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ribavirin 800~ 1400mg/ B ##% 45 L, RVRHE
SNREM % 14 M ENE (1480) L 245k s
B (150 0) ICMEfER I D A1 7 HE 5, R
B 14 S D SI%IC K L, 24 M5 ETIZ

9l L[ LU TH o EWE L (p=
0.02)., Zh 5 id, genotype2/3icowT, &

U mw%@TMz#@bbT st E = R o
BUEDS W TdH 5 24 M 5T B W TRERDED

I ERRLTWS, KL, fidoub,
genotype 1 12 817 3 RVRPEVRMS i} & 1z
Mo IFEHNC K T B 72 ik 5 0¥, 485
BEHwtk L, 6~7Hi LT 3D HL,
genotype2/3 D RVR 23} & 7z fEic & T % 24
M B, MgEEsS (12~161MKE) IcHL,
B Ul @SB on s flEch st w
AU BEDSH D, Wl Hof UL A T
WD IR T DESNBRETH B,

WRMRICESIIRF
a. EHIRSE

HEHIHE 4. i 2> ¢, McHutchison & 57
FELD oI T E RSN O 80% L J:J
5L, &5} P(’g-IFN ribavirin & % 12 80% B
Lo ENHET 2 2 EBRETHD & ﬁif“
7z. Z D%, Peg-IFN EribavirinZ i Z D
AR LB RIc oL T S oD R &
T X = 39-16).

Fried & 45) 1, WIANED genotype 1 155
4 NV R Kt (FICV-RNA > 800KIU/mi) @ C '
PENF2 18801 %, PegIFNa2a% 180pg/iib L
¢ 1 270ng/ M, ribavinnz 1200mg/H b L ¢
12 1600me/ M 53 5480k b 24, itiflo
A E R YL L oMU D W T L T
VA, Pep-lFNa2a 270ng/ M ik o HCV-RNA W
A#L ribavirin iz b 53, Peg-lFNa2a
180pg/MEIC b L i IC KR & {, % 7-Peg-
IFN@2a 270pg/ M + ribavirin 1600mg/ H # T

- 872~

B, RIS A7 HIR 176 (36%) LFTET
HoltbDo, HHARIXSFEMTA4T% (22/47),
TEMSEEHIT73% (22/30) v b 4t
TIO TR TH o EHEL 7.

Shillman & 4% (%, #Ihli&#ED genotypel /31
C B EIF S 150 o L, Peg-IFNa2b 1.5pg/
kg/ 12§ % ribavirin %, {5 (13.3mg/
ke/H ) B A 5 (13.3mg/kg/H ) +
Epoetin-alfa (EPO) fif B, Wi it 5 (15.2mg/
kg/ B) -+ EPOBEREED 3 EEHICH b A1 TiE L
TWA,. ZOFU, BRI A ribavirin £
HEfe & FD 38% & Hulik L, ribavirin ¢4 T
& 8% LA GICIET L, ribavirin 28ih 240D
icfiwchasr Le2RL,

BLEDH; UL, Pep-IFNF{ ARG Ic k » T
HCV-RNA DS W €T L, % 7 ribavirin{s H
WHR ST XD BIE R O A TR S s 2 L 2R
LTw3

b, BEMRTA (HCVEEFER, BHAR

BIY—h-)

BRI ST ATV T, P4 AR
F (HCV corcftk ™ »NS5A™ o7 3 2 K
BRGNS e o CIRILEINT (HE O RIEIG
2090) polsnTns,

Akuta 54748 13 penotype 157 A L Z it
(HCV-RNA 2 100KIU/ml) o CHY{ts 1 I 45 160
ficwf U, Peg-IFNwa2b 1.5pg/kg/ ¥ & ribavirin
600~ 1000mpg/ H % 4818125 L, HReshiic
FETHNFIE WU &>/, Z O8I,
BERLI (M, 12M) B X AN T IO
HCV-RNABEPE(L, @3, HCV core fiihg
DT0M, I HFDT I 2 FEEMHBMIIINTF E LT
Bl U, [HOO B YA324 & e 4TI ianEsd
WaHh b et Lk, £, Hotta 5% i
NS5A Wi 7 £ / iAW IC DT, NS5AD V3
LE&U pre‘V3 Wik (2334~2379%%) o7 3/

