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F&—1 PEG/RBV/TVR 3#IStBHAOEREF

586, % ;96 i
FIEH - 54.2+8.65% (27~63)

HCV RNA : 6.7%x0.4 log [U/ml

Core 70aa : Wild/Mutant=7:10
[IL28B(8099917) : TT/TG=10:7

naive 4451

relapser 845l
non-responder 545

Fz—2 Naive SEFIOE=EFERVAMILATHE

Age Gend. RNA Coreaa ISDR HOMA IL28B Effect
54 M 70 W/W 0 — TT/CC SVR
59 F 6.7 M/W 0 099 TT/CC SVR
27 M 6.7 M/ M 0 088 TT/CC SVR

56 F 6.0 M/ M 0 304 TG/CT TVR




%—3 PEG/RBV H#H OB REHFEMIMIVATE

Age Gend. RNA Core aa ISDR HOMA IL28B Effect
1. 61 M 63 W/W 0 147 TT/CC SVR
2. 61 M 64 W/W 0 065 TT/CC SVR
3. 47 F 69 W/W 1 123 TT/CC SVR
4. 61 F 70 W/W 0 265 TT/CC SVR
5. 59 F 67 M/W 2 218 TT/CC SVR
6. 53 M 60 M/W 1 252 TG/CT SVR
7. 47 M 65 M/M 1 081 TT/CC SVR
8. 51 F 76 M/ M 0 084 TT/CC SVR

%—4 PEG/RBV null responder D& SR FEHIMILRASR

Age Gend. RNA Coreaa ISDR HOMA  IL28B Effect
1. 63 F 63 W/W 4 175 TG/CT SVR
2. 51 M 68 M/W 0 134 TG/CT SVR
3. 54 F 71 M/W 2 093 TG/CT TVR
4. 59 F 70 W/M 0 310 TG/CT TVR
5 59 M 73 M/W 1 551 TG/CT VTR
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WEES : Genotype Ib, BV A NVAED C RUBMERFRIEFIZKS 5 Pegylated Interferon (PEG-IFN) &
Ribavirin (RBVY#FREIEIZ 7 AR F o b Y v h(e—a—A®)yeHFA L7z 3 FHHAEIEIZNVR
BB L Z L2k 72 BEE O SVR Hix, 2T 68%, S0 Ul EOLMETH 71% L FmE L2 -
7. BHIBEIETH S Telaprevir & PEG-IFN+RBV @ 3 FHEH 24 Bi6# D SVR Fi, #EREFIT
i% 76%. PEG-IFN+RBV EAFI Tt 90%., T|EhHIiE 27% & EHIcm E L7223, IL28B 25 TG/GG TH
% &, HCV core 70 BDOT I/ BMBBROFEIZL WV IGEMBRICEEZZRD 5 AB 4% OIBRORE
Lo TLBHMEBbh 5, FFIZ NSSA FLER|(BMS-790052) & PEG-IFN+RBV24 18§ B i Tit,
#T % 1238 F TO SVR FIZ, 60mg #f TIEFIEIE EH] T 100%., BiiaREEZ 5113 50% T b ¥ | Telaprevir
EIEIFREDOEFENENIMEIND, & 512 NSSA FEEAI(BMS-790052)+NS3 [HEHI(BMS-650032)24
R MEETIL, IL28B & core70 BT I/ BMEROHEIZED LT HCV RNA OBV RIZEITFRD
T, HEE THREDRIBO TREGFTH D, JFRMIZIT IFN AW HCV OHERBFREEL 2500

