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198941 CRIFF & 4 v A (HCV) ¥R & R,
FNETIEAIEBREFFR L SN TWizliZ & A EDIER]
W CHPFRMBRERNTH S Z LS E 5729, [F
KFEA I Kiyosawa & 2743, HCV @&¥eic & 2 (& HIT 4
X204 CTHFEZE I 2D, 30FE CHFIaRE 2 FHET 2 2
LEPID TS, Lz, Pltk, HCV ZfkR L TH
TZE, b~ OREER 2% 2 2 L 2 HY L
LTIV A VAEEITbILTE 7z, HCV x4 2

PLvANVZAEERRESE, 1% —7 =20 (inter-

feron : IFN) X=X L3 2 HEDERTH - 72,
VTAE, EEERB Y 4 v X % (Direct Acting
Antiviral Agent : DAA) OFFFIc L D IFN L6
3 2 ETHBSIROALEDTED 5N T 0D, 51T,
IFN % & F %2 W DAA O ff B AIBE L 2 0,
IFN 7V —iG#E TRz HCV iR 2SI BE & 72 - 72,
AEF TR EIC BT 5 CEIFROITY A )V AL
DS 2 E MR FEFEHIHEZRNE & 2 OB E ik
£ 2 LIRS D T — 5 2R Z I8N S/ENT b,

I IFN &

A IFN B4k
BRI TIF19924F IR & e o 72, 4HNE 6 A H
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MOREMAERRS DY, EFRET#24E%IC HCV B
AR L T 2 RE T, B & E S5 SVR
(sustained virological response) 24134A&T30 %,
I Cdh 5 genotype 1T5 %, genotype 27C53 % T
botz (B1), IFN BEEHERBLETHY, 1~
7V RRER TIEIERNC BB L, 25 MEoRkx
IIERD B L 726 20035F 121X IFN & 7R Y =
FrvyZY)a—nvEMMLiRTA vy =7 ca
(Peg-IFN) »EFTIRE & 7% 5 72, Peg-IFN 1 3£ H#|
DEANFEMDERIEST 5720, 1 BIORE TLEL
MBS SN S 2 &, REVIHOBFEERTH
A4 7 NVE PR PBEIC R o7 2 EMBFET
b5,
B RBV (I)/xel)») HRAEE

Y NEY ¥ (ribavirin : RBV) &8 7 > v 7 TIA
P ANVATEEEE T 225, HCV o3 % RBV
HMolw A Vv AZIRIZ v, LaLl, IFN & Off
R X 0EERESA LT 2 2 BN R ST,
IFN/RBV I iZgenotype 1725 %55, genotype
2T70 %D SVR Th-7z (1), Peg-IFN/RBV
BEFETE X genotype 1T SVR #4950 % (485ER# 5,
genotype 2/3T85% Q4BEMKRS) (K1) THY,
ARIFT b FREOIEFANRDTETR S N20044 12 fREAT
Sz RBVIC X 2EWEFRIXEMEAILTH Y, &
M &Y RBV £ 58 20&E L OHEd 2 HEH
HY, TETRHRICEZWER?D - Tz,

Peg-IFN+RBV ff H # ¥ 13 genotype 1 TIHEFERD

367



i G|
(%) 100 o
Genotype 1b*EJMILAE
80
&
o 60
B
R 40
i
20
0
IFNE¥h IFN/RBV PeglFNE & PeglFN/RBV  PeglFN/RBV/ DCV/ASV
2478 2438 4838 4838 DAA 248 2438
(%) 100 9
Genotype 2ai2b B ILAE 85
_. 80 73
x
>
@ 60 ;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;;
B
R 40
Hu
20
IFNELH IFN/RBV PeglFNELfh PeglFN/RBV SOF/RBV
24:8 2438 48:8 24;8 12:8

1 CHFLIIT 2507 4 WV AFEDZE & genotype BN &7z 7 4 )V A FHRGE R AL

(SVR ) DR

IFN:4>v%—7xzuy, PegIFN : _7 4 >v¥—7xzu>, RBV: U NEY >, DAA &
VERBIH 7 A WAZE, DCV : ¥ 27 5% AN, ASV: 7AF+7LvENL, SOF: V75 A7E N

REOB0%THZ RS, EOXIBBHES AR
HWEINERTIEHLIZO R LS Elb» S
IFN WBERIRICH G 2 AT O »MThbh T & 7z,
C  TAIWREIRFIZOWTORET
1 Genotype

