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4. DEI2K$E RNA TLIVRIZBFRUN—ZAI 1 2T17 A%
—AZIAIVARICEFDRDIN—RD 12T 17 A2DRHEE—

ﬂz& R ==

[CPTARY ]

£0 =

ik PR AR AR AA R 7 AV A - 35 A R

0874 NVAE, 11RO 2K RNA (dsRNA) #Ei2 7/ AL LTHRAETAIANVATHY, &
DEELRTTRIETANATHSL, VN—AV 2 AT A7 ARIEITIANAT ) ANMEBEOLELEAT
HZET, UANVAEBEHICHE LERT 2L TE, BETOEECHKREEZHMT 5 ETRD
BN THETHL, Lo Leds, 0894V A%EE 10 ~ 1240 dsRNA 5fiz 7/ L &35 L

FIANWARTIE, FO7 ) AEEOEMES P SEISITE W, KEEE D Tni,

LaL, Z<&

T, A INES T AR TEDH LD, O IANAIBITFA)N—AT 22T 1 7 ARDERIC

L 7=,

T, BRI T, BROKEE o a s AV ARG ICET A RO

F LY, BFEHSTIE, D dsRNA 7 AV AIZBITH U N—=AY 2 35 4 7 ARBFEOE & L&
FEZOWT, B IAINVADRLFZDOTEEDTHIZ.

FL&IC

0%y A VAL, #RBOR 4 2B S X CBHHIC
EMEBRAERITIAIVAT, LEYAVAFHIET D),
t N CUE, AFFLYRIEN THEOREAR L L THs R,
T, MR X B 720, BSE LETIE, FER 50 7
ANDFLETEAEE ENTWA, BEICBWTIE, £
DEEEED S AP O 2 E G058 { EFEEFEICER S
NTWB O Ty £ L2120, MEFM 7258 UG % 7R
EHRWTHORE (A~ G) PWEETLH, T, HE
P, HBEE L DICD o L EWVATEIZOWTOAfINS.

Oy AV ARTIE, ZEEErS RS, 7 A, 11
KOG L7z 2 A8 RNA (dsRNA) 225 7% 0, 6 O
HIE (VP1 ~ VP4, VP6, VP7), B XU 6 MO EE
F1'Z (NSP1 ~ NSP6) #a— FLTWw5. WEEIETH
% VP4 & VP71, M L7z FdiEZ AL, ThEhnP
tuy A7, Geay A FERESTH Y. 1275, VPAIZO

HAESG
T 470-1192 S5 S BT A Hh T 2 o 22 1-98
R PR AR KRR AV A - 254 A2
TEL: 0562-93-2486
FAX: 0562-93-4008
E-mail: satoshik@fujita-hu.ac.jp

WL, MEFH RGP RER 720 P2 a sy £ THHK Rk
ERGENRDY, T I BRI O@ENLY, PE{n TR
ELTHEEINDEZON—HWTHSD. GLuy 1 7IE, 15
i (Gl ~Gl5), Ptuy A 7314 5, PEEFHEIT 26
(P[1]~ P[26]) iGN CTnb, THLT, ¥y A
AN EOMBRDGEAET 720, 77 F 12 & 5%
Pt RS TS 5.

2006 4F12, B MIWT B 2O YT A IWVAT 7 F 23
BIZE SN0, izt fboay v A VAT 75 O%
I, F72, O AV ADOAEGEBROEHT, TREILED
N 72 ETHGVGEFT, UN—ZAT 2T 4 7 ADZRDRGE
P E N TV, RNA YAV ADYN—=ZAT 2 T4 7
ZNZDWTIE, 1978 4EDNZ TV F 77— QB TORHRY)
DORFELE, £ DT A8 RNA B LU~ 1 F 241 RNA
T ANVZIZDOWTIA L BSE, IWWHSNhTE7Z, uyoA
ADE )% dsRNAZF /6L LTHT S, Wbhbwhb
dsRNA & A L AL, MW, fEd, B, F4d, S8, 0f
e, WLWEELEELT L. ¥/ ATHAH
dsRNA 1%, —#8D dsRNA 7 A VA Z BT, 24~ 124K
WCHH LTV AEMAEET LS. FH RNAD 2K, 3AD
dsRNA 7 A )V ZADEATIX, VN—AT 24T 1427 ZA%HH
FEENT VG 015 2493 10 ~ 12 KDL+ AV AFD Y
AIVATIE, MR REH V2L A7 4V ADSL TR, )
IN= AT 2 AT A 7 AZD R % fsd Ty 7z 0670,
Tald, TR, WESHRAETIEREITIES TS
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WATHATYIANVAIZBWT, @O /N—=ZT x H
T4 7 AZROBFICE L7278 SR EERAID, AR
TlE, ¥ TANADYF ) LOMIR, HEiHERE BHIR~,
077 ANVA%E&EDTdsRNA 7 A )V AD ) IN=A Y = %
F A7 ANIDOWTIREEE L 72w,

