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e BF KB BK FXx HE

R AT ANV (PV) F/AERE (BPEIRABR) OWFK L % %5 RNA ¥
ANATH5D. & b TREEE LM MR & Cchms 5. 72, PV
it b FE SR HeLa fille 72 E OB EMI T L AHRO R WEIHATHETH
5. PV 2SI G § 5 gD AL 2 0, AR Z % (Cytopathic effect ;
CPE) #%Hl45. Z® CPEZ%HICIZ PV HRELE TH 5 2 A protease (2
A) BEEZHNTO—DTHSLEOMEDNDH 55, PVIEGIZ L 5 CPE HH
B OFERNIRZITH S 22 o T, AR PV 2 &4, Bt
PV ik & Mifa s 2z 5 &, PV IS X % CPE BB HHI S5 & v
IHEND DY, FARMEETIE, PVIRGICEE RS % R 3 mB00
MHTTHHL bRYF I VAL LT — (hPVR; CD155) (2xd 5 Pifk
EHWTHRAMKO CPERBHENRET DL I LW LI LA PV Y
HeLa MiFICWHAZAmMLCH CPERHAAHEET LI LN TELRVI LD
5, SIS RN LR TH 5 2 LAVRIR SNz PV &2 X % CPE
FEURAG 2 B 5 72012, ARFFE TR R 2 R Y F 7 4 v 2 &g

V2R 2 DL D PR IAAT 217 - 72,

T ®HIC

PVIZ¥aNF A VAR Fayr 4 VABIZHHES
NE—KDOTIFTAERNA 27 ) L LTH 2L VAT
H5DH. BIHPAICB T, PV 7/ 4 RNA (& mRNA &
LCHRET 5. PV EHEOAKIE PV RNA OIEFIERHI
\ZFEFE9 5 Internal ribosomal entry site (IRES) AR
ZATbia, Thbbh, Fx v TIFREMEIRMGEREN T
»5 (B1)”.

t MIBWT PV IEEHIBEIERGICIBE ), NI S
LT L7 %, YANVAINGEE 2B, ZDH, PV
I B Y % s L C iR ISR A L, FICHMHTA

B KRR EBE R 2R TR - kW2 ai s
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OIEBFPFEHNE 2 BE L, DB Rt o R & £ L S ¢
%. PVRIZ PV &G\ T2 2 1550 % 40 9 1 M0 4 (K 7
Thy, 172707y ry (Ig) A=—2%=T773I)—D—
HTH»5A. PVRIEPVEREMY, bbby AL ADM
FaRH~DOWAE, BA, Bk vo B CEELREEH %
HIELEZSNTWAS., PVIZk b EFIVORIIEYRET B

&) I R AR RME 2R A, C ORI RYEX PVR @
HFHEZL > THREBEEINT NS,

PV ARG MBI R G 3 5 &, MBI o &8 Pk oJg
Y, EMRM oS L FEREY, 7 u<F v O
&, BNEAEOMILE~OBAT 7 K24 L, BIY7 CPE
5B 5. PYVEHETH 5 2 A™ % HeLa Mg T H Ak
BBMEELECPEZRBTLI LMD, 2A™ N CPE %R
HIZBVWCTEELZRTO—D2THS I LIRBINTY
5, PV RNA X, —OORiRERYRTFF FE2a— g
Lk —Fv) =547 7L—24 (ORF) #f>. o
ARY)RTF FEIBREN LB, PVFur7—EIZX
DU s, WEEEZFHOKE YAV AEHE R LY. PV TS
057 —BIZiZ 2A™ & 3C O HHEIHFEAET S, 2A™
& Tyr—Gly (Y-G : tyrosine—glycine) %, 3C™ %D
B EX /K T & 5 3CD™ X Gln-Gly (Q-G : glutamine—gly-
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A  structural mon-gtructural .
f.{f_qgﬂ“_lvpz@w1uza|£| | 3C | 3D —ann,
PV IRES 1I'u'Fhl ‘L 34 38 (VPg)

