHNT, BHEGIZZDIZEAENHVWLNL I 2 &
WL TWwa, fEoT, FHARSNIERY) 2T — hﬁA%
i, BERTDL L ET AV AMRRKE T & Y HRRERE = %
T, EEISICHWL NS LRI E NS,

3 AVTIWILHIANADT / L#EEE X 2 2BEERF

31. VAIWAEFEMEERAT 5BERF
A2 ITNVE T AN ABEGF DS %% 2 72012, F
Y v TG FE o 72 £ RNA ZH S 2 IS ADE £
BRHTHDH., TANAY VNI B AT AELEY V50
BORELZ 2Dk & LT, ﬁ%wz#/A®@”ah5
I LOETET ) LAERRICHEDAEERNFORENST
ATETnDS (A3).

B BT

*HMH ﬁ+HfNUJ
&

o

3 A TINI Y IMINREZNIEGEMEERTABEL/INVE

N

Bl L 72w A WV ARTF72 2 B0 EF7z FEldA e 2.
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NS1 (22w ik, NSI1-BP15), CPSF (cleavage and
polyadenylation specificity factor) @ 30 kDa %7 1= v
v M 19 PAB-II (poly (A) -binding protein-II) 17 7 & s
FlESIN TS, &, NSIIENEKmD RNAKEA N
X4 &AL T, ssRNA BX O AsRNA IZFET 5 2 }:737‘
5, EYEMIAOR 4 7% RNA SHE/EH L, 06k
BT AHEEZLNTE. NSI-BPIZATIA VY — 4
WREL, AT T4y FRIBICHETG L Twh EEZ LN
Twv 5. NSI-BP 3G I B\ TIE NS & JLRTE L
AN Z B KBS —BRICAHFIES 5 2 & 205, NSI 1 NSI-
BP O Jafr 2L &85 2 & T M pre-mRNA O A 7
FTAT T RENETLEEZSNT WS, CPSF I pre-
mRNA OYIWF & R Ao KIBICBES 352K+ TH Y,
PAB-TT 13K A&+ 2R Th 4. NSI1 &
CPSF @ pre-mRNA ~O#E& % HE L, PABII &#E& LT

R APEMEZHET S, 7140V A mRNA DR AT
ﬁ%szNAﬁU%ﬁ—%miofﬁm§h,itk%
GOIANVAMRNA ZATTA v 7 afksd 2 L
IZHiE SN B DT, 20 NS1 ® mRNA ONLHEGMED
WERZ TR, Z0E0, NS EHEGTARTL LT,
IZbOYrrFe FaFF—Eo—fTH5H NSI-I® %
&m@n@&b*%ﬂﬁ(memﬂ”ﬁﬁiéﬂfw
72, NS1IEEIRBAGFIZF v v THESE & 5 ﬁ?%dﬂF
BEHROY 722y P EfEETH D,

NS2 122w T, BEILESEER S > 7 BO—1ET
»1) FG V¥ —MEH % ::> Rab/hRIP1 ASFE ST 5 2,
7 A WV AF-#% RNP O/ % b RF L E 2 5T
W5, 37%bb, NS2IEZ M1 &biadhsZEMNE, NS2
AMLZHLTA > 7T 5y )V A RNP &AL
L, NS2 2L AR EAHEAEH L, RNP DR %
MR B EV)ETAPRREB SN, UL, Ml X NS2
ASRIEM I RNP () & 51 % € 7V % CRMI1 A%
2L o TITHBR TV AR D RENT NS 22,

Ml EHHEEHTAHRFELTITA N CDRESN
TWa 2, w A VA RNA BIRIIHND D 5Pt F - 72355
(BoHVIE, H2ra~F L) THbIL I REEATRILE
STV, ML, V) UBIbE S 525, HHAE
PKC L HIEANEHT 5T Th S RACKL AT HZ LA
RENTWS®), 2512, MIIZMAP ¥+ —+¥H 24—
FTHAH Raf/ MEK/ERK 71 A7 — KO FHii CERK 12X D
) UMb SN A, MEK BRWERRINCE Y, NPH 5
WIZFHRT A VA RNP HAERET 5 2 &5 5 %7, MAP
FF—FHATr—FEIMI D) UBLZ@BELTY 1 IVA
RNP O#A % O TN D > TV BN H 5.