AN BRI IUC oL THREL, Mo T S
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T BRED6M L TH 2HE %, 2360,
23787 I BERMBALND E, BRI
HCV-RNA ARG SN, HHBNoNPTVI
ExdiE Lk,

—#, Asahina &% (%, HCVIEHIZE VT,
AT A A AR L, IFNEES 7T
B IEMAL L A L APERR I i) < BRI RNA ~
Y A—Xick B EAREIEES AT ACHHL,
Peg-IFN/ribavirin ff F#£ 3% o G HER 4L & O Bl
o WTTHRE L 7o, REEITERERIC B T v
4 v A0 HHIRNA % g8 3 5 retinoic acid-
inducible gene I (RIG-), 7# 7% —HT &L
TH:& T 5 caspase-recruiting domain adaptor
inducing IFN-8 (Cardif), ¥ s5icZhsicxl
< B O B9 o [ < ring-finger protein 125
(RNF125) 7 & o jitfs F5 02 M L 6508,
Peg-IFN/ribavirin fif H W3 CHCV-RNA =1L
D & e I T, RIGTE@FEmL, &
iz Cardif ® RNF125 I3 856 H < b b, WBHEITD
RIG-I/Cardif & 5 > I RIG-I/RNF125 3¢ 3 b 1%,
B oM TFilcEHTH S L 2,

DR, I BN I F
225, dRotsieTLILERE Hoh
2 BIHEROMORARICERTH S LBEALN
5.

B. #RIAD A I AEDRSRINR

CHIMERF2IC N T 2 g LT, #i
AN AMERORRE BRI E LB LV IFNS
#59 ribaviring 78 K3y 7% o, 1CV
SEIRATHL ™ 4 VL AKIT & B protease fE I 2,
polymerase JET #1345 22 Edsb h, 51k
FENE (R ORI 2 B & U 72 & Bl 5000 s
pHIETh 5 (1),

1. Protease[REHI

HCV IR A 2 £ 30007 & /7 {6
% 4L X Dpolyproteinz &K L, T D
polyprotein 17 A )V A & & UM E D protease (<
X h 10Mi%io polypeptide lc ¥l &N 3, Zh
5D 74 NAKED—DWEGEIER B NS3 T,
serine proteaseiEfE#H L HCV QNI i #i7e
& Y7z LT %, NS3 serine protease
Hlix, proteaseifitkiifLiciE& T2 LIC&D
BB 2B L, oA )V AR N %
e H & %, NS3 protease 145l o B 76 T I3,
Wt BILN2061 (Ciluprevir) 2 B 51 8w
€ 2~ 3logyo ® HCV-RNA A £ 780 5 & s
N7 8500 ps Ltk X D IMTEospub ek D,
HEo bt zaERMFEROERE LT, VX050

1 RERREPOIBAIAILAEK

HCV I 4 L A

7 4 N AR ORR

Protense [l

VX-950 (Telaprevir)
SCH503034 (Boceprevir)
TMC435350

Polyinerase [113 #l

R1626, R7128, NMZ283

IEN @4

Alb-interferon-a2b: (Albuferon)

Ribavirin W

Taribavirin

TIR7 =R k
SIS R 1T DT

TLRO 7 2= 2 K (CPG10101)
TLR7 7 3= A b (Isatorbine, ANA975)

Z DAl

HCV 7 7 # v (IC41)
SdE (A1

=873~
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(Telaprevir) *%, SCH503034 (Boceprevir) 2,
TMC435350% % &b TN s,

a. Protease[BE##migs5

Telaprevir @ CEIPSHENT 28 1 X9 2 4 h fH 3
%23 3, genolype 18 (HCV RNA=100KIU/
ml) D28%1 (9 b 23T IAEREMERED & X
% & LT, 450mgx SIE[IE, 1250mgx 12F5
£, 750mgx 8KINE D 3B (14 HE) o8
bz, Zof5U, 2#icE v T 2logilU/ml
PLE, #9591 (26/28) 12 3logiolU/mibl b, bt
LY o s o 7-750mgld 5 I T3,
4.41og10lU/ml (R HAff{) @ HCV-RNA it ji§ 4> %
iR&, transaminase fifi & % 5§ TI§ 2 26
TEiO, LrL, Vit £ VA0 HM
T5IELMEINTE D, KEG OB
77 & IR MEE TR 7 s i E
7o % 2§80 1 — » OHCV-RNAIZ D W».T,
NS3 ik N>R 5434k (1817 2 /) D%
SEHMENT S AL REUL, IR TR R T4 A1 (36,
54, 155, 156) D7 I / BELEMBIEZ iz,
b KD LAWY — VE, V36A/M,
Th4A;, RIGLHK/T, Al56V/T/S®sinple
mutation &£ 364 155, 36+ 156 ® double
mutation Th o7z, 2D ) B, RILNEAINE (B
HRD 25 54 1 V36A/M, TH4A, RISG5K/T,
A1S6SZEMERIC A &, WG AR (W Bk
D605 ) IXALIS6V/T, 36+ 155, 36+ 156
i ez,