L A3 AIWNZADT ) L

Oy ANVADT ) LE, Ak L7288, 11 KD dsRNA
RNALEZ A 1~11) 5hoTHY, &L X2 b
1%, out-of-frame D2 2D ORF#F T A7 A M1l %
BT, FNEN12O0RF#HLTWA, FfDY 4
WARKT, EHERVIPPRESNTNE, Fra sy o)L
A SAILFETIE, £ A2 M1 D 3302 HENS LT AV
N11 D663 HEHETE T, BE18555HETH LY, ny
ANWVADT T A RNA IZ SR v v THEEEET 5
2%, 3KUHIEARY) A BF 2w, AR B LR 7 2
v MR R IEIECHAS, RNA OFF# FRZ LT o7
TYF—=va VICWETH B, 5K, SRMIIRESNT
BY, 5-GGC (A/U) (A/U)U (A/U)A (A/U) (A/U) ———
(A/U)U (G/U) (G/U) (G/U) (A/G)CC-3' &> T\ 5.
INLOEHNE, PTYAZYTY—E, LTYH—ED
B TFNERoTWA, Tz, 5 3REBOIEILR S
MR T, AT L= V—TO K% 7.

0y ANADYT ) ZIEHEERL, &5 dsRNA
DORY) T 7 UNT I FELKIKENZBIT 2 BEIEO#EWIC X
DEDICHESND., oL, SEAROERE, VT
V=AY, UTLY I ALY MIEDELLD . YT Y
— bR Y ML, 120N 2 DL EDRLR D AV ARk
WG 22 bick iRz A, For=EE {, in vitro
T 50%, in vivo T70 ~80% T 5 1960 )7Ly
Y ME, 1 OOBIETHTOEERGIEOLILE VW, £
N, FhOMZRES, kEICREIRISL W,

2. OZ771IL ADEFR

AV ADBEGEY A 7 )V, BERERIER O By SATL KT
10 ~ 12 B[, #E0E \E fay 4L ATIE 18 ~ 22
BRI CTH D, TRTOMBEIEMEN TR 2. il
BMNIZRAET 2B FEEOEWE AL (viroplasm) DEHE
A% C OWFFETH L I ENTWA, viroplasm (3, %
G I L D /NI OREER T 575, EGRIII3/N
BOESEPET ) KRB OER L % 5. NSP2 & NSP5
A3 Z D viroplasm DAERIZVHDOEEZETH), T IVAD
HRICEHEECH L LM EINTVE, 0y 74V ADIEE
LY AR B3 T TS H B 5047 49.50,5L53) gy
T, ZZTIE, By ANV ADAGEROME 2R 5.
1) BREERA

B E ) A4 T I 2V —E TS B, £ < D)
Moy o AN ADRBIEEDSKIEIZHAT 20T, ¥ 7 IVER

(VAVR B56% B2,

a5 AV ADHBENOWEIZLETH D Z L bro
Twa, 2L, oy s VAO—ELizE ALDE
FNEY AN ADEYEE, D) AT I T —EBOuH
TEELZ TRV, ZOBROEIZEY, /159324 —
PIERSZED T AV ZEH 7 ) F 2 ROSMANZAES 5
ST NVEER, EHEO YAV AEHT Y )+ FoNIC
WETHYTIVRBICHEST A AL, Lal,
Oy A IVADL+E Ty —IZHM TR\, ILATH—
VBIUZ7)azx74 T E FICEOHBERD <A 2
ORAA | E o TWEGFOEERTHLL L, &
SIZ, A7 7V UPEVRRNZLET Y —ThHY, #l
FAN~OBADIGET 2 7. #8, BEL»SBAT Tl
DFNARBERT VS B VP E§ o 7 Vs &t
Ve 7y =L, VP54 770 a2 Bl s
L, RKACTVPTHav 38X 0ax 32 EHEMRL,
TANWADMRAT AE, VP — 3y 7 &HE &M
HER$ 5. RATS L, VEEHBETHSH VPT & VPLHS
Brk S, ZREE O " EB 05 g O — Bk 1
LY, WENGTEE R,
2) 5