NP 122w Tld, NPI (NPIL nucleoprotein interactor)-1,
NPI-3, BXUNPIS 2R WZENTWwA, NPI-1 BLDY
NPI-3 i3, # N E A% K Importin « 1/Karyopherin
« 1/hSRP-1 B & U Importin « 2/ Karyopherin « 2/Rch-
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1/hSRP a1 TH o7, EGIZL > T 725 S/ vRNP %
FHICER SN/ NP OBBATICHG T4 LEZ LN TW
%. NPI-5 13, #%B:Tili~<5 NP-RNA HAKIEHIZH b
DT v R v RAF-2p48 L[l —D ¥ 587 B TH
%28)‘

KU AT =¥ T7a=y ML T, HEPDRN.
BURIEONOL, 74 VAR X T —¥)57%E T DNA MEAEME
RNA RV X T —¥ I OEEETHEBICHEEG LT L
VI EETH S, F72, RNAKY 2T —¥ I OHEH
THhAHDRBRT7Y=F VMLFIZX D, A )V A RNA &%
PP E NS, TEED mRNA & & 7 1 )V A RNA A
BOMEERIZ, 74 VA RNP A% 4 )L A2 mRNA % &
T57:0127EF mRNA ZFH LT WERE L £ 2 b b
BIGHEO S WGBS ETIRET AL HbE T,
LBOBIREWHETH S, PAICHEERTAHETEL
T, EEEHALE T Cde68 &AM B HERERM & /3
27 hCLE S s Twnwb 30, F72, PAIZCKIIIC &
ST b Eh s 3,

32. 714JVZ RNA EREMZROMBEE - BEKICK5TE
ERAFORIE & HEERET
7 A VA RNA G D B EERT-ORIEICIE, HEEE

W, FEME2REICLET v A RDPEETH L.
RNP #H AR %E BRI L 72 R 2 Wi 5 0 4~
TNI VT ANVAT ) ZAOWE EEEIZBIT AMEN %
ERT L L, (1) T2 OFE L7z RNPEAKIET T4
v— (Fv v THEEED 7 RNARAT APG VX7 L F
F R4 E) BIENICHEERIE 211 ) 2N TELDS,
DOIGHETIEGSME 2 SFTHE L 72 RNP £ ) o kw2 &, (2)
K720 5 FEL L 72 RNP AT, BB BE T &
e, FEEICEVEENEY (cCRNA -> vRNA 4B &
*vRNA > cRNA %) L2RwZshznwze, (3)
RNP #6175 mRNA & cRNA 3G &L 4 2%, ZDi]
BEZ AN ZALDAH R Z &, t,c}:“ﬁ“&) FTons. I
RO & BRI & L2 A s S HE s &
PIENQNEARY IREACS M%RNPk#@mﬂwwﬁ%&ﬁ%
RETAZETHEREIN., INSOBIELS, FIgh
2 ndFNoMESICOEERTOBESGPHEN SIS,
FrlL, (1) 120w Tid, RNPB L X2 L7 —ELe
LCRNA # [\ 72 RNP #BERHE L, TNF TICFAES
NI RGBT B 7 T A S 85 8 S Ei R 53
WHROETIVIANAT ) L E§HERHE L, 7914 <v— KT
PEIC RNA SHUEEZ477% ) R 2 M T, G2 RES
AEERTOFREEITTR->TE. (2) 122WTiE, €7
VeRNA #8581 L L, mERTEAFHNTrOT T4~ =3k
A7 VRNA ERRZRESE L, MERTOREZT% -

