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160 | 28 FEvIR

| »Genotype 1bETIHCV RNARHELASERES BT 72 BBOESHS N BRBBEDUHD.

fE TROERR

| CEIfFR D Response guided therapy

MK, BEHZ

P PEG-IFN & /XY UHEBARTIE, MRICVAVAMEBER, EFRSELEDZIOE
l7'J B595.

SAEBIA%BO HCV RNABB T RAT -/ — 932 CHBBEHNROEL O CLERBTFARFTH
! 5.

! »Genotype 2B, PEG-IFN & U/NEY) V4tRREIA 48 EL_ HCV RNAb‘L’Eﬂibt%mU)

| mEEERICOL BRI,

Fp NIAYY—=TIOvE U JNE
| UHREEORRT

1. AEIONEFART

CRUBMIF IR B EBELE LT, BfEbo
LRI DAY A ¥ 5 —7 =1 Y (PEG-
TEN) S8 & 1) S ) v HIRGERIC X B 1A TH
202 fir B CHAE 2848 ¢ PEG-IFN 281 /3
YU v ERATRACEATYS, WFRDERD

A8AB D EE R AT - - HA 101, Genotype 13

T42~60%, Genotype 2HT75~85% D7 A
v A BEE: (Sustained Virological Response ; SVR)
PEbLhTws

BEREh R, fﬁm@ﬁ? e CERUFFSE Y A
VA (HCV) &3 7 §Eid % ua i3 NS5A $EIREF 2
B LoTERAIEFHESATHEY ™Y,
BE BEEFIREPRICRECERL,
IL28B @ SNP (—3E#&ELZR) 2 L o TRIB I E
2BEVIKELFEIGE SR TREY T L
#L, COL) HEFHOFHRFOVIIEE
BRI LMW TREBRLLERFRLATY

s

BEbhibhi, F—F¥~xA oV I7EERHWT
PEG-IFN L UV Iz X A BE Y 4 v A B
L B5T s RTFREH L. 74 VARREE
BT #@ENCRTL, TRt
LDL I L A 7 10— W fl, E#DE N THIEHE
EF& LTHEL, FilzhEsmyd oh oHIC
BUHT L) GERBE T AL 2RELL
(K2-2-3)%. LL, wEiosF&I2AT
& TRERET LTS BB R SR, &
NHTTEBE LS LT HCV RNA OfF

TR L LTREBEND 2D, BEO ST

ZENRL o LABBLEHRFARFL2->T S,

2. HCV RNA &b & REah R

HCV RNA #l & | Real-time PCRE: A H A &
Niz. TRIZL o TERICYANVABFERS
N, #EOHCV RNA OEFEARFEICHE S
BrIdichol BHIEF4FIv LY IDE
ERMNAE LD, EEEMAENELT
BRETCEAHLI T otz
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(3) CEUPFRD Respoﬁse guided therapy ] 161

O FERetEfbel
[0 e

Model building n=269

awrl

N—

i Age
50%
< 40U/1 =>40U/ I

=>30%
n=34 18%

Sub Sub group 3

Sub group 6

n 53 6()% n= 43 359
-
Sub Sub group 5 Sub group 4

.2 2-3 F—HIAZHEERBUC Genotype 1bEIE HCV RNAEFIICH TS
PEG-IFN S U NE'U {#HEIC KD 128 TO HCV RNA Eﬁfb?'ﬂ?)b

JUXL

(Kurosaki, M., et al. : Hep. Res. 40 : 251-260, 2010% X H 51H)

HEE IR O HCV RNA R 51 SVR=E
8% Y., Genotype 1bEIOEBEFICB VTS,
4:E H LA HCV RNA A51H 43 % Rapid Virolo-
gical Response (RVR) #1Tid 48 8 @ PEG-IFN
EUNEY YHEEERICL > TO%RED SVR
BHRELNLZEPHHALS. S5ITI12BME

CE TIZHCV RNADSHBIRET O 1/100 BAFIET

¥ % Early Virological Response (EVR) #E #1 T
i3, SVREN60%REIEE B L HB L.