Genotype 12 & D IFN OWBESIRIZ R 5 12Dk
LY X N2, IFNBRECEIGE RO HART
%> genotype 1T, genotype 21 IFN D iE#sHEH
B, AKFHSTIX genotype 1288970 %, genotype 223
#130 %434 L T %,
2 Ay —7 zu R

Enomoto &1 & © NS5A fHIK D2209-2248%F D 7
S BREBEBEINT % & IFN EZENET L%
=1, [FIERNZ % interferon sensitivity determining
region (ISDR) &@i&lL7: (K2), EINKYFE & BEH
g D FL[ERFSE T D Peg-IFN+RBV ff AL O &
HFIZB W, ISDR BREICHEHEANR L #5207
ThdIEPHLNERSTY,
3 a70%, I1FT I/ BER
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Akuta 59 HCV core s D70%F, 91FED 7 &/
BEHRR A 5N 5 & IFN OREIETIM L BE Y 2 2
LG L (B2), e EHL THE Y Peg-
IFN+RBV St TR 2 770HF O 7 3/ IRE
WA TH 2 LIGFRIRVSERIC R D L 2 FER
LTw39,

D KRR MARFIZOWTORET
1 IL28B #fnFirfs o—HEHL 1

2009 4E 12, Peg-IFN + RBV ff I 5 i Jiti 17 B 1
ODWTEEBEMETFTO—EELH (single nucleotide
polymorphisms : SNPs) % #& % 3 % genome - wide
association study 2179 Z & T19&F Y0k D IL28B
BL T D SNPs 2GR i < Bl 92 2 &
BHEK, kD 3 7V — 755 R IZRFICHRE SN
72779, DLk, Peg-IFN+RBV f i ¥ %, Peg-
IFN+RBV+DAA A2 EAY 2 BHICIT X T,
IL28B & FiifEd SNP (rs8099917) %= HIE L Th
SHERTTY ok o, EEKRTIE~7T 1 (T/
G) bLIEF~AF—FE (G/G) REHEFZAY v —
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07 70BENETS/MER . NS5A2209-2248
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AA—27x 0 B4 4EE : ISDR

M2 CHIFAIVANZAOREEA VY —7 20> ORBEREBEEDD 2 7 A4V AR T

rs8099917
S - T ——- =, = ;ﬁ&kj]
)‘/’\4 l-k:E e [ qu'li ﬂ
SNPsRIE
X e
A F—KE
(%) 100
P < 0.001 62
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0
TIT TIG+G/G

3 IL28B BT OEETLE (SNP) L CHBHRORIA vy —T7xur+ ) NEY

BEFIRR R BT 2 IBHENE O THI

IL28B EfEFUED SNP 12 Xk 274 v ¥ —T7 x>+ YN8 ) VHHREEDESZRDE N

FEREE (T/T) LHELTIFN RROMER)ERH
BREICEETHSO (K3),
2 Killer-immunoglobulin like receptor (KIR) i#

=¥

HCV @ #EBR 12 1% natural killer I 5 L T w»
%, Z O natural killer JIfCTEAE T 2 SRERZ R
D1 2P KIR TH %, KETIEKIR & HCV HAH
%, Peg-IFN+RBV SERIFEDMEINR & OMICH
BatHB 2R 2 FErmE S LT 599, KIR X
HLAZ 2212V FELTEL, 22T, HER
ANZB T2 CHIFFL D IFN OiBEZHEIZ O W T KIR
& HLA OEEDBEET 2 00 £ 5 DIRET 21T - 721
4 C/d & 512 1L28B SNP & KIR-HLA ofié&
FIZOWTIERENT T % 2 & THER & O R
5Nz,
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3 My A bAoA
DEOBRETERDY A ™ H A > 2REERC—E I
HETEXLZNVF vy 7 AEEH NS Z LT Peg-
IFN +RBV ff O ERSIFR £ ORI DWW T
LEAS I L7209, IRFEHT IL-101 3G B IEPTRE, 1L
12, IL-18IXAEANRRIFE CRfE%~ L, HIZL 7
FHIRT %2 2 EHVHBAL 72,

