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6. /XT3

(YA VR £52% %175, pp. 3340, 2002)

JIIJAIVR (2)

— D FLANITREVAIIVZAEBETOH D EFV)—

7 Bk

T ®HIC

HRIZY A VABRATE L, BEEZ-7-HKIT, H
HWAHFETEOMMARIELEBRLEY 55, w4
ARG ONH], FERGIEDHRRE LIRD AR EE 2k E %
H)DOWA vy —7zur (IFN) ZTH5. FIC IR IFN
(TRTOERE D IFN-0, & IFN-B) &, 74V X EGeZ
G LTH oW s> L5, MigRmol 7 s
— (IFNAR) IZ#&#, FROY 7P MnER%Z@E L T
PLoANVAIRREEZFENL T 5. 2 ORBIIIEF \SH DD
BWATHY, ThIZHL, £ D07 AV ZAHHIFN HfE
iz AL IOMILLTE. Ry 7 AT A NVA, NIVRA
TANWART T 94 VA% EDDNA 74 VAL, IFN
regulatory factor IRF), ‘Janus’ tyrosine kinase (Jak) ,
signal transducer and activator of transcription (STAT)
% ds—RNA dependent protein kinase (PKR) 7 & ® IFN
W OGS FIIHT A HEWRHEHYTI—FLTWwS

T/, LIavA VA, 75 AP RNA 7 4 VAR HEH
RNA VA NVABEEDIFN RE S F &F L HHETHET
LI EPHLNTWS., —J, 7873 7/@4»2% &
74%x%RNAﬁ4wxf@ WRAEWZHY, 7LD
cDNADSLIANAZERNT L) N=AT 22T 47 A
EDFESLEN, )R INETHREAHTH 72 vbw
AT 7% —HHAD, IFN 2 LD LT HEEOHY
AW AVERIHT 2 7 A VAHKT-TH B 2 AW S0
ElpoT&E7. AT, 77 —EAZHPLIZ, £
DFBIERE L 0 - PUy 4 U ZAFEHEIC O W THEEL L 72\,

KBRHF S A A AR ZE T (T 537-0025 K BR 3Rk X
B 1-3-69)

Paramyxovirus (2) —Molecular view of offensive and
defensive activities between viruses and their hosts—
Masae Itoh

Osaka Prefectural Institute of Public Health

1-3-69, Nakamichi, Higashinari-ku Osaka 537-0025,
Japan

TEL : 06-6972-1321

FAX : 06-6972-2393

IE =&

DALIVARFOBEES / LY

RGIVITANARDOIANAIZ, RZ2VFATTVE
(RNP) O 4 X% EOBREEW, Vi 75—k
L EOAEWER, 61T M- FENbL T IV AEK
HOKB LT 7 24 —EAOHE & & OBIRF IR
FHEIZ, LAYTOYANVRARE, ELVEYS AL VAE/B X
ONVTIIANAEEELNNTI T I VAR =2
—EIANABERA Y 2 —FEIA VARG 2 —F
T ANV ARSI NS,

R 112, 74 NVAKTOREARNEEE L KRBOREN T A
WADYT ) A EOBIRTEREZRT. 7/ 5134150003
HED—KD<TAF AP RNA T, ThIZXZLFH TV
EH (N) PEEL, STARNKRI R 7L Tar A v
HWatk (X7 L+ H 7Y K, RNP) 2B LTw5. RNP
134/ L% RNase 2> bR#ET % L FBFIZ, RNA GO
B2, NEHIZEZ, AHEEOY 4V A RNA I
HA95HILICLY, LAPEAZEGE— FhOHERE—
FAY Y25, LEMIZ, 74V ARNA QY - #H
%)% RNA A RNA K1) X 5 —¥DOAKTH Y, RNA
SHEARS, mRNADOF ¥ v ¥ 7, AF B X UK
VARG EDTRTEMEST . PEHIZ4RELE
WL, CRMHMTLEHE RNPIZHEATAZ &L,
MEDHGEHENT S, T/, NEKBTIREREDONEH
EERELO RNAICHEGEESE A Y v Ru v & LTHEE
T3, RNP i EMRREHEO =y Ru—7IZl Eh,
ZORMEIZIZ, VETI—HEEALMEEA (F) ©2
D7 A W APERADN AN 7 HEREZTEEL T2
Lt 7y — A&, RIMERESEGEYE (HA) &/47
Iy - NA) OF®EICEID HN, HH5WEG
LIENS. FH&EAWR, HEMBANORAOE, =X
— T LM e 2R X8, YA VA RNP 215 EHNANE
AT 5., ToRE—=TONMNIEMEEANFEDL, 714V
AR FHERE R L TS, MEXIR, 74V AREN
OHMEHN K AL ¥, ToNo—7FIRE EEE X O° RNP
EMEAMEH L, 74 VAR TOHFICEETH 5. Z 01,
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(a) Virus particle

