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V-2 CEMBMITE - CRFFET

V-2 CBUBMRT K - C BUIFTIRE

ISR - FEEEDBES 1 I 2013 (2013)

C BIfFREH A F o4 >~ (% 2 k) $(20 1‘3) ’ : e JTEREL o
B B! C BUSHRTH « FHEZRRNAT 1 b 51 > (2013) PERF &3 TERPRIC 13 6. H 1)
WRASEFHHERRT R 5~ s —& - gaE PR DI REEREBEDEE LA VA

RO B CEHRSh,
BB, PR Y vosEkE
e U7 ERE L b2 5
» FFEEMNCEEL OBED
DR - BHFIRZRD 21 DT
%,

OFHE L i3, BUHEIFAOKKETH

WRAFAYRES TERATFAMAMSHES | n2osanmme BER E

(

OC BUBMERTR - FEROVIEIARE

ﬁ%:b

| C EUBIEETYS - FEEZS |

H
i

| o LR RED | :
VES ¢ NO_y mgemmlIEom | . BRI T e Ry, K
A JVAESE | RUTFFHSHEME & 2hae X 2 iHEr

CFRERIC R ¥ e SRR (180 3E) ©
bb, 1GHEFR EERLEELE
Abhd, AT, REEFEE
R B LR R = LT Y

ez

| IFN(8~2418) }

PEG-IFNa2h(24 38)

- |PEG-FNoRa®rl | [IFNE@4@E) | DR
a2b(24 ) —————— | +RBV(24 @) e D>
G eE Cavas® | [FNp@Am Chde ) B3]
1 3 (24~483 B (2 3 o~ 3 SN = 2 | T T
[ +SMv(12;:8) Rav (24 ) L= ; .
~ WSMR R O, CEFRY
OC BIBILRTS - FEEOERE VA (HCV) D 6 A Bl 0 REge &
FREERE CRWIT 2, BE X HCV
| C BB - FEE | TR V=227, BlER S
[ oA LR gHRDETRED | ‘ eal-time PCR ¥ 7% ¥ T HCV RNA
YES NO ) rreeomat o | KXY YA NVAMEERERT 2,
< > 7 ! 5
i x|
WO IIWEE
L_._.._r____J
PEG-FN@2a #1zl$ a2b(24 &) | PEGIFNa2b(36 i8) +RBV(36 38) |
fSwvazs [ PEGIFN a2a(36 38) +RBV (36 38) |
I

IFN 3 (36 i) +RBV (36 i) {

PEG-IFNafa : RIA & —T 0V 7T 72a, PEG-IFNatb: /\‘0"4)9~7ID‘/7)b7
b, RBV: UREUY, SMV:YXTLEN, IFN:AY5—7z0Y, IFNS: (¥ 5—7x
R—% :

ANABRZ LI THREFE®E R

5, TRbb1#-HPOEY AL NA

(5.010g/IU, 300 fmol/L, 1Meq/
mLwinsrbh) Tk, ~74
Y —7x02(PEGIFN) a2a 7713
a2b 24 BRE+ ) N 2 (RBVI2Y
BRI+ AT L EIL(SMY) 12581
PE—FERTH 2, 72721, SMV
WRZTTF S 7V ENCTVR) 248
RA$2ZL3TEETHL, Z0HS
BEWER 2FE L 1500 mg/H iz
BELTEET 3, 27 L TVRE
R T& % PEG-IFN & PEG-IFN
alb DHTHb, 2HOF Y 4 IWVR
EEH &, PEG-IFNa?2b 2438
FI+RBV 24 ERSEEERETDH
D, 5 0% ¥ TIFNa 8K 2F »
5 AL WA X IFNS 24 8 [+
RBV 24 B E 2175, &V 4
VA BFERNG 18T IFN 8% 24
B % 7212 PEG-IFNa2a 24~48 38
M, 28T X IFN B 8~24 3 R
% L { & PEG-IFNa2a 24~4838
i sh 2,

OF AR  FREMIE, VA VABK

b 57,18 Tk PEG-IFNa2a
7213 a2b 24 3B E+RBV 2438
FI+SMV (% 7z 13 TVR) 128 [
2, 28T 3 PEG-IFNa2a, PEG-
IFNa2b % 72 12 IFNg 3638 -+
RBV 36 B s 3,

OITHEZIZX T 2788 | FHEA T,

7 A VAR QR »5E D 2 &1
IFN R 21T\, WEERBEE I
FETHEHITOWEERIT,

BP 547, en =T ey ©YA N ARG E G L L

IFNHBE FBEZE A OSMV ®
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Az @, JFRElE U T PEGIFN+

G AR E SR ;0)9?5}1??1'3
FEIRERI, BE, BK, Eﬁ%ﬁ

RBV UL Z2ER T 25, 18 Ths,

OB ANABREMMATE DFEMECEIOEHET 2
IFNea %1 0 5 T3 5 IFNS 54 (BCAA)HAIRIERRE T
DEbHweNnG, A7y e 7EERETX
QFETH B L VHHEEHRILEENO HHRTI 2 Yu—X /527 F b