Il DAABEEDBER

HCV 2 EHHE T 2 2 & TH Y A )V AR % Fif
3% DAA OFRENHEATE 2, BIEFTINLTHL D
DAA X NS3/4A 7 v 7 7 — ¥ IHE 3, NSHA fHE
#, NS5B R RNA R x 7 — LRHEHD 3 fSH
TH25 (K5), DAADFHERAEE LTS
i I T3 Peg-IFN+RBV #FEic iz <5
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4 CHFFRORIA vy —=7xzur+VNE) YHEREEICB T % [L28B En FafF0EEFLH &
Killer immunoglobulin-like &5 T « HLA OfHEIZ X 2 IGERIR OME

BiES N SERER /Y

[ c | en ] E2 |5 nNs2| Ns3 %[ Ns4B| NS5A | Ns5B
L1 | | | |
27| |[zvRe—7| [Fos7—€|[vrzmrrm | RUis—t]
¥ \ \
NS3-4ATOF7—+ NS5A RYAS—F
PEE 2 S PR E
FIILEL FOSRAEIL  VYITAFRTENL
UATLE L LTA4RRE L
N=TLEN
TRFILENL

B5 CHRIFFRY A VAT 2 EEERARYTY 4 Vv AED—E

3% 3FIGFERE c k9 5 DAA 28, H LI i<, PIERGERG], BREI IFNBHRTY A VAN
DAA U NEY) U E v o 72 IFN 2 L 2w MRH U7 < 72 2 2R FE TR Y A W AR GIRL %)

IFN 7V —Dv ¥ XA Th b, TIRERRZNENT %, 8% TH-72' LrL,
A 7T37LENL HARRIERNGI T334 % SRR L L TIEERTH o 7z,

KIS CTRPNCEITE NIzDE 7 a7 7 —¥IHEED BWERA R <, RS, BRREE, AR, &
55 7L E) (telaprevir : TVR) TH %, TVR 12 MAERICH L 72, 2D, BIEEFRR, EhE0
S & Peg-IFN/RBV 24386 AR O G BERIHE I genotype 21CBHL T, AFEE Nz,
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6 CHIFFZ genotype 1ICHT 3457 7% A+ 7 AF 7V ENGAEED SVR (EWNE 3 HEERRBRD £ & 9)

B Y A7LEL

BT T 7 —CHEETHL Y ATV ENL
(simeprevir : SMV) pEFE N1z, SMV 1238 &
Peg-IFN/RBV 24:8[E§f % ClI w54,
TR TIE90 %iT < D SVR24FETH - 1217, BITER I
BEAHENCE YV E DREE A ZROIBETH L
X, IFN & RBV ORIfEHThH %2, EFRCBIT 2
RPERNERIC O W TId SVRI2 (GAFEK T RIS T
DY ANAHKE) THU%THD,

C NZ=7LENL

a7z 7 —¥YHEEETH LNV E) (vani-
previr) DRBICEAT SN T WS, HiGEREHI X
24 523 TRE T D BRIKIGER D 7 — % & LTI
E# G4, FERAEITIE0 %, FEXIEITIZ60 % & IhHEE
BIRNYEE L T 519,

NV IFN 71 —&&

Peg-IFN+RBV 12 DAA #= Nz 7= 3 #lftH#EEO
B RIFCh > 7253, IFN L 72 3 EI1EH
Trhikiz x> T U % 5 72 IFN NiER, &k, 52
REE, A7 & IFN 23 T & 2w ARG % 5
T5ILIREETH T, 22T, RIHROWBEE L
TIFN ZfiH L7 DAA D ADHEE I L % IFN
7 ) —DIREDRFES STz,

A FRFFLENETIFHREL

HA TRAONCERRER 2 & 1172 D 1d genotype 1D
BHEICNT 27077 —YHEETHLT7AF 71 E
)V (asunaprevir : ASV) & NSSAPHERTH 3 4
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7 2% AN (daclatasvir : DCV) ®243E 6 F #
5TH %, wAiF IFN kg « Ni2pl, IFN #is
FEEESHBIC OV THRET &, SVR24EZZhZh87 %
E81 % TH 5 (K6), 20144 7 HIZFHFE & 2> Tz,
Z O, TIFN KIGHEG, BN b KA 21T
S, ThZzh89 %, 96 % LE¥i SVR24%#EHFL,
SEEIG D S 1, 20154F 6 H O £S5 T genotype
IOEHIBEED 1 D> T 5, FERER T LMW
%, WHiE, FHEATEMZLONEL VL, Lrl, 8%k
FE W FRSRE R E (AST, ALT 0 k&) »nHBLTE
D, 5%REDEFTHILIZE > T2, kT 3L
PRI SGE T %2, 2 D70, RO 125HH
EFAK 2 8 1 BIOBEREERENNE 725> T b,
1 ez