+ B i
[Transiation intation| | ©F E EXpression |
) ) elF4G cleavage

B, . RES W

1 KUty A ILRZR (PV) OEE
(A) PVOHF ) KIZ—KDT 5 A RNA TH Y, BN T mRNA & LT
BfEd 5. PV G X 2 M0 H (CPE) #BUCIX PV HIREHETH %
2ATaTFT7—E (2A™) PEELZRNTFO-DTHLI VWAL EL>TY
%. (B) PVIRES (internal ribosomal entry site) % &&r PV 7/ A 5 Kok
EERT. PVIEF v v 7IEFEHBRMGEZT, )R Y —21E PV mRNA @
5 IR ICAEAE S 5 IRES $Hlic = > b — LEIRR %2 BUG ¥ 5.

| Shutat of hast cellular |
protain synihasis

o - |
| PV specific protein Sg,lrrlhuslﬁ_

2 PV BIHIINIZBI 5 EEAK
PV ESIC L Y, PVEHETH 5 2 A BFRBABHRTFO—>TH 5 elF4G %
Wi 22 81280, Fvvy 7HRENIRTD 2w EMBNEA SR HE SR
5. —7%, PVEHERIRES I L ) F v v 7IKEMICBREN LT, &
HAEASIRMIA TN 5.

cine) M ZYIMr45. 2AZIPVOMEEARY P1) QA DM E NS EMREMERE E LTI,
LIEMEEERE P2, P3) MzUWIWT 595 2™, 5

eucaryotic polypeptide chain initiation factor4 G (elF 4
WHEEMEMNEAEDUM TSI L MESNLTNAS,

G), poly A binding protein (PABP), TATA binding pro-



pp. 41-49, 2003)

43

Polovinus [ PV ) Infection at moaad, 10

l aPVR mAb
¥

Obsarvabtion

0 hpi 2 hpi

Mock

Without mAb

24 hpi

& PVREmAD

B3  #LhPVR HALHIC X 2 FikE s 5219 7% CPE FEHE
PV e 2 ERIT212, HUhPVR Hifk CHEEMIIL & LB 2 &, PV ICk 2 CPE %

A £ 7z, Mock (mock infected).

m*ﬂl
108

108

PFU / mil

107

105 —
0 2 4 B 8
Hours post infection

R4 F5—2T7vEAEIEDT AV AO—BIGIE
P hPVR HUARMLERA L & Pk R LR N T o ™ 4
WABBMERE TS5 —2 7 v EICX Y ME L. PFU

(plaque forming unit) .

tein (TBP) Z&EWZIF5N 5519, eIF4G & PABP i34t
WCHIFRICBU 2 HE LR TH L. PV IRGHNEICHEIT S
FRLANVTOEIZ2A™ICE > THIERBI X5 E#
HEINTVD, 2 A" PHREBHTO—D2>TH 5 elF 4
GZEUWMTHZLICL->T, mEMEHOX ¥ v TKAFN
RGP HESNE ZEDPHLNE > TWEY (K
2). —Ji, PVEHEO AKX, ¥y v 7RG WEIRE
Tk { PV IRESIKFERICITbN L DT, ZORFUL
ML CHETT S, PVIREEMIBIZZ 0 X9 Z#ERL X

VTOEALZEI &I L, PVAGOEBEZ AR RO L
LTw5.

b bR A (SK-N-SH) 2 PV K% 2 I 1%,
PLPV ITE 2 BTN % & PV &Y X 5 CPE %63
VHEIND ZEPFHE SN T2, PLhPVRE/ Z
O —F VPR (p286) THLEEL CTd, [FBRIC CPE FHAT
HEISNLZEZHALMCILZ (R3). IEMEMIRTH
% HeLafilaCid I & oHikOHEIZE D 55 CPE 23
BHTHDOT, ZOHEIMEMBIFRNTH D 2 LAVR
Iz,