I
i

(WA VA &552%

N —
L
RNP
>
RNA —
(genome)
(b) Genome
Intergenic .
Trailer

Leader |

Respirovirus - Sendai virus (SeV) 15,384bp

EATAT RN AVAN

3 1)
Start End
signal signal

HN W/ G

7 s

Rublavirus - Simian virus 5 (SV5) 15,246bp

% ol

= ﬂ?l[]l ™ W AQZ%/
SH

Morbillivirus - Measles virus (MeV) 15,894bp

5

7%

A5

(a) 785 37 V94 VAT DR
(b) 78927V IA NVAKBORENT A NVADT ) LK.

WTIGIANVRABDSVS E LY TATANVABLI = 2
—EIANVAEROIA NV ADLT N1 —F213 SH &N
W DA, TAINVABIHICLETIEIRVWE SN, O
FHLLTIE W, XTI TZIVIANVABEOT A VAD
P#fET 2513, PEAUINI, bW 77 %Y —&
HERRSINABMICUETIZ R WD, FOMRIHELE

ZOEAVPEGRENS, Z2a—FEY A VAHEFO M2 &
ZfAaa—F 325 M2-1 EHERGERR L LTy A
WV AKHEICETH Y, M2-2&EH DG & HE % H 1
LTwbEEhTwh, NS1 & NS2&EMIE, 74 VAK
T A F N VIEEEEN T, B L EBEEHET S
AT AV ARIIZIZMETIE R L, 72723 —&HICE
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Ins.
A IV ZBILFDOFEIEFT

RT I IVIANVADBETIET /) A RICEFNIZES]
L, FHEETPSE/ YA Ma= vy 7 7% mRNA 2§55 ¢
570, LBORBOHLMEEEH TS, Thbh, 1)
3D —F =R, 2) FEETOBEY) ZRT ASY
— b7 FVES, 3) ZEETOHDLY)EZRTZY Y
7%»%%,4)&&%%@ 1 vy —y—2) By
BLOS)5 MO ML —F—EHITHAS. 74 VADRNA
%UX?—E@%%H,f/A$%®U—V—RﬂK%
ALTY =¥ —%®G%, £ -BEZTORY— Y TFN
By % 8k L CHeB 2 MG, = K 7 F ik L Ciix
BafiET 5. ey 2 @Mk, Hl3nmToRs— 1
VTFNVTEGERE, TV Y7 FIVTRET S, IhE
RKTMOLBEETETHRYET. CORNAKRY 2 5—F
12 & % single entry/start-stop ##§IC X ), @E—&ET
Po—EATERT L. LaL, 8537V 4 )V AR
D P BETHHIIKITRT O0BMICX Y, PEADSL
WV, W, D, L, C, C, YIBXUOY2hEDT 7 1H
V—EHAVERENS., B, Z2—FEIANVADOM2
BET2O M2-2&HAPERINEDIE, VRV —20
stop—restart Bt X 2 dhDEEZ LR TWS

P BIEFDREBEE"

(1) RNA ##% (RNA editing)