— FHFHK T 13 RNA fKfF RNA 1) x5 —+ (RNA-
dependent RNA polymerase:RdRp) T&» % VP1, 77 =
UVNI VAT 2T —¥THAHVP3, BHE7%b VP2, £
L THEREHE VP6 2ok S 5. ImEo#fElx, 20
— TR TN TITbI S D —EBRTFHNOT ) L Thb
dsRNA O~ 1 F A HR L LT, 5KmlIF v v 7
AL, 3ERMIIE) A 2FLLVWEeRO 77 AH
RNA 2S& &b, SEiE 779 A4 RNA &, 1F 20 T
IR FDTEENAFIET D F ¥ RN HEH L TL B EER
LNTV5E Y, 275 A4 RNA X, BEHEAHIEH
SNbHLEHIT, dsRNA BRI L %25, NF AT
=7 b L7275 A% RNA 7% viroplasm ZHfik SNz wv &
DMEDR L EN22 s, LTFTO L) RIRHI B SN
TWa ™, ay g4 @G 13 75 24 RNA ©
DDT—=VHPFHELTBY, 121E, dsRNA O & 7% 5
viroplasm (ZFFET 5 7T A RNA 77—V THY, 91
DL, FEROSEAEI L 722 V) viroplasm DYMIIEIET 5 7T T A
HERNA 7=V ThHbLETHHDOTHL. ITEIZB VT,
dsRNA [FBRIRAEE 2 & 0, EmEARD H RN L AT 5 &
IHETTHEEZLNT VST,
3) #UER

7% %7 A)VAD mRNA X 3FKIGIZHR ) Axdbizin, £
2T, NSP3 ™ N &Kl KA A4 > (73 /8 Nod ~ 164)
A%, mRNA @ 3K DIEELS] (5-GUGACC) (ZfFRmIC
AL, NSP3 @ C Kl KX A > 25% v v 7REFIER B
TA - eIFAG L4 L, mRNA IZBHK & 7 5 105 eIF4E
5RO X v v THEEICHEAL 5 Ko 4 3% (5-
GACC-3) WBEIROZ N H—L LTH . 2%,
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R AFEAEEAE (polyA binding protein; PABP) Oftb 1
12, NSP3 75 mRNA OBRIRLIZEE D - T b 5 Ly, NSP3
& PABP @ elF4G L OFfEEEHAIEA —N—F v T LTH
D, 72, NSP3 & elFAG OBIAI%IL PABP & eIFAG D
APEL Y 50720, EEO mRNA ORI Y b sy A
N ZDERRD L )RR D & Bbh b 2845580 - = 5
LT, VANVRAIEEORMREBEEZNA VY v 7§62 L
L™, ZHUZxF LT, Montero 5 3 X, RNA T
NSP3 %/ v 27 & LCh, FFICIEE > BEDPL
WET B F o7 KR L ERRE R AR L7, NSP3 ®
BENRT 5 Z OB R AE L, MR &R MR T
DEBFOENIZLILZLDEEDbND,

11 RO 4 D& L T-OFRIIE, 5O L)L THIfH S h
TWh. ROEEIIHBENS NSP4 L i b D EORHT
% VPL & TlE, #5250 fFE0RRENDH S, F72, NSP3
LA A RoXaN &) 110kDa O #7212 B & 72
HEREEELE72, BIROHMICEboTw2LITHE S,
4) BEH

FTTIZEER72 X 912, RNA O#%llE, NSP2 & NSP5 7%
£/ L T 5 viroplasm TN TWA. FFHIZTLY A
FN72mRNA X, 1\~ A F A RNA DR &2 D,
dsRNA O &A% S b . dsRNA D&, VP1, VP2,
VP3, NSP2, NSP5 (Z M 513§ _T 1 A48 RNA I A AE
XETE) oD ATRT~NO mMRNA O/ y r—J v 7
LRSS 5. 3KImIZE, ~ A F A8 RNA O G
542121 A2, RARp 2FH L X v b2 &,
dsRNA OEHEEET LT LAY b2 AT H. 5FKMD £
72, <A F A RNA DGR D 5 ZERBEAE (RARp
MO F) EEATWS., ORFIZY cis TEITET L * ~
NAEET 5%, 5512, mRNADES, AU && b HH
DRI EE R 5.2 5. BAIZ 1 7 AV ARTI21E, 11
AO3E ASRNA DS 1 KTy r =TI ENTWEHDT, /8
v = D720 mRNA OFEIUT & O THEERED =W &
FR2bh. FDOAHNZANE, H{PLARERICEDRLTY
BH, WETYH, L{bhroTuiwn,

