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FHLYPROBVEFFT SN TS direct acting
antivirals #EIO—DTH 2.
@NSHAREEERTHDYITHIAL)LETO
TP —CHEETHD 7 AT I EVHAE
E24BBERSDOENSI HEERTIE.
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CBUFIe A N 220§ BIGEIEL, 4R
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FADOESFHEEFHE SN, TR LH
I ANVAERIER ENRT WS,

RIETIE, & WIRKYE, BRRRISEATH
HNSS5AMHERETH L5275 % ANV (BMS-
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75 HAENIE, 7T AMOERIRED NS5A
BEHEAREERETHY, CIENVRETH I
RTIED, F4A D genotype I U CER 2R,

7. NSSAREE

m
B
&
=



I Bt NS DA [HEEE

ABT~267 Abbott Laboratories (AbbVie)
ACH-2928 : ‘ ’Achclhon Pharmacsuttoats Inc
BMS-790052 (daclatasvir) | Bristol- Myers Squtbb i
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HCV RNABEIE{EZE (ITT)
91 8g

77 77

L 70

HCV RNA Bf{l=z
(% of patients)
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(o)

Bos o 5/43

week 4 week 12 endof SVR, SVR
RVR cEVR treatment

end of reatment ; 24:EFARE T 5 LU LR

ITT ¢ Intention to treat analysis

SVR ; Sustained virological response
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Genotype ) Tl& genotype la Tl 9 v 2 4 0)
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T2 70 64 64
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5 30+
T 20+
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HCV RNA # (Log TU/mL)6.8, 6.6 T H - 7z
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oEMALERII4HEH (RVR)70%, 124 H

mme%,%ﬂEitu«WWTﬁmom
88%, TRIER T H 4 E (SVR4)81%, B

TH# 1288 (SVR12)77 %, WEETH 248H
(SVR24) 77 % T o 7= (B 1). EFEP &AL
L7z 4 W ADF LH % 3 7= (viral break-
through) (& 341, JAEK THIZY A VA DEHR
TR TERNT 4 B TH o /2. null responder #E,
IEN & RBV §FRFRER A £ 72 S #As G ©
. BERGBROBMEREZENTN4EE
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B o 7205, TR ETFRD o7z (K 2).
£7: IFN OB R\ BI4RT 5 IL28B @ geno-
type 1Tk, CCHEE CT BECIREBIBE OB
txizzn 21488 RVR)74%, 67%, 1238
H(cEVR)90%, 92%, 24 BH T /-3 BBHKT
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AT

L =]
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W(EOT)95%, 83%, WEHE# T # 12:8H (SVRI12)
4%. 79%, WGHHET 2488 (SVR24) 74 %,

% Tdh -7z (K 3). IL28B ® genotype B TiX

AVNET AFT VY VBEHEEEEL, PEG-IFEN
& RBV O EEEMEHIC 3 A null responder i 7
2 IEN O T & 2 WARTHE T 72 3R #s 61012
bEWEIRE Tz, EHICIFN ORER
WRAIZB4R$ 5 IL28B @ genotype 123 Bifa 7 <
BWRREZ D, —F¥ oI5 AENET AF
TV ENVPFEEO PRI 3B (Y v vk
F, ALTLER) Th - 7225, F0EH» ORI
FIZRM 2D 02K TH Y, WSO B EN L
ST RGNV
~ﬁ¢7§&x6w&7z+7vewmﬂmﬁ
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waY FuFy-—YHERTHLTAFTLE
VOTEERE LU CTiE DI6SA/E/V 23D H i,
NS5A BH CHhHET T A NVONEE
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TR 7 Wi 5 Gl CWRIRERIGTIC Y 7 7 & A
COVOIRMEZEBR A2 DTz, L LRBEOEER
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HARO CBFfmalid, St Tnbd. F
72 PEG-IFN & RBV @ fif Fil # 3 ¢ @ null re-

sponder MFFEL, ZD X WREMCIETRT T —
PRLESE & PEG-IFN & RBV @ 3#IEHEEE O

WG Clin. E SITRRER E oo
EPHEDAET AW Tl IFN & RBV O 0F
BEAYPTCE v, ¥ 2797 A NVET AT
TULYE WP LR XS L E g,
PEG-IFN & RBV & it JI ## % T @ null respond-
er, IFN O T & 22 WAIE £ 723N #Ag 41z
LTRSS CERETH H L &b, FIFER
DB L EIRETH 5.