1. HFRE@EBICE TS PV OER

ARFFe T L7-3L PV £/ 7 0 —F VHifk (Tm008)
EHLhPVRE . 7 1 —F W Hifk (p286) 1Zwv$hd PV
BYEHETEX L, JURLBEIC L) PV EEIIHI S D
Mty 5 BT, PUhPVR JUIRLEL PV & e i
FAMNIZB1T 5 PV O—BHlERET-72 (R4). 20
KA, PV IRGREIZ BT 2 LA o PV #BA) =R 13 5T
BB L VB EZZF W PN E o/ F
7z, FIAEMIARIC B A PVEARZIIEMREMBTH 2
HeLa fifacoO PV EEAREIZIZF L TH O, MkHRIC
BOTHRRMIIPVHPHEBTELI LWL E 5
7z, L72h o T, PuRLE LIRS L 72 PV IEPUIRAAAE
TTOLHRGHT 2 2 LAUFETH Y, VAPV OEEZY
HlyaZidhweiimans, $4bb, PURLEICE
% CPE HHMHE L PV HERFROMBETII LW I LATR
LY (VAR

COMPLED ¥ —47 v MEEFNREFNPV B L FhPVR
ERZDIZHED ST, CPE I EIIH T 55 E A
ULThabILhb, PVEREZHIET S LW Mpifkizit
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A Without mAb

(VA VR 535 #H1F,

a PV mAb

M 2 ] r 1n a ) 11
o l.. l llll

B. Without mAb

24 hpi

a PV mAb

7 hpi

5 i 5
T B T e

®5 PV EAAEMIBAICET &AW

PIVAZ NNV Y, PV IBSAREHIRIC B 2 EO SR BRET L7,
(A) PV BIeiEaNOF EMiglERG%. B) PV EAmEMLN O PV

FEHAHK. M (mock infected).

BT AEHD, CPERHABEICBWTEETSH 51N
WD, FEE, PURTORBBIRIERN % 757 A )V A h%E
N Y 4 BEB B LARIGE S E 5 &, iR X 5 CPE
BIHIER 2 %2 2B, 2D & H 5 CPE ZEBLABIH]
ENAHDIE, FURICE D TFFHRT ANV R X 5 FEGeH R E
ENBEZEDVERDO—DTHHWHEMEATRIE S N7z, FEp
ML T 5 HeLa M TId, PLALELE LCTTHY 1V
ADOFEGEMELTH CPEE2REHT LI &5, Mk
AN IZ T3 AV 2 D FIRGEDSNZ & CPE ZE3L)
HHCBES LT 2 DS L TV AW REENE Z b1
7.

PV IZxtd A et EERIC X 0, PR LE ML <
&, BYLIERIE F TS BRI HH L 72 PV AN & Ge24 1
BTRIEFEAEHBENLSZ2 )TV AENTWS Z LN
L, MEMRSERNCIANVAEZ YT S VAT
BRREDSEAET AU REEAVRIZ S /2. DIT OFEERTIL,
TANA%E T )T T AT BRI % o0 TR O
ARG L7,

2. JiEREHEHERICETSERER

“S—-methionine Z V728V A SNV EIZ LD, PV K
GRS B 2 BH AR & BRI ICHET L7z (K
5). PUARILE Z AT D e wHpE, RA R 121318 4
JaMlE B AR ATHE SN TWie, —75, VLB %2475 72
W, BEMRAEASREIERINLZ LWL L
-7z (B5A). F7-, vuAUEpiEMeClX, PVEHSA
Bold Gy 7 R F CICHESN A Z LWL LR o7
(R®5B). COMRLY, PARHEIZXZTFHT ANV A

DOFEGHER XU PV EAHA K OB IRGIHI & v =
DORREIC X - T, BPMBNICEIT 5 PV HHE OB
P SN BT REMEAVRIB S N2, 20 PV &REAEOERM
H25, fRSHIEIC BT 5 CPE M EDFEKE D —>TH
5T ENPRIBEINT.