3. dsSRNA DA IVRIZHE TR UN—-RT 12T 19 RX%R

05774 )b ZAD50H dsSRNA 47/ AHSa—R§ 5 &85 T- Dbk
RE& LIS 70, SIETIS, IRBEIESE P etk 19226169,
RNA S Hi DMK TH B ) 7V — % > b 8 33wy
B 681629353685) % [ RS E AT DN T & 72 77/ A
HHBEE 12O WT b F — 7 > a7 # 7z in vitro LA
I & BIRHT S50 i b T & 2. £72, RIETIZ RNA
Tk M98 oA ik T8 2k B ) v s
VEHTD BN TWS, LA L, T8 AL ARG
HTHI 27 AV ABETB X OZ DY ORI EAE
Ha2 NSk TETHNTT 2 ICIERADRH ), EED
YA NVAEHERREST L LIETELRY, YA VAEFAD
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MBS 2EYE L CEICHRT 5720120, gy 1
A& VT BREDS L EAT R TH 5.

VN=ATV 27T 4 7 ARISTEED Y 4V Ai%kEH &b
ETBHDT, TANAZEICHART B I35 D ) 2 R
Fik b, TNETIZ, dsSRNA 7 A4 VA TIE, & 6424
BIUO8 77—V, U7 7 7)) F 2y AFHEY A
VA (IBDV) 340 fEgetEREisstie 7 4 v 2 (IPNV) 8
BIOLAIANZAO IZBWTYN=AV 22547 A
AVFFE SN TNE, TR, by AV AICE
FBNVN=AT 24T 47 AREHE LY. ZoFrzic
RE & % o 7l R BIE T REBANIE, Oy 7 AV ADH
BB, WEER O TERIICIET T A 2 L R TTREE L, FE
DAL ST, TrF 2Ny ¥ —FFSIZE S HEY
LT eI NS,

1) NgFUAT7—=2 06

WO TVFT 7=V P6IETAMNIANARIIET B
ANWVATHAD. 74 NVARTIE 3558 dsRNA 7/ 24 %L
WTATah Sy e rRa—7rPat. &of (L,
M, S) 134 F72135MD ORF & &, 5B % O 3FKhIC
AR A2 S % 5 IEFIER# I (untranslated region;
UTR) 155 7Y,

LoyHiazsa— 355 Pl, P2, PABXUPT&AEZEE
MEATHEIEBR S L, LTV —¥BIOFT VA
s Ty —BiEERT AT TN BT T
F) EEER SIS, BRTOn 7Y N, RBENT
7 A )V A mRNA % NEBIZBGA A T dsSRNA B O §H R &
5. 612, Ak L7 dsRNA 75D mRNA 25 H B2 7%
3 (nvitro 28w 7 — 3 » 7-##EZR) 202D,

1990 4F, Olkkonen 5 ¥ 1%, 4/ 4 353D H b 147
A CDNA ICHRT 2D 6 #1ERT L) N—ATV 4T 4 7
AZRDOBRIEIH L7z, 5'B L U3 KMEHI AT A )V A
mRNA & —F L7- M fio 1 A8 RNA (ssRNA) % T7
RNAKRY x5 —¥ % HWTin vitro TESEEHR L, 71
WAHRD L B LS 556 ssRNA &4 LT, in vitro
Ny r =2 v 7RIS ssRNA & L7z, 2ib
ssRNA # NEICBGAA 2SS 70 B 773 N &Ik & E P8
Ta—74 7L (X2 VF AT ROER), A7za7
FAINEAT L E, cDNAHKRO MGtz s/ Lk LT
oMz © 6 2SFEE XN, D%, Onodera b 1%
CORMDOZELE L, cDNA HEKD L 45 ssRNA %%
BLTWAmEEMEIC, LoEissKig L7z IEagett oMt
Z®6 (invitro /Xy 7 —V ¥ 7 HEATHE) % EgRs
4, invivo T cDNA H¥E ssRNA #/Xv r—T v 7885
LT, BRI L 2 A4 @ 6 ZRINT SR D B
FELTWA, E5IKEIE, T7H 5\ iE SP6 RNA R 1) £
77— Y TssRNA ZRHT 2L 35HOKET T A3 K&
FHCAT7 2075 A MIEAT L7210 C, 58412 cDNA H
RO 6 EEMTERIBTEERTVWE ™, £/, 0%



186

A5 dsRNATD L A MssRNA

(EF 9 ILAREL A FYyq LA

Loy
N
(

1)

& iidsRNAT + JL A DssRNA

(LA ILAH]