Lhizw,
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ZED C BUBMIFA 122 fladBL Lz, Zhb
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57 1%, FIEAHEF] 12 f5i], PEG-IFN+RBV %)
8 I THoi, £7°. natve FEH] 12 Hld HCV
RNA DB % H2 58, 60mg B 4 Flix 2 1L.258
75 TT. 10mg & 5 BliE 1 FlO 203 TT, £ DO 4
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BEKRTHR 12BBET 469 4 FIRMEERFR
LTV /=, PEG-IFN+RBV #%4%11X 60mg F£D 1
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METIEERTH%] 1288 T4 9 2 pilkett
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ftE2E, REEME L RBRR OBEE ThoTo, *
3 PEG-IFN+RBV #Zh#1 > HCV RNA DOfXi@%
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MEAL LTz, IR T UI-ERL. 1 Flik 2 B B
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48 E T 6 fI¥ 5 5 83%F kL Tz,
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(BMS-650032)24 8 Hf A EEIXIRE O3 R



TixdH 505, PEG-IFN+RBV &35 & 4[] 75 545
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Y. HCV B 18 M T B RERE 5 1 15
BRI F =Tz )AL
VP BOFREIEORERE. B 96
B B AELLRRESRES., FTH.
2010.4.22.
. WO & A, $ARICE, SEIERE,
JUAT#E ST, PR h, JFHEEBER,
MIEZ, hAZRZ, B T, T#E
BT, wERKR, REEEL. C BB M
JFRIZ4 % NABA FHEHA) & NS3-4A
Fus 7T —YRERORS A H—
Txzor-YA Yo 3FHA
BIEIZBIT B U A AERED HLERR
.5 14 B B AFFRFES RS, JDDW,
K51k, 2010.10.14.
. WEIBONE A $5R3CEE, REHTEDE. C
BUBMERFRIZHT DU ANEY B X
8 Telaprevir SFHEEICBITAYANV
ZER, 5 LR FLIEFENRLEORE,
%5 38 [B] H A& H AP FE SRS, K
5, 2010.12.3.

H. &R EFED HEE - BERIRI
A EIOHFTERNBIZOWTIISFIZZL,



A S BRI E I AT S RE A RIS E (FRHH)

SRR E E

CBUBMHMHRICT 2T A v —T7zua 2 YA ) VHABREBICBIT 277V VR
B4 55

MEHHE B RE BEILKEREEEE X —

R

MREE . A v F—Txnr IAEY VHARECBTLZT IV yOBNGERRSOF A
WZoWNWT, EEACHBRBRELEE L, BESTIZI2AARESIN, 2707 I /B aal0 DEHR
BIPAOIRRAIERIZ. 77V VORH - EFFRBERTEERD TV, EERFEERBLIUNE
B2BETOVANARECEOHHBM TORERREIL, BEDL ZARD TR, 4% FEF
HIEE Th HIEEAKT 24 HD HCV RNA BHRER L UREM O M E & O TRET T~ RER ke

RTHD,

SR
MEFEHE MILASEAES 5 FRs
AFR IR KSR L3 - PR

A FREEH

C BUBHEAF R I IR ERIEII T A ¥
—7xn e UNEY VHREETH DD,
AR LTEHIBRINFET LD Z LEWERZ
H3ZEED, XV BN ORERIBEIENR
HoHTNS, CRFRYA VA (HCV) Vv
7V a MR ERWERIZBWNT, TV
N2 & B HCV V7Y a v OBEFEMEIZRD
MEINTWD, FITCERUBMEFTRIZTT
HRFAL v E =Tz YR ) SRR
BILBTAT Vv AHRORM L 2t
BT U MULBRBRIZLVBRETAZ LR
BEME L7z,

B. W35k _

BHEFREZEHL, T/ — 1o
HCV RNA 0 EE (5.0 Log IU/mL LL E) T,
FrEZ, FTfifgE 2R C BB A R
EaHE Lz, TVA U, RRBEEHR
\Z XA EhEIEmE., WITEHELE, 4—7 v
T, BIEACERBRTHY, AENELN