L7 L, HCV RNA{HERHAY 12 8 LU T 2458
BIAW @ Late Virological Response (LVR) Bl T
SVREFIZ 0% RFBIET L, SHIC24AKELL
&1z HCV RNA 25H&§ 561 Cii 48 H i 0k
TIRSVREFE LN 2w (B2-2-4). Lo T
Genotype 1b®Cid, LA HCV RNA (LA

FASBMOBEPREOb - L EELFHETF
TdhbH I EHHEHL.

¥ 512 12:8H B @ HCV RNA #F Real-time PCR
B CRHEIET 5 complete EVR (cEVR) FITId 48
BREOEEIC L B SVREIZ60~T0% % L =
DIZF L, 128/ E o HCV RNA 7b=zéa§ﬁu®1/
0B TFTIETT2d00, BHELELTVRZY
partial EVR (pEVR) Bl CIx 48 B OEHIC L %
SVREEFN%MBETH o /2. £#Z TEVR%E
cEVR & pEVRICA T TIHEREE - E 2 5 Z L 48

- BETHALARSNA L) o

0 f Genotype 1bBCH(TD
@EE

Genotype 1bE ® fﬁE‘?‘é‘ﬁEﬂ&C # LT PEG-IFN

[FAEEmEER]
LVR

‘Late Virological Response DB, Genotype 1b D% HCV RNAEIEFIH LSF 4 ¥ ¥ -7
YRS VRIRGEEEE: B L, HCV RNAZS12EE BT 24EE ¥ BT 2EH0 -

LERT.
27 Z BT X o T SVREN 0% EICHET 5.

BEOBEMOBECET LHA0 SVREIX30%ETH B OIH L, 728 0ERHRE
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Peginterferon and ribavirin J

HCV RNA Logyg IU/m!
w

Undetectable

Non-Response

-8 -4 -2 0 4 8 12 16 20 24 32 40 48 52 60 72
Weeks After Start of Therapy o

T T T T T T T

E2-2-4 Genotype 1b%Y CEVEMEATRICHIF D Real-time PCRIET
HIE LTz HCV RNA BRI EEFEIRI O RS DIFFEAR
RVR : Rapid Virological Response, EVR ; Early Virological Response,
LVR ; Late Virological Response, ETR : End of Treatment Response

(%)

90 1 84
" 80 -
70 -
60
50
40 -
30 4
20

10 A R
0 43/46) (27/32

79

RN T T

6L/77

| OB (m230)
p=002 ' 79385 (=225)

0 0
17/47) (31752 (0/60) (0/71)

48P 5~1238

13~24 38 24 AR

205 PEG-IFNa2a+U/(E U VAREIEED HOV RNARIHLES]
4838/ & 72 BRGAFD SVREOHE
(Berg, T, et al : Gastroenterology 130 ; 10861097, 2006 X 1 5| )

LY SEY RS ET o A, 1238H
B BLBE > 24 SR BPAIC HCV RNA ASBPEAL S
%, WhWwh LYRFITIE SVREDHR 720, T
TR RYHE DT HFMOIER 2479 2 &8

HEiT s Tv 5. Berg 513 Genotype 1H D EE

LT 48 BRI L T2 BE OB LB L, 7238
MOWRRERTS Z LIk ) SVREOM £ & FH

PEFT 52 L2 BELE (K2-2-5)%, Z0H
FHEOYEIGAMES 2 W 12BHEET
\Z HCV RNA 2SBet{b L= M THBD R T
Wiz, LaLl, 123BLUETUEE T TIC
HCV RNA #RetE{k L7 LVREHIT, SVRED
WENEETH o7

X542, PEG-IFN & )5 v 4G



(3) CEUF 20 Response guided therapy LIGS

4BIPIC HCV RNA 254 F % RVRFI % v
T, 488 & 72:BH D FE % B L 7> Sanchez-
Tapias b DHE Tk, 2EMOBEICL o T
SYRERHELTVWAY, thbn=—onHs
W hd PEG-IFNa2a2 72 b D Th 3
2%, PEG-TFNa2b % Fi\v:7> LVREHICH3 5 48
EE L T2EEOEBRBFHE ShTwa.
Pearlman 5 i Genotype 1 B ?JEHFI T HCV RNA
2128 B LI 248 H ¥ Gl b L il % &
e 488 & 72 BE O BEEIC 2, 7238
DHRFEDIT) TSVRENE I L EFHLAWY.

