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orEpt RS &

EERET N OBRFREICET D HIFE

R RE NEEe MIUKRTE Bz

MEEE REEHREL-~LTOCRFR YA LA (HCV) OFR
R IL e MTEMIERRTH D Hul-7 B3RO o— 2 DA
DA ENTWD, - T, AEKO HOV ATEREZKBL TWD
PEIPORIEL AT LBVETHD, APFFETIL Hul-7 #iD
REITRRD b MEEMREE AV HOV ORI S 2T L
ZBA% L C Hul-7 3o HOV BRUEFE S X7 ATH LN TV D
HRIERTS L ANE LTHERZITV). SEMTLUTIZ
T Lo REREE, (1) b MPEMKEL L2 Bk TeE
HCV-RNA (GBI=F7 1b @ HCV-0 #%) DERRRYED JFH-1 R
HOV OFEADNPRELR Z 5 7 a— Ak a B L7, Zh
S OMIBaRE A BV THL HOV (& 4 E &I F i T & 2 ER T
vEA VAT LAERE L (2) Li23 HIROT v B A VAT A
2. (EkD HH-7 BHEDT v A VAT ATIXRETH 72V
NREY DR HOV EE R TEDR ZEERH L, Ve
YOHLHCV ML, VAR Y URA v r— ) VBT N R
Fr—FEEEL, MENO TP BELBL IESZ LIZER
LTWAZEEFLNILE (3) Li23 kDT viAf VAT
LE HuH-7 B3RDT v A AT L &EHWT, HlHCV IEEICD
WTERXELTINETHEINTHD 2 8{LEMIZONTE
NHOH HOV IEMO BB EIT 572, EORE. {LEWDIEY
AR XL O IR & D HOV BRERDT v A VR T
ARV ETHAZ EERALNZ LT,

A. MZERM

B oH 5 ¢ MPFRT A LA
(HCV) % RSEMAE L~V TREALE
FHIEDHZ EIIELS HEERD
T2 b DD 2005 FEIZ BT 2a
¢ JFH-1 ¥k HCV 23 %45 L T HCV 08

ST AN ZEICER Lz,
L Liads, AEERI LI
JFH-1 £k HCV & 23R X < M oFffkihy
HERTx AEEMEIZE MMTE
HIRARR Td 5 Hul-7 M SED KRR 72 4
@z a—BonT8Y, £0OR
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HHER G2 » Ty, - T,

INFETILHBLNILZE L O

BT HuH-7 fIZ BB E S N/-H DT,

ARD HCV OERIETEBIC LD b
D TILIRNARENED B B
ARAFFECTIL, ZOEMA % ERT
H7-HIZ HH-7 LISk o b M EEFEHI
BRA R T2 HOV BRI S AT A%
BRZE L C, Hul-7 H3RD HCV £ 8y
JEY AT LA THELNLTWARERE
A5 2B E L,

B. MEFRIE

(1) Li23 flagk%z Fvsi= Hov 8
WERE S 2 5 L DBE %

NS3 & NS5A fEIki Q1112R, K1609E
S TN S2200R 31X Q1112R, P1115L K&
'S2200RDEREZFTHHCV LY
=2~ RNA(ON/3-5B/QR, KE, SR 3 X ¢
ON/3-5B/QR, PL, SR) ##k% 7at MAF
EEMECT LY baRL—3i a3
FEICXVEALE, G4ISTFEHET T3
WEEEE L T 6418 ftED an=—
(MR b T& = b DT HCV V7Y
a R LN TV D) B E
R EE7,

NS3 #EIRIZ Q1112R & K1609E KX
NS5A fEIIZ S2200R DEREZHT 5
45 HCV RNA (ON/C-5B/QR, KE, SR)
Z HCV 7)) a3 AR R o T s
fa (fvZ—7 =z (IFN) ¢ %
MU CTHifEMNS HOV L) 2 v %
HERR L7-fpa) iz=Lv 7 haRL—
TaEIC X VEA L, GA8 fFAE
TC3EMEEE LT 6418 MMED =
no—ZEREEZ, Bbhlzano
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=— R FENFNMEELE LT,

L= Ny 72T —BERHEETE
NS3 FEIRIZ QI112R & KI609E RN
NSHA FEIEIZ S2200R DERZHT5H
4% HCV RNA (ORN/C-5B/QR, KE, SR) %
4§ HCV RNA 8RR ORRMATIZ
L7 huRl—i g fElickyE
AL7z, G418 fFE T T 3 MG E L
T G418 MHED a v =—% ER &8
oo Bolcaa=—2ZnZ N
fagkib U7z,

BRI OB HCOV 1D I
SNVTIEL R (24 T =T L— F)
R (BHERE) 2L T 72 1
MBIy 7 =2 T —PIEEEZREY
5LV BB D S0%RER
& (EC50) #&EMH L7,

In vitro THR L 7= HCV-JFH-1
RNA % HuH-7 HI2RD 7 v — (b RSc
WMialico L7 feRL—3 a3 UiEl
X0 EA U TG HOV LT & A
X, 1EM#%ICHEE EE (0.2mm
T4 E—ZTCTHEIR%E, KR
THIRRZRELZR Y RWE) L0,
RETHEME MEERMRRIZEINL
TR EH7-, 1 BERICEV LR
L7 HIRIC LV EA L HOV 28
B EEAZPFER L CHORBRROM
RRICEMU TR ST, D%,
1 HEME X IR BEBS L OE s
Yo7y T U, BEEEICON
T, HOV a7 o Z o VB &%
ELISA TE=L, Mgz >0 Ti,
FAEPN G HCV RNA % E&A) RT- PCR
FIZEVWER LT,

#0 A HH >k 0> 45 FE mRNA <> HCV-RNA 0D



BB L~V EEFLD 28D RT-PCR
REREM RT-PCR BL O/ —HF 7
oy MEST, MlaEkOSFES R
JIERNCY & LN BOREBRL L
EHARA-ODOT  RAFZ Ty b
EBIOHYY # o B T AH
RNA (dsRNA) ZRRIHT B DRE
YR T EVERIZRE S TIT - 72,

(2) Li23 HEROMBRT v A R T
BT HCV #EHES R &z U ey
v OYEFRBET D

L HCV IEME T v 24 H oM
(24 7z VT L— ) IZURED
Lo/lLEY (RFERE) ZHmL T
72 M%7 = T —BiEE &R
ETHI LI U ALY UEE
W S0%FAERE (EC50) ZHEH L
77