HARTW, BEF 794 AeveE7 A7
N0 B8 1 0 8 TR G R 55 (B B%) 3T T
Wah, F7z, HARRLECKZ LI NS5A B
EH LT ar T - CHEEONRIEA, NS5B
=5 (K) 2 5 —CHER) 2 RBV 24072k
FIZLDEBHIREE LTIThbTwa, kR
Wi, IFN 2 L2 WEIER 24 % < D%
ROE W DAAs DUFHEES C BFIEHE O H

ol !‘J RIRFN A AR WIEHITH Y, S5
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f%’ SNTn5.
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WEIRD B

PlEDFIZ 2 TER LIgBE2ITH S EMNREITH 5,
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1. CEFRSERANANDAY (1) CRIEBEIRESEEDNA RN DY (BEXREWRER) O

W} cmupmpnr geic 344 2w

1) A4ry—-7zH >AE (Genotype 184, BUA I AEEH, ¥E
5460

IFN O@EHHR G2 E 0T, Genotype 1 DE ™Y 1 )V ZBIEH TIE, Peg-IFN, RBV, SMV @ 3 ¥
OF R 24 MR GREEER TH 5, &G, 3HMHAE 128HTV, T D#IE Peg-IFN,
RBV O ff i % 12 HREIT 5o PR 25 4B % T Peg-IFNa-2b, RBV, 73 7L &L (TVR) @
SHIBFHBEAIT > Ced, BetEoms» s SMV &0 3FIHABREELEE—BIRE LT3
(F1 ) F/2, TVR @ 3 RPFABIECIRERENE M » 22 & XD, TVR OIEHIE S EZ JH
TEHEIELULLOEEEPTNEEZL ONAEMTE, TVR © 3 FIPHHEEEZEIRT 2 2 & bR
hbr, OB, Faet ARMEEEZEEL, TVROESEEEN1 H 1,500meg &5 @A, »~ 3&<
o) &L, HRE - FIRIC K DRI 5,

I, DD e ) DRREEL EORIEH O MBS T E N 2R, SEES EORIWERA MBI ) 2
7 ISECEFNTE LT3R d 5 IFN 7 U — (IFN 2 L) o 2 #ligi (5754 2k
WV, TAFTVENREE) £723IFNAB & RBV fHABEAZERT 5, —7, IFN AEEFEH]
T, IFN 7Y —0iak () RBIRE &0 2,

-

?& 26EC’*”§MEEJF*LW‘§’6%]J@ J?j]/( l\7/(/

; e e = e

i Genotypel Genotype 2 ]
50 Log IU/mL | Peg-IFN + Rivavirin (24 38M) + ibavirin - Rebetol (24 B
?OI\OA zm/ol/llju—k w Simeprevir (12 B fH) IFN 8 : Feron
A/mb A + Ribavirin : Rebetol (24 i#f)
B4 V8
5.0 Log IU/mL IFN (24 ) IFN (8 ~ 24 88D
| 300 fmol/L Peg-IFN a-2a : Pegasys (24 ~ 48 ) | Peg-IFN @ -2a:Pegasys (24~ 48 i)
v 1 Meq/mL ﬂ%ﬁb B

- Genotype 1 mrj/()lxng‘@ L ;t TVR Peg-lFN RBV ﬁ% ?E)E%T (7‘\_71 b&%!& Exﬁ]li’é‘:%!ﬁb
TVR D5 &13EA] 1,500mg (3-0-3) & LFE, Sl UIBRETS.)
- Genotype 1,2 (BUAIIAE) EBHICHDHE - DDRELAEDEMERDOBBRDFHINDES, SHELED
BIWERHERD U R OB VEFICH U TIEIFN B + Ribaviin #tBELEEZEET 5,

IFN R84 GRAE) EAITIE, IFN 7Y —Ox R EE TED I EHBREOVEDERS,
- Genotype 2 BIDIE T A JL AEREHID IFN BIAETIL, 2 BLIAIC HCV RNA 2Sf&t{b 3 B REFITlE, 8 ~ 16
AICERT A EHAETHS.