(VA VA #56% $H25,

BREEIALR

g

08

~ " )um

(

2%
e

1 480 dsRNA 71 JLAD ssRNA BAILK B 1 IV ZAERY 1 7 VDB
2K BHBHNVEIADGHIASRNA 27 ) LT HELNFIANARBLIV A M A VARO Y £ )V A TIE, ssRNA a2
BAT LT TIANAEATA o VERKBTAZ LN TEL, —), 1-12K D5 dsRNA 27 ) L35V 474V R
B 4 VAT, ssRNA B AIZ X BIEGMEY 4V A RIUTEHRE S TWin,

i, MUY ANTIANARONZ FUF T 77— D 8D
JIEHIZS R LTwas %, —JT, Bamford D7V —7
&, HBR L7274 VAEHE L ssRNA 2 BENTRE
L, BAtEe 6 2T 2R %BBELTVE % 9 4%
SIETANAT ) WIEREAL T, ZOH/Rb Y
AFTANVARDIVN=AT 24T 4 7 AR DELZ
LIS THL. LaL, IRHVAMYA VAR
FAIVN=AT 24T 4 7 AZDEHIC L 2z 0y
ANV ZDERIEHE STV 2w,
2) ENVFIACILR

VIV F oAV ARHNZE T A IBDV REHZEE L4 5
BB SREDRE T AV ATH B2, CIF 1L Ak
T3 2 538 dsRNA &/ L 2 B s 73 NPICIUnS 5 12,
SEE AN 7Y FEMEECT A VP3 & VP2, 47 B 12 RdRp
THbHVPLZ2I—F$52%, VPLIZE 52 dsRNA 7/ 4
SKIMIKEAT B VPg & LCORET 2 B, Wi 4
D 5B L3RI EEIED UTR HEET 5. v
A )V A mRNA O 3FKHHIAR) A ZRWTWERY, —J, 5
KWIIEF v v THEED BB\ i3 VP 3 LT 5
ED2BY)DHND B

1996 4£, Mundt & 0 (35 HiAT554 1 cDNA Bk D
IBDV 252U N— AV 2 25 4 7 AZDOBZICHET)
L7, 5'BIO3EMAY A VA mRNA DL DL —5F 5
A B XU B Hi®D ssRNA % T7 RNA K1) 25— & Hw
T in vitro TEEBE G L, VeroflBIZEALzE 2 5,

36 FEfEf212 cDNA HROW 48 % 77/ 4 L § % IBDV O
MR ENT, ZOREZFOHT I, RMUELFv A
VARHZIET % IPNV 2B &7z 8, ki, Boot 5 %
&, T7TRNAKRY x5 —VYEFEHT LML 2T AL
RIEGe X7 QMSMIIZ, TTRNAKY A5 —¥Tv A
VA ssRNA # 5B 3 2 W HiOEE 77 A N2 b7~
ATy bTHIET, 58412 cDNA H13£0 IBDV % /:H
THLZEWRI L, ZORTIE, TI7AIFDTAIVA
cDNA% TTRNAZ7 O£ —% — L DREIJF&RY 1V A
(HDV) HR ) RH A AFFIOMICEES 522 LT, 5B &
3K AT7 4 )V A mRNA & —3 L 72 ssRNA 235884 5
XL TwA, &5, Peters 5% 13, # 7Y K
HAE (VP2 BXOVP3) %I 7T A I F%& ssRNA in’5
TIAIRNEFBCHIIGEATAZ LT, Mz AL
ADEPENEENM ET 5 LHEL TS, Z0LHI, ¥
WF I ANVARTIX, X2T)FT7 =206 DAL
eI, 7 A VA ssRNA ZMIfBIZE AT 57210C, 714N
AR A 7 IVEBRBTAZENTEL, LELLEND,
INE2KRDZNVEIEKRDGHEIZ T ) LT BT ANAI
AL, 10128 b DL DGRy /) LT HLrT 4
ARDO T A NVATIE, FHRORA NS TV —IC X BHHZ Y
ANADOEREHRE SN TR (B1).
3) LFIAILZR

FNVILFTANA (LEFIAIVR) 1, LEFTAIA
FCBTAHIANVATHL. b O E, BEH S0
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= A LA

g

B | ..
g{ﬁ_{?} " {é}&

FRDA LA
(MELI4 AL

4 duds RN A TH B

L.