b. ProteasefE#I, Peg-IFN®2#I(tH

&5

Telaprevir i - $i7 A MV 2 G2 E T 528

EUINC AR AT DS U, DL A L AR D3I
W s ths, Hllahclasialh A LA
Prixbiff e wd ot F2 ohn, PegIFN®
ribavirin & YFAAK ST T3, WIALG
¢ @ genotypel BICHIHB R £ 200 12 % T 3,
Telaprevir 750mg x 8 INFI 7 ik 51 (n = 8),

Peg-IFNa2a 180ng/MEBEMEER (n=4), %
5 NCITHIBEREE (n=8) D IbHEMES ik
2520 oIz, 14 BRERS © HCV-RNA g
4 hit i3 Peg-IFN o 2a B © 1.09logiolU/ml T & -
=DIZH L, Telaprevir B¢ 13 3.9910g;01U/
ml & EDETL, X SI)FETIE5.49l0g101U/
ml &EWNBET 2RO, i, 14ENRSE®
TU§ICIE, Telaprevir ijiflifit e 14 & Telaprevir/
Peg-IFN ¢t 2a ff F #i£ 44 THCV-RNA &k (<
10 1U/ml) & 72-57=, Telaprevir HLfUED 4 i
B W R OHCV-RNATE k4 %2 3 & 12 23,
Telaprevir/Peg-IFNa2aflf HEETIE 7 4 1 A4
WaiBdlhdbol, i, ERo14BIMES K
Bl & V> TBIEE D BYIAHET & 2 Peg-IFN a2a/
ribavirin it ANEE BT O NS, IBNBHIG % 24
W iE, MG N E 224) 12 Telaprevir TR
& Uiz Telaprevir/Peg-IFN a2a {if: F i D £ {0 iz
BV THCV-RNA BEEEE ok,
c. Proteasefl & #l, Peg-IFN, ribavirin
D 3FIBtAKRS
UiZe B iaiE o k% BiE L T, protease
WLV 7Y /Peg-11N/ribavirin o 3 /il §F JUNEE 23T H
T 3 2780 RIEIED genotype 1 M C 1t
PENF JE 126 12 % ¢ 3, Telaprevir (750mgx 8
I8 18] 7 ) /Pep-IFNa2a (180pg/i# ) /ribavirin
(1000~ 1200mg/ H) A% Tk, 28H
FHFR RSO/, 12 2 & v T4logiolU/
mlBL k, 10612 5logiolU/mi Bl E @ 1ICV-RNA
Wt 2588, KRR D Y A VL ADBE EHIZ
se® ol 12(FBHICEIE £ o 7223,
EHREICIEES T, 2H/HCV-RNAKE (<
10 IU/ml) taotk, &5, Eido28 I
5.2 5] E §iivs T Peg-IFN a 2a/ribavirm §F)JTE g
(44)1) 2f7bih, 26T A W ADI LR %Y
O 775, gz 8 6 (22315 o 1l % &ir)
THM RN
BRSO R M2 21 ¢, BiAE, Telaprevir/