TVR: 757 EJ, PeglFN: ROA & —T 0, RBV: UNEY Y (TER1 & Y)
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a h ~ RN =5 [==1 .
| M\Z ) A =T x0OriRE (Genotype 18, F7A IV AZREFILIAL)
IEIEIRD Genotype 2, 57 A )V A MFEGIE, Peg-IFN a-2b % 7243 IFN 8 & RBV o ff Bk

PSP G B T h B, F 1KY AV 2D Genotype 1 ICB U T, IFN HiabigsEo 24 #
M5, H 5013 Peg-1FN o -2a @ 24 0 o 48 MR S 0EHERIE T H 5 (K7 4 )V ZHE D Geno-
type 2 1CBI L Tid, IPN @ 8 & 24 MR 595, & 5 008 Peg-IFN a -2a @ 24 20 & 48 [
BeE PRSI THL S (R Do

F 7z Genotype 2 BIZB T, 5D« 5 DRER EOFIER O B TR & 5 5EH7S & Tl
Peg-IFN & RBV 4 L2 ST 5 Z L & Lo,

C BIPSYERT 212k 5 BRI
) A vy —T O R (B

P

C MBI 2T 2 FHER D A N Z A v ORAMAE, PIENGE O O BRAMT L, 1
e B o ey, ST G TP E) & Big Uic ALT OIEFALS 5 W ERFE/LO 7o O 15
EMERIRT 522 &Th b,

FrBLZIETE B O PG A AT O TEGNSM 3 2 16 L O S8R T, Genotype 1 28T TFN 1 (Peg-
IFN #3%1, RBV ofiH &) HRH~OHEES, Peg-IFN, RBV, SMV @ 3 H|GFHEE 24
BER SO MESIEF ICE O S GEIER 90 ~ 97%), 3 FIGHHEEEO 24 M O 54 FHA &
g5 ( %2 Jo — 77 Genotype 1 B8 TA & — 7 = o U (Peg-IFN #i¥l, RBV & O#ME&T)
MNP~ OFERE, IFN 7Y =047 54 2V ET X+ 7L EVB g E 7213 SMV © 3 #|

SRR 26 5 C BUSIERT Uﬂ‘@“éﬁ,‘ﬁ%ﬁ 4 [ 74 v (IFN éiﬁzimi Peg IFN/RBV ﬁ%ﬁ' )

Geno Lype 1 ‘ Genotype 2 :
BUANVAE {
5.0 Log 1U/mL | | o ‘ |
300 fmol/T, i Peg-IFN a-2b + Ribavirin : (36 #[#) »
1 Meq/ mL M_i‘ Peg-IFN + Ribavirin (24 ) ! ?
) B z’ + Simeprevir (12 38 ; | Peg-IFN a-2a + Ribavirin @ (36 &) l
5.0 Log IU/mL IFN B -+ Ribavirin (36 :#[#) i
300 fmol/L ;
1 Meq/mL 5

Genotype 1 Bil; %ﬂx}ﬂ@ i E%I&@Eﬁ‘b Sameprevxr 3 ﬁl {?F}ﬂ%/fé%ﬁ ?Ré:@‘%iﬁ, Telaprevir 3 |
FRBENDOREEDENEEZONDEATHE, BIRTAHIEHAETH S, TDIHE Telaprevir DS E(T
1,6500mg 2 &R L UBEEERYT 5.

Peg-lFN : R A & ~T 0 (c@h 1 &)
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1. CERRCEEN SOy (1) CRIgHIRCSRDIA( N34 (EXEMRASIR ORI

AR 26 5 IFN A& / TG / e sl
Genotype 1 ICH 75 CRUBMHIFRICHT HBEBEHA RS 1>

! Genotype 1
f CEvinaE |
5.0 Log TU/mL |
: © 300 fmol/L | '
IFN gt 1 Meq/mL MLE
JFWEH | Ey LB
| 5.0 Log IU/mlL |
5 © 300 fmol/L |
1 Meq/mL i l :

Daclatasvir + Asunaprevir (24 )

jzNuH Res onder% ; o _ ‘ i
; HRBE \eSD! | Daclatasvir + Asunaprevir (24 JEf#) i

' Partial responder | Peg-TFN + Ribavirin (24 38 + Simeprevir (12 8R)

C FAEEMPITIIAERIC NSSA - NS EBEOMED AN ADOFBENETHZEHNEELL,

- Daclatasvir + Asunaprevir #% S5EAfF, AFH#EE (ALT/AST) O LB T AEFANFETH 05,
BESEMERIIFEEDT =S U V2 TEMICTD & ALT (GPT) HEEEE EROD 5 FLLEICE
SLEESIIREEDHREPLELFOREELERF TS, 0BLUEICERUESICE, 5%
FIET 5,

< A L AR breakthrough (35 /R {CIL HCV RNA B RE®E M 5 1 Log \W/mL ##8 2 CH#Eh0)
MFEIR U /=& 4, Daclatasvir + Asunaprevir D5 ibA#EE T 3,