IMFEMNE TH % Hela Mife DG, koA HIZHE D
59, J&Ye 5 R I3 A A B A RASHE S
PV &EHAR DA TLR T2, WM PV ICHT %
VIR, ARSI HeLa MR & l_C, $10f%
ESZVEAMR . 2D PV TS 2 &Sk 0 76 25 ) kSl i
CEHABRBHEOEVWE L5 LTWIDTIR W EE
272, £ T OWRMEERMET 52512, ML HeLa
DRNORED T PV 2 &GS E72L 25, 1500
WEEEHEHRNNY = F 5 HLETHo72. DLo
FRPD, MHBHOEAGH Y — DL, Thoo
PV 2 EZEDOEICL VAL TWLIOTIE RN &
VAN (I A

PV EHGHKHED, BELANVELEHRL VDY
HHDBEBTELU TV A2 ETT % 720 T 0FER%
fToz. 7—=¥Fr7ay MEICLY, PURLEMRHIEA
TPV IRES AR EINBIIAIC X 2PVEH AR HE S
NB &G 7 BRI ICB VT, PV mRNA OFFFEE MG L7z
LZAh, ENPICHEET LI ENHALNE RS2 Lizdt
T, PVEAHAKOHEIHRLXVOMETH L. T4
bH, PVIRES iHEARE SN T A REEIRIE S
7z. PV IRES iZ RNA OF¢874 kM2 RH-oTBY, €
OWEPEFBIC L E MK F & LT, La&gAH"™,
polypyrimidine tract binding protein (PTB)**’, poly (rC)
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A. a5 5 11 24 hpi
14 kDa—» m
B. 35 5 11 24hpi
250 kDa—»
-
100 kDa=—»
—

6 HLPVHUAMLHE PV S RAREAIIBICE 1T 2 2 A ORBLE & eIF4G

DL

PLPV JUARALEE PV RRYAFEMIIZIC BT % 2 A o %8s (A) & FIFRBG
KT D—2TH5elF4GOYK B) # 7T A 70y MEZXLYKREH
L7z, 220kDa ®/NY Fidse&Rd eIlF4G #7R7 L, #100kDa /3> Fidy)
Wi#l eIF 4 G Z7° 3. M (mock infected).

binding protein 2 (PCBP-2)** 7% EAHE SN T 5.
I s PAMC S, PV IRES S FEBLUC B b 2 Ml 4l K 1 2%
FHELTWAIREND Y, FLZNORNTORBERITL
MLV ELZLZERTFHIENS. Doz ths, M
FEMBEHN T PV RSB E L CHRIT 550 TAFEFEL,
Z ORI & - TPV IRES {fitE A3 P E S T 2 ] g
WEZ LN,

3. HANIBEMZMRICE(TE 2A™ LY
elF 4 G DFERFZEAL

PV E&YeI2 X 5 CPE RBUCEZE 2 #H 2 H-> T3
DIF2A™ THDHDT, CPESIIIH] &N 2 P
MRHBICB T 220 BEE YT A Y YT Hy MEIZX
DBGET L7z, ZoRER, Y1 O DU LR
TIE 2 A OFBEDWA LT 525, MBNICKKE L
THEL TR ZEPHLNE RS2 (F6A).

PR MBI N @ 2 A7 % 4 L7z eIF 4 G DYl %
TIASrTay MECLIDRE L (B6B). 0k
B, elF4GIIEY5 R T Clc— Bk lcumsh
BN, EYLIREE I H O 2RO eIF 4G 25T 5

CEDBWSE ol F RG24 B TR A ED
elFAGOAFMRIBEINE Z Ehb, BEEDIF4GIC
IHAEAGEIEE L TWb EEZ SN, ZTDDIZHT
AL BRI < L3 BRI & A A R ASRBE R I2 AT b
Twa tiEbhs,

PR RMBLARA LI B WV T, eIF 4 G I3 J&Hge 5 I
BRI s, 2RO elF 4 G I3 N DB
LBRwOTHEH, R5AITRTI) ICEFMBMESS
BTGB 2 > TR TURIFREICHE SN,
ZDZEDNSL, BEEDIF4GIIb o T, BEMIE
HA B Z ) O BERK F 25 I I 3FE L T 5 1)
BB RIE S 7.