BRERY R F—T 0 e2b+ Y
BV V(IR EXRTA =T = a-2b
+UREY TS CE(TEDICEES
BT, TV i, 150mg Z183E]
Wi T, BRIZ4ERM 2R 728RR 0 #E
L7,
FEFHEEB L, VA NVAERGR  BEE
T#%24BEED 7 A )L A ZERIZHRMHCV RNA (&
HF)TH Y | BIRHIFHETE B I3 HER AU
BB UANAZERZEMHCV RNA Bl
), LERR, FFEEALDHEE L LTz,
(fEE OB E)
WHHER D IRB OEARE BT,

C. MR

WMAE, 1520 (1 BE76f5), TBEE76H) MBS
nTW3, BERBITOERE LTHER. £
. AE, RERE, MK, ALT &, y-GT
B, VA VAR, IL28B BI51 %% (1s8099917))
ICHEHETAEEREERD Wy, —F, =
TOT I /B aal0DBHBT T BRITHE LT
OB TEVMEAIZ - 72(P=0.091), BREET
2. BEELEERESOBAITIRD TR,
BHRRATHHALTWAREMBEETOY AV




A LRI, MERTEEREZEZRD T
AJTAN

D. &

TV O HCV fERIX, HCV LY =
VHRETERD ATV AR, CRFAERE
TR SN THARY, TV BRI
HBREFREL LTALAVDh TRBYEE
HHHREINTNAZ L XY HHCV ERD
BFEOBIET, BRAOICEERBETHD,

A
E. #&am

EERETHINS A v F—Tza e UN
v UHERBIEICRITAT IV ) ENGEA
DF FAEIZ DV TEEA BRI EITP
Thd,

F. fEREERIE®
RFRD TN EFER L,

G. FFIERE
1LERSCR
7L
LERER
7L

H.EHIER A HE D HHEE - BERIn
RS e

2L

2 EAHERE

L
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BT BB AR M ST A FRRBE SR TR (FRTE)

SRR E &

< U AET NE AW CRIFRICT 2 RIGHEEICET 50450

WroEsrRE AN B RBRFEREHECES - ABNE B

MEES : HCV EH 2 1ERY & L 7= ZKH|(Direct-acting Antiviral Agent, DAA)L, 58777281 HCV 2R % &
DN, THEYA NV AOHBEBMETHS. bhvbhid HCV Bt MFMilax A 7<v0 22 AT,
DAA DIREHR, WY A NVADHER, {BREOCHAEZIT-Z. HCV Bkv U A~DT a7 T —¥
EH(T 77V EMNH AR Y A 7 —EHEER(MK-6008) DB 52X Y, HHEREHEICE S
breakthrough B3IE L7-. L LHEAIZFRBRETAZ LICL Y, <0 X[FEN L HCV IXESICHE
BEhiz, TI7LVEALDEREFR, VA NVAERBLEE L HCV BREBEMEH 2V ITAHEER
(A156S EEYRHA LA HCV 7 v — v #RBEIE~v U R, BAR HCV Bk~ 7 R ITH~,
M5 HCV RNA (€<, IFN-a iZ L A5 HCV IRBEH Tho 1. BER Y o— Vi~ 7 XITFEA
MEZRL, TAEOVATLAEZRAVDZ Lickh, BELPICHER L -EREOEFEER L UER

miERE DR AS ATREIC 2 D & Bbh T,

A. BB

E hiFMRE AT~ R ERBWNWT
Direct-acting Antiviral Agent (DAA)D#HL HCV
MR, WHERHBEZREAL, XV AERREE
WEBRETDE LI, ERITHET A VD
SFEMEARNH D VI I AE
BIEORBICERREBMET NV AT L%
®I 5.