SRR L FEETH IFN 02 BRI
TR CHRE FURIR VAR TE
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ST F N F BB (SNMC) L
VFAF 2 O~ (UDCA) b Flv

DOREOBREEITI,
3B - BIE R B FREE mﬁ.
RAFov(ALLD /52 0
BEBRTHY, FRBITT4HE
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- PIREEYCERE, LB HIm, FRii

slrlolzla
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P—EHEETH S SMV AR

NTE ) BERFRETH S,

REEEN
SBEEDS T & 70U X I
iotﬁzﬁﬁmHWN%MA7ur
AR X h, SEUETE N A1 F 51> THE—BRL

— 681

B4, FHICEZWLIbEOHCOV WL, V077 —FHREZ Y, HCV NS5A B =S
2EIC S ABRAENHORERERICERIEA NS RIAHTH S, Lh L DAAs B
NHOEMEE, EHMELEREACEDRI/EBETEAWE» YD, FEELE
Bick Y, ERRUTREOESRS EOMBESNH S0, ZHMELTER L O]
BaEb-> CGRAECBRUICHDEER S, '

V-2 CBUEMERT I « CMpHB%

}ﬁﬁﬁ%@%mxﬁﬁ@i%ﬁﬂﬁé%nLﬁ#?%»xﬁ%&%@b @%quu
TRBFROARET 50
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dhtz, #7-, HOVICEHE{ER T % DAAs(direct acting antivirals) DBIFE b EA T |

ORIA VROV

WEICKH U T1.5us/

kex1E/8, 2484
+LARN—JL

{AE 60 ke BT : 600 mg/B

#E60~80kg : 800 me/B

& % 80 kg Bl L 11000
me/H
242 EICaR, &EH,
24 8/

+VIUT—R

100 mg/H, &H, 1288 -
VIYP—RIERZTTFS
By oL ERTEE

FSEVT

2250 me/H, EH, 12 B4

1B pOFY A NV ABEMNT
3, BERCEET S, BE
HFTh 5 IL2BBHEETFY
ANVARTFTH % ISDR
T7E/BNEBEOBHRZE:R
ZF U OREBBRET S 2
ENEE LY,
DREEERLCTVR 28T
IFGEREE 21T - L HEEE
LEZ o B3GEE, PEG-
IFNa2a (> %)+ 72~
¥ 7= 1% PEG-IFNa2b (27
ra )N =T kB
BERITI,

3 AIBFFREEERD RBY, TVRBEDER !

MU EOEHETIETVRIFIH0OME &L, RBV &

200 me FEL TR, BBMUTTH-TEH, TROLES

NHEBRNEERY Do

HEICKRU Ti.58/

kegx1E/E, 24EE
+ LXKk

AZE 60 ke T 1 600me/H

148k BERES 2250 mg &7cid 1500 me
13~14 K D 200 mg HE D& FEE (1500 me)
1P~13 K 200 mg HE 2 (1500 mg)
12 %% 3 ﬁjﬁﬁﬁ‘f@ﬁﬁ%l&%knt LVELY
BOAIAE @A= 7 3:[:1 b
5.0log/IU, 300} 300~6007 1UX1El/H,
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mL S&3) @~NHV R
180 g X [El/38, 24~48
1B
pic)
BV A8 OLVE VP 5205 - 9 ek ¥ ORIFER

BT hAER - BRERY
OEWEFBHERDO Y A7 BBV
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V-2 C B8MAT4 - C BIpTEE
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R WA YT V-3 FERBIERTIRE
b ITREICHY Diak FFRA T, v A VA :
i) 541 )b 2 5 IRCA o R RERHRA A F 54 > (2010) |
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i

b) 1BES AL RE
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-:‘/._..
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FllFU—-NRahtEZU—
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)
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%
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------ y-onaJuxy
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3. DAA A

(PN based regimen)

E20% CHRFADE

LICEIFFSE D A )L R (HCV) T4 EAIER AR d DAA (direct act-
ing antiviral) BHIPZHERENDDH D,