IFN 7 V) — DR CfE— O M S I3 —E O ERC
BO TR X 2ERTICHINGFET 22 Th
2, 7AF 7V ENIZNS3/4A 168D 7 & /8, ¥
75 % AENIE NS5A31E L 1R930D 7 &/ [ A3
WWB5 L Tw3, Genotype 1bFL 7)) 2 > % Fw
TeMET T, THEZERGITIE 2 2 Oy KT
EHELTHBY, L3 YBHMEDEREZHF LIEGA,
FAERMOBTRE L w5 IFECHEOIEME 2 5T 5,
FEBz, EWNS 3HERRABRTIZL31b L <I1ZYI3D
MifPEZE B A3 70 W5 E1398 % D SVRI2EKETH - 72
5, NS %2 REF L T 2385413 SVRI2HS
A8UEXLTLESI BB ER ST (BT),
Fx b EHENICB T 2 CHIEHFA O 70 7 7
ANENTE 2 &5 WGl ZH 2 72, 201545 AR
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L31 Y93 L31+Y93 D168
NSSATMHEZER NS3-4ATHEZE

8 RIFIRICB T2 CENEMM & genotype 10 NS3A-4A, NSS5A #HIK DM EZEOEF S

DIFHTO044 DB DV, ML RO BRI
NS3/4A @ D168%37.6 %, NS5A @ L31534.0 %,
Y931315.9 % CTh o7z (K8), MiZEREHE I
L CiBmENRB L 758, SHRMEERZRET 5
ATRELE AN > 72 O FEAR I I BRI S Cld vl 2 kD,
KD IFN 7 ) —FEZRFODONE £ L,
B V7xX7EN

NSS5BARY 27 —C¥HEHKTH D, 201545 AR
WCHTE & 7o Tz, HETIZAZEHNIZ genotype 20D
HEICRLTY 7+ A7 E (sofosbuvir : SOF) +
RBV ff IFE12BM CHEMRIRE & 2 o 7o TR b
FIU BN 3 MHEREBR D SVRI20D %S H 13 R IGHFE RIS
%, BGHIES %ThH Y, 2ETHE % L HET
Ho722 (K1), HHEGE T EER R & ARE M E
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BThb, AERERLBEE L LONZ VY, YLD
I X BEIMHI0 BFEEICED & Tz, BHE 0K
DIz DEEEAR TR G TE 2 W» I L ME—DRE
EWVWZ D, BESIRLEOOEM L E <, 18861,799
HThs,
C FAaEE

511X genotype 10D B I IXENEE 3 HHER IR 3B
DMET U7z NSHA fHESE (V7 4 /¥R E)L) & NS5B
RYAT—YHEE (V75 A7 EL) OMEE,
Db NS3-4A Yu 7 7 — ¥ IHEFEK+NSSHA [HESE
DGR OFERITIFH T 2 eFz 65, il
b SVRI2%395 %LAET, Lind, HEEMIRIERE S
NII2ZATH 2, VT 4 SAENVEY 73 AT E
VIFERITHY, 1H1§EE % 2 EWNE 3HEBR Tk
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EHREER L, EEDH D £ H12100 %D SVRI2TH - fER IFN %2 & TGk OB AR INEE T H - 72,
1220, HEHROER 2 ONE L, 251 HCV # FHREZS, MPRSMETR, FHEGER, MRBESHHEIL &
PR 2 BENEINT 2 L PSS, EEHEILPIERL T 2 EifEEsn 3, HCV O

PER IR ICA 5 T & 7o 232 OB O FHEFEE O

V b0l IC p .
ROVHEETH S, SVREZD HEICHEHABZ 2 L TF

CHUFF & DR# X IFN #ikh o IFN 7 ) —O#E IR EFER L CGRUIZIBRZIT2 2 X519 5 C

DAA D ADIEENEEDLY DDOH 5, Lizh-> T, EWHEETH S,
X #
1) Alter HJ, Purcell RH, Shih JW, Melpolder JC, Houghton M, Choo QL, Kuo G : Detection of antibody to hepatitis

2)

3)

4)

5)

6)

7

8)

9)

10)

11)

C virus in prospectively followed transfusion recipients with acute and chronic non-A, non-B hepatitis. N Engl J
Med 321 : 1494-1500, 1989