B. HFE R

1) Genotype IbRLDOHCVEL L HAFHRAR S A
T AT T T —ERER(TZ LY
)V, 200 mg/kg, 1H2-3E], EARO®RES)H S
WER Y A T —ETHEARIMK-0609, 3 mg/kg, 1
H2E], EARARE)ZEMD D VWIIFREKE
B L, =7 XMHFHCV RNAEDEIERL L
NS3, NSSBEEIEO T I J BRECS % fighr L1=.
2) 777 VENMNRPIZHER L7 TEHCV
HANIER LIZHCVERRNARK R S8 7=
< RZIFNH A WVNIT 77 v ez E L,
< 7 R MHFHCV RNADBIE B & UNS3 I
DT X ) BEECH B AT LTz,

C. &

1) 77 7L A LOMK609#¥ EIZ LD,
< 7 A MHHCV RNAIZERIZIKT L7228, @
EAH & bED, MHHERNNSIEIEDOVI6ARRE,
NSSBREELDS282TA &) A HEL L, HCV RNA
EHFER L. 55 7L L L MK-0609% 3
AE4 5L, SLIZEAARHCVHIR%EFE
D, TRTOLTAZBNTT A VA TERE]
BHRICBRHEEL FIIKT L. 4RSS
1, HCVRNAOH FH%#RH T, BE L&
EfTISAKE TP v A VAR L,
PCRIZ &V FFlENIC bHCVIZRE ST, B
FhmEHBREN-b0 L Bbn-.

2) 777 VvEeNEER, HCVRNAGE L&
L7 BEMEBEAISGFERT AN~ T A
LS L., w7 RAMEHCVIZEMH{L L
AISGFERBBRE &Nz, AIS6FEEHCVE
e ZXBEFARIHCVRER < 7 A2, 1M
HHCVRNAIXEETH-7-. 77 L ELE
BE LA, P74 NV ABDKT 25RO,
AIS6FERNRT I I LVEAMETHD Z &0
BRI, —F, IFN-¢c D52y, %
RN, P T4V ZAEITEVIETL,
BER T A NV ZAOBHEITEN SO L Bbh



7o BAERKTNG 5 WVITERAHCV n—
(KT9-NS3-A156S) % FFiEAIEA T2 Z LI &
D<o AMHPHCV RNAZEMEE 72D, HCV
BLENFERENT-. B DR~ AT
FTVLENERELZE ZA, MHFHCVRNA
DIETIEOLThDORThHoTe. ZHbOFER
D HNS3IFEIR D AISSERIZHALNCT 77
VELATRETHY, ZN6DTRAT AERN
T, fEx OERHACVOEREER X OEHME
BEDREFINAIEEIZ2 D & Bbh -,

D. £

HCVEZE MFMax X o~ U X &AW T,
DAA DL 7 A b AN R RO #R H 2R O FE A
BRETHY, BRHIERZHHATHZET
IFNRAZFERE T L L VA NV AOPERRD T
BETHIILEZRWHLE. BELEZHCVY
B—rEIYRAIERETHVAT ALY,
EENIZRIT 2K BEROBEIERER I AT
HREDRETNARETH - 7=,

E. %

RipAHCVEBREREN & L7ZDAAR FFRA &
E43zZ 22Xy, IFNEAIZERAET LD
HCVO BRI REETH 5. ARRKHCVY m—
BLUOE MFMREXF AT~ A2HAWTER
AIHCV DOHEFERER L OEFIMHMEE 2 RETT 5
VAT NEIBE LI

F fRRa#iE R
iz L

G. BE®

1. FXHER

» Kamiya N, Iwao E, Hiraga N, Tsuge M,

Imamura M, Takahashi S, Miyoshi S, Tateno C,

Yoshizato K, Chayama K. Practical Evaluation of

a Mouse with Chimeric Human Liver Model for

Hepatitis C Virus Infection Using an NS3-4A

Protease Inhibitor. J Gen Virol 2010;91:1668-7
Mishima K, Sakamoto N, Sekine-Osajima Y,

Nakagawa M, Itsui Y, Azuma S, Kakinuma S,
Kiyohashi K, Kitazume A, Tsuchiya K, Imamura
M, Hiraga N, Chayama K, Wakita T, Watanabe M.
Cell culture and in vivo analyses of cytopathic
hepatitis C virus mutants. Virology
2010;405:361-9.

