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amphiphysin II A% NS5A @ U E{kD

= T ROEEERLT,

NS5A LHEET B EEREZTRR L,
Src #[FE L7, amphiphysin II % SH3 fEEA /- LT NS5A & #5& L7z, In vitro
¥ —¥ KT, amphiphysin IT OFEEIE NSSA DV VER{EE2HHI LIz Z &5,
FEI A B LT, HCV OAFRICEST5 2
MR I, HOV V) a v v RAF A EZHWC, IVANVAMEDA T Y —

amphiphysin II (Binl) & c¢—

A TFFEAR)

HOV EAE CHEEMT B EERE 2 MRAT
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HOT-DIERBEHEL L, BREEIET 5,

B. WFFEIiiE
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LU, 72 HV LY a v AT Ak A
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1TV, LC-MS/MS X ¥ muscle type amphiphysin

IT Binl) ZFE L7z, NSBA & OFEAHEKRE
FWZ 7= % amphiphysin 1T D7 I J ERFEE
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DFEEIEL IFfN-a [T X VEE SN2 &0 b,
IFN & Src DY 7 FNARERB N EIER L
TWHZENEBEZDONDN, TOEHRITSH
OHRETHD, TOMOBEFFEEEQAE T
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AR L) R ey
HCV 18 S REAE O fRAT K OV HCV PSR SR D B %

STRRTSEE SR WE ENLRIMEMTARTV AV AETEH 2R

MRS (1) HCV %/ b E BRI E W B 7 v 7 3 X 7 AT
Mo, HOV BREAKRLIE IS ENATEERTF & LTHF v tae Y T-complex
polypeptide 1 ring complex subunit ¢ (CCT5) M TN Heat shock cognate protein
70 (Hsc70) Z#FE LTz, /v 7 F vy, BRHEIREERNOMEF2 HOV A%
FARIT D LN RAH S, F72 CCT5 1 NS5B BHED R Y A T —BIEIEF.LOUTEE
AT B2 ENALNE o, HseT0 13 CCT5 2&¢e T-complex polypeptide 1
ring complex LABAERTAZENHMbLITWS, UEX Y, SHRE LS T
Ty Xa v’ NS5B A E OFFEE A LT HOV BREAE~RV AT RNA B
TR 5T 5 ATREE AR Sz, (2) HCV JFHL %7 A% Huh-7 #HBEC RNA
RYAT—E [ Fee—F—/F—IX—F LT TEIAITLZ&LIZLY.,
f?xiFb?yx7xyyay*ié%@&ﬁ%ﬁ?4wzﬁ%ﬁé$%mi
LTz, HiC, REMEREGF 2 MAPAATERERAANY ¥ —2/ER L, HOV K7 218
%%LEETéﬂ@%%%@LKO_@ﬂ@%i\mﬁim¢®ﬁ4wxhﬁm
BAEIEELTHH HOV EONA AN—T ) PRI V== T~DIEARFRETH

5o
A BFZERBY FICETHO L BN S,
AE—Txrl, YR AL L
7= BATOERIE T, FOFZhEIT 40-50% B, #FFEHIE

BETHY., HEU LD ¢ BAFRBET, I
A, EORBEY X7 2R biviewy, HCV
X U T b OIFKET B3R Kk OBEF DRk
EE TR D ERBR 2 R ot O BRI
R, ER, Bitom LICERT5E b
R EEEOKRIC L BT 5,
AREFFECIL, 1) HOV BEE CMEERL
A A BRI ST 5 ERF & RE
L., TOERBEEMATIE L bIT, 2)
MIANZAIEDRA T ) —= FJIZHE L4 E
HCV RNA BB AT A, MY A WV REEAE
%m%%ﬁiﬁé =72 51 HOV SEDBARHF
CEBAL. AT HCV RYWE OTFR.

(1) HCV RNA ERGHENCRE ST 56 EE+
DIFIE

Genome—length dicistronic HCV RNA % &
i Huh-7 i@ (RCYM1) Zl¥iEsEH) (= HCV
B LIEIERY (K HOV BEY) M hEnF
EY U, Membrane flotation assay (24 Y
HCV BB AR RC) 2 B0 E 2 MR L
Teo ZIRILEIET 4 77 LY U VT ILVER
UkE) L BEEOFTIEIZ Lo T HCV RC S0 BEICE
EFN5EERFERE L,

(2) Ryl HOV BEAEfIAa R o VER

RNA Pol I promoter/terminator & Zeocin



HHEBGFE2AET D77 A K plli2lZeo D
BsmBI #{A7iz. HCV JFHL BRD4& J A cDNA %
AL pHHJFH1Zeo ZVER L7z, BONT-H
W79 A Fa b MFHREBHK Hih? 7003
Huh7.5.1 ~h5 22727 L. 0.4 mg/mL
Zeocin fF1ETF T 3 W@ MIIEHE LEKAIMM 2 =
— RSB LT, HOV EAEORSEEZ VTR
Hyr7ay ME, ELISA KOS L HREE
[ TR L7z, HOV BRI OREE IFEPIC
SENDUANADBRYENET v AT, B
# L % Huh7.5.1 M@ (Dr. F. Chisari
[Scripps Res. Inst.]X V05) CRERSH,
4 BRSERBICa T EAEORERAICS -
TR D 7 4 — I A &R LT,
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(1) HCV RNA BRIFAMICEE S 3 278 TR F
DFIE
TRICEKIKENC TR 1300 BESRE &
Fu, 45 BE (3.5% A5, & HCV HEHAIC 1.5
FLLEEML T\, ZOFIZIETRIEOS
F3 912 T-complex polypeptide 1 ring
complex subunit ¢ (CCT5) K T® Heat shock
cognate protein 70(Hsc70) & EIL TV,
v RE T ay MEFND, WE BT
OHEFEARIZ L o TRE LV ANVICETRBO LN
mNHL OO, & HCV R OB ETH L
NI BEAMEINARE L, £, =¥ 7
& 74k ikiz L v, CCT5 A% HCV NSBB 2
AEERNIEEETIZEERHLE, &6
|2, CCT5 siRNA {2 & - T HCV RNA R L~
BIETT 22 e, FREALBIL>T T-
complex polypeptide 1 ring complex (TRiC)
FHIMACHE L= L 2 A HOV BRIV TTETY
HZ ErRMLTE,

(2) P9AIREPTI VAT =r vavilk
% Gt HOV PE A= MR SR D VY

WEAE, C BUBIEAT BB 0 b 0B S iz HOV
SBfEF JFHL ¥R genomic RNA % Huh7 #Hifg~

BATHZLIZLED, BRI RGE OOV A
PEAEESNAZ MRS, BAlXZ0FE
BRR A4 L, JRHL 42 cDNA % RNA /KU X
S5—¥ [ Tue—4F—/ ¥ —3I3x—F% 3k
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VAT 2l a il X DWEREREE T A
ARLFREAERE RIS LT,
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1359 1 nmol/mL/day a7 EEE N W I
BLEWREN, ZOELEEL Y a BEEE
ARE ML > THBE L a7 EAEDOEES
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OB EBE LT,
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A BELISA s TR V—=v 7952 ik
0, TEE ARG Y A VR B FEAT D
¥F HuhJFHZeo M ONHT51]FHZeo &4t L7z,

D. #%2

(1) HCV RNA BRGAEIZEE4 516 R+
DIFIE

HCV % A STBERMREO Y AL 2 EHR
L IERPORREQIZ OV T a7 F 3
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SR ER)OWEF N HOV ERAERET 52
ENRM &N, F7- CCT5 i NS5B A DR Y
AT —BIEEFLOEFISEEGT 2 2 & ]
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SERELESDF vy~ ) NS5B EA &



OFEE LT IOV BRESE~TVAEN
RNA B BUEREN I B8 54 5 FTREME DS /R S LTz,

(2) P9RAIRIF VAT =7 va vtk
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SELTE, BT, By — AR S
F a2 AR, HOV RIF 2 EERICELET D
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ASEERST LTz HOV FEAMBKEE - T, b
EMIT ATV —Oh UV A7 ) —=v %
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L7,

(2) HCV JFH1 4/ 2% Huh-7 HEJE T RNA R
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NSy RT 2y ia il L AE G EY
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