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6. NAFJ)A4IVR
B E %18

e R SR B R R S F 72 R

NRAFTA VAL T TETANARRAT T AW ARDET A VAETRY A VA, KL Ty
ANA K= T —JGI A NARREE T LTI AN ADBETH L. ~AFIALAFTRDL b
MIERT 5 2 L2y, BEFIRTIRIERERRF | SR SHEAETH L. _AF 7 AL A4l
D7 FTETALNARDTANALWIBIEFWEZFEON, TAIVAT ) ANOFFEBET OHFA,
AR AN AR DT AV AKE N B ORMBLENOWSG % £, SRR CHED S 0. K
TRHNAT T AV ADTEFHED 5 T % RO FR S GO M 5.

1. FUBIC

7T A NVARRAF AV AEIE, B A VAT
# (BVD) WA VA, K (BA) TLITTANVA, FDR—
T —IRIANADBEDREOTLE DD, RAF T A )
ADFEFIL, 2O LTS NIBWIEIZIE SV TH® S
NTBAEN DY, KA I AV AGBETHERRS A /¥
VIZBITAEFEOREIZRSN TS, Lol BVD 7 A
WARK—=F—IHT A VAL, 2 K FEREOFRERY
HRF) VR EOEEY NS LT ANV AN GEEIN TS
D, HEBOMRL SR HFHRSI NI LD TS, BVD 7 1
WAIRR DL AV AR - KR L, JLRRZ B <
REMTHRENFOLNTWS, FKILTTAIVAN
FEROKEa LI, 77, a—avox, gk & CTH
ELRERMEE ZRo>TWA. KaL T OENTORKSE
ANE 1992 45T, BIEH AT 7 F v 2 HH L 2 i i [E
Thb. BY: LRI RF IR T EOEERGRE L
T, LIERE, BA 27V Fodsd & FERf IS5 oxt
KLhh, K—=F—RIEOEEBEHREA % ETHAENDD
LNDA, ENTOREEIL RV,

BHADP LTSN DERATFTANVATRKRESRLIDL)

LA
T 060-0818
JeiEEALIE T AL XL 18 415 9 T H
JOHEE R R Bt BRI - SRR A W o7 =
TEL/FAX: 011-706-5208
E-mail; influ@vetmed.hokudai.ac.jp

ZHEEINDS, KAV I IANVABIVPR=F =57 1)V
ADBIETINEZENZN1DTH DA, BVD 7 A LA
BRI EEETR 2 1SS N5, 2003 4RI — R
NS T THRP OGBS NI R Y TTF A VA Y, Bk
O 538k & 43 S 7= Hobi?, Giraffe®, Antelope? 7
EOT AN AIEEINEENALEICS 5.

2. A ILZDERMHR

AV AIRERE 40-60nm TL Y NO—F%2HF3 59 7
A NVAS ) 2iEH 12.3kb DT F A 1 A4 RNA T 5 67,
T AN ABEETIIE S KimoF v v TS, 723 Kin
® polyA % 4k |2 /& < 98 Internal ribosomal entry site
(IRES) % & tr# 380bp @ 5' JEFNFH 4L ¥ & 180-270bp D
3 FERIERFEI O MICH 4000 D7 3 /S a— FEhT»
% 61010 g 2 RNA X1 ADEY) 7usr4 LT
RN, Tur7—PiEtes BT 14V AEH
(NPro, NS2, NS3) % fg & @ Signalase, Signal peptide-
peptidase %z El2 kW yaty >y 7% ZIF A, B R
Y OBEBIGIEFHERD N, ZoEMEEEE (C, E™,
El, E2) %13 & A Tp7 NS2-3, NS4A, NS4B, NS5A,
NS5B DJEIZ 2 — FENT W5 61220 (F2), FEEEEN
NPro b REFEZE P EMS (3R AF 7 A W AIZKEBED 7 A VA
EATH Y, FEMIZBBET 5. EnAO 7 LV ZEHIL,
flin 75y AV AR, #5112 CEF4. 4 )V ATHE )
&N EkRE R AR AT 5 2.