* Suda G Sakamoto N, Itsui Y, Nakagawa M,
Tasaka-Fujita M, Funaoka Y, Watanabe T, Nitta S,
Kiyohashi K, Azuma S, Kakinuma S, Tsuchiya K,
Imamura M, Hiraga N, Chayama K, Watanabe M.
IL-6-mediated intersubgenotypic variation of
interferon sensitivity in hepatitis C virus genotype
2a/2b chimeric clones. Virology 2010;407:80-90

+ Ohara E, Hiraga N, Imamura M, Iwao E,
Kamiya N, Yamada I, Kono T, Onishi M, Hirata D,
Mitsui F, Kawaoka T, Tsuge M, Takahashi S, Abe
H, Hayes CN, Ochi H, Tateno C, Yoshizato K,
Tanaka S, Chayama K. Elimination of Hepatitis C
Virus by Short Term NS3-4A and NS5B Inhibitor
Combination Therapy in Human Hepatocyte
Chimeric Mice. J Hepatol, in press

Abe H, Imamura M, Hiraga N, Tsuge M,
Mitsui F, Kawaoka T, Takahashi S, Ochi H,
Maekawa T, Hayes CN, Tateno C, Yoshizato K,
Murakami S, Yamashita N, Matsuhira T, Asai K,
Chayama K. ME3738 enhances the effect of
interferon and inhibits hepatitis C virus replication
both in vitro and in vivo. J Hepatol, in press

Chayama K, Hayes CN, Hiraga N, Abe H,
Tsuge M, Imamura M. Animal model for study of
human hepatitis viruses. J Gastroenterol
Hepatol.26:13-18,2011.

2. FRER

- SthERE, FEEE, KU—8. HCV R
< 17 X & FV 72 NS3/4A protease FREA|HB LY
NS5B polymerase FHEAIGFHRIEDOE AMED
B®E B W EIRARTBEERE Mk FER
224108 14 B.

+ Imamura M, Hiraga N, Tsuge M, Takahashi S,
Abe H, Hayes CN, Ochi H and Chayama K. The
influences of viral mutations on HCV infectivity,
replication ability and the susceptibility to
interferon in human hepatocyte chimeric mice.

The 7th APASL Single Topic Conference, Chiba,
December 17-18, 2010
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B SRR AT A SRR AN AL (FANH)

SHEMRREE

Statin 12 & % HCV IRERMEBE 0N EITET 5%

MESEE RERE FRKRF EFHHBREURRSIEE iR

FREE : statin £ 512 L > T HCVIFN {BEORDIELFD L Z L RREIN TS, A[H statin ¥
Bz ko TR AL, 4 v AU VEHUE, BBEA N L ABARBRH O D HCV core EREHR~ Y
ZTBIT BIEM LDk E, MEMLBEREORRE T AR Ihi, HCV core EREHR~- T RIIBITS
SCDF-1, GPAM FEEMEIA statin 12 L > THEEI L Tz,

A BFZEEAY

statinf 512 X > THCVIFNIER D E %2 5
HBEIEBRREIN TS, FFIZAN T U
REREEICH L TOF T =57 = VLIRE
2 & AHCVERFRERHE SN TW B0,
HCV/ERENED A REME 2 5 LR RO
BT —F 2 AFT5

B. MFRITiA
HCV core gene transgenic mice3s B#i 7+ X &6
PC 35 & Unontransgenic littermate3 4~ B3 A X
£ 6MIZx L34 B Etstatin (Fluvastatin) & 5 £§
(Amg/Ke) i 5 HEERBERER)ZREL
sacrificeL¥=,
BFiEf#B#E Western blotting kA EREZEE
ZIREILT=.