TWwb (F5FE). (3) 122V TIE, cRNA &% % R
L, BERTOREZITHR->TWwh (R%EE). LTFTI,
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fENTATTATYD (1) DROMEK - FHEBIC & > TH
Lol R BN T 5.
HTLoURNT T T4, EH AR AL T, B
HRTFICE WG 5, [$ERRE IS, RNA A
M % 42 4 16 32 N+ (RAF, RNA polymerase activating
factors) | %, IFEF CTIZ 2 fE3H (RAF-1 & RAF-2) [F%&E
L7z, BeAIZ, HEE 2 BB EOHEITH D cRNA &
FANZ L7256 12 0 ARG 2 R W5 b AFE T 5.
RAF-113, #0557 F FEHI DN 25 Hsp (heat
shock protein) 90« 3 & O g &[5 & 47239, Hsp90 1&
T %82 CEEIREINTVEE Y a v 2 5 V0]
D12THY, HHFICWHATH S, RAF-1/Hsp90 X, D
7 3 R OB RSB X O T I ) BRICE A
WA AT AHMEEEE ML TYAVARNAFEY X5 —F
PB2 7=y F EFRMICHET S, 7 AIVARNA R
) X7 — VARG X RAF-1/Hsp90 O B s8I 1 AKAE 5
&GN 12 PB2 o RAF-1/Hsp90 # & &b % #
FHSEGEI0E, BREMRIIBWTY AV AEETO
BHICHLTRIF Y PATT 1 TEBBERICHRET 5.
7t > T, PB2-RAF-1/Hsp90 M1 HEAEM L 4 )V A B T-D
BPICEE R EEEZ R LD EEZLNL. RAF-
1/Hsp90 &, #EHEAI RNA K1Y 2 T —X¥OIE % Il § 5

(712

(B 4). —7J, RAF-1/Hsp90 7° PB2 & MIHAEH T2 2 &
T, oY 72=y F0L#EHLRL T 2E I EH W
éh“(w% fit> T, RAF-1/Hsp90 7% PB2 % 4i-L T RNA

B EREZToTW B IRt EZ b b. D)
mL,%ﬂ@ﬁ&%h&wﬁ,mmﬁﬁ4w1®%mﬁﬁ,
27 A otrE - HELAR CEERSRET R LT
ZLOBIPHEIN TS, RIBRTZ L5 77— D7/
LHEHUZ BT 5 DnaK (BN Hsp70 Ok ER /) &
Dna] (EMI Hspd0 OARE T Z), SVA0 DY ) LD
VZHENFTdH A T HURIHEAEH S % Hsc70, B BUfiF2
ANV A WELE W IZ BT A Hsp90 & 2D LB H T Th 5
p23, & 512 Hsp70, Hsp40, Hop 7 & Hsp #, & 5 W
EA X T4 AT V=T A VARKE 7 A )V AD RNA &
WARHEIZRE D 5 Hsp72 e EDSHIF 5 5.

RAF-2 13, 48 kDa (p48) B X 1836 kDa (p36) d~F
028k CThLEEZZLND . HEEIHD AEIE, RAF-
2p48 TH 5. RAF-2p48 1%, BAT1 (HLA-B-Associated
Transcript 1) 5 WIE A 754 2 v 7 HF U2AF® o1

— SHI T ISR AT A UAPS6  (U2AFS-Associated
Protein, 56 kDa) & [f—4%+T& 5. RAF-2p48 DIEM) 45
TIE NP TH 5. pd8 @ NP FEAIRALIT AV AR F 2 )V K
MFX%/T%D,NF@MB%Q%Ui? J KI5

ZEDnS, ZOWEMIEEIREORETHDL EEZHND HWTh 5. P48 1 LEFERID NP 123563 425, RNA & D
EHA EMP
HF' Q
'H‘-'lrd RHA

X,

Pnryrrrlemue

4 Yy NOCEREEHOBERT
LBIE, RAF-2p48 12
HORBHEHERL T %

&% NP-7 4 VA RNA A1, TEE RAF-1 12

XA AV ARNAFEY AT —+-7 1)L ARNABEL

E56% 1w,
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WA (NP-RNA) ZIEELL 72 NP ICIZFE AT E R & v,
MEDOHEALENIZL Y, RNAND NP OREIMEAE S
(K4), A NVARNARY) XF—YOFHE & L CTHREET 5
NP-RNA AN O 1] LA S 7z, HE-> T, pa8 I &
% RNA At 1L NP-RNA S RO TEBARAE ISR K3 5
LEzZOoNL, F7o, BEMONPIZACEESZRI LA
TG % T A H S Z LA D, pd8 1k NP D%t
xS 272 0ODOBANY VN ETHLEDEZ LN,
COXDREIE, BA My yRa Ly b FOHEICADL
BRI T v o 3480 LIRS N B T ORI Z D b
DTH5.