=874 -
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Peg-1FN/ribavirin3 &I FAfF L o 8 IHHEE LT
HhitTv %2830 PROVEL, PROVEZ study i,
) [E1 38 ¢ D genotype L BICRI M RF 2 IS L,
R % Peg-IFN/ribavirm 483 & 5-# & L T,
PROVEL T |3 Telaprevir/Peg-IFN/ribavirm3 #l
PR 1230 5.0, 3R 12148 5 + Peg-IFNN/
ribavirin 125M#& 5.7, 376FH 12:M$% 5 + Peg-
IFN/ribavirin 36i# & itz g L, PROVE2 T
1%, Telaprevir/Peg-IFN12)i % 5. ii, 37l it A
120 % &5 1, 3/ O A 124 & &5 + Peg-1FN/
ribavirin 1288585 ik L 23ch 3 (F
2). Z DA, EWEHHIR1200E 5T DHCV-
RNA pafEfbAt 1, WINET41 ~45% TH 5 DI
WL, 3MIPFRETETIZ68~80% LT, ¥HH)
K, WD 41 ~48% Iz L, 3HIHFA 120
#¢ 5. + Peg-1FN/ribavirin 1231 £ & [l ©61 ~
68% LK TH o7z, Fz, PROVEZ study i
B3RO LAM Y A VAHMIZLS
HCV-RNA{f _E 5t 1%, Telaprevir/Peg-IFN 12l
% 5 1 ©24% (19/76), 341 pF M HF T i32%
(4/163) & 3HIPEMBETIERIC ISR TH -
X 50T, RPHBETTD 3 AR 1285 T
#(25~30%) ThH B I L, 3l DPeg-
IFN/ribavirin ff F 251250 & 363 T2 IE % o
TR (2~6%) THhoIEEZTT, S,
Peg—IFN/rlbavn'm 48 M & 51 & 3 A PF T 121

#% 5 + Peg-IFN/ribavirinl 2% 58 % Ik § 2
HIHEEPBTON L TFETH S

2. Polymerase[HEH
HHCV @ 3E il 3 £ Ik ANS5BIE, RNA poly-
merase JEME % A L HCV-RNA i 8z i 4 70 7%

ULz L Twa 3, polymeraselil il il iX, HCV-
RNA# WA Wil 2 kA2 d b, #HEHE,

BRI D 2 NI AR DS 503, BlEED L Z 5
E M JE o A E L T, NM-283
(Valopicitabine) 3% R1626%:37  R7128%
REBbITENB,

R1626 {%, NS5B polymeraselll it ffl T &H 5%
RI479D 7a F 7 v 7 ToH H, #HEIRNED
genotype 1 B C K1 & ¢ JIF ¢ (HCV RNAz100
KIU/ml) @354 & % 4 & L T, R1626 500
mgx 2, 1500mgx 2, 3000mgx2,-4500mgx 2
D4R (14 F1E) 12 & 3 5 b Il o
btz O, HE#THOHCV-RNA M
Ahx, Wi, 0.32, 1.2, 2.6, 3.7logiolU/ml
TH H, 4500mg £ 58 o, 3000mg i D
63% 42 31> 2logiolU/mi B _E @ HCV-RNA &4

a7z, 14 B S 0 ALK 2 313 5E O
T, ETNC L 25RO RPo b DD,
3000mg B E o G5 T L aHER 3% IR
THIEWEINL,

%2 Telaprevir/Peg-IFN a 2a/ribavirin O 1 1H5ER (PRIEE) CUik28, 29 K hiy4

PROVE] PROVEZ2
T/P/R T/P/R T/P/R
P/R T/P/R 12w 12w P/R T/P T/P/R 12w
48w 12w +P/R +P/R 48w 12w 12w +P/R
12w 36w 12w
EVR 45% 71% 68% 80% 41% 62% 79% 73%
SVR 41% 35% 61%* 67%** 48% 36% 52% 68% 1

T: Telaprevir, P: Peg-IFNa 24, R;ribavirin

EVR: Early viral response (GA#EHAG 12 881 55 HCV-RNA [E2{1L4k)
SVR: Sustamed viral response (#’xlj)

*p=0.02 vs P/R 48w

**p=0.001 vs P/R 48w

"p<0.01 vs P/R 48w

=875 =
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IR OMEEZ T, BE, R1626/Peg-
IFN/ribavirin3 |4t F#éE o 35 a @ES 2T
T 299 FIEEKED genotype 1 1 CHIt i
AF 4 (HCV RNAz50KIU/mI) o xf L, Bhédih
452 R1626 (1500mg = 2) /Peg-1FN {if,
R1626 (3000mgx2) /Peg-IFN i, R1626
(1500mg = 2) /Pep-IFN/ribavirin if iz & ¢, 5
O TEMEE & Peg-IEN/ribavirin ff F 44 1 %
5 % 1\, #fIE I © PegIEN (180pg/ M) /
ribavirin (1000~ 1200mg/ H ) 48 & 5 & Ik
T 2bDTH2. oG TR, BNINEG
4 I R T HCV-RNA A hitid, Wiz, 3.6, 4.5,
5.2, 2.4logiolU/mil, HCV-RNAE:( (<15
IU/ml) 13229%, 69%, 74%, 5% TdH H, Hl{E
AniTid, R1626 300”111g><2f7()lj FECi L lHIE
KR hF iR A 23% il sz L I hTw
%, R1626 4% & o 12 4 ) if £1 23 Y 8l 7,
R1626 & Peg-IFN, ribavirin & o fiEHiic X b |
fEHIDSED S, A7 A W A LA TSl
INBZEMBREINZIEDS, ORISR