S SRR N =2 LAY VA= N =
v MRS Total RNA % H 7=
RT-PCR 4T (X & 1EIZHE» TIT o 1,
HOV RRIEFEBRIZOWTIE, UTFD
& 9 BRFIETIT o7z, JFHL ¥R HCV %
Y ST 5 HH® RSc flflaniE®
FEA0.2mD 7 4NV Z—TCHEAL
7ot D % EYLPE HOV RiFD Y — R &
Lize DY —A (MOI 730.05 225
0.1) % ORL8c B¢id RSc AR R &
Wi, BAMEEL-MEIC) e
U U E2EIML T, & O HCY EPER,
HeV a7 2y 0B Th Y =
AH T ay Mg LU HCV-RNA
IZDOWT D EERM RT-PCR fEHTIZ X
- CTFHh L 7=,
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(3) BARZMEKHKROT v A
F & AL AW OFLHCV IEEEH
PLHCY JEMEDFARIZ >N T, 7
vl A AOME (24 V=V T L —
b At (BRRERE) ZEmL
T 72 BRIV T 2 T — PR
FRIETDZ IV EREERD
50%FREREE (EC50) #HEH L=,
MR FEMEIZ DU T, BIEHRAR (96
7/ L— b)) IbE (BHER
) AL T 72 BRI WST-1 7
ALY 50% AR E
(CC50) #EAH LT,

BIRMFEE (SI) % CC50/EC50 (2

TEHLZ,
PLHCV a7 HiiEEZ Wy = R F
v7a ey MIEEIIES TITo T2,

(B m~DELE)

ABFFRIC BN TR, EREOMEITIZ
M EHI ST I E TICHEN X
NTHALOTHY, RELDHFE
iZit e b OERRM B2 N2 b DR
20N, FODICHBE~ORFED
R e o T, AL, FEBRIZEM
L7z MR & OB IZ 2V THEZER
& B L7t LT,

C. MrEmR

(1) Li23 #ipask % AV /- Hev sEH
IR AT LAOBR%

HuH-7 Hko 7 v — Abitifaz 1
VW42 HOV-RNA 8 A7 LD
IR CH & 1L, FEMEREER (NS3)
3 %2 NSHA (24 U 73 B DR B2
HHAE A HCY-RNA DB RIGHR %



ELSLAZIEARZLEEZRH L,
FIT, ZOLS #EISEROMA
HBEEHFT S HV LY = RNA
o4& HCV-RNA % HuH-7 #ifa & 13 R
BROMBIZCEALEZEATYH
HCV-RNA OBERIAE Z 5 O TiLAwn
MEE L, Hrle MR E
BT HCOV V7Y o AE R Rk O
BISL AR AT,

NS3 & NS5A fRIIC N E R A AT
A HV L 7 U = > RNA
(  ON/3-5B/QR,KE,SR & %
ON/3-5B/QR,PL,SR) &4k % 72t BAF
EEMBICZL 7 hafL—y 3y
EICEXVEAL, G418 ik Dam =
—OHB AN, 1ZFEAEDSE
B HfFLEL o Ran=—%1E5%
LIRS, LR,
ME—v MAFEEMBEEE Li23 2BV T
O G418 Mtz =—nE 6N
77 BoNzan=—%Iv 7 AL
THRY 7 a— AL#lE sOL #7572 (0
IXHCV-O#RC. LIX Li23 ffad sk &
V9 EER),
WOEMEL LT, IFN-g iz& v L
77U 2> RNA % sOL fifas & 524z
BEBR U7-7h M MEla (sOLc) Z{ERKL
7z, T sOLc MIRIZ in vitro TH
B L 7= & £ HV  RNA
(ON/C-5B/QR, KE, SR) # = L7 b iR
L—3a EICTEAL, G418 [t
Do =—Z217, AR 14 FEE
D7 a—AREEEZ B L OL1—
OL14 #if & & L7, Zh & DHif
NIz A HCV RNA & % E &1
RT-PCR {&IZ & W FH-=, HCV RNA &23
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%\ 0L8, OL11 M2 (X OL14 #ifa % LItk
DFATIAER Lz, Zh b oMz
DWW T, HCV-RNA @/ —H Ty

NEHTRR HOV # L /2 BD Y = A H
Y7y MEFTIZL Y OL8 & OL11 #A
faid HuH-7 sk D2 & HCV RNA 5
M TodH 2 0 M & ted L TIZIEHE
BRENMETRNRETHD Z L2130
Pole, UL 6, OL14 Mfaik
e DIRWNZ E Ry o Tz, OL8,
OL1l1 BX 0L14 MmN EE
HCV-RNA % RT-PCR¥E(Z K V) g & &
THRERS A2 RT L, & DR R,
-2 EREROHBUIED b
Mol L EDFERME  0L8 & 0L11
HRE 2 LL#E D SEBR I F 9 B M kk
ELTERL, 22 0iBmMmia
(OL8c & OLllc) % IFN-g Z¥{AN4
HZETEVER LT,

YER% L7- OL8c & OLllc MIKZIZ in
<T & W L K
ORN/C-5B/QR,KE, SR (L = VL7 =
T —EEZRET 582K HCV RNA) %
Tl 7 bRl —ya ikl
AL, G418 itz m =—%1F7-, %
DFEH. OL8c MfED 5 G418 i =
D=—& U THREIIZ9 71—,
OLllc fifamnbix 16 7o —rBoh
77

EFNERB LN v— b
(Z81F % HCV RNA &% & &HJRT- PCR
BICLVEEL, RbEVENED
Nrer7ua—rzRRLLTENLEN
ORLS #fa & ORLL1 Hifa & s L7~
ORLS8 #BfE & ORL11 AHARIZI31T D HCV
RNA 23 1 mg total RNA %7=v  *#

vitro



NFEN 8 x 106 2°—& 4 x 106 =
v’ —TCdh o7, ORL8 & ORL1I HMfZIZ
SNTiE, /=7 ey MEFTIC
J Y 4F HCV RNA [ZHEE§ 5 1 2kb
RNA #HH L., W RAE Ty b
FREFIZE D HOV Z o R Ea R L
7=, FOFES. ORL8 & ORL11 fRARIZ
Hul-7 Hi3kTHL HOV EHEOFM O 7=
DOT veAfRIZEREINTWNWD
OR6 Ff@ & Lhikd 5 & FH L~
RRENH DD, 4 ED HCV
RIBEEFEHRLTND I ERGho
7=,

WIS 7= ORL8 R° ORL11 #ifa A’
PLHCV TEMZ R+ 2 7T v AR E
LTHEAEN TS ORG Ml &R T
T AR ELTHERATED
ME IOV THRE Lz, BlfE
F TP HCV IEESHE SN TV D
oMb o (IFN fAR A Z F
K72 &) 12T, ORLS, ORLI1 5
LN 0R6 MR E W TCEFNENDH
HCV {&E1E 2 L iREt Lz, €
NENDOLEMITHONT D 50%HE
BE (EC50) ZHEH L THEL,
ZDFER . IFN-a, -b, g, 7 1 3&
RV, AZFUH| (FNRNREF
V. VUNREF U a—RREF
V. BEARZREF) | I VAT
TiX. ORL8 X° ORL11 #5755 OR6
Mg X v EEEREL, HZb-ho
TR F A L TrL OR6
BaD 7 DS A E D &V D FERIC
7277, ORL8 < ORL11 #MA&I OR6 FH
famk, FEFEICHBU N A Y
—D&FEEFOMRBTH L I LN
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hoir,

Iz, ORL8c X2 ORL11c Hlljmds ks
PEHCV R+ 2 PEAE S E AN ER T
HINE D nERE Lz, BAERLHS
LTS B 2a 0 JFH-1 Bk HCV
Z W THET L7z, Hul=7 3R D RSc
AR 5 PEA U 72 YR HCV (HCV ee)
#1857~ RSc. ORL8c Bl ORL1lc
MR 8, 1 ERMRICEEREL
EAHORRKYD RSc, ORL8c T
ORL1 1 c ffRIZ IR S H 72,

Y% 1M Z &L ICHERE (HCV RNA
DEEE HV a7 BEAEORE D
) LigE B GV a7 ERED
FROED) OV T ) T RO,
HCV DHEFE L~V AT, £ DR
B RSc #MfanoEL I HCVee
iZ RSc, ORL8c 35 & UM ORL11c AR D
FARTITEY L, HOV EEANEER X
ZIDZENSMhoTZ, LML
26, ORL1lc MfambEA I N
HCVee % RSc FARIZIse L CHETH
TEH5HLOD, bo—E, RERO
ORL1lc ffR iz B S TG aIE L A
CHEIFE LN E R hot, T
(2 LT, ORL8c fifaiHLEA TN
72 HCVce 1L RSc AHARCHEZEL ., &9
—FE . REKYu0D ORL8c MR IR X
BB ETHHE LTS AT &7
hol, #E->T, 27a< &b ORL8e
HIBRZ F\NTIL HOV O AETER BB
ENTWAHZ EMREEINTZ, M
M 31F 5 HOV-RNA & & 153 BT
BiFs HV a7 EBHE &I OWVWTIHE,
RSc HHREO>F775 ORL8c #AA X v 13k
fE—10 fFRE SN T, LLRD



. ORL8c #AEP® HCV-RNA 1 >107
copies/mg total RNA fF1EL. %
EEFRD HY a7 578
>104 fmol/L EWHENRB LN
EnB, e kb ORL8e HEMRIZES
NI HCVee 3R L < FEAE
ENTWAZ EREnT,

(2) Li23 fikofpar v&A1 & T
PLHCV JEER RS-0 Ae Y
~ DIYERBET DfEkT

HuH-7 3D OR6 7 v & A % Tl
U REY > EC50 1 100 mM BA L &
P HOV TEMEDRIEFIZHIV D & (35 B
#IIZ, ORL8 R ORL11 7 vt A1 R TiX
Y RE U D EC50 A, FhEh
8.7mM & 15.9 mM & FAESMZIEL
SRVML HCOV A3 2 L 2B 5
W2 L7, ZDX 578t HOV & 0&E
UME, Core <o NS5B 2%t 2% K B b
BEHW-Oc2Z T ay MEN
WX ThHMER SNz, T/, HiE
DEFEWVIZ LBV A O HOV 7E
PEDEL, JFHL Bk HCV 2 ki &8
HCV 2885 L CTWWAREEICEB W TS
#gEINnT,

U SE ) gL HOV iR A R4
FHEFIZOWTIL, ZHETIZ, RNA
ERFLLTOEH, 1 4—7 =
0y TP IAGER R OTEVELIEA.
£ 73—V Bk EREE
(IMPDH) DFEEIZ L A HIBaN GTP 7
— /LD E, HCV 0 NSBB 7R ) A
7—EOEMHEENE. T Miaz i
L7z ZOTLEERR E, %51
BEINLTWS, ZbFEbLT, Bl
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ETHMBA IR TWLA,

AWFFIZI W TEF L= ORLS <%
ORL1l 7oA R TIXY AEY 8
HCV-RNA D #E 8 2 B2\ /0 L 7=,
Pe>T, ZThhboofilazflnsz &
T, UAAE U O HOV &4 F
BFOMANTEHOTIRRVMNE
Exlz, T, ZTRETITRBE S
NWTWHBRERD END, UAEY
DHLHCV {EHIZTFE LT EMZD
WT— 2T ORIEZ T 77,

7, U AU UM IFN &7
REREFTLE ST A0 E ) hE it
L &= . ORLS #M R |C
IFN-a(1, 10, 10010/mL) 1% U R Y
> (10, 25, 50, 100mM) Z ¥R L., 6 BF
f#iZ IFN 5887 THH 1SG15
X IRF7T ORBBFEINSES
B3 % RT-PCR IBIZ TR, ZORER,
[FN-a{Z 2\ Tik 1 TU/ml T 1SG15
R IRF7 ORBAFHEH I N-08, YA
EY Gt 100mM OEETHE ST
<BEINZhoT-, &2, AL
TR T, EAIWNNE 30 43T STAT1 @
DUBEREZ B E 5 Mo T
bR LTz, Z£OFER. 1IFN-a
(22T, 1 I0/ml T3 STATL @
UYVEBEBBEIN=R, U AEY
> TIE 100mM DOFRE T STATLI DY
VEBRLITE o= EEIN T,
FE#EDRERIL, HuH-7 IR OR6 HH
fE<e Huh7. 5 fMifa LB Sz,

KIZDSEY UREEA b LR
RE % JUE S 8C RNA R A 9nH$ %
MEIMERNIZ, TNET, Fx
X, PRI CHAEX IV E Ny



JaARY AR IR T i ED
HLHCV Bl OTEMEE X v o2 AT 5%)
ERpHEHELTND, £Z
T, U B U U OHLHCY FEHEMR 4
IVEBIRKDFy AL ENENE
IMERFT LT, EORR, v/
AR A OHLHCY {EMEIX 10 mM D
B2 IEICEVELLFY L EL
SN, VALY O HCV TR
ITEZ IV EICL>TEF v L
=¥ WAL IET W

wiz, UREY RN T Y AR
BREIZBIT DA r—U VBT
A Fu4+—+¥ (IMPDH) DFHEH &
LCERT A Z ik v HCV-RNA @
BRAIKIT D0 E D a2z,
ORL8 7 v A %% AVTHRET LTHS
B, VAR YO8 HCV EEIZ ST
Y UOEMCE Y FIEREICY Y
YEIVEND I ENGhoT, [FER
DOHEIT, ORLIL 7 vEA FRIZEW
THBERENT, TNHORERND
UAE Y OH HOV IEEE, EiZ
IMPDH OBHEZE/T L TWAH Z &R
X7z,

(3) RAsMlatkt ko7 vt Aa
F & BV b & oHt HOV IEH R
TIVE TSR & AHLHCY IE A e
HBUFEHHEHLHCVA] (A F—T =
Yy (IFN) RRZFUH)) 1I2on
T. Li23 H13&? ORLS = ORL11 7
A R CHEMZITV, 1R 4 2
R LTV = Hul-7 B380 OR6 7
A RTENERE LB LT,
FOFER 2% < OFLHCV Alzxt LT,

87

ORL8 R°ORL11 7 v & A FRIXOR6 T
TtAREYBVEZEERT L
Boyol-, #O—HT, 0R6 7 vE
A ZDOFBEVEZMEE R TH HCV
Bl ool

IHRHEDRERNLL, LAY ON
HOV JEMEZ X A LFHlT B 72012
X, BT oA R TIE R, £
RABKDEROT vEAFREH
WAHAMERHDD TRV NEE
-

T, BAaITET, PubMed STHK
F—HR—AD, Fu HCV FEEIZD
WTHESNTWAILEWEKRET
HZ kLT, PLHCV IEEIZ DV T
HCV-RNA 8% AW RS HRE
ENTWEY, BLHCV &R H DD
TRV EFHEINRTHALEY
TATFHELRZbOZ 2 87 (19
FEOARILEY L 7 EEORD
Hm RO EM % Eie) ZIBIRL
7o 2O H 1 9FEEIX, TFRELL
ADOEBIZBWTBRICTREIE LT
fEonTnalkEmThoTlz, £L
T & A% L7z Hul-7 H 3k D OR6
TwtA%E Li23 H3ED ORLS 7 v
YA %% HOTH HCOV {EHEIZ DN T
Al AT o, FWAT LT, MR
FHEIZHOWTHFHh 1T - 7,

MO FE R ABEROR R L
Tre TORERED LT, FHMLAL
BELLFIZRT 6 2D 7 T AITSy
FLT,

(11 en—FDT vARTH]
L REIBED EC50 ERBLNT
=z



[2]EH60—HD7 v R TH
D EC50 IEL D 345D 1 LT DK
VWMEZ R L 7{EEY
[B1ELLENL—FDT vtA R TEE
WD EC50 fEL Y 3Ll EEVMES
ST 2168
[ 4 THCV LIS TH Y A N ATEPEDFE
HoNTWT, GEIWEFDT vtA
S THL HOV JEMESF I R iZE
e Ab e 5 ImMAEDT v A RT
PLHCV {EHED B D b o7 34k
=X/
[6 ] DT vt A% T HCV-RNA O
BRA IR I 5 (LA,

[(1JiemEIhZiLEadix
Griseofulvin, Crucumin, Cinanserin
hydrochloride, 2’~deoxy—5-fluorou
ridine, Hydroxyurea, Nelfinavir ¥
X U Resveratrol ® T TH -7,
CCHOOE HIZIIRERDE L RBEETH
272, 7272, Griseofulvin i ORG #
A & ORL8 MiAEIZ xf3 2 Ml #tE 23
BERICEE T2 VR &0 5 BN
Lt bz,

(2]l EhTLEHmIT

Acetylsalicylic acid, Artemisinin,

6-Azauridine, Clemizole, Hemin,
Isoliquiritigenin ¥ kX W
Methotrexate O 7 fli¥HC. Bt/ 6

TRINZ LD EWHLHCV IEHEE R
TN g o, E.
6-Azauridine {22V Tk, BEHICH
NTHIFREFEMEDS 'O E WV 9 ENHER
oz,
[(BliEmEINTILEDIX
Nitazoxanide & Tizoxanide O 2 fd#

BT HHRLLFRINL L DHIHY

88

EVEDGINTZ & D3 o Tz,
(4] ENTALEWIT
Artesunate, Cantharidin, Cephalota
xine 33 £ U Homoharringtonine @ 4
fi*ﬁ“(“ B TTFEINTWEZLD
ZHOV IZ b A WV AEM.E T
G%Tﬁ)é RS EIPID TH LM
Il ol, 2o DA D EC50 i
%, BB BRITRO ANV AR ET
BoRTU - ECB0 & RIFRERE
ThHol-,
[(5]icmEasn-ika®ix
Guanazole, HA1077 3 X TX Rolopram
O 3FIET, 1T LA EHHCOY [EE%
IR Tz,
[6licmEEINT-{LEDIT
Bisindolymaleimide, Carvedilol,
Esomeprazole, Silibinin A £ X O}
Y27632 0 5 FEFH T, ECBO fHIZHHI &
Na5HLOD, CC50 fEDS ECH0 fE & [F]
U ENLU T Th o7z, Hilamtesn
FEEICRODLNDABEIZBWNTH,
BV 7 2T —BEEER LT,
HCV 27 # /"7 Iz T A
gr7ay MEfiz{ToTL 2 A,
I HDILEWIL HCV-RNA DR L
AV E PR L I TIE XY A1EH
ERTDHZ LRI,

D. £
(1) Li23 #Aakk% v 7z Hov
BERE S 25 A D%
AN TIE, ZHE TOHF
FICK VB EREROMEAE LY
(Q1112R, K1609E F TX S2200R) {2 &



v HuH-7 8 B2 £k LISk o HB Ba ik

(Li23) T4 HCV-RNA #EHRLA £ 5
VR—F—T7 vt A F L JFH-1 £k
HCVee DEAFZRZHOTHRETLZ
EMRTER,

REFR T, ZhHOHESERDOM
AEDENRED L HIT Li23 MEN
T HCV- RNA DERIZ R D [E) LB
ELTWANIOWTIERATH 5,
BAET Y Hul-7 HSROFARTET 03,
HCV-RNA O#ERUCHR2REL A L
TWABEBIZHONTIREL - T
WALy, AREFZEIZ XY HuH-7 2138
725 Li23 HROMBRERSE O Tz
Z &b, HuH-7 MifE & OFEML L
B2 LD RNA BEEUZ A A CREARLIC
EELZEERFARMETE 59E
HWrnH 5,

AWFFEIZ LY Li23 HkoMiEsk
ORL8 & ORL11 OBZIZAZh L, (L&
opt HoV 1EMEZ E &5 7 »
YA RDBER LT, THET, Hul-7
A S D FRBERE (2 D BEAF LT & 7255,
SHBIIINOLOT vEARBHEHL
THREMILEHDOPL HCV TEHEE E
B C& DX 0l oTc, FEBR,
IHNETHHCOY IEEH Y & ST
=2 OV T ORL8 P ORLIL 7 v &
A %% AT EC50 &M L7z &
T A, KERSYAHS HuH-7 HI3kE OR6 7
vEAIZEVEGIT EC50 fEL Y
BVMEZ R L, 2O Z Lik, ORLS
R O0RLIL 7 v EARITORE 7 vEA
RELVREOm TENEZT vEALF
THHZLERET S, E-T. &
ZREETWI=HEIZHT HCV {GH%

89

NHdHZ xR RETAREELH D,

AAFFE I, Li23 g3k ORL8c Hl
Ra TREYstE HOV i+ XL, %
N E BHITHREEYD ORL8e Al 2K
P LU CHCV BT 5 Z & &2 LT,
ZOZ &I, ERHERPTHASH
TVW5 HuH-7 HROMfaZ A<
& HOV OAETRIR # B L~
THERTEZILERLTWS, B
oL A, EEEIND HOV &iF
Hul-7 HEDMfR L ks 5 L 17
FIEW=8, SkMaoY 7 7 a—
A EFTU, HCV BEEAEZNER O KU
MERTLESERH D,

(2) Li2s koMY vy AR T
BLHOV {EER BV &Nz U "e Y
v OYEFIREFF D REAT
ARFZECIL, U/NE Y U OFL HCV
A Li23 RO T v & A R T
EizRobhiz, VALY {iZon
TiE., ZHE T, HOV-RNA OBRLZ
%t B0 HOV IEE ORI 2SR EETH
Sf=Z Lk, HCV-RNA DFERIHE
A A B C & DR 4 RRER D <
DOHIWBEN TV L OO EERIE
THILIINETCH T, LLR
D6, Li23 HRDMEFRZ WD Z
LTk, EHREEBERIETDZ &
WATREIZ o T, FORER, VA E
U AP HCY IEHE R T &
LC IMPDH OHEZ M L7 D TH
5L EHDTHLAII LTz, IMPDH
DREINZZEICLVBEAND
GTP BEMNEZHIIKT T LD
HCV-RNA ORI IHI ENH b DL



EZz20N5, OR6 7 vt AFRTIL,
U NE Y ot HOV iEE B
SNV ONT ORREIT A% D
WHERRETIEH 5,

F7-. ORLBCORLIl 7 v ¥ A %%
FHTLHZEIZED, UAREY D
LOIZORE 7 vtAREMENKE
B GH s REHE 5 rT6E
HRH 5,

(3) ErlakERDT v A
A E RO TALA Y O HCY IE M
SRIOT vEA BRI/ LNE
EFNENDLEHIZONT CC50 fE
% ECH0ME CHl-» 7= SIEZRH LT,
SIEAREVIEL, HLHCV AL LT
ENTWDEFMENDZ b,
FTNENDT v Af R TEHELNZL
YO STEE AR LT,
T, BBRTHOVLRATWAT v
A% (KESTE HCV Conl RS HEHL
LTV 5% Hul-7 HsROMfEkEE
TW3) THESNTWS ST 5L
OR6 7 v &A% (HCV-O BRMERL L T
V5 HuH-7 fsk Mgk % v Tn

%) THGN ST ER TOLLE T,

e RTEE e 2 2 FE$H (CC50 A 4E
SN TELTHERAREDILEWH 6
HEHH70) O HEHU Lo 1
SEEDLEMD ST {EH 2 E8 L
BipoTWe, ZORENSL, A
ME L Hul-7 HROT v A R ThH
HCV BRDEUY (HCV Conl ¥R & HCV-0
B) WX VEONARERPRERS Z
&R X v,

WIZOR6 T v A& & Li23 Mk

90

D ORLS 7 v A & (HCV-0 ¥R23E
BLTW5S) BTokk#e (bhikmrae
702 5fEHH) Bi{THolmt A, 9OH
HOEWD ST fED 2{ELL LR
2TV, TOFEERL, AT HCV
B (HCV- 08%) THLT7 vEAICHN
LHAMRRADTEEN R D LB LN HHE
BLBRARHZEHREEINT,
LLERFFRIC L VBN ED
b, LA OH HOV TEME A IE L EF
i 57 HiTid, BE O & &
D HCY MBSO T v A b5
HALTZ EC50 fE & CCH0 fE A6 ST i &
RO THREWITFMT 2 LEEDH
LI EMNThoTz,

E. #5a
AFEIZEIVLUTIZRT 3 DD
fEmnE o N,
(1)
A& HCV RNA (FB{5-FAY 1b @ HCV-0
) DERPHIERREIDLE MF
FEAIRIEE Li23 HSRDEH OMAERK
RIS LT, v offilagkE: v
THLHCV {EE A R E &Rl T &
BT AT AT AR HVee (B
+% 2a @ JFH-1 #) OFERESE
WS AT ARBRE LIz,

F. f@HEfERIER
L

G. WFFEER

L. LR

1) Mori K, Ikeda M, Ariumi Y,
Dansako H, Wakita T, Kato N.



Mechanism of action of

ribavirin in a novel hepatitis

C virus replication cell system.

Virus Res. in press (2011).

2) Tkeda M, Kawai Y, Mori K, Yano

M, Abe K, Nishimura G, Dansako
Wakita T,
Kato N. Anti-ulcer
inhibits
hepatitis C virus replication:
Potential
hepatitis C. Liver Int. in press
(2011).

H, Ariumi Y,
Yamamoto K,

agent teprenone

treatment for

3)Mori K, Tkeda M, Ariumi Y, Kato

N. Gene expression profile of
.i23, a new human hepatoma cell
that

hepatitis C virus replication:

line enables  robust
Comparison with HuH-7 and other

hepatic cell lines. Hepatol.

Res. 40:1248-1253 (2010).

4) Tkeda F, Dansako H, Nishimura G,

Mori K, Kawai Y, Ariumi Y,
Miyake Y, Takaki A, Nouso K,
Tkeda M, Kato N,

Yamamoto K.

Twasaki Y,
Amino acid
substitutions of hepatitis C
virus core protein are not
associated with intracellular
antiviral response to
interferon-o. in vitro. Liver

Int. 30:1324-1331 (2010).

5) Nozaki A, Morimoto M, Kondo M,

Oshima T, Numata K, Fujisawa,
Kaneko T, Miyajima E, Morita S,
Mori K, Tkeda M, Kato N, Tanaka

91

7)Nakamura M, Saito H,

K. Hydroxyurea as an inhibitor

of hepatitis C virus RNA
replication. Arch. Virol.
155:601-605 (2010).

6) Nozaki A, Numata K, Morimoto M,

Kondo M, Sugimori K, Morita S,
Tkeda M, Kato N,
Maeda S, Tanaka K. Hydroxyurea

Miyajima E,

Suppresses Hepatitis C Virus
Replication in Human: A Phase I
Trial of Oral Hydroxyurea in
Chronic Hepatitis C Patients.
Antiviral Therapy 15:1179-1183
(2010).

Tkeda M,
Hokari R, Kato N, Hibi T, Miura

S. An antioxidant resveratrol

significantly enhanced
replication of hepatitis C
virus. World J.

" Gastroenterol. 16:184-192

(2010).

8)Shigoka M, Tsuchida A, Matsudo

T, Nagakawa Y, Saito H, Suzuki
Y, Aoki T, Murakami Y, Toyoda H,
Kumada T,
Kato N, Tkeda M, Takashina T,
Tanaka M, Suzuki R, Oikawa K,
Takanashi M, Kuroda M.
Deregulation of miR-92a

implicated in

Bartenschlager R,

expression 1is

carcinoma
development. Path. Int.
60:351-357 (2010).

9)YusS, Chen J, WuM, Chen H, Kato
N, Yuan Z. Hepatitis B virus

hepatocellular



polymerase inhibits RIG-I- and
Toll-like receptor 3-mediated
beta interferon induction in
through

human  hepatocytes

interference with interferon
regulatory factor 3 activation
the
interaction between
TBK1/IKKepsilon and DDX3. J.

91:2080-2090

and dampening of

Gen. Virol.

(2010).

10) Tanaka T, Hasegawa Y, Saito M,

Ikeda M, Kato N. Generation of

single—chain Fvs against
detergent—solubilized

recombinant antigens with a
simple coating procedure. ]J.
Biosci. 110, 374-376

(2010).

Bioeng,

11)Oshiumi H, Tkeda M, Matsumoto

M, Watanabe A, Takeuchl 0, Akira
S, Kato N, Shimotohno K,
Seya .

and
Hepatits C virus core
the DDX3

enhances

abrogates
that

protein

function

IPS-1-mediated IFN-b induction.

PLoS One 5(12) :e14258 (2010).

12)Ariumi Y, Kuroki M, Maki M,

Ikeda M, Dansako H, Wakita T,
Kato N. The ESCRT system is

required for hepatitis C virus

production. PLoS One
6(1) 1el14517 (2011).
13)Wen X, Abe T, Kukihara H,

Taguwa S, Mori Y, Tani H, Kato
N, Suzuki T, Tatsumi M, Moriishi

92

3)

4)

3)

K, and Matsuura Y. Elimination

of hepatitis C virus from
hepatocytes by a selective
activation of  therapeutic
molecules. PLoS One 6(1):

el5967 (2011).

Kato N, Mori K, Abe K, Dansako
H, Kuroki M, Ariumi Y, Wakita T,
Tkeda M. Efficient
replication

and
systems for
hepatitis C virus using a new
human hepatoma cell line. Virus
Res. 146:41-50 (2009).

Abe K, Ikeda M, Ariumi Y,
Dansako H, Wakita T, and Kato N.
HCV  genotype 1b
replicon with NSBB of JFH-1
exhibited resistance to

cyclosporine A. Arch Virol.
154:1671-1677 (2009).
Matsumoto A, Ichikawa T, Nakao
K, Miyaaki H,
Fujimito M, Akiyama M, Miuma S,
Ozawa E, Shibata H, Takeshita S,
Yamasaki H, Tkeda M, Kato N, and
Eguchi K.
Interferon—alpha-induced mTOR

chimeric

Hirano K,

activation is an
anti-hepatitis C virus signal
via the phosphatidylinositol
3-kinase—Akt—independent

pathway. J  Gastroenterol.

44:856-863 (2009).

4) Yano M, lkeda M, Abe K, Kawai

Y, Kuroki M, Mori K, Dansako H,



5)

6)

7

Ariumi Y, Ohkoshi S, Aoyagi Y,
and Kato N. Oxidative stress
induces anti—hepatitis C virus
status via the activation of
extracellular
signal-regulated kinase.
Hepatology 50:678-688 (2009).
Tkeda M, Mori K, Ariumi Y,
Dansako H, and Kato N.
Oncostatin M synergistically
inhibits HCV RNA replication in

combination with interferon—o.

FEBS Letters 583: 1434-1438
(2009) .
Dansako H, Ikeda M, Ariumi Y,

Wakita T, and Kato N.
Double-stranded RNA- induced
interferon—beta and
inflammatory cytokine
production modulated by
hepatitis C virus serine

proteases derived from

patients with hepatic diseases.

Arch. Virol. 154:801-810
(2009) .
Bender H, Wiesinger MY,

Nordhoff C, Schoenherr C, Haan
C, Ludwig S, Weiskirchen R, and
Kato N, Heinrich PC, Haan S.
Interleukin-27

interferony —like functions in

displays

human hepatoma cells and

hepatocytes. Hepatology 50:

585-591 (2009).

8) Kawai Y, Ikeda M, Abe K, Yano

M, Ariumi Y, Dansako H,

93

9)

and Kato N

Development of an HCV relapse

Yamamoto K,

model using genome—length HCV
RNA harboring cells possessing
the IFN-a-resistance phenotype.
Hepatol. Res. 39: 898-909
(2009).

Vollmer S, Kappler V, Kaczor ],
Fliigel D, Rolvering C, Kato N,
Kietzmann T, Behrmann I, and
Haan C. Hypoxia-inducible
factor 1] is upregulated by
Oncostatin M and participates
in Oncostatin M signaling.

Hepatology 50:253-260 (2009).

10) Nishimura G, Ikeda M, Mori K,

Nakazawa T, Ariumi Y, Dansako H,
and Kato N.
genotype lb HCV-positive sera

Replicons from

exhibit diverse sensitivities

to anti—-HCV reagents.
Antiviral Res. 82:42-50
(2009).

11) Kasai D, Adachi T, Deng L,

Nagano-Fujii M, Sada K, Ikeda M,

Kato N, Ide Y, Shoji I, and
Hotta H. HCV  replication
suppresses cellular glucose

uptake through down-regulation
of cell surface expression of

glucose transporters. J.
Hepatol. 50:883-894 (2009).
1)Kasai D, Adachi T, Deng L,

Nagano-Fujii M, Sada K, TkedaM,
Kato N, Ide Y, Shoji I, and Hotta
H. HCV replication suppresses

cellular glucose uptake through



2)

3)

1)

5)

6)

down-regulation of cell surface
expression of glucose
transporters. J. Hepatol. in
(2009) .

Kuroki M, Ariumi Y, Tkeda M,
Dansako H, Wakita T, Kato N.
Arsenic Trioxide Inhibits HCV
RNA Through
Modulation of the Glutathione
Redox System
Stress. J.

2338-2348(2009).

Kato N, Abe K, Mori K, Ariumi
Y, Dansako H, Ikeda M. Genetic
variability and diversity of
intracellular
hepatitis C
long—term cell culture.
Virol. 154:77-85(2009).
Ariumi Y, Kuroki M, Dansako H,
Abe K, Tkeda M, Wakita T, Kato
N.

The  DNA

Ataxia-Telangiectasia mutated

press

Replication

and Oxidative
Virol. 83,

genome—length
RNA in
Arch.

virus

damage sensors

kinase and checkpoint kinase 2

are required for hepatitis C

virus RNA replication. J. Virol.

82:9639-9646 (2008). J.
Virol. 82, 9305  (2008)
spotlight

Dansako H, Ikeda M, Abe K, Mori

K, Takemoto K, Ariumi Y, Kato N.
A new living cell-based assay
for
genome—length hepatitis C virus
RNA replication. Virus
137:72-79 (2008).

Mori K, Abe K, Dansako H, Ariumi

system monitoring

Res.

94

Y, lkeda M, Kato N. New

efficient replication system
with hepatitis C virus genome
derived from a patient with
Biochem

acute hepatitis C.

Biophys Res Commun.

371:104-109 (2008).

7)Ando M, Korenaga M, Hino K,

Tkeda M, Kato N, Nishina S,

Hidaka I, Sakaida I.
Mitochondrial electron
transport inhibition in full

genomic hepatitis C virus
replicon cells is restored by
replication.

28:1158-1166

reducing viral
Liver Int.

(2008).

8)Hirano K, Ichikawa T, Nakao K,

Matsumoto A, Miyaaki H, Shibata
H, Eguchi S, Takatsuki M, Ikeda
M, Yamasaki H, Kato N,
Kanematsu T, Ishii N, Eguchi K.
Differential effects of
calcineurin inhibitors,
tacrolimus and cyclosporin a,
on

interferon-induced antiviral
protein in human hepatocyte

cells. Liver Transpl.

14:292-298 (2008).

9)Nakamura M, Saito H, Tkeda M,

Tada S, Kumagai N, Kato N,
Shimotohno K, Hibi T. Possible
molecular mechanism of the
NS5B

early

relationship  between

polymorphisms and



clearance of hepatitis C virus
interferon plus
ribavirin treatment. J Med
Virol. 80:632-639 (2008)

during

FRBER
)Mori K, Tkeda M, Ariumi Y,
Dansako H, Wakita T, Kato N.
Anti-HCV

ribavirin in

mechanism of
novel  HCV
replication cell systems.

17th International Meeting on
Hepatitis C Virus and Related
Viruses, Yokohama, September
2010.

2) Ikeda M, Mori K, Nakazawa T,
Ariumi Y, Dansako H, Kato N.
Development of genome—length
HCV  RNA

systems derived from different

replication assay
HCV strains using HuH-7 and
Li23 cells.17th International
Meeting on Hepatitis C Virus
and Related Viruses, Yokohama,
September 2010.

3)Shinohara Y, Fujita K,
Mawatari H, Yoneda M, Nozaki Y,
Kirikoshi H, Imajo K, Suzuki K,
Funakoshi K, Ikeda M, Kato N,
Maeda S, Nakajima A, Saito S.
Clearnance of the hepatitis C
virus replicon by
interferon—alpha treatment
restored the signal pathway
involving JNK. 17th

International Meeting on

95

Hepatitis C Virus and Related

Viruses, Yokohama, September
2010.
HMori K, Tkeda M, Ariumi Y,

Dansako H, Kato N. Mechanism of
Anti-HCV of Ribavirin
Novel HCV Replication Cell
System. & 6 9 [A] B AE FE T
WA, KK, 20104E9 A.

5) LH #E, & XF. MA E
T, HIE RRE. N B2 B
LRk ARV LE2R
HCV-RNA ##R I & S H1 HCV 1& 4%
DEEIN TV D EAZEDOFFE
fi. 55 8EIR A Y A L RERF
WiEss, &, 2010 4 11 A.

in a

6) & R, WH IEME A
REME, Eim 5. E 2L

b NATRE RERERR Li23 HSEOH
LV HCV-RNA 8IS 25 A% H
Wiz ) R Y DR RO
B. % 18 [B1 H AV LIREEER
R (JDDW 2010) /%5 14 BIA A
HigFERRKE. Mk, 2010 £ 10
AH.

DWE EfE. & KT, PE
a5, AYE FREE, Ea 5.
g B2, CRIFRTANVAIZ
HTAFH LWL A NVAREIR S
V—= 7 %OM%. % 18 [8H
AE bR E S EE (JDDW
20110) /% 14 [A1 H ATIEFES K
& MR, 2010 4E 10 A.

)&% W, WiE IETH, A
FEME, B . BB FET.
g Tz, UAAE Y U OHHCY



EMEEZRET DR ORI, &
5 8 HA Y A L R ZEEHE
=, T8, 2010 4511 A.
9) i BEE, PIE PRz, AK
JR P, HESR B B SO
g Bz, sk W, ® IE
B, /A AL, R OEA C
’*”HV‘W%/I/XM\%{*EHH’W%EE’J
720 A NWVAYEBRY AT I
%58@H$¢4wx¢£¢m
2 fEE. 2010411 H.
D) ks SeRE, g oL, thmE 1B
. B &K, g 52, H
boAd3C. SFEPLER LA C B
RKTANAEEUZONTDORE,
&5 17 [B] H ARV b 2 B 2
(JDDW 2009) / &5 13 [A] H ATl
FRRE, HAER, 2009 410 H.
2) iR N, T IESE, AR
WHHE fnw], Wil IETE, g '
Z
Hr il C BUAFRIGHEI E L
T ® Hydroxyurea @ n[HEME.
5 17 [8] H ASTH A 25 B = 2 el
(JDDW 2009) /% 13 [a] H ATl
TR, HAR. 2009 4 10 H.
3) TERE Ak, ML IETE. NEE T2,
Hh ®HZ. C MIFRT A LRI
FEYEHZ L /X7 B NS3 & NS4B D FH
AHAERIZ T D BARENL D REAT.
75 82 [Bl H R4 bR RE, 7,
2009 4 10 H.
4) Mori K, TIkeda M, Ariumi Y,
Dansako H, Kato N. Li23
HCV-RNA
replicating systems enabling
anti—HCV

cell-derived

analysis for

96

5) Nishimura G,

16th
Meeting on

mechanism of ribavirin.
International
Hepatitis C Virus and Related
Viruses, Nice, France, October
2009.

ITkeda M, Mori K,
Nakazawa T, Ariumi Y, Dansako H,
Kato N. Replicons from genotype

Ib HCV-positive sera exhibit

diverse sensitivities to
anti—HCV reagents. 16th
International Meeting on
Hepatitis C Virus and Related
Viruses, Nice, France, October
2009.

6) Ikeda M, Mori K, Ariumi Y,

7)

8)

9)

Dansako H, Kato N. Oncostatin M
inhibits HCV
RNA replication in combination

synergistically

with interferon—a.

16th International Meeting on
Hepatitis C Virus and Related
Viruses, Nice, France, October
2009.

R ORKTMLE ELE, AR HERE,

e 5. g 520 U e
> DHL HCV 1EME % fRAT AL C
% Li23 Hifa i3 o> HCV-RNA £ 8Y
VAT LH BT BIEART A LA
PRI B, 2009 4R 10
AH.

M ETE & R AR B,

HhE #7. g 52, Frax
ZFoMiFAF—T7carD
YL HCV {EMEZ FH A HE 58 5.
5 57 [BlH AR 7 A L R 4R
2. HL, 2009 4F 10 H.

TEE Bk, M IETE N T2,

B 8. b B CRFRT AV
ZIEHEE X /37 'E NS3 & NS4B
DB OfEMT. &5 57 [AlH A



AV REEFWES B,
2009 4= 10 A.

3) WA Bk, B IEFE. BTE
fe—. K¥ WZE. A FEkE,
HE A, mEE Bz, UK
7. £ RHCV-RNAZ RUHRAD 4 25
(AR L7 IPNIB R B B R ET L
(2 & B AR IRRIEICRET - 7R
Faale] H AFEE SRS, i,
200846 A .

4) Kato N, Mori K, Abe K, Dansako
H, Ariumi Y, Wakita T, lkeda M.
A new human hepatoma cell line
enabling persistent
reproduction of HCV life cycle
and assay for anti-HCV reagents.
15th International Meeting on
Hepatitis C Virus and Related
Viruses, San Antonio, Texas USA,
October 2008.

3) Kawai Y, Tkeda M, Abe K, Yano
M, Ariumi Y, Dansako H,
Yamamoto K, Kato N.
Genome—length HCV RNA
replicating cells possessing
IFN-a resistant phenotype for
the development of relapse
model. 15th International
Meeting on Hepatitis C Virus
and Related Viruses, San
Antonio, Texas USA, October
2008.

4) Mori K, Abe K, Dansako H, Ariumi
Y, Ikeda M, Kato N. New
efficient replication system
with HCV genome derived from a
patient with acute hepatitis
15th International Meeting on

97

Hepatitis C Virus and Related
Viruses, San Antonio, Texas USA,
October 2008.

5} Tkeda M, Abe K, Kuroki M, Ariumi

Y, Dansako H, Kato N.
Identification of 5-HETE as the
anti-HCV molecule among the
arachidonic acid
metabolites. 15th International
Meeting on Hepatitis C Virus and
Related Viruses. San Antonio,
Texas USA, October 2008.

6) Ariumi Y, Kuroki M, Tkeda M,

Dansako H, Wakita T, Kato N. The
vacuolar protein sorting
pathway is essential for HCV
budding. 15th International
Meeting on Hepatitis C Virus and
Related Viruses. San Antonio,
Texas USA, October 2008,

7) Abe K, Tkeda M, Tani H, Ariumi

Y, Dansako H, Matsuura Y, Kato
N. Low permissive cell lines
obtained from a high permissive
HCV RNA replication cell line by
negative selection system: A
new strategy for identification
of novel host factors. 1bth
International Meeting on
Hepatitis C Virus and Related
Viruses. San Antonio, Texas USA,
October 2008.

8) Abe K, Tkeda M, Ariumi Y,

Dansako H, Wakita T, Kato N.
Cyclophilins A and B mediate the
anti-HCV activity of
cyclosporine A in 1b/2a
chimeric replicon—harboring
cells. 15th International
Meeting on Hepatitis C Virus and
Related Viruses. San Antonio,



Texas USA, October 2008.

9) Kuroki M, Ariumi Y, Ikeda M,
Dansako H, Wakita T, Kato N.
Arsenic trioxide inhibits HCV
RNA replication through

modulation of oxidative stress.

15th International Meeting on
Hepatitis C Virus and Related

Viruses. San Antonio, Texas USA,

October 2008.
10) #hEH EfE, &
I fR—. AYE HERE, Ea
EhH PR EF NE Bz B
72% 1 b BUHCV BEtEMyE B D2
EHCYRNAHRIL R— % —7 vt
ARDOFFE. FE5 6FEIHRART AV
RERFES, WL, 2008 4

10 A.

11) 4 Bk, #iE EFE. [
f@—. RE MWE. A FEH.
EE &%, WA fads, I
HZ. IFNH#EFIME2E HCV-RNA
BB O R L OB R R 158
EERHT-OHOREREERT
FILOEE. E56EALRTA L
AFFINES, ML, 2008 &
10 3.

12) ft W)l IEME A HE
B, EhE EH. PR O&H. M
B OEZ. B HOV B E A
D 1b BHCY L7V o 1B 5
RBR D8 ST & FEANRSE M D FEAT.
%5 6B HA DA IV RFELZEH

2. [, 2008 410 A.

13) iE Ez.% R B &
—. B 5. B FERE B
H T, hWEERE HLe b
FRREARARER Li23 &2 v /= Hev 4E
EREHV AT L $56EH
Ky ANV AESFNES, ML,
2008 10 AH.

P i N

98

14) #E IEFE, FIE fE—. BA
EURE, Bl OFERE Ea 7,
Mg T2, BLHCYV &2 RT T
7 X N BEEIEEY 5-HETE DR
E.HS 6EIAARY A NV AEEEE
i<, [, 2008 4E 10 A.

15) fs fE—, | EfE &
Rt BiE BidE, BE .
W ER, g B2, HOVE
e 5T 5B ENTHREAM
RAKR D Negative selection {E|Z
LB, HB56EBAT AL
RS, W, 2008 4
10 H.

16) [IER fd—, MHE IEfE, HiE
FREE, BE 5. BE OB
Mg E2Z. Cyclosporine AlZ
xF UM %2 779 1b/2alCV & A
FL7FVar, H56[EHEARY
AV R E N E S WL, 2008
10 8.

17) BoR EiHE. B FEHE
M EfE Ee %5, BHE &
N DiE Bz, eI
{EA h L X %4 LT HCVRNA D
AP EICIMET 5. #56[E
BARY A NAZEEFWES, WL,
2008 4= 10 A.

18) AiE FEME, BA EiiE. M
B R, B fE—, thE E
B BT, E EZ. DNAR
&t Y —ATM B O} Chk2 & HCV
NS5B & DM EMEM. %5 6[EIH
KA N AFENES, [,
2008 4 10 AH.

19) % HF.MEE FE2 ME Gk
—., Al REE EB S M
H
IEfE. B LW b b ATEMERR
Li23 f13k D2 HCV-RNA 4 HUAHR