Human parainfluenza virus1 (hPIV1) ZKB< 3T
DINFGITITANVAEFROT A NVADPBIZT 25
&, 7/ A P#IZT#IEMEICE Lo 72 mRNA &, &
O (editing site) 12777 = (G) 51 HLLEIREA X
N7 mRNA DB S N5, ZO#EE, editing site #3512
LTT I /D reading frame 2331, N Rugflid A
T, CRmMA TR -7z 3MHOKET % 2 — F 95 mRNA
PAEKTHZ RS (R2a). RNAMEE, 74V R
RNAKRY 2T —¥Dslippage i2E5dbDEEZLNTW
5, VACEIANVABBIPENVEY 74 VAETIE
GIHADRNT 7 5O mRNA DR RNAKRY X7 —EHE
HRRFELTOPHEHZI—FL, +1G® mRNA2°C
KIS AT 4V BE 7% zine finger K X 4 ¥ (Cys-rich
domain) #FH>VHEHEZI—FLTWb. —F, V77

4»zEfi,&/A%EL<&%?étVEE@
mRNA & 721, editing site T2 20D G HA SN THD
TPHRHUDMRNA &% %, LAYTIA VADE Y& A
7 AV A (SeV) TiE, PEH® mRNA (+ 0G) »%70%
THRLEZWV., ZhiHL, V7594 VAETIE, 2GH
RASNDRPIERITH . ZUE, VIIIALIVAT

I3 editing site FHIO A OEFOHFIZ GAD L7z L% 2
S5NTwb (E2a). SeV ®P#fET EOEZEABINICR
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L72&912, LEABLURNP L OfEAHAR E, P&
B@mm+0x7 k@r 55 KA A Vi edit
ing site XD CEKmMICHY, 72, ThH3EOIA L
X@F'ﬂ“(é‘F%LE(%T%hé V & ® Cys—rich domain
X, I editing site X ) CRmEMIZH S (R 2b). &
NHEDOTANREZ, —DOOBIET % RNAMEIZL DAL
RO R 2 E WY B2 THFENICHHL TS 0
EEZbHNA.

(2) Open reading frame (ORF) &R
LAYUIANARBEELEY YA VABDOT A VAT
1%, PEMET D editing site ®_EFMIZ P &H & reading
frame % B2 L 728170~2007 I VB2 585 CEHD
ORF #BWTW3a., LAY T Y A4 VAD SeV TlE, C »%
% D nonAUG TH 5 ACG S EIERBIE & 1, reading
frame S L TN 32D AUGHHHC, YIBLUY
20—#O CEAVEMAEINS (B 2b). hPIV1 Tid,
[A#£12 nonAUG @ GUG %5 C OFIFRVHIB S, Tk
DAUGHTL CHEENSE., EVEYIA NV AETIE1D
OCEHNMRENG. CHEAIZ, BEMlathT, v 4
VA RNA R 2T —¥OE B L7 ) AEEEEZH)
L, 7ANVABEPIBED LIGERICES VLS, A
OF MR T HEEsEZ 5N TS, CEADT I/
MECHE, BB TRESIN TV 00, HWEETOMIFE
I, VT T 7 4V AED editing site D N RKufll %
CEHALIKT AL, L HITHEERMETT I 7 BE170~200
ﬁ%f%é:a,vxEu#%wxEmCEEkw%u
IESWICHE 7 I BESISHHZ L, /2, CEH
ﬂﬁ VT FTIANVADVEHIERNP IZHELTY AV
ZRTICYAEND L, 2L, LAKTYAS VAES
FCENVEYIA NV ABOPEAON KM L Y e L
AIFEENLE N EIFEHENS.