O, _mr e

w
FIJ-...HIE/
TT RMAR £ S=HERRT L

@ ERITHLZTALRA
Jex =
1] f +
1% eDMA i F Pr? &
G i ssRMA

] =)
T e}
- »

1*

A B A aERNA

oM 74 KA ssRNAE

BUFSIFIFAIF

2 ANN—GAINNZAERWVEOQEILIVRICETERIIVN—ZAT 1274 7 ARDTHA
3 A L7z cDNA H3ED 75 A8 ssRNA &, A 8—7 4 )L A0 ssRNA & & b1 A VA7 2 dsRNA HEL D g5R &
RO, SN =7 ENTcDNABKED AsRNA 27/ 208 L CHEHOMIBZ O 7 7 A VAN HERT 5.

SN, WEMEIIHME T WA VAL LTEMNIT N
72, LATANVAIE 3 OoMiER (ST1, ST2, ST3) 124
HEINA, 7 A INVARTE 10 KO5E dsRNA 7/ 4%
ik H 7Y FHWEAT A, 10 K044 (L1, L2, L3, M1,
M2, M3, S1, S2, S3, S4) 21312 ® ORF 25fF1EL, 8
(A1, 22, 43, 11, p2 61, 02 o3 OHEEHA
E, 48 (u NS, x NSC, ¢ NS, ¢ 15) OIFHEELY
A= FENTWD, %58 RNA @ 5'B X U8 3'Hi 121
HOEH O UTR 2FES 5. F72, a4 VA LB
2, 7 A VA mRNA I 5RGICF ¥ v THEEA AL T 5
75, 3EIITITEY A 2R Tn B A,

1990 4%, Roner 51X 10 KD ™ £ L A RNA 7°6 L F 7 A
NARVERS ) N—AT 2474 7 AR %KLL,
CORIFLZ— 7 THMELR D DD, #8310 £4ER, LA
A NARHIBIFAME—D)N—A TV 22T 4 7 ARTH
572, ZOROEBRFIEIIROBY THE. LA (LA
ST3 D7 £ Vv A H13€ ssRNA B X (8 dsRNA & [@E:Z, Zh
57 A VA RNA % 74 FHERRIMERZ 1 £ — F TR L
oMM A LO29MIIC N T v A7 =27 PL, E5IT, NV
= ANVAL B LAY AIVAST2 # g S8 T, 231
BRI Z X L 72, B 4 VA 2T £ )L
AT G = BB ERTZET A, 5 HEIZIZSTI A VX
MENEN. T2TlE, ST3TAVADT T — 7 I
E LA HU AL, ST2 YA VAR 12 H
DETHEZ LD, COERRZTHNYT A VAZ HEET S
T2 DEIRGE ML ->Tw A, B FE7, BULEN 5 ST3
TANADS ) 2E, EA ssRNA ICHIRLTHY, dsRNA &
sSRNA DGtk & Hish ¢ L HE LTV 5, 666769 L L
BL, ZOFEBBRTIE, EA ssRNA O &Gt % dsRNA

MRS HHER, 7o, v FHRIRRMERT A £ — b
AV A RNA FEREEY & ST2 ~NV/S—7 4 )V 2D F7-4 1%
EIDXAHTHY, SHTHINSIEHLNZEN TV R,
—HT, EHIETORT, 20D LR % [
A $ 5 ZEIREES R OERIC S B LT wb 8,
RIS, SRR DI)N—AT 2 AT 4 7 ARTHEL,
cDNA HikD S2 iz 7/ AL LTHOL A I VA%
PEH L7268, ST3 ™ A VA0 S2 {57 3HIAEI % K48 &
&, b I12 CAT &5+ % inframe Tk L 7-fc%) % T7
RNA 7HE—%—% HDV URF A 2OMIZEEL 727 T A
SNZRESEL. COTIAINDIRHT 2EAY (o 2-CAT)
Fo 2EABE L LTOEEEZDEIRALLZVDOT, &2ED
c 2®|HEE MT v ACHEBT A X9 4 L929 Mg (L-
ST3.S2 ffakk) 7= 1CHef L7z, 10 R CTHER S 11b ST3
ANV ADFEEL ssRNA 12, S2EnF-&T7=—NVd5%1)
IX 7 LAF FEKIBEE, RNA-DNA #4174 % RNaseH
THILT A2 LT, 2EETERVZIRNPE DT AV
A ssRNA ##fi§ L 72, WESEL/27 9 A3 K25 T7 RNA
R RXT—E2HWTIHEGAK L7z 0 2-CAT ssRNA & &
DI AIVA ssRNA IZINZ, #H72I2104K (9KRT T A 1K)
THE S D S2 IR FiEH ST3 ssRNA & L7z, 2D S2
TEAGF-EH ST3 ssRNA & &7 4 FHRARIMER T 4 £ — F D
S2 xR T E#t ST3 ssRNA FHEREEW % A 12 L-ST3.S2 #ff
FINNF A7z ML, E512, NWS—=7 1 )L A ST2
REGs L LT, CAT # 5B T 2442 ST3 7 1 )V
AL TWw5., EROFERFIHT LS L)1, b
FYANAIBITBNN=AY 22T 4 7 ZARISHY I
METHY, ERESNIHEHMAELE . LeLLEFS, %
SIZESICZDIN=AV 23T 47 A% HNT, S2