HORRDR 5,

3. FDMEOMBIY A I AE

a. MITILAEROIEE

A D IEN W], ribavinn MAIDHL7 £ 1 A
fEf o - WifER oMz BiEL ©, #ilHlo
WRDAA SN TS,

Albinterferon-a2b (Albuferon) 2 IENa2b iz
EFTATIvEEESELLDOT, LD
Peg-IFNa2a & D & &< v tlErs i 6 n s
2 EBtETH B, PINHENED genotype 1 RIC
ESENF 28 468 T A L, R 4 Pep-IFN a 24
180pg/#M & L, Albuferoniit% 900ug/2iM,
1200ng/24, 1200ng/4M o 3 Rz, oI -
Albuferon#% i1 ribavirin (1000~ 1200mg/ H)

& BE L 48RS 1T o 72 55 TTb H1aR 5 T g,
FRAAE, WD S TS, 58%, 59%, 56%,

51% Tdh -7z, RMHEMIC X BiANPIEHIE, 6%,
9%, 18%, 12% TH - 7255, BFIHERF O QOL
i Albuferon & 51T RFLHEUTH - 12 L
ENTw 3, Albuferon @il 5.0 IS thH3HERH
SN EEH, BE, Albuleron 900 or
1200pg/2 i + ribavirin # 5. o 45 IS T b
NTn3

Taribavirin it ribavirin® 7 v F 5 v 7 T,
ribavirin O WI{EF T & % itk Tk g & ¢
52 EBHMTH B, WINENED CHRINPERF R
180 Mtz 4 L, #I It #% ribavirin 1000~ 1200
mg/H & L, Taribavirin{it # 800mg/H, 1200
mg/ H, 1600mg/ Ho3TEC 5V, % - Tarib-
avirin % #{f1Z Peg-IFN«2a 180pg/ M % fEH L 7=
BTS2 81 5 @k 5 (Hb < 10g/
dl) OHMMIER, ribavirin [27% (12/45) 1
kL L, Taribavirin fE¢4% (6/135) & Taribavirin

FCiEMshic t fEInTn 3,

Nitazoxanide (Alinia) 7% 3, 7Y 7 4
FRIUHET, 27 FRARY T AEP TV T
WA EARE W D3R & 4T i sl
b5 EINEUT OEHNE R TH 2535, in vitro
2B VTHBVY, HCVIZ X4 5 w7 A LA LNl
IRDSR N CRUMHEIT 2 18 ¥ 35 3 0
M kB 58 AT bz, Genolyped I C 51k
PNT 98 [ 23 il iz k13 % Nitazoxanide 500mg
x2/H 241Mh He 512 & - T, BRI T IFHCV-
RNABETEAL, Wz 76l (30%), 44l
(17%) Ko & @I Tw 3,
Nitazoxamde X Peg-IENffJILIc X > TH 7 1
R ERRT 5 2 b AEEINTE Y, B,
Nitazoxanide/Peg-IFN + ribavirin ff B 5 i i€
5 2ifihiiTn s,

b. REMEEROES

HCV o PEfRicix, Rz (W4 a4 0%
NK#il 7z &) & #ERk 0 e E T
WEDBYWTH L. HCVIT R T 51+ 7 00

- 876 -
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B XD, BRI T A EHASNTE
, EEMmF O N, L CIRIFNZ EQHY
4»%%&@%% X D HCV R ptE s 50
EED D 5.
Toll like receptor (TLR) %, #ikifk% ks
2256 THY, RREERECINET 3.
TLR-O7 2= & b T&% % CPG10101 D i Ib {1/
ek Holisati 00 ¢k, 0.75mg/ke/ Mo 41814 1%
il BT, FH1.69logiolU/mld HCV-RNA
MAHE s, MUELWER b HO Lo &l
LINTWD, ¥/, TLR77I=2A+TH 5
Isatoribine o &5 18 A WOV
S00mgD7H M &5 i1 X - T, ¥ H0.76
log10lU/ml @ HCV-RNA &4 3 5 T\ 3,
oy, TLR77I=ZA D 7RI 7 T
& 3 ANA-97552 1ICV 7 7 5 v (IC41) 5964
nEDMELEDSN TS, S, ZILkR
PSR oYy A L AANORT 2 2 itk
D, Wil RRNEEY IR N A TN S 5.