3. TAIVADBEEY A7

7 AV A ORI ANDOWFE B & R AILEGFE DR D
AT v T THAD. BVD W AN AIL, oM FEHE AL
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BVDI1IVA
BIEFEN

BVD 21V A
BIZFR2

B1 NXFIAIAORGEER

(A IV H6lE 259,

NRAFIANAE, T4 VAMETH (BVD) WA VA, RALFTIANABIOR—F—IF7 4 VAR ENDE, FD
FCBVD 7 AV AGEETRL ] & BT 2 1S/ E 5. FRERD S5 S 2Ry T 57 1 ) X (Bungowannah)
WP LA ER ) B B X N7z AF 7 £ )V A (Hobi, Giraffe, Antelope) (&, N5 & BEEAICEEN CTRIET 5.

$5CD46 # Lt 7 —& LT IHICKEBRE E2 5%
ET5 B8 A NRAIEY T A RO T Y R A
F—Y 20k o THIBPICH D AT 2, BT 5. v
ANWRT 7 A OEEIL NS3 LU NS5B F TR iE & H
Wk DiThbNns 28 w4 WV AEAORFE, Frvv T
KA IRES Z FIWC Y RV — 2 ETiibn s 9. #
RanRK) 7arA vidbdhomy) yaky v vy
I, A DT A NVABEAIZG IS, BEEOEN E o 72
IT7EHIEY A VA RNA & IERERICHAEL, YA VA
DR FHBEOBIDO AT v THEE LY. ZoaT7EN
YRNAO#HEEL (X2 L+ 7as4 ) &, E™, El
E2 2 &U/MAKOIRE—EETELNE . 2o AL
2R TR O FINZ 1E NS2-3-4A AR D xE 2 K25 2
EDDbhoTELNLR Z20HF X = A LNEARHT
HD. TANVART RN TNV IR x @ TFd U
A b= A& SR & s 30,

4. BEIAINVADBEEICHT BREME

RAFITANWADRITIE, 7AW AA & EMOZERE
DT o THMAFRER L 5. ZOMBABVD v A LA

DIEANDOEFETH L (R3). N—F =74V JEG
X AHFHED BVD WA WV ADFNEBT WS, —F, K
AL T IANADEGTIIBFIREEIR 5 2 LIEIAT,
SV I CEEERE R T 2 L%\,

1) BVD 7 AILR

TR DAY AV A NZAMEG S 5 &, — Bt 588
TH, B, WHBROKRTAZEOEREZET 23, ME
D T A VA DRATEG L 0 FERITEELT 52 LS
& %30 fE EORIEISEI o THIET 5 2 L D%\,
MR ZYE#I % (CPE) %78 &%\ BVD WA VASIEIR 12
ey B e AV AR BT 5 5. BFAD A
VARG & D FERE T 7N B ¥, T BRTFD
TR RE DT S 2 B HE 100 H B2 12 &G A Ko § 5
&, BREEL A VAR IRT O E LTSN TLE
I 720, TA VALK L TREBANICER 2 TFEIETN
%340 Z RIS R LIS, EES RO YA
A% PRl LT TR DA DB 22 B & 72 5 1249,
C OF R Y CHGE Y A CPE # /R & 2\ BVD 7 A b
AN, FEREg O TER L CTCPE 28§ 7 A LA
WZED DL E, FIIEGREO DS AREE, AROBEM
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3'UTR

—Nerolc [Ems|E1 | E2 || NS2 |

13
3|

| [ NssA | NssB

p7

NS NS
4A 4B

(N NeogsEUNS20A—h 7077 —H5E 1= & 3 KB

|V  Signalaselc &2 EIBR

| Signal peptide-peptidasel=d BBk

I NS307OF7—HiE I LB EI

[ \aEn. [ | FEeEn

2 RXFIALIVADT /) LiEE

RSN -R) 7Tus A4 3, YA VAR T u 77—+, fEEHEKO signalase X signal peptide-peptidase |2 & > T 7'