188 (VAR EB65E B2,

WP scRNARMTAZEF
L1

TT RMAHY A S—dFERNT
EREITH =TS0

BMA L ADEERE [l i—" LA
HENCSHAETET COEE)

K3 BIRLAOQZIAIRICBTFBRUN-—ZRT 127197 X%

T7 RNARY X7 —¥ & T LM, T7 RNA 70E— % — G C VP4 (5T ssRNA 2 8T 5 7T A R AT
L. A 24 BEMIAICAN IS =7 A VA B G S, S5 24 BRI H. UL 72T A VA Z AN IS—17 )L A2
S 7 PRIPURAFAE FCR#ET 5 2 & C, cDNA H3k VP4 BIZT0Hi &2 7 ) A LT DMz 7 A VAL HEES 5 (OCHk 28 7

SHLLTHIH).

ssSRNA FExy r = 0 7o 7R VESIZH ST 5 2
IO LT WA 69 —hC, MofEETHOIDY
IN=AT 2 AT 47 AZROBHE, BIOMoL+ 7 1)L A
B A VA TOIRHIEWE I L Twian,
4) AZJAILR

0% AV ATIE, 1994 412 in vitro T® RNA #HHA
OBAFICE L TWw5 Y. ZDFH LT Chen H1E, AN
AT, WEA — 7 a7k cDNA 2k mRNA %
Bl LCTAsRNA 7/ 22 BT L2 2 L7z, 22
T, U TANRZBVTHYN—AT AT 4 7 ARD
FESNB HANEWE PN, L LD s, F1hl
&, HHTI10RED OM, HHNEEORAIITDNI
TEZIZL Db, T T4 2 HI b s Sh
TWhhrol, ZO07h, 4 0us VAR,
Q8 IANVAZBITL)N=AT 24T 14 7 AZRDSIC
FLTHRDEBNTLH -7,

BEECh R~ LA, By o4 ADHEETIE,
RdRp #2534 % mRNA 134"/ 2 dsRNA #HLOFHR & |

TOWHRET 5. Z 2 CHE LTI, MIgICEA L7 cDNA
Hisk D 75 A58 ssRNA &, ~IL8— 4 )L Z2D RdRp 12
PR SINTH /4 dsRNA DR L 7l S 528y
=Y 7ENSLZ LT, cDNA H#D dsRNA = 7/ 4
ELTHEHDHIRZ O S I A VADPERT LD TIERWnhE
ZzoNnb (B2). 22 CTHAlE, "= A VALH
W, L1 RDOT ) L53HiD 9 6 1 ARDY cDNA ICHRT 5 &
Iy T A NVADIERM ERA (R3). £7, MlgAIC
cDNA H3ED ™7 £ )L A ssRNA #5342 728, BAGHRED
Bw¥ra sy 4y A SALL #k o VP4 #E{xT-% T7 RNA
THE—F— L HDV )R A LOMICEE LT T A3
FaEfEEL. TTRNARY A5 —E2 58 L v Al
WCZDTIAINEEATLE, 5'BLU 3K AV
A mRNA & —3 L7277 A ssRNA 5T 5. 22T,
TTRNAKRY) AT —EARBTLHMPR T 72 =T 74N
A rDIs-T7pol % &4 & 472 COS-7T fifg i D7 I A3 K
ERNT AT ML, E5HIT, NUWR=TANVA LGB
by A )V KU BEERGES S, 24 B O
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1220 COS-7HIfEERUL L7z, [T £ v ZADHH 5
cDNA Hi3k VP4 EInF-5fix 7/ L& AHMZ 7 A VA
ZHBEES A 720, O A VA% KU BD VP4 [ZHEREY 72
A7 0 — PR T T L7282 h, ny vy
ANVAZE BMBEEOMBE &b, KUKER—Z L
LT cDNA Hi2k® SA1l #k VP4 SEIn 7oz 7r /7 ok L
THREIRETHMILZ T Y T A N APESLR, 55
2, NIV AT 27 b T AETTAI RO VPLEIEFD ORF
WIZ 2 O A L v MERZ BB 5 WITFFEEA L
72T TAI NEEELCHAMBOERTITo72L 25, WT
NO7IAI FERHWEEICS cDNA #H3E VP4 #E {51
SHiET ) L ETAMEA T Y A VAN EINE N, D
TLLBRENAZTYIANAIBIFLYN—AT 2 47T
4 7 AFROERMED MR SN, —FT, WEOEAL DR
1, M2 ANV ZADOERES L 720 DAT5TH 5.
I, IS NAREEL LA IANARD T ) L%y
=DV IR P VSR T WA EWS I
TOMAERKML TWL EH)ICBEDbLNEL, FLT, ZOk
LWIOANWART ) L)Xy r—ryr7aryra—)b, &5
|2, viroplasm &\ 9 M OFREEE L 7288 T4/ L
AT &) COT A NVAREE OMES HS, Mz oy
TANVADORWNEHEL L LTWAERER2D vk,
ZO LN, BBIRICEEORMDSH L OD, Zon
FIALNVAZBITB)N=AT 2 7T 14 7 AZDREIL,
LHDB YT A VAT OFE L VEREZECLDTHD L
WrEshs,