bAETIE, CHBEFARE BBLLTY
LEVHITEEDSH Y, HCV RNA BRHAL AR
5 LVREIDS . 22 Tlde b I EES LB %

v, BRAMZERTAILICL > TSVRE

AEET B EEHRE LAY, L {IZHCY
RNABHMLOHMZERTAZLICEoTY A
WVAHEBRENE L D EVHIEZ ZRLTWA.
—77, Akuta HlZF—2 3 ¥ P O—VEEIC X o
T48EH & T2 HM OBEPRHIC BT A EEE K
L, HCVI 7HHIR D 2270 & aafl FD 7 3
JEFRTVFEZ VPSNT, a9l A4 ¥ v Bst
KERLTWASEICIE 8B TR ERTH 2
P, REABICEEAMZERT A LICLoT
SVRENEETHZEEFRLEY. choo®
%/ b, Genotype 1b & OEEEHE CEUBMIFLIC
LT, HCV RNA BAEER 2SR § A FEB1 12
FLUTE, 2EAMOSMERE2TIRETHAS
v are Y ABRERELTY .

(. Genotype 1bEERIICHT D
= HARSYEHE

Genotype 10 C BB M 555 C A BIA 4
i H i< HCV RNA #SHEE 3 % RVRIERIICO W
T, 4 BHOHEGEOBHBPHE SN TWAE.
Jensen 5%, RVRASHE S N3 WIEF OfER &
LT, #HEFAR O HCV RNA & 4$200,00010/
mlPTTHDHZ & & Genotype 1lafl L ) b 1bE!
CTHHTEERFFTWEY, 21T, RVRiER
T 24 OGHEITE SVRA89% - b

RZrERL, EHERTTSTHLELTY
B, bAFETIE, EHERICOGTHS R
2w, 4:8H F TICHCV RNA BT 5
RVRHITIZ, 48:BEOBBIC L 2 SVREIRITIZ
100%i7#5 5.

/\iv Genotype 2 (X9 & A~

— 75, Genotype 2B 220 W T4 B B 1C
HCV RNA #B&¥AL¥ % RVREITI, 12~16:8
M OB ERE AR L BENL STV A,
HHERIA 48 B 12 HCV RNA 21+ % RVR
FEBNZOWT, BHEHERITOLTWER,
—HLERERICEEsTuiy, A8 Yub
i, RVRIESITIX16 A DWER#E L 24 HE O HBE
FHBLIZE DS, SVRRIZENZWEREL,
HEMEHFETLWELTWE Y, FAfIC RVRAT
1312~ 16 B OB TOREA 2480 & ZH %
VE W ENR SRS 101D,

L2La—ay 2361680 OEHIGEIC
L THEN: RESE ST 5. Mangia b
2128 O EECIEERIE W20, RVRAE
bNTH24BEDEHELITIRETHHLERE
LTws® 5 GBI L - TERLSY
TUHFEZFNL, SEULOERTHL I L,
/AR A 14T /md RiFCETLTw2 ok
&, BMIZS30LL EORIIETH A & L & BT
W5, bFETE, KEBOEFHFHEUET
HAHZERERTHE 24BHEUT O MEERE
HTEhWEELbRE.

—7, Genotype 2RIZDWwT, R 2T
ETAZ LI X% LTk +5 0 Risg
bhTwhw, £bZb, PEGIFN &Y /SEY