4, A2ITNVI Y IAIVNZADEEL LT
REEEZHET 2ER

A YTV VYAV AOFREMNEB L OEEEIE, v A
WA ) AOHALE FRICE L B EERT (Le TS —
R7OTT €% L) LOMEMEHOZEfLICL Y BlESh
He A VITNIZUHFIALNWVAFRNAZ7 7 L8 LThHo.
RNA RV %5 =¥ DNA K X7 —BIZHRTIESH (2
BEEE L, HRFOMEVIZT ) AIER L W) »k
LD, T, AV TIVIUET AN ADEEICIE, 2
T DO —E F ARG T 5 2 LT L zgii L,
BRI RESBL LI A VABEFNEHAE LD
L. mBBWHIE LT, HA OPUEMOERE N T LN,
LY TNVIFT LNV ADE VPR ZERMEL, HA 2B E
OHRFIPEP RN L XL, ZOPRMEYFH L CELs
52 8lHBH. HA OPURERD HEFRIZ X 2 HUEMED
24t FUE Y 7 b)) IERNA E X5 —FoEm gy
ARIGER L, PR T -72< b ) - FA KT Z5]
SEITHAET AN AOBBIIDEHOLHIZ L 5 (HiE
7 M).

AV TNI T AV AORFEEOMESE, HA OFE
TO7 7 —VIZLAEHALICE DV HESNLLGEND 5.
HA ORERIAEMEICIE, HAO0 205 HAL & HA2 o 72—
v MEEANOZEW (%) PLETHD. it T, Byt
T AV AL HA ZBZEHLTE L 7077 — 2 3HL
TVABHEE»r S OAREAEENS. §HEMO HA 2327 4
WVAKRTIE, SENICGHEING Ta77 -2k )z
HArbnb., —J, —HOHSNIHM b)) £ > 7V
AV ADRBEIRTIE, HA OBIZEA ISR T 3 /M
(ThVF=rE3) YY) 2hEmELY, 757 v B
TUFT7—ETHDHT—1) R PC6 % LI & o THZNE
MILEND ZEDPHREENTVE OO, chso7sar
T=YEIVIEIIRIEL, %< Olifg TRIAPRO 5N
B, L7205 T, §98kko HA I gs CoAIEHIL S 1,
AN AESULFINICIRE SN B, BRERTIZIZE AL
DIz CHENGEL SN, SHEEEZTIESRITLEERS
NTW5, BEHROBEEICBWTS HA XS LTH
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D, NJEbFDA Y TVIUHFIALNVATIEL LTS —
BRUPRLDL, $RTOAL TNV F TNV RIETT
VIR KICD O A Lt Ty — & LT 525, b
DAY TINVIZ Y IANAG T TNVEETT 7 b =Rl a
23MWELb D%, B AL Y INT YT T AN AL a 26
WELEbDEFICHEBT .

MR X912, HAPEE T 2mE S & OE FI512 B
FTAHREIHMRICWE TR, RTICRY, YA IVAST
J LWDEEE. - AEEUNIE G4 5 0 A4V AR TS & o TRE M
BLOBIEBOHE S NGB HE SN T3, PB2 D 627
FHOT7 I 7N Glu2S Lys NERSTLZET, FUA
YINI YT AN A MY D S IFLEAN O BRYLHE & S
T5, ORI 197 FEICFET M) 25 e NAEE
L, 18 %A% &G, 6 %42 Lz HAN1IHiRl MY f > 7)1
IV TANATEY T ATHEWEZRTOICLETH S
CEDHEER TV Y, 7, oy RAIIRE SRR E
WA M) CEEVIRESEEZRT M)A Y7V A
VAR ATHALT 22 LT, v AThAEE  HhH
L, BOWHREMEZRT LIk A4 VAP HEE S
Twa ¥ ZoBIfkk & B OBIE TR 2 ikt 5 &,
RNARY AT —HPEYT 1=y NIV A TOERENS
IR DIZLEE SNDEENEESI N, 72, TOLR
12 & D RNA EREEA AL, WEME S R VWHBIRRSS
HonsZ bl enTnsd, NIA YTV yHF oA
VA% B2 CIFLUH TR R (RS 51213, WFLs
B te, IR BE LT/ 4% 8L, quasispecies %
TRk L ClEeE L L, PO & Jhkd 5 Bk
WhhHrLEZOLNA, HALGEEL LTS —ICL D HES
NLEEIL, ROOFEDOEETH Y, DV CIFFLEHIIEO
BERTFEEETELR) AT —PITEERTIHIENT,
R LMETHIHL, WEEEZRT 7AWV A L %5 0H0E
ENDUHEMED D 5.

BHUIC

AV TNVIUHFIALNAT ) LOBEH LGB ORER X H
ZALEZNICEDLABEERTFICOWTIEIL 2. Y1
ADNIN=AY 2R T 4 7 27 A N ART-ORERE & B4
TEYGERTANVARTZEN & T EEERTPRNES
N7WR I, ZOBRLHET 5 720123HHO TER 7
HETHL., LaL, EdsidEEZRECLLET v
YA RIEHFDFRERTFHEEEZ S 22T 5 720 12
TEETHL. MAT, H"AITHBL NV THEEN 2
BAIZT 52D TIE% L, EE /BT EECL2EFERTO
[MEDETH L EOBFITHL, Hlzk RO ZAT
o TWD (Rd). Cellfree 52 & in vitro 2% /3T » &
ICFERTA I EPREZEEZ NS, MAT, FEED
TEF R X IHET A2 ERZFH L2irdbgHTH A9 .
FHEA 2 W72 F282 5, 7 4 )V A DI D A TE1 R
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F-OBERAR 2 T L A REMEATE V.

7 AV AT OFEFR SR CAE EIROPRE IS DL T A
BREICOWTIE, 45 S I3 2 BT 25T b 5 T
HAHI. BERECETIEREZ LS ER LWL
PHEEENTVE W, Zho0ZREKIE, 5T
AR A, Rk M TIHIRERS L RS W
DF N, TNSOZERMKIITE TR TIAKE L CRE S
EFRTEVRD, F/2, PR NOX IR LS
T % <, TFLEEMIER R L 2 RKHA T /R TE EIME
BHLEHENATWS D 0T, WLEMERTY YAV
A DA LT AEERT- D L I3 Z OISRV D D
BYgENHHEEZOND, EE, HelLa Ml LM%
EE ANV AOMIEEOEWIlETH S, L, HA L
TANALET I —DORETII R L, DANVRY VRTE
% RNP Of% —fF B Mk, 7 A VAT ) WS, 55
WIEETANVAY YN EEE EICHES DS LEZ N
TV 647 FEE RV IO MBI, v AL A&
BEMOWME2LST 70U —FF LULEN D 5.
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The molecular mechanism of replication and transcription of
theinfluenza virus genome and host factors

Atsushi KAWAGUCHI, Kyosuke NAGATA

Department of Infection Biology, Graduate School of Comprehensive Human Sciences and
Institute of Basic Medical Sciences, University of Tsukuba

The genome of influenza A virus is a set of eight segmented- and single-stranded RNAs. A basic
transcription and replication unit is the genome complexed with viral RNA-dependent RNA poly-
merases and nucleoprotein (NP). For the efficient transcription and replication of the genome, not
only viral factors but also host cell-derived factors are required. Although receptor and protease mol-
ecules play important roles in infection and pathogenicity, it is also possible that host factors involved
in the virus genome function determine these. PBZ2, for instance, is reported to be a possible candi-
date for determination of the host range of avian influenza viruses. Here we summarize recent pro-
gresses in the molecular mechanism of the influenza virus genome transcription and replication and
discuss the involvement of host factors in these processes.
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