BHUIC

2D HVIE3ARDGHI dSRNA 27/ L& $HE I F
ANWARYARNTANVATIEIN=AT 25T 4 7 AR
INETIEHEEINTVE, INS5DT A IVATIE, &40
i mRNA # MBI E AT 5 720 T A )V AEF A 7 )L
G TAIENTESD., —HT, 10-12 Kb D5 H
dsRNA %7 ) L& FTHLFTANVAROTANVATE, L
FTIANAEZBRENT, WIRTHYN—AT 24T 47 A
RS EIN TV oz, T2, INHT ANV ADES
i mRNA 7207 2B A LT A VA ZEIL L9 &9
BLiRME, L OMAZTHIMITKEINTE 212 2
oY, WROELZITLRIZEILTBLY, &l
cDNA HSEDEGNEY 4 )V A % EH T 4 121E, mRNA 120
2T, YANAMEZZ3EEMORT-% b T > 2§
LN H LD Lk, —HT, TRk, FalE
A= T ANV A HVWLRTOY 74V AIZBITH )N
— AV AT A AROBRBICEII L7z, ZORIGAIS
—IANAERCEDT, BT A VADHFN G2 Y
ANA % BHET 5 7290 O] 0@ R ETH Y, H
) &THBIZTICE > T, TORUGDVPHELEL TRV,
F72, BUBE TR YAV ADEIIERIZE 2 H 74D
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AtaThl), NLEROENTHIEEDOT L7zMIR 2
TANZOEIEREEIZTE20E Ltewv, L Ledas,
CNOREIEHLDDOD, VN—AT 2 RT 4 7 ARDME
&, B TANVADEEY A4 7 IZBWT, 4L TIA
WARLYDEEL/ZIRETL 2R 2D TE hoi
AN AEALT-& Z DEY ORRBENMH B 2 EBEO 7 A
WVATIHENTT A ERTREE L, 5121, Wk, ~
W= A VAL L, $XTO55H dsRNA 2%
cDNA ICHRTA2E 5 A VAZEHT A ) N—AT = 4
T A7 ARMETANDBIZOGHNELDEMFEL WD,

E

OFIANVAD)IN=RAY = 3T 4 7 ADORFEIZHZD,
R GSRERT 2T O A RIS, KIORFE w7t
Froi R4 121E, rDIs-T7pol B & O pX8dT D4 5-
W ERE L S ICERH S LET.
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Establishment of a rever se genetics system for rotavirus

Satoshi KOMOTO, and Koki TANIGUCHI

Department of Virology and Parasitology, School of Medicine,
Fujita Health University, Toyoake, Aichi 470-1192, Japan

The rotavirus genome is composed of 11 segments of double-stranded RNA (dsRNA). Rotavirus is

the leading etiological agent of severe gastroenteritis in infants and young children worldwide.

Reverse genetics is the powerful and ideal methodology for the molecular study of virus replication,

which enables the virus genome to be artificially manipulated. Very recently, we developed the first

reverse genetics system for rotavirus, which enables one to generate an infectious rotavirus contain-

ing a novel gene segment derived from cDNA. In this review, we describe each steps of rotavirus

replication to understand the background to the establishment of a reverse genetics system for

rotavirus, and summarize the reverse genetics systems for segmented dsRNA viruses including

rotavirus.
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