ERDEBERETHARIA =T JNRNEY &M
FRTW D OREEERPEA TN S,

L7, RSB THATEEL DAAS (707 7 — B
DHTEHBN, A =710 (IFN) H3E B e/ 1B 5
BITIE, DOETIEMEAE L TE—BIRTH S,

CUFN FEERIEZRZE UICCC, TTICDAAS TS ZEEE S
THHCVICHERETH S,

UhSETIE, RE STED DAAs DMEFATIEETH DS, 0L

% BMERMUBEOSITEZENEETH S,

IZC®HIC

2011 4R 7 5 7 L E b (telaprevir) 7f)> CHIFF g5 A )V Z (HCV) 244 5 DAA (divect acting an-
tiviral) #HOE—~HE LTRT A 7 =7 o (Peg-IFN) &V /NE Y v (RBV) & 04k H#EE
I CThDETERARE S D, 2013 RIS Y £ T L BV (simeprevir) 23aEEED Peg-IFN/RBV
PEFRECRER a0, ZOENREDS S EIS o T, T, 20145 9 HiZnvbw s vy — T«
o (IFN) 7 VU =9 & 72 55610 DAA 35510 A Ofl&8iE# & LT, 7 A9 7 L El(asunaprevir)
L5755 ZE I (daclatasvir) O PR BFEE E o, BAEZSICES LT3 CRIFLEOH Y 1 L
ZIRFRIC BT, SBREBERDROATU(IREOFG s, Sl Ters L ar 7547
VAEEFEGHOEGEZICE > TL 32 EWEL SN, IGHO ERITIKFEICIFN 7 ) — X7 -
H2H0EFHEINS, —AT, INETHBEOPFOLTH -7 IFN E DAAs EHET 2 &hiw

TN ZREFE B DD, TOMMIZ DN TRSRTHMADERH O, £/ DAAs T3 &
MRS HEL LAz S0 EA ) v b B2 0 FHIZ Peg-IFN/RBV (iR EIZE S < DAAs (HERFTO
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HEEETH D, FLIEO DAA BEIOERMIE 3T 01F & A &5 Peg-IFN/RBV H1 % 5112 LT

FhNTn5E, BRETE, Ak 1,

LT BT B WO 5 5 A

7L EV LI

1 g pans ofmis e sx

1 NS3MA FOFTF —CHREE
(1) AT

2013 FERIZ M T Genotype 1 B o CHUBHEITF %

& DAAs

H 2B T Peg-IFN/RBV & O #H TR ST hiL, 4
o TEER L, B,

¥ ThwE

EJL (Simeprevir, TMV435 : Y2077 =) (1)
LT ahicw
PR A ET 58 Mo T T T —YHEETH O, KE,

sad A 7Y s
HFY, BT, e ET

W EN T 5, BEAITY ATLVENLRIOT 7 L E, boceprevir 13U = 7 ik E & 55—t

Grazoprevir Vaniprevir
Me S"%
i ) S
Onie |
/J -
\P G,

‘Bu - O 00 O\{O s} ()\\/A

N o

N N A5 o A HNa SR

| )T A}JV’ “w&alﬁma
Asunaprevir

\
I )
Simeprevir
(7 2+ 7L EI) (AT VEN)

~0 - X

P~un H \(( ?

0 0w e
Daclatasvir o~

(52355 2EW) )

& DAA BFlo b E2iEE & RT.

A
o .-/l‘o
;0 Oyt |
G/%(,mé)%@ \ ‘/?/u)/{
o /T\ { e O
(8]
W
Br
Qe
Faldaprevir
|
S3/4A 7 P B

O=P-oy lb (¢]
Hal, JH s .
e |
o Yo
on R 3
Sofosbuvir

Peg-IFN/RBV % & O A CTREREBE S TN TS DAA EH|

DAA - direct acting antiviral, Peg-IFN/RBV : R& A & — T i/ YREY (EEIRE)
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ET o THNEP T HOV 2 150 HHEEO NSI/4A 7o 577 —+1l

2 O Genotype (2% LT

Genotype 1, 2, 4, 5, 68 EAb 5, £/, WHER 1R I BHTTHA
EfAGEITENTHEN TS, WPEZRRICH L THE, DIGSA/V 232 Tt b2, Jhis
QOR/K b A Z &b (B2 ) e 2L, mENCiEEzGds 2 sd@iasud, ik
B 7 2 7 @B S A Tl 2 oMM Th 5, —J, FERPE LT A S TIRELL
fo Z o OZEEG IR T BRI R 5 Z LM,

g & 5 & LT, Genotype la iZdt QGO[«L DFE BTN 3006 FREE O RE I 2805 &
BERESNT AN, COEREETHEEIC 8% DEDHN 50 ~ 60% B EIIE T4 5 -
EHWEMESNTED (F3) ", AASLD CREIIEY2), BASL (BMIFHFZ) 071 F3

A 2 Tld, Genotype la 2B THEATS » T QBUK M MED 5~& L&, ZRNH 555
VLR D T, DAEND & DT IS Genolype la O IR A% a<w—3 )b

Telaprevir

Boceprevir

Simeprevir

Faldaprevir

Vaniprevir - Bl e

Asunaprevir

b I
Grazopreviy 56 [ 185 |
H T \f{lli ’(:

| NS5A domain I (213aa)
L

Daclatasvir

MV

 NS5B polymerase | (591aa)

Sofoshuvir

& DAA BIRID IS ZERED /S
% DAA (direct acting antiviral) ””ﬁ‘l@%%‘lﬁﬁ’?é&%@iﬁuﬁ TEI/BMER/NY - ERYT., EELURED
5N TG WEEDTE S EET 58S 5. (SRR 1 2 0 —FRERE)
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