7YY —-EBDH - iV 1 IV AER

(1) TRIIFNICE BV AILAEE (R3)""Y

TEFEMBEIC T A VADEGRT B &, ZORGREBRE TR
${ RNA (dsRNA) 23 5. Z® dsRNA &, PKR %
KEEDOEHY v HBALEEE 2 HEILL, TOKE, IRF-
3/IRF 7, NF—«B % ATF 2 /c-Jun 7% & D ¥z5 K 1 A%i%
HibE N, IFN 70 E&— % — 2446 LT mRNA OfzEE,
IFN OAEBE L O3B Z 5%, 4w S 7z IFN Y IFN
~a/BLt7%— (IFNAR) IZ#iH 9 %L, IFNARD Y
VW{t, ‘Janus' tyrosine kinase (Jak1l & Tyk2), &5
IZSTAT1 & STAT2D ) Y b~ k<. VU v #E1t
STAT1 & STAT 2 12 IRF-9 (p48) & IFN-stimulated
gene factor3 (ISGF3) #i&M%ZIEH L, BN TIFN-
stimulated response element (ISRE) 1Z#& L CIFN T
FHiE XN 5 PKR #2',5 -oligoadenylate synthetase (2'—
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(a) RNA editing

Respiroviruses
Morbilliviruses

Rubulaviruses

V Cys rich region

L cofactor region
2/ T\

C v | ,Cys rich region | +G or +GGGG
P\
N

L cofactor region

P
P mRNA &
C +GG +GG
[P gene editing site] [P gene editing site|
1
Sev CUCAACAAAAAAGGG ) *
Sv5 GAUUUUAAGAGGGG

hPIV3 AGAAUUAAAAAAGGGGG
bPIV3 GGAAUUAAAAAAGGGG
MeV CCCAUUAAAAA GGG
Cbv UCCAUUAAAADL GGG

Muv GAAUUUAAGAGGGGG
hPIV4 AUAUUUAAGAGGGGGG
hPIV2 AACUUUAAGAGGGGGGG

(b) Open Reading Frame choice

NO L N:RNA

binding Amer binding  binding

SRR MHNIIIITIII0J0N

C MMM 384 467
YT zRknmnininin
Y2 29NN\
204
81 104 114 183 201
GCCACGGCU//UUACCGCAUGGAUCAAGAUGCCU//CGGAUGUUA/ /UCGAUGCUG
c'— P/V/W— C—> Yli—> Y2—>»

2 PHEIETICI—FINLZEAB X OZEORBIERE.

(a) VA¥QYA VA, EVEYTALNVZABEBBIONT 574 )V AJED RNA fmEHERE & editing site
EHT O IEE Y. HILECHIE mRNA SiCTHEELL, V7574V AIEBNZ: G IC@FZA L.
CDV, canine distemper virus. ZOMD ™7 £V 24413, ACHIZEE L 7.

(b) %474 VA (SeV) ODPEIZETIZa—FENL82m&ENH. C', C, YIBLUFY2D—
WO CHEAE, TEAR LARIERBREHAA S, PEMAICH L+ 10 frame THEH SN 5. 317
1%, editing site. X &ML, PEHEF L frame ® C £¥wlZa— FETwsb. N binding,
WEEED N BEAFAEAL 4 mer, PEAD 4 BABEE ; L binding, L H&EAEAM 3 N :
RNA binding, RNP #% A& #/L.



W ANVZIREZFEST L, SZICIANVADBRAT S
&, B A A L 72 dsRNA 12 X ) PKR %2 -5 0AS
AEAL S, BRBEGBKR T eIlF-20% ) VB L T&
HEREZREL, »5IE2,5 —oligoadenylate (2°—5" A)
DA Z M, M AHS RNasel = iEHL L T 4 LA RNA
ZEH72 mRNA, S 5ICrRNA #5# L CTEHAKZH
HT 222, ZOfRKREY AV AMIEOEHE, F 7, K&y
JaD 7 FE =3 A2 X AHERIER SN,

(2) 77+€HVU-ZBHOHRIFN{ER (K 3)"°"
INFGIZVIALNAETIFENIZOWTIE, R ) EL»
5 SeV FRfEgMIIEIZ B VT IFN OHL7 £ )V AR R MK
W kY, FEMBEIANVA (MeV) RLAYT AT AV A
(MuV) O 2" -5 OAS OIEMESEK T L T
WL IR EPBEEINTW, L L, EOMEHH
T LRV T—RICHEAZDR, TEE, 7783
—EAPKED H VIFER LA Z T 4 VAR T
ELE9 2 hoThbTHAE. TITHMMZ, CEANIT
fi7A5 Phe 7*5 Ser I2Z 8 L 72 SeV. (MVC ¥k) 7% in vitro
OFEFSHNL TIRIEFIC I KW TE DI, invivo DI
AP T AT S B EE I i it L Tw5b 2
LU AN TEN OH 4 IV AEH 2 3§ 5 kT2
DERT AN ZZTH L 2w 25, CEEADHIFN
WEERF2EZ 2z o772, HivTCEHKIE SeV 254
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IFN a/B e ==
Virus infection 5
“Agoptosis
\IFNA
§ =X
ﬁﬁ%@nq ‘
i SHe
: ® replicatlon Q
® = Jak‘l yk2 I——
e <
elF—Z a RNaseL
\ % 4 I SeV (C)
s}(% PKR 25 oA S STATZ i STAT1 |——
IxB kinase Others c
: other kinases .(ant‘|v1r§l pfoteins) . .
v translation SR $’>
translation IRF-3, IRF-7, NF-  «B 21‘”9 &
P, Atf-2/c-Jun
Ty CBP/p300
[ ,
mRNA
B3 YANABIICEVFEENSE IS ¥ —720Y (IFN) O A4V AL 2 aiid
%85 37994 IVADEH.
PLIFN R 239 AN L 2T > T A B DIZDWT, YA VAZOHITH v TITANTHR L 7.
FluA, type A influenza virus. Z DD 4 )V ZA%1%, KX L 7.
50AS) ZEDO—HD I A NVAEHEZAKL, ML IFN &2 L L TV 2 ESTEB SN2, ZoEf A

ELT, Tyk2, STAT1BLUSTAT2 DY YLD
ED . BBHWIEICEHAE STATI N EARZRIEL,
e ISGF 3 D # HET 2 2 ¥R LA REI N TY
b. MVC HRDZEEIBALAS C R 1706212 H Y, HD
BOEWYIEHTHOIFND Y F F W mEZET 5 &
W HEDSH B —TJ7, BLr AV AREE 1L 5720

I C/CEHDN KWL DS5DODOT I A ERE L
DFERDDH D, SeV @ C #&H EOHLIFN 75 H O FAE
MMERFZHEINR T2, HELLAYT YLV AD
hPIV 3 Tid, BN TO STAT 1 OIFTEIL D FHE,

F 72, CEEAXKIEY A )V ZADFEHAL 23 HE S TW B

CEHEPIFNEHOEHEMEMIZ T 2 I Tw i
W, THIZKL, V757 AV AETIX, simian parainflu-
enza virus5 (SV5) ® VEHNRSTAT1IO7a57 Y —
AR R 2 R4 5%, £ 72, MuV & simian parainflu-
enza virus 41 (SV41) ® V&HASSTAT1 %, hPIV2 ®
VEHMSTAT2 %2 707 7V — 2M&AEM B X ORI E
DEA SRR X 0 5% L CIFN ICHPL3 5227, &
5IZhPIV2 ®» V&H TIZ STAT 2 ®» mRNA O #IFR % [
ELTEOLXNVEIHIT AL Z ERREINTVEY, b
T A NVADV EAE, editing site 232 PEEI):

WD N Kl & Cys—rich domain % & C K GV
%né(lzw.hmvzaMﬂWCi,C*ﬁ@tﬂff
STAT 2% A WIZSTAT1 LX)V & B IFN/EH %
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ALY, F2, NKwMAZ T %2533 %5 SV5 A ISRE 7
0 E— 7 —OEEENALZ HE L 20w 2 &5 5, Cysrich
domain BEE L &b, LaL, SV5TIE, <7 A
TOSTAT 1 O LRV V& D100670 Asn 7> 5
Asp ~NOERNFHE L, NKinfloLEEIRSI L Tw
%%,

MeV Tid, BIZEBEDPSTBEOHEMRTIFN OFEA %
WHT 2™, Sy A VAEAILL 2 0P 50
TIEBWVA, 77 F VHROMAMEZ 74 VATIE, CHEH
KABBE D KA MLHAL IR B30T 2 B S T B DI
L VREBTERIH AL D NN E, F72, V
RIBED TFN AR BBREED L LW Z L 2b, C&
HABS- LW AR H 5.

—a2—%EF7A{ )VAJFETIL, bovine respiratory syncytial
virus (bRSV) ® NS1 & NS2 %% [F TIFN ®Ht 7 £ v
ARN PP Z R T DS, FOENGTIERFAETH 5.

(3) LREAIAIVZABLVEIVEY T LILAD V/IW/D
g8

SeV & V/W RIEM Az 7 4 VA1, Bl <l
HETANALY) SHELSBIT 545, —T5, =7 ATIEMA
TOHEMFFTE T, Wbl 3™, ZHEVEBX
OWEADPHEEON 7 A VAR L, e % HEdy
SHLBEVHL7-DEEZOLNTVRED, T4V ARG
WA O IEFF B 509212 D % natural killer MIIZ = IFN %
OBGIEENTH ™Y, ZOREKIAPTHS. VE
H® Cys-rich domain O ME§i#5 A 6E & 9 % O iR S 12 B
& B A, —J7, Cys-rich domain 2722w W & H 12
DIV SI - PT A IVAMEHED SN TV BY,
hPIV3IZBWTH, VBIUDXKEIAINVAD in vivo T
ORFEMHI B SN TBY, ThHOHEAICH YA VA
TERIZH IS 2 HEr D S D LRI N B, Tz, V/
W RKIEMeV 727 F UFRTIE, SCIDYY ATy bV F
v bR O] & §5RALATRD SN B A, VEEIC
IFN B2t 2 2L S 2 EHIE R LY, EVEY 74 LA
JBTHMED IFN KU O 5 20 O B A HKPL 3 5
B2 AT HEEZEZOND,

EbhWIC

<A F A8 RNA & £ VA DB THNIZH IFN %) 4
PEHH SN0, 4 VIV HFI ALV ADONS1EH
THh-72". NS1EHDOH IFN VEHIZEICZ D dsRNA &
EWTECHR L, HY PRGN O dsRNA G T 5
ZEI2& Y, PKR %2 -5 0AS 7 & ® dsRNA TiftEib &
N2 VB LEEERH Y A VA5 T-OEM L% k3 2 =
LIiZhbH, —F, NFTITZVIALNVADT 7Y ) —EH
WX BHIFNEHIE, BGFAEIIRCHL2IIRDY
DOHBEMET, FO5T LRV TORMEOMRIIEI

(DA VR 525 H175,

5TH A, HIZ dSRNA BEEETIEFHBTE LWV, &
DT, FU STAT ZEMIZ LA 5, SeVO CEHLE
VT FGIANVABDVEHTIE, TDOXH=XLH4L
RAELOFIEERERN, VIISIA4NVADVEHATIE, BT
IFN fEHIC editing site & § C K¥gfll> Cys—rich domain
MLETH Y, A5 STAT S RAEHE LS i iy % % 4
IDTHAH. —F, NRmfllE LA a AL VAED C
EOEDIENEEZZ 5L, ZIHWEEWD D VIR
\Z STAT L OMEANEHICBIRT 2 F ALV Th b LS
ENL. LAEOIANRABEELEY AL VRABEDOV
AWML Tin  vivo THEDPL A )V Z{EANCIEHT
L, 7 A VARG Z MRS 5 Dh, &L AHTH B, SeV
TV #H® Cys—rich domain "L ETH L ¥ %2 E2 5
&, VT T A NVA NV EEAD STAT 55 #EEHE O 30 72 7
s, ROy b 252 TNbhd kv, 5%,
I0ELDIT I T I A NADERSER T, 8T
IVVTANVAOEFRIIBIET 7)) —&EAOKE
DEMGEDTHFEICR DO L HFIN D,

5 ATk
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