- Daclatasvir + Asunaprevir [SPARBEITH 2720 EICH - T, SEENENTWLSRED
TS5AT R ETHIEET B,

Genotype 1a B4 {CX43 5 Daclatasvir + Asunaprevir OBEMRIZREM TH D (22% ; 2/9),
Tk 1 &)

BEFIBRE MBI S 1 s (£33 Do —%, TVR OEFIRERLHMT 2 2 L2k 0 TVR 3 AOHAR
TR D FE AT BRI S B D LD, BAMNE N EEL N 2ENTIE, TVR
SHIHHBIEABIRT A Z L bTHETH 5, PRV ZDEES TVR OREEFIFHA 1 B 1,500 mg
Bl UKE, 0 &0 HHT 2, |

—75 Genotype 2 BT IFN Ffk- MM HI~ O 513, [FN & RBY bR 36 @RS % 7213
TVR & D 3FBFARELTTS (FR2 ),

2} IFNZU=DF 955 R T RAFT L ELHBEE

IFN 2R LIS 75 5 BN ) 7 AF 7 U EVGRRERE, TN B RO E 7 30
TERR IFN ORI PIDSEIETH 5 (FR 3 Do BUEATFHK & BT IS @IS 5 5 o BUOIRERIR &
BIEF SIS RE T H 5 0%, 1GERNC HCV NS3 i & NSSA SIS AT E Y 4 )V AR 5
NEGE, BEMROETHHRESN TS, Lich-T, BaES V5 —7 = v v OfEMEI T

P A Z DR 5N BEH T SMV &0 3 FfREEELZERT 2 (”1 ),
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Interferonits o Interferon- Interferon A HE
BE] - T Non-responder ARG AT

i e A 3 ol 5 T b i

NS3, NSHA NS3, NSbA
BHEZRSD D || WS L

Simeprevir

3 PR R

Daclatasgvir+

Asunaprevir®
(RO TIFNTE % [ LI PR 2 741

2 SR

S OS5 AEN+T AT T L EILOEDNR 2 #H
(Non-responders, Interferon- AliigRiaHE | AHE) OBBEOEREZRT,
(TR 1 & W)

V1 emem Gomss) 0wk
TFN B TN 7 1) — 0 PUHRASHE DS B I C I U % 7 D5\ Ed (50 ebd b, F2 Bk,

F R ORED) T, PN ORIEA OREELME L, FlTH E 0o N 0B S AR
LB, Tt TPNa B0 300 AL / B, 3 EAFAE L, EEETCES (Peg-IFN 85 %
) bHEETH B, Tz Peg-IFN a-2a WHIAHERH T 25413 0ug/ BE 1~ 28w 1 EFEHT
%, F o IFN FEMIGHIE L O IFN T ALT 8, AFP (a-fetoprotein) O WEMNE S N7 OFEH]
(3, FEEERER (SNMC (R R 4 3 7 7 —5 v C), UDCA [y 754 % ¥ 3 — i), M
Hek B B AL b AT B

ERFE (BT 2 EELUEED ALT © B stage 1 (F1) TR, B EEHED
LEEUTICa Y bo—Ld 5%, Stage 2-3 (F2 ~ F3) TIF, HHEHME ALT < 301U/Licay b
O— VT A EEHEEL TS,

V| s w1 oseamanmi 2 B8 U 7 s ALT JAER
D CHIFFRBINOF™Y 1 IV A1

ALT EIEEEM OENT & IFNIEEORBIZ DWTHEL, 74 PS54 VvEERLTVE, 2D

A RS A T, M/MEEE ALT D SPLY 4 )V ZAFEEOEBEHEIGIC OO TERR LTS, I
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1. CEFRGEBRIA NS (1) CRIBEMSEROIA NS (ERSHESR) OB

B ALT EEREMISE T 210 EMEOBI T, ALT EEEH EREOBRBENENE LA T3S,
U7 - T, M/MRED 15 AL BT ALT 30 IU/L T OEFTIE, 2~4A7H I &ICmE ALT
EE7+r0—-L, BEXEUCESTRIEOMREET - BEV A7 2B THRYANVAEEELERT
o —H, MU/NRE 15 TLUT OREFIL, BHACERGIN NS DEET 5720, BEFREIIED
THYANVAEEEZEZERT 5, BEBBEIT 2HAL, 2~47ABICIE ALT EEAIEL, B%
ERUIKRETIYANAEEEZRT 5, —F, ALTEM 31 ~ 40 [U/L OFEFIZE LTI, 8
HWIFRDIGEICEEL 5, 7272 U ALTEREE TH-> THREIHILE LD WRBY A7 DPELLE T
Lino, FMEBEBLTEBEEREST S E0EE L,

W crumpenrssicars oo

Peg-IFN, RBV, w77 —EHEED 3 HPHEEEOEE, 15ERE 1281 HCV RNA &
DIBHEAL U T8 W FE i % b5 B, % 72, TAHENARA T IC HOV RNA 457 A )L X %4 break-
through ( 2 [E:E#H: LT HCV RNA ORAKMEN S 2 log IU/mL A THI UcBa1, iBEE
LT B,

Peg-IFN £ 723 IFN 8 & RBV @ 2 #IftHEE O &1F, BEME 12 %1 HCV RNA =587
fED 2 Log TU/mL LI T F89 HCV RNA SEVET, 368 % TiclgW iz <, »> ALT -
AST BIERAL L7 VEEAZ, 36 BT B OMBIE T 5, Lo LIRSEIE 12 8% HCOV
RNA SHEEIE & i LT 2 Log [U/mL BEETF U, ALT EASTERAL Lok, 48 8% ok
SRR TTL, IR T B OB ALT MIER LM 2 05T 2, IFN 2HA LTV 7 55 26
VET AFT L EIVBERREE TR, AST i, ALT 55 300 TU /L BLE, $8E U V& 45 3.0 mg/dL
DB - 2 e T B

7z, IFN Bl 5 o856, BT CGOETH) OmBET, IFN BERBRSRG 6 7 A MAIC
ALT %7213 AFP O FERSYWENLR o N ZOEE ERBIHIRRISPRTE D020, 1HEL
ke 5,

W prammicxrs 2 0m

Genotype 1 T8 D CEIARAEMEIFREZ 1263 2 IFN #H LIZWS 7 57 X ELET ZFTLEN
BEREEE, IFN ARSI - ATES E 703 0e g IFN O fl CEMTEETH 5, /o IFN &k
T, EEREBLCIEERTHIRELHFEL, Fif, VMRELRERORERZ EEER L TT
5, IFN #kiE, Peg IFN & RBV BHAAEEBIRT 3 £ 258% Ui, & OB S Genotype 1 %
POBY A NV AED CEREEFEEEGI~O Peg-IFN & RBV HHEBEEOHRE T, HEIABIE
BT EEHE) gL LT, HE5HE 128812 HCV RNA E2FMED 2 Log IU/mL MTFIZ/E
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L28 CHF=RODBE

T AH, HCV RNA BEHT, 36 8% TIBHAL UCER TR 5 2 248 (b= )b 72 ARED
RS A LR 5,

Genotype 1 Bp D@ 7 4 )V ZEAEFLIALC, HHIO~E 7oy (Hb) 59 2. 5 DIRER
15 EORIWER O HE RIS A EGE Ui, IFNBEJFN g 720 Y H 30 F IFNa !
A7 20 ) RERT A ELUERETH B,

—75, CHRIFFREZ TG B i@ TEN 00012 ALT, AFPEOE T % Hig U IPN 8#1(2 2 7 =

o ®) oMREIEEAT S, F0i, ALT EYEEL Hig L SNMC, UDCA 75 & o ek
TS0 & OICIFIZEREONZ I3 7V 7 3 AR U Coa i 7 3 A ()~ 1) %
AU THREMHRE ST, S LTuna,

BDHOIZ

;|

BRIz D PP 9277 A B9 A4 VAEREGER S L 5 CRUBMEITRIGED A F o4 viZkn
Th, FIUENEE, EIEE, &insE, IEEmE, WHELER, BEMICO D THEEEEZRR LT

Do 01449 HIZUGETIRTH 2 CRFFRIGHTA Fo4 2 E I BRETSNTOEDEBEE
N7z,

(B S

13Tk :
1) SPRE 25 A1 JSAR 57 1) 48 JEE AR B P 98 A I 2 SR SO B Ao SR TR e e (W e 9 ﬂ])ﬂ LIRS Ry i)
ZVENT 26787 “/3”1) N2 A /@*m-ﬂck%@"%m CHE AL 26 4F B I C BB RS - WSRO A RS 4
oG 25 4R RETE - A IBWF M A ) FAL264E 3 B http.//www.vhf].or.}p/O!L.support/pdfdir/

hZGguideline_pdf
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