Kiyosawa K, Sodeyama T, Tanaka E, Gibo Y, Yoshizawa K, Nakano Y, Furuta S, Akahane Y, Nishioka K,
Purcell RH, Alter HJ : Interrelationship of blood transfusion, non-A, non-B hepatitis and hepatocellular car-
cinoma : analysis by detection of antibody to hepatitis C virus. Hepatology 12 : 671-675, 1990

Enomoto N, Sakuma I, Asahina Y, Kurosaki M, Murakami T, Yamamoto C, Ogura Y, Izumi N, Marumo F, Sato
C : Mutations in the nonstructural protein 5A gene and response to interferon in patients with chronic hepatitis C
virus 1b infection. N Engl J Med 334 : 77-81, 1996

Shirakawa H, Matsumoto A, Joshita S, Komatsu M, Tanaka N, Umemura T, Ichijo T, Yoshizawa K, Kiyosawa
K, Tanaka E : Pretreatment prediction of virological response to peginterferon plus ribavirin therapy in chronic
hepatitis C patients using viral and host factors. Hepatology 48 : 1753-1760, 2008

Akuta N, Suzuki F, Sezaki H, Suzuki Y, Hosaka T, Someya T, Kobayashi M, Saitoh S, Watahiki S, Sato ],
Matsuda M, Arase Y, Ikeda K, Kumada H: Association of amino acid substitution pattern in core protein of
hepatitis C virus genotype 1b high viral load and non-virological response to interferon-ribavirin combination
therapy. Intervirology 48 : 372-380, 2005

Yoneda S, Umemura T, Katsuyama Y, Kamijo A, Joshita S, Komatsu M, Ichijo T, Matsumoto A, Yoshizawa K,
Ota M, Tanaka E: Association of serum cytokine levels with treatment response to pegylated interferon and
ribavirin therapy in genotype 1 chronic hepatitis C patients. J Infect Dis 203 : 1087-1095, 2011

Ge D, Fellay J, Thompson AJ, Simon JS, Shianna KV, Urban T]J, Heinzen EL, Qiu P, Bertelsen AH, Muir A]J,
Sulkowski M, McHutchison JG, Goldstein DB : Genetic variation in IL28B predicts hepatitis C treatment-induced
viral clearance. Nature 461 : 399-401, 2009

Suppiah V, Moldovan M, Ahlenstiel G, Berg T, Weltman M, Abate ML, Bassendine M, Spengler U, Dore GJ,
Powell E, Riordan S, Sheridan D, Smedile A, Fragomeli V, Muller T, Bahlo M, Stewart GJ, Booth DR, George ] :
1L28B is associated with response to chronic hepatitis C interferon-alpha and ribavirin therapy. Nat Genet 41 :
1100-1104, 2009

Tanaka Y, Nishida N, Sugiyama M, Kurosaki M, Matsuura K, Sakamoto N, Nakagawa M, Korenaga M, Hino
K, Hige S, Ito Y, Mita E, Tanaka E, Mochida S, Murawaki Y, Honda M, Sakai A, Hiasa Y, Nishiguchi S, Koike
A, Sakaida I, Imamura M, Ito K, Yano K, Masaki N, Sugauchi F, Izumi N, Tokunaga K, Mizokami M : Genome-
wide association of IL28B with response to pegylated interferon-alpha and ribavirin therapy for chronic hepatitis
C. Nat Genet 41 : 1105-1109, 2009

Umemura T, Joshita S, Yoneda S, Katsuyama Y, Ichijo T, Matsumoto A, Yoshizawa K, Ota M, Tanaka E : Serum
interleukin (IL)-10 and IL-12 levels and IL28B gene polymorphisms : pretreatment prediction of treatment failure
in chronic hepatitis C. Antivir Ther 16 : 1073-1080, 2011

Umemura T, Ota M, Katsuyama Y, Wada S, Mori H, Maruyama A, Shibata S, Nozawa Y, Kimura T, Morita S,

No. 6, 2015 373



12)

13)

14)

15)

16)

17)

18)

19)

20)

21)

g & K

Joshita S, Komatsu M, Matsumoto A, Kamijo A, Kobayashi M, Takamatsu M, Yoshizawa K, Kiyosawa K,
Tanaka E : KIR3SDL1-HLA-Bw4 combination and IL28B polymorphism predict response to Peg-IFN and ribavirin
with and without telaprevir in chronic hepatitis C. Hum Immunol 75 : 822-826, 2014
Khakoo SI, Thio CL, Martin MP, Brooks CR, Gao X, Astemborski J, Cheng J, Goedert JJ, Vlahov D, Hilgartner
M, Cox S, Little AM, Alexander GJ, Cramp ME, O’Brien SJ, Rosenberg WM, Thomas DL, Carrington M : HLA
and NK cell inhibitory receptor genes in resolving hepatitis C virus infection. Science 305 : 872-874, 2004
Knapp S, Warshow U, Hegazy D, Brackenbury L, Guha IN, Fowell A, Little AM, Alexander GJ, Rosenberg WM,
Cramp ME, Khakoo SI: Consistent beneficial effects of killer cell immunoglobulin-like receptor 2DL3 and group
1 human leukocyte antigen-C following exposure to hepatitis C virus. Hepatology 51 : 1168-1175, 2010
Nozawa Y, Umemura T, Katsuyama Y, Shibata S, Kimura T, Morita S, Joshita S, Komatsu M, Matsumoto A,
Yoshizawa K, Ota M, Tanaka E : Genetic polymorphism in IFNL4 and response to pegylated interferon-alpha and
ribavirin in Japanese chronic hepatitis C patients. Tissue Antigens 83 : 45-48, 2014
Yoneda S, Umemura T, Joshita S, Ichijo T, Matsumoto A, Yoshizawa K, Katsuyama Y, Ota M, Tanaka E : Serum
chemokine levels are associated with the outcome of pegylated interferon and ribavirin therapy in patients with
chronic hepatitis C. Hepatol Res 41 : 587-593, 2011
Kumada H, Toyota J, Okanoue T, Chayama K, Tsubouchi H, Hayashi N : Telaprevir with peginterferon and
ribavirin for treatment-naive patients chronically infected with HCV of genotype 1 in Japan. J Hepatol 56 : 78~
84, 2012
Hayashi N, Izumi N, Kumada H, Okanoue T, Tsubouchi H, Yatsuhashi H, Kato M, Ki R, Komada Y, Seto C, Goto
S : Simeprevir with peginterferon/ribavirin for treatment-naive hepatitis C genotype 1 patients in Japan: CON-
CERTO-1, a phase III trial. J Hepatol 61 : 219-227, 2014
Hayashi N, Mobashery N, Izumi N : Vaniprevir plus peginterferon alfa-2a and ribavirin in treatment-experienced
Japanese patients with hepatitis C virus genotype 1 infection: a randomized phase II study. J Gastroenterol 50 :
238- 248, 2015
Kumada H, Suzuki Y, Ikeda K, Toyota J, Karino Y, Chayama K, Kawakami Y, Ido A, Yamamoto K, Takaguchi
K, Izumi N, Koike K, Takehara T, Kawada N, Sata M, Miyagoshi H, Eley T, McPhee F, Damokosh A, Ishikawa
H, Hughes E : Daclatasvir plus asunaprevir for chronic HCV genotype 1b infection. Hepatology 59 : 2083-2091, 2014
Omata M, Nishiguchi S, Ueno Y, Mochizuki H, Izumi N, Ikeda F, Toyoda H, Yokosuka O, Nirei K, Genda T,
Umemura T, Takehara T, Sakamoto N, Nishigaki Y, Nakane K, Toda N, Ide T, Yanase M, Hino K, Gao B,
Garrison KL, Dvory-Sobol H, Ishizaki A, Omote M, Brainard D, Knox S, Symonds WT, McHutchison JG,
Yatsuhashi H, Mizokami M : Sofosbuvir plus ribavirin in Japanese patients with chronic genotype 2 HCV
infection : an open-label, phase 3 trial. J Viral Hepat 21: 762-768, 2014
Mizokami M, Yokosuka O, Takehara T, Sakamoto N, Korenaga M, Mochizuki H, Nakane K, Enomoto H, Ikeda
F, Yanase M, Toyoda H, Genda T, Umemura T, Yatsuhashi H, Ide T, Toda N, Nirei K, Ueno Y, Nishigaki Y,
Betular J, Gao B, Ishizaki A, Omote M, Mo H, Garrison K, Pang PS, Knox SJ, Symonds WT, McHutchison JG,
Izumi N, Omata M : Ledipasvir and sofosbuvir fixed-dose combination with and without ribavirin for 12 weeks in
treatment-naive and previously treated Japanese patients with genotype 1 hepatitis C : an open-label, randomised,
phase 3 trial. Lancet Infect Dis 15: 645-653, 2015

(H27. 6. 30 %)

374 fEMEERE Vol 63