PV &Ge1 11 [ % O PUAC L BAR RS Y T 2 AP i3 AR
ENLZDOICHLEDLT, BERDIFAGHHET L L
Mo, 2A™DRALHDOFKICZEY eIF 4 G DYI# z 17
I ENTELRVIREIZ o TW AR S .
ZOEKND—2, LT, elF 4G H»PHEAET HMBEIZ 2 A
PHEAEL TORWI RS E 2 0T, DTOERT
X, PV IRZEFICBIT 5 2 A" OMIILPRE 2 BRI ISR
H3sZ L2l



46

MNucleus

(WA VA #553%

#

2A™

X7

10 pm

YU hPVR HUARLEE PV EYAREHBNIC BT 5 2 A™ D JR7FE

Pt hPVR FUARLEE PV BGAIRMINEIC BT 5 2 A™ OJRTE & B R G X ) B

L7

4. PV REEMEFMEBRAICEITS 2A™ DOBE

HAtag ZfH M L7z 2A™ 2 58HT 5 X9 Va
YIETANVAEERL, REROEICLD 2 A oMM
RAEXBE L7z (R 7). 208558, K4 5 % OB hPVR
PUARLBAIRIL T, 2 AP M & B o 7 ICHRAE
LTz, 72, BRg11RH %O PR Tix 2
A IBICBIELTB Y, MBI S22 7.
L PV PURRLBELOH 6 b Z O JRTEIZ R LR TH - 7.
INOOMRIY, AR B OB HE AR 3
WT2A™BKICRIET B I LD, 2A™ O elF 4G Yl
WHEHEORKTH L EEZ 5N 72, SRWH TPV
RIS BT 2 A BSBENICBATT 2 2 L S & 20
Loz, 2A OBNICBITAEREIZBED L Z AR
HTH5b. PVEARIZOHEIIBRTHL I L0 D,
=D A N AEHEDVL R Z RO WRRMEIZ 510 E 2
bNb, 2A™OIRE L L THENEHE TH 5 TBP 2%Y)
MENBEZEBHESNTVED, TOHKRE 2A™ O
JRAENE DX R BARICH DD KEFRIENEZATH B,

5. 2A™ BIMFEIFMBICE T3 ZOMBARE
2A™ MM PVEAEDIEHFLET CTHMBET 5%

a3 272012, 2A™ BT I A I P&
VAT arl, —#EICHMREE S & TRtk
LY Z2oREERFE L (K8). ZOfEHE, 2A™%
HMBEREEL L, VA 7223y 4 HHETH CPE
BT, 2ACEBBICRETLIIENHO N E R 5
2. TRODOREEDNS, 2 A PBIBIET B & AP
PV AR i 12 BT CPE A HE S W 5 HIN
D—DTdH 5 WREMEDRIE S 7z,

PV BEYsifg i B VOB ILE SR (nuclear pore com-
plex ; NPC) ORERLS T35 S v, Rl 2 1] i 3% 5%
HPRELEND EOWEND 7. PVIELMIETIX, HE
MR OB NE G E S RITT 2BA MG s h Ty
B8N BN EHETHS LadHE R, TOCKE
vl B ¥ RFTEIL T 77 F )V (nuclear localization signal ;
NLS) 2°PVEHETH 2 3C I LW YBRSh, 2
MM CRATT 5. 2o PV IESEMIANIC B 2 HE
HEOMIBE~DOIT L PVIZ & % CPE 53 & 0 BIRIZ
HOMNE RS> TV,

6. MANIE PV BaEMEICHITS
CPE FIR[AERE

DEo#iRzTeowd L, PURLE PV EAAREMIL T

jﬂn
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10 pm

8 2A™o—#tk3EH
IHFLMIETE BN & —2 HWT, 2 A™ ZHEM I —@ s s &, 2 HEkiC
MilazEE L, RERGEICI) ZORELRE L.

e '@ ) e s
PV IRES

j PV mREMA
7 hoi ans_ PV IRES Bt h
p 'O 2Ar e R

IRES-caparclian] translation

9 PUARMLBLAEEINE IS 31T 5 CPE J8B1H S5
PURLBAR RSB NIC B1) 5 CPE BB ERM 2R L7,
hpi (hours post infection) .
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FLUTOL) I L ) CPERMEZHEEL T 5]
AR E N7 (R9). PV Y 2 BEHICHT PV Pk E
72EPUhPVR iR ARSI Z 2 2 212X D, TH#HY
ANV X B FIEYZ BHET 5. ZPUALIE DR &Ye L
2PV B ISR TH 5. EYe 5 BEE%12 2 A
THIRE L OW AT 20T, MIEICH % elF 4
Gld—ERr S5, Y7 RH#ETIEPY IRESICX S
HFREEASHESNT, PVEHESK SIS S, &
DRI T2 A™IEF IR ICBVWTAER SN L &
L. BYLIBEEB T 2 A ABNICRET 2 DT, B4
KD elF 4GAMIEICHBT 5. 20720, fa LM
OFRBMABEL, FFE U CTHEMIIZ A LB 5. DL
oIS E Y, PURLBAREMIE TIE PV S X B3
15 % B /PRIC K WIED TV BT REMEDR S 7.