RV =Y (N

TEEIHE, KEWE TR, ik oRERELREREZEL T,
100% JEICE S 39, Z OFiRE % RElEE & 5.
RGO RIS R L kSR o 3 v ha—)VICE
TCTHhY, ENTRIERERFOMIEL T 7 F L I2L5F
FisHiB 12T h T\ 5. RE & FERIC, BIEH AR THAT
LT3 BVD W A )V AZ# D#AETF & HEVEDE 4 254
LTBY, 77F RIZEETN TV RVWEEZETR b O
ANADERE o TVD 41,

2) AL o914 ILR

RIZIKRI LT I ANVADEGES DL, 74NV AITE T
PETHIGE L, 2% Y XAMEICEFITIAD S 9. v g
WVAMFEAHE Z V), BEREEETIE 8-10 H TIRIZEILT
B F 7 RREORIEEE RO Y A L AE, BRI E
&G LHGARM 2> S8y AORE T T 5. KRR ERRDS
e L2, BROTROBRDIEREZ R L, BRI IELE
WTRB\BT 2. SHITHEEOKVRTI, wid L7z
BVD % A v A & [RKEIZ ™ AV 2T IRIR O G % % 58 L
Ja gL, HFREEEPETINDS. ZOXHITT A VA
DOIFFIEIRRIZ X D A TH B 9,
3) R—F—wIAILZX

EBLUOYFORMNT, BEELTIIRENEE, Fhi
I BHAEIR R T2 B3 %, I T IR RIE A, JerE -
TERE, MM, NUKEERE, BIEIEMEAES L, B
TR R R B O B 2Ry 3,
4) KoIA7F94I 2R

2003 4EICA—ARTF)T Za—HT AT = — LAMT
FIEA SO THEES Y, BEMIIZINE THED
BHol2RAFIA VAL KRELLEENRTWS Y. BVD v A
WA, KIL I I A4 IVA, K=F—JF7 A VA LEEEIC
BEN T2 R AT A )V ADE A K BEP S oSN DL Z &t
ozt R ITTFIANRAIEETHLEDP LS

B SI7-Z LSRR R FEE R ER A RO, BT 5 L
ODHEZFIESREIL, FREIECTLZ L5259 K
TANVAZINETOEZAF—A LT T TORGTHES
nNTni,

5. RAFI I ZAOMBRENRE ZORFERE

RAF 7 AV ADFHRRC EEBRERRO KN 1L, Frasii
W23 LTCCPE #/REWHRTH L. TO7-DOFFEGIE%
A7z A VATUROMIEDSFHE SN L T TET A VA
RGNS = 2 — 1 v AR AV AR 4 v
A w B S TRAF 7 A )V A DAL RS 55D
MHEN Tz, 1 BLIFN OREEZIHIS 5 XA F 7 1 )V
AHNEG LIS = 2=y AR A VA & KIS
L, Za—Hv AVIHET A IVAD CPE SR I N5,
Z O 13 Exaltation of Newcastle disease (END) &
IEIEA, T EIN TR &7z 950 £72 END 2R &
R NRATF 7 A A DKL IEGSRLIKBaET A v
A% EEGe S, KRVEI 287 A v A O BGEIIHNC X b <
AF AN ADEWEMR L2, S DEHIEY AL
AFEMERE T Nero 0 1 B TFN O LI 5 L 2123510
EN7z (R NP g DIHEZ B I SN 720) 9250 72
BCPE 2R EHWVIKI L T 7 A )V A b BE5k 70 K H ok Bl
MBI T LT RN = A28 L, FIYH9IC CPE
DIERD BB 5158

BROEY), B THHESNLIZEAEDBVD 7 A1)V
ALEIVLITIANVAITCPE Z/RERWVWTAIVATHS.
INSD T AN ADEG LML TIE, NP %0 B o) #
BEIZE D 7R N =Y AREH ST W2 P —FHIE
1) 72 R REHR & FSE L 7222200 6 4B S 15 BVD 7 A4 )V R,
B R U C IR 22 CPE 2779, = oM E o
SF L LT, O NS2 HADOEERET Jiv OffA 6264
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(A IV H6lE 259,

) :CPEZTRE LU ¥k

FgE R

HRA

O :CPE%ZRTHk

X3 BVD 7AILADRELICK B4 iRk

BVD 7 A )V Z IR EGT 5 E BERRe e R . F0, MRS T B L AV RIS LR TSR L
B (RERIE) ¢RI, 25612, BTFOREREORIKEINCY A VAPBERT 2 &, AENTE/2F4IEBVD ¥
ANVAZHC LML, EEYA VAP 2 Fendded &L LTEENL. ORI ICEEE L Twb CPE 2R & 7%
WA NVADH CPE &R s L) IERT B &, FRptE ORI I AT LIBICE S,

@ NS2 £ NS3 DIz ¥ FF 7 & 0fE FH R EEF
DA @ ) A DT A NV ABIETFORY R L &
T ERET O A L6860 OffEEE ) S NS2 £ TEXR
L, NS3AEEHEELE LCRI O 4 L o@ETH
EOBEALE, FIUIPED NS2-3 D NS2 & NS3 ~DBiZ s
FOHLNL D, NS23DBHIZL Y, MEHNTDOY 1V
Z RNA R ™, BEMBO DNABEICEE 2K
ADP Y R—ZRY AT —E¥DOMRIZLY D, 7HEF—
ANFHEENDL BT ZNHRAF T A VA DKNLIEIE
BOBRTANZANEEZSENTNES,

6. NAFIAILADREMDSTFELE

TIETANVAROMDIED T A VA L HART, NP© &
EM PRAFIA VAR REATH L. TILHIERA
FIANZADIFFMENKE R BZE 2 RI2T 2 E0bhroT
&7z, INHEHLICRAT 7 A )V AOREMEIZE S5
T A NVAERHORKREICE T A% T L o7,

1) NprO

NP IR 7054 P ONEKEBRIZTI— FENTW5S
20kd DETH 5. Glu22-Hisd9-Cys69 % G-l & 35
F—b7urT7—EEESHY), B LI TEAOMEY)
g B 2078 NPro 2 RIR S 72 A4 )L R b Bl T

T BDTY AV ADOBEEIZLETIE VA, NP o
RIBIC & 0 EGeIIa T T B IFN BEA: S Bsm S n ™),
C oA LR, NP HARIEREE T & L CRET 4
AN Z AL T AW A, NP DFEDO T O T T —
PG LM LT v ¥ — 7 20 VHERT 3 (IRF-3)
*TUTTY—LRICEDAREL, THIFN Oj#EA: % H)
HT 52 EDHI S AT 5725680 T FITEN 4 % 5l
T DAV AKRE W ARk NP o7 3 B0
5, 112FBAX 136 FEADOT I VBB FOEICEETH Y,
COTI/BRIIKITT HHMEMEICHEETHL T LD
o8 Koz NOd S vy —7 ooy FEGIRETT
(IRF-7) %43 2 BB IR & ol & Lz BRI
FEOWHIC LGS L TWb I eSO o782 DL
XY, RZXFU ANV AOEBERERANC X, FEOH
IREIEZ IR 5 2 LIS L) 7 A )V A DG L R 9\ B
VED S EDH S DT o 72

NPro & 4 L 72 AR S E O MIHNZ BE4R 9 5 1 £ o HF
& L T Tripartite motif 56 (TRIMS56) A% #t55 & 17z 89,
TRIM56 12 E3 ¥ 5> ) F— ¥ & LCHAREL, STING
LEENBT T =5 N DI FTF bR R
W28 o STING DLV XF EIC L 0 ) v bl
% TBK1 &AL &, IRF-3 D) » gk, # LTI
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IFN ORBLAFEEINL S CHEFTA VIV HFY
AV A DR NSL A TRIM 7 7 3 Y — @ TRIM25
DE3ILEXF ) F—EiGtEaHE L, T8 IFN EAT
MERES S 2 DG SN TW2258) TRIMS6 & 7 4
VABEAOHESERSHE ENZOEMOTTH LS
NRAF T ANV AR IS A NP OFFATIZ LD,
ERGEIZ 0T 5 7 A IV A D LW IHERE S S 5 (2R
HEnsZLr2WETs,

2) Erns

E™S 1% 44-48kd DHEEF T, FE = MEZIEL 7 1)L
ZREFRENAFAET 5 1708 BEEEEE b2 v w0
T, CEAOT FREME LB WEND P,
72 Ems 12xf A HUR I AIEE R A 5 99 E™ 3 T,RNase
773I)—DYRXZ LT —BIEEEST LD, Ok
E7 AV A OMEEEBICIZLETIE WY, EmS g
RNase {14 % BR%F L 72 £ @MW S N5 DT, 2K
$8 RNA 2 X 25845 0 18 IFN 2538 2 H)if] 3 5 65 9,
COXHIZE™ F, NP L3RR AEREEICL) TR
IFN O ZFE % 5. 2 @ RNase ilitk = F 84D
TERICEE 7 I/ A ER L 2R KL, KR4 o3
DRREMEDSME T LA 2% PLlk), RZFIA4LVAD
MEEHE™ dEEOARELHAH L, EETY AL
ANHTH LR T WA 1ED 2 &b o 7.

1) E1, E2

WHEAEL & B2l 3705 (A ~—%, F/-E2I3HMT
RESAY—%BHR LT A NVARFREIRBET 5P
E2 1 E™ & FBICPHIEOEN E ZoTWwa %, o
El BX O E2 &EHOBEHAMANMASIKIL 77 4V A DFFIHR
PR T A2 L 69 - E2EALEOKRILT YAV
AL BVD WA VA, R=F =Ko A VA%i#BT& L%
HHUEERVAR I L 57 AV ADOIRENEICE S5 2 L8
WEENTHDE D,

4) Core (C)

I7EMIE 14k DEEATH 7Y 2T 2. 77
IR L2 a 7 EEIIIE R RNA /655 2
MBEA ComE O EAL, MR — Mg O, #=E5
Hl4E12 B9 5-4 % Small ubiquitin-related modifier (SUMO)
BEAY BIOWIRNY 7 FMEZEOREER & L TR
THEEZLNTWDS IQGAPIW L a7 A Z 2
HER L, SO oMELERZRE L 72ABBIIIKISH T
BIRE AT L 7z 101102,

5) NS2-3

NS2-313 120kd D &EH T, N2+ — k757 —+
HPECED NS2 (40kd) & NS3 (80kd) 12437415 16103, 104)
NS31E 7T A VAROMBD 7 A )V A & FEEIC N K
k) > FaF 7 —8 19100 C i RNA Y 7 —
G 2 5. CRFSEY A VALK, NS3 0710
FT7—PERICIENMAN T 77 74— L LTRLETH
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2 21106 BYD A4 )L A & 72 in vitro DERERTIE, ™
ANV ARRDIRLHREE IR D & %G« % 5 ~ 8 BEfH £ 12
NS2 & NS3 DB A RS 5N 5197 CPE %783 H T3,
S P DIERIIAE 5T NS2-3 DBIZLE & S I2hE &5 107,
—%, CPE %75 & 7 VAR T2 g% 9 HE R LM% 12 NS2-3
DRIZIIFRD SN\ 17 BIZEL 72 NS3/NS4A o 7a 7
7 — BIEWERIEGSL O T R b= A% FET L8, CH
BFge A0V A L 1ZRAe Y T8 IFN o ARSI IEE S L
BB =T RN— ZADFELSBVD A LA
Bk L 72 2B DB e iR I AT T 2 7D ICEHE L &
ZAHNTWEG, L L— LR 72 R e o A I A%
LM TH T TIC NS2-3 DRSO 5N D 7z &,
FRBUBG DSR2 SSET 5 A B = X A ORI Z v
LOBHETH 5.

—7J5, BavL oA VATIEATHIAEH L7 CPE %
RIKRIET A VA RNAOFERFE TR = ADOFHE % it
T LD 0 b 5T, KIS T AIHEEMEIZEEL Y T8
5109 Z AL CoBEL 72 CPE 2R TIRI L 99 4 L
A DBEREBROBREE —FHLTW5E 0 5% ) NS2-30D
BAZLE, AT A N AIHEOIFEME~ —H —Tld% <,
HETEH BVD 7 A WV ANZHRGEIEGE U 72 4R A3 L0 70 4
PRI RAT T DB ORERNTTh 5.

6) NS4B

NS4B (% 38kd DBKMEREIT, X7 LAF K=Y ViR
S iREEE#E (NTPase) kA dH 5 103 1) 25 4 )L 2
® NS4B OFEFEIC D W CTIEABH R Z L% 0nh, o7
FSETANVAROT ANV A ERBISMEEIZHE T 5T
L, 9ANVAT ) AOBEBICHAE T2 LE2z 5T
2 U213 2577 4 )L A D NS4B 1213 Toll/IL-1 receptor
(TIR) #D7 I VEREF—I7DHFEL, ZOBRYZ T 5
ZUICEEWRZ 72T AV ZIIRISH T 2R DB L
T LM ZIENIB O TIR B F £ A >~ 735, Toll
like receptor 7 # 4 L7249 A b B A > OFEINHNE) < A3,
73RBS L) 2 ORES b e E 2 b W,
F/NSAB DT I JBRARES Y A )V 2L FH &
&, INHPIRI T LWEEDO FROERE 2L 2 L vk
EEZOPHL LI L CRERT—4). NM4Bx &t
T ANWAT ) WAy FOKRY) X T — BIHEO RN
B3 205 S EEMRIH O 720 1IC L ETH 5

7. BHYIC

CRIFR T A NVADGTFEWFOMEDHZ T B H
5, NAF 7 A A OBEFEERE I GO 55 T 2R O R
B ) HATE, BEIZ, RAF 7 AV AR 7 NP &
E™s 3z e n Bl o ke cHARREL I L, HREME
DFIFICEE R RE 2o TV D BHIZERZEY, L L
BVD VA VABIKI LTI ANVADEWEEGZT TR L,
B G R FRR G T LR A R IREED D B 1S, E D TE
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Bl Fnb M s Twiv, ZeETHROE VT 7 F
VRBFERE T A0, RAF T A )V A DNFRERE
HE S SICHDBLENDH 5.

HE

Az M 5120720, By AETIEHT ORIl fE—Hp
P RPN RS EPNE S N S QLS E S W I AN N V)
THE I L7 F7z, BRIVE—RREAEDS X OTH AREREE &y
A RFOFERNEL LA CIEELZYE2HE I L2 2
IO TRERHLET.
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Members of the genus Pestivirus, are causative agents of economically important diseases for
livestock and wild animals that occur worldwide, such as bovine viral diarrhea, classical swine fever,
and border disease of sheep. Pestivirus have novel insertions of host genes in the viral genome and
functions of unique viral proteins, NP and E™®, related to the pathogenicity although genomic
structure is closely related to the other viruses of Flaviviridae family, especially hepatitis C virus. In
this review, recent studies on the molecular basis of pathogenicity of pestivirus infections were
summarized.