Y OEBHFIIM 0 THAFS KRBT b

M, Genotype 27 Tid 24 AR & 48 B/ D LA
MTHRICEMNZ WD = 2 BT ST,

CRKBEZEERREITbh Ty, LPL, &

BEDS < 2458HCO PEG-IFN & ) S¥ ) v
AT SVRBEN0%HHE TS 5 bBETIE, H#E
WHEREICL S SVROEEIZDOWT, BIFLT
WS BENH L EEDRS.
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C BB ABEDHER

| TOr7—ERER, KUXS—CREANONS

b CEABMERT R OB (T DRADREESLE (PEG-IFN & U/SE D DOt A% T, O

IV ZZWEDNHNESNDDITHEETH S,
PRERBEOB EEZBRL, 7077
MO I ZAEROBENEDSNTIND.
»JOF7
ENASh, ARBEEEIFEETH O,

BAYZ, AORT

—CREH PR AS—EEEAERLE TS HOVERE |

—EHEERORFHER T, PEG- lFNc‘:'J/\l:U/c‘:CDS%f#FFJL‘_ iaERMRDE

P 7077 —ERERHSULERALICRBEET 2L FREINDY, R XS—CEEHLBEFEG

AR NDERTHS.

[FUBIC

CHBHFEDS b, BEAE Genotype
18E T A VAR (Wb 2 HEER) ToA > ¥
—7 zu¥ (IFN) BROFHEIZEL, BED
BN TH DAY 4 ¥ —7 =0 (PEG-
IFN) L UNE Y Y O HEETL U4 IV AEH
2% %) (SVR : Sustained Virological Response) 7%
BB OEFEETH 5.

FEE HCVEERED A # = A L5 SN, STAT-

C (Specifically Targeted Antiviral Therapy for.

HCV) 3 L MR SN 5T 4 0 HCV BIREH 7 A
NWAEROREFED LNTETWAE. ZO%P
TNSIEHAEM LT 5 70T 7 —CHEHS
NSSBEHZEM & T 5K 25— YREHITH
ZhEHEL L LTRESED O TWA, &R
TN DBERICOWTHESIT 5.

Tl JOFT—emEs

HCV 2 fFHIfaPIT# 300007 3 /B 6% 5

—oD 74 VAHE (Polyprotein) 2 &L, <
@ Polyprotein i 4 VA LFEDT T T T —+F
12X o T10FEE D Polypeptide i & 5. #
DIANVABHD—DTHAHNS3E, )T
vF7—YiEEEE L, HCV OEHE R
CEELRREZR-LTWS. COBEELZHEEL
THCVORHEZMG T AR 7 a5 7 —¥HE
#ThY, Telaprevir (VX-950 % /=13 MP-424),

Boceprevir (SCH503034) 7% ¥ @GR T TH
hTwes (H2-2-6). AEMBEBRFTOBL 27

o7 7 —EAER DKL E2-2-817R7.

1. Telaprevir

Telaprevir (& 2-2-6a) (ZHAE 5 IHZEERICA
2 TWBERLEEZERTH 5. Telaprevir
W, CRIEMFRACH T 2 HEESRERT,
Genotype 1EIDE ¥ 1 )V A BAEFI~D 2B
512X Y, 4LogwolU/mi (F5{E) @ HCV RNA
BRPEVIBIRIT A VIAHENBD LN
720 L L2t b AR 512 X 5 AR Y 4
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CHEPFRICHTZT7IF R 36 MHE ET
ﬁECmWAW4»Xmmﬂmme;&ﬁ%Uz7uﬁtAt&w# £ DA D AR 2
LB HCY BN L DREH L DM AECTH L. EFEFEEPMELFEE IRRE LT
) AHEETLEEZ bNL, KEETIE, HCOV OEETH 7 7 F »BEOBRICOWTE
L5,

%?mécmﬁﬁwﬁﬁfwzﬁﬁ 40 % HE]
BRI AR L5 BHiE% C HigtkiT & EE 3T AEHE PEG-IFNa2b/Ribavirin £f
mg&wﬁﬂﬁ ﬁ&@&ﬁﬂ;mvﬁ rLf B CESMFARE I T ALY A
»xﬁﬁmﬁiﬁziﬂé

SRR DR AR LR 43 e ST
RBEWEICH LW TH S ARFL A LT, BHEAREOMMIHEIESI 2170 2. FFERE
BRHTHAIEDLS, EEEAORELTI ZLRARHTERY. LirL, 1¥¥—7z0r
TRIEEIG S P O M 4 BT A7 WBRAE, FFRENRERIULATH L. SEDKRETTR
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HCVRNA BAEBEIOL/100L T ICE T4 5 2¢
B3, 36:8H T TICRRIE L5372
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