EbhWIC

E MZBWWT, R ISR S 2 MG,
JEBIPTIC & D oMk SRRz Tw D 2 95, ot
W ENZ R o TR Z o TWwa EZE X 6N5.
EROMGIIHERHRD I 7 u 7)) 74 E gtk
ToHb. Irurz) 7idEEER, AEEEEDL, YA M
AVERBEETHIENL, REREGMILE LT, ME—m%
M AR EE R E %2 > T, JL4E, intracellular
immunity & L C, dsRNAIC X o THFE I N 5 A
RNA M 7054 %+ —+¥ (double-stranded RNA-
dependent protein kinase ; PKR) % RNA interference

(RNAD) ZEPHESN TS, REFFEIZ LD, FEH
JLE FI2d 2D X 9 % intracellular immunity OHEREAE
TEL TR ZEFHLRNIIRDDOH L. SHOFEETIE
AL B AR 23 FE D PV IO AEZ /R $ 2 & A5k
720 FEEE, PV EBEZOYVITBWT, —BIZEEL 2T
AR A E L T CBIRBBE IR T EDOT, K
WFFED K PUANLEIC X % CPE SEHHEHRIL in vivo TD
BE 2 L T BN H 5. 20 X 9 7% PVIRES
O HETZWELFRETE UL, iy A VAFIE L
TOBEMICRL IS,

AWFZEIC LD, PURLEER GBI BT, PV &
HERDPFRL ANV THEINTWAZ LHLN L Lo
72. F 72, MG & IR Td % Hela fifia & Ti,
PV EGREIC BT 2 RGN 2 EAAGHRISEVDSH L Z L8
WMok ol HEDPVIEGIZ X HFERL XV D FER
BZDIFEAEPIEMEMBTITONTE D, KAFZRIC X
D, PVORKDY =4y bDO—DTH 5 MEHILZE v
THIERLV NV O EER % AT ) HEEATRIE S 7.

PR ML AR B W T elF 4 G 2S5 42 b 5
T3 PV G 5 R 2 O ERG 10 B £ O I, &
D eIF 4 G LA OFER IR ¥ 2352 2K D eIF 4 G Db
DICHIFRICE D> TV BMEMENDH L. eIF4GT7 73

(VA VR 535 #H1F,

— B S TOFAET 5 2 s hTn b, fi
213, p97/NAT1/DAP5 &9 elFAG 77 I U — D%
T, elFAGONKHBKBELAZDDOTHY, PV I
WX DYl S N7z elF 4 G O C KSR L 721 % 55
O DL elFAGT 7 I =BT A5 T
ERAEYINR) N R R Y i il ok s e/ it A N E
BLTBY, TEEDIFAGHHELELZVERZZNAS S
BWREL TV AR EZ SN, bbb, ML
IR 1 2 WERER BB DS AE L, 7 4 OV A&
el oo A ML ABBIEIS T 2 2 FE o> TV A lEE
WrEZ N5,

PV &Gl T340 T CPE 255 Bl5 575, Z DR,
HIRBAIC BV T TORENIRINICEL L Twb. LS
> T, BIASMRENICBT 5 K5 T 0E, iRl To
WIS, MREPRAE, =OZ(LREZAL % RIS
B DA IIZEE$ 5 2 L1, PV ofiEE I
Lo THARYTLY2D, EFICHELZARZLLTLEE
ZATW5h,

#HOO
HARR ) FWEFERT ORI &I Je A 121, Bl

PV HfIHLE (Tm008) #$EMt L CIHW/A2Z &2, BILH
LEFET.
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