(R EE OELE)
v YR LCIERRFEREAEAD LR
SHEBHEIT- T

C. HFifEF

Statinfx 512 & - THCV core &@nFHH b 7
VAV zz=y 7= ARG B IFEREB{ER
EMBHLNT=,

Ff<HMGCoAreductase BRI EIFE T LT,
F1=StatinlXHCV core BHIZK>TINHESINT
W =BFigAEBR{E . FASE B 2. SCDIEHE,

glycerol phosphate acyltransferase mitochondria
(GPAM)EBEZHEIZBE TS =, £/-GPxI
GST.MnSODZE DIEILRERRER Lcore
BEITK>TITEL T A, statiniE 51T K>
TEBRFELARILASETLE,

D. BE

HCV coreBGFEHR N TV AV 2=y I~vw Y
ZIZBWT, coreEAIZ X AIEERFREE N
B ESh/i-Z & LY, HCVIEFEIZ & » T
RO EREA LA ERICHETLHZ &
IZ & statiniZ & 2 HCVIBFEMHI A% I 5
LTWARIEEMD D, E7-BR{LX ML RE
WA Mistatin S HCVIZ X ABEA ML R %
BB L TWAZ bbby THARELN
statin A EHEI b2y R THESIGEL TW
AR RSN,

¥ =
E. 5

Statinld A /31 VERRERREIZR L TOT 7
=N T = AL EIC L AHCVERFAE DX
N, EERRHCVIZ X 5 FFigisRh L BRI E
H., BItXA NV ABRBIEREZETHZ LHE5
B~ ADKRETL VIO TRENTZ, 5%
W BT AV AREBIDE L IZBWT HHCY
FEGTRE (Istatin 3 FIBIZFE & L THERET 5 Pl BE
BRI,
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1) Evaluation of a chromogenic agar medium for
the detection of extended-spectrum R-lactamase-
producing Enterobacteriaceae.

Saito R, Koyano S, Nagai R, Okamura N, Moriva K,
Koike K.

Lett Appl Microbiol. 2010 Dec;51(6):704-6.

2) Pathogenesis of lipid metabolism disorder in
hepatitis C: Polyunsaturated fatty acids
counteract lipid alterations induced by the core
protein.

Miyoshi H, Moriva K, Tsutsumi T, Shinzawa S, Fujie
H, Shintani Y, Fujinaga H, Goto K, Todoroki T,
Suzuki T, Miyamura T, Matsuura Y, Yotsuyanagi H,
Koike K.

J Hepatol. 2010 Sep 22.

3) Lipid metabolism and liver disease in hepatitis
C viral infection.

Koike K, Tsutsumi T, Yotsuyanagi H, Moriya K.
Oncology. 2010 Jul;78 Suppl 1:24-30.

4)Hepatitis C virus core protein compromises
iron-induced activation of antioxidants in mice
and HepG2 cells.

Moriya K, Miyoshi H, Shinzawa S, Tsutsumi T, Fujie
H, Goto K, Shintani Y, Yotsuyanagi H, Koike K.

J Med Virol. 2010 May;82(5):776-92.

5) Animal models for hepatitis C and related liver
disease.

Koike K, Moriya K, Matsuura Y.

Hepatol Res. 2010 Jan;40(1):69-82.

6) Tacrolimus ameliorates metabolic disturbance
and oxidative stress caused by hepatitis C virus
core protein: analysis using mouse model and
cultured cells.

Moriya K, Miyoshi H, Tsutsumi T, Shinzawa S, Fujie
H, Shintani Y, Yotsuyanagi H, Moriishi K, Matsuura

Y, Suzuki T, Miyamura T, Koike K.

Am J Pathol. 2009 Oct;175(4):1515-24.
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FAFBRFMRE MBS RETRBEDSRAEFE FFRTE)

SRR EE

HCV V7V o fifaz >h-7- CETP, HTGL OfEkr

MEWmNE FE B

BRI KR FEREREZRR - o FHLENR

IR

MRES :

Ty MCRDFREEZEA TN,

INEFTELIIMETORaILVAT -, NI VR R, HEa VAT o —LOYT
7 T AT EITV, CBFRVANVR (HCVEGFE 1b) BRI+ 274 F—Txznr - )
NEY UHRBRICBWT, BEMOINALOREME, BEDIROBICEERELEH LI LERELT
&z, ABFETIIHCV EETE 1b O2RF/HAAENIZ HCV L7 ) 2 HIRTH 5 OR6 Hila &,

Ao F—T7xa BT OR6e MREAVWTEDIRES 27 7 A VOBV E BRI L. £0O8
R HCVEAMPREBE L T2 OR6 M TIIER EIEF TIDL AFEIZEML TV A Z LALLM L2
2. 2T IDL OREHZEIE TS CETP R HTGL DRB L N2 L-E 25, HCV EHEE
] TWAHIRTIX HTGL DIET 238D 7. HTGL OXEIII T A NV ADOHEIEZIZIEEFELZ RIIL T
XWieo o, HCV OB Z 2y ha— L LTWA Z EBRFRISh, FHiltfivANVAED Y —

A. BIFEER
WECERTR 7 A VA (HCV) DOEFECIEMERT
REEOBENFRELBEBERFOERIZONT,
BaeBENBRENDS. IHETHRA LM
EhoBalL Z2Fa—L, MY ZYEY R,
RO VAT 0 — DY T 75 AENZITV,
HCV (BEfE+H1b) BRI T T A 7
—Z7xzry - YUY G REEOEEATE
EEE, BESDREOMICERNS S Z & 2R
HELTE. TORR, CRBHEFAEETIX
PHEAERSICEA PR E ) RER (IDL) 28
BIMLTWAZ LN 6. IDLAENT
AEFLE L Tal AT — Ve AT VEREE
H (CETP) RV 77U &Y RYN—F
(HTGL) OMEEMRFH Iz, AFER T,
HCVVL 7'V a U #BaToh 5 OR6HIAEZ AV T,
EEMR EETOVRERT a7 7 A VOE
{bx iz L, Z B> % CETPRPHTGL D3
FARFIZOWTREI L. b 0EACEE
BRIANADTA THA I MTEDL I
EETIANERALNIL, FH-RIEEL—F

y P2 RETZEZBERNE LTS,

B. WFsE5E

SEBWZ VY a2 HiE0R6IIHCVE G T
b0 2 £ AA F 7= Huh7H RO T
H25 (MLRZFE - IEEEA, mEEA L0 gt
5) . xtEIIORGHIEIZA v F—T v a
(500 IU/Mml) %ML, HCVELRTFZFREL
7-OR6 curedfifl (OR6c) Z4RRIZEL, L
BEOVREREYZ (1) Farsr@rzav b7
5 7 4 —(LiposerchInc: A7 A T A h/3A F 7
v OVERWTEN L. ZokEx, BEME
Ehiz@Es N Aira~hsZ74— (HPLC) ¥
AT LT, & LEDOVREAEBRIEE LR
EAOKRFREINI200Y 7757 A2 450 THIE
(BT ITABET) LTS, (2) BE MEILEDL
NicfERab i, BERHICEETHCETPE
HTGLOV 7' U= #RfaI 31T AR ELIREEA OR6
#fE L ORG6CHRAL D M CRERIE ML, VT2 A
LPCRI%E, XL U Western BlottingiEI1Z > T
BRRETL7Z. (3) ORGHFEIZHTGLO R~



# — (pHTGL-FL) #&=FEA LHCVOHER
R RITThERET L.
(f PR m O ELRE)
AR THO TV DM EHIREMIE DA TH
h, BEREREOERGZRV. ZO7HfmM
HEIZEH L TIRERWEEZD.

C. HrIEfER

(1) BELEFEFIVAREHORE 27 7 A4
IV ERRAT L 7= 555, OR6CAMAR Tid23.0 -28.6
nm® KX X TLDLHF O FEAERS (TG) #3Z%0
7=, —7, ORGHIAED L EEH Tix23.0 -
28.6 nm TLDLFD# = L AT a—)v (TC) &
W= L 27— (FC) 23%n-o7z. Lk
736, ORGHIE TII VA W ABGBTFERELC
OR6cHIfRIZ bbEs L C, 1KELE Y AAE H(LDL)
DL TRBIKLLEYARER (VLDL) £ LDLO
FRHEY THHIDLAEM L TWH Z L

TRIEENT-. (2) BBEKRTOCETPOENMIX
ORG6HMAE & OR6cHlIfE & DRI TIL, AELREY
BDlmoT. —H, HmLﬂEV H % FEH
L TV 5OR6/ETmRNA, EAE LNV RE

BIETLTWSZ EB@Bbbonz. (3)

OR6n‘\IﬂH’7 (B FEAZITVHTGL % A H

L 7=# |2 Western Blottingx 1T > 72 & Z AHCV
DOHEEER, FBEEAOKABICEREEIL
SRDRMoT-. ET-ORGHIARIZHCV DO E R
RN |ZHIE T 5 X 9 IZLuciferase sk 7
AFENTWEBDR, ZiaEF|H L7-Luciferase 7
v A DOFEREN S, HTIGLOFEHREIZ %A
SHCVOBRUIEL LW Z & #hEsB LTz,

D. B
ZEOFER) D HCV BRRIZ L0 UV ARER
DREE7a 7 7 A NVINELTHZ EBRSN
7-. ¥¥|Z VLDL 7» 5 LDL (Z50fif SN 58X D
T, LAFU MU REHDO—ETHDH IDL
BRI L T\We, ZOFERE LTHIGL O3
B TET LTS Z EBRRREE X
bz, HIGL OFE T 7 X I R& Faic

%ALImv% EEA, FEEERORBR
REZER L& 25, HTGL OFH L)Lz
%b%?%mvmﬁﬁgéﬁ%ﬁxfw&ﬂ
7=, Hiff, $iHTGL HiikZffaisEi i
BE5+ %2 LT, HCV OB NME T L2
EMMEE TS (Hishiki T. 2010 J Virol) .
UL#EJEV@%KiUH%@THKﬂ@
FRREPZETFT IS Z LIE, HCV OFERIZIT

Ba Bz IS, RRYuE] %@%5z57%
MENREZ BT,
E. #&m

HCV B IIHEEERT DY RERDOIEEY

T A NVIZEERE X TV, _hiﬁﬂ%
%TéHKﬂ®%ﬁ%ﬁTéﬁ}EV@ﬁ
WCHEEEZTWDH I ERTRIEIN, &

&HH&%&~&y%tL,ﬁt&ﬁﬁ4w

AN D728 B A REtE 2 FRET T D,

F. fERRAERIER
ARG EMEE AWZARTH Y | &
FEIZE 2 KIFT ARt iT &< e,

G. BFFEFER
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1) Mawatari H, Yoneda M, Fujita K, Nozaki Y,
Shinohara Y, Sasaki H, Iida H, Takahashi H,
Inamori M, Abe Y, Kobayashi N, Kubota K,
Kirikoshi H, Nakajima A, Saito S. Association
between phospholipids and free cholesterol in
high-density lipoprotein and the response to
hepatitis C treatment in Japanese with genotype
1b. J Viral Hepat 2010; 17(12): 859-865

2) Mawatari H, Yoneda M, Fujita K, Nozaki Y,
Shinohara Y, Sasaki H, Iida H, Takahashi H,
Inamori M, Abe Y, Kobayashi N, Kubota K,
Kirikoshi H, Nakajima A, Saito S. Association
between lipoprotein subfraction profile and the
response to hepatitis C treatment in Japanese
patients with genotype 1b. J Viral Hepat 2010;
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