T &, Isatoribine

s8IV

CHIPSTENITF RIS T 2500 A L AR, BlE
D Pog-IFN/ribaviriD JENIE 22 6, protease il

AL 12 U & T 5 HOVIBIRIE7 4 L AR,
HR?f:XF&E@@&%%MWﬁ%K$D
iz X ELTwa, I ok
i, CHUTZICBWLTHIFN L2 P To
A LABEELELTED, £, PeglEN®
ribavirin 7z £ & {1 U 72 i B it B 5> Peg-TFN/
ribavirin it JHFEE I B W TX CTH o 725EH I
W B AGEEZ &, AL AL o 5 4
ARY Nk (B
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100 f3 0 =
x 83% H
80 {u
. 69% &
% bd -ZIZCL}]k:(?JEE:LE;ii}?l;ﬁ:".}?.’}:‘;
@ 60 E :r e :
g " "’r. 45% z
% 40 = ul 5
~ R H g
] a” , 8
2 H 14% %
= 'H 1%
o & RZ 0% 2
®4w 8w [2wud 16w 20w 24w ; 24-d48w
ARNNENHENANANNR R R s annRo RS DR ERREE T

4 HCVRNA BB EBSHIRID BRI (genotypel BFD
A IVASEIER, 48 Bi%5)

100 _
B 48wiRS

e

$0 T2wiRE

63
(49/78)

0~1 13~24w. 25~48w.

5 HCVRNA BEME{EBSFHARIDZE DR (genotypel B U A JURAEAE
B, 48 381%5 vs.72 815 S)

B, WICEREALRTANEY VR BICid - HCV RNA 2% 12 B CHIED 2 log Kik®
IR (2 4). ek, LVR flc Tt &5 (/100 LFIZ 2 5 RWE
W5 T2 MESOEREITRENTYS.  FITHA. 24BTyA VAR ELR
OLF O#ETd, 48 8i%5 & 72815 RVWIERI T 48 BB CIREMHR LN
PHET AL, BEVR FITIX SVR BIZES I LERVES 24 BEETALTHES
ZWHOOLVR AITIE 25D SVR  ThABAE, BEHRD ALT EEdiEs
EPFECELRB w728 :34%vs. TH5IEWHH70, B3 LLFETE
63%) (215), LVR BITIX 72 BoO RS B3\, 368 F CIT real time PCR i
PEHChHSL. BEFBEOTA N4 HCV RNA 2Btk LT 72 Bi5%
T, genotype 1 B IZ B v T, real time WIEPHRON AT RS B 5.
PCR T, 128U 36 8 CoRefAbi —7%, genotype 2 I Cid, RVR 2%k
YA T2 RS L TBY, UL, 12~ 16 OGS % 17o
Z 9 L7HERTIIERED UM b IER & BRI TS v v ) #idas
ns. Ehas, SoWEbHY, FIRTR
genotype 1 BN 3 5 ipfp IR ERED, {EF AN & R MUl E 24 Bkl
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TENFEE LW,
b HCV RNA BEBRTEED] -o-eoeoveeeeee
HCVRNA HHAsTE b o 12354, I
3% (SNMC, UDCA) I & % WE# %17
v, MERTARIEEAE, S S5IBMmEE
AT A, o9 L-REOREIR, ALT
ErTERANCHEFT A L I2Hh 5.
EE, ALT BEBICE UDCA(I VYT
FEva— V@ U ®)600 ~ 900mg H
RETHEET D, S5 ALT ERADAR LR
FEAWC SNMCGR AL I/ 77 —T ¥
y=940~60mL/ HX 3~7H/#kE
xS L, 2 BT IR 2470
1‘ ALT EALET USRS EZ T 5.
BB A VAR VDS,
FHf~OHOBHERICIET7)—FY
AVORERIHIT L2 LITXY, SRR
ROMEE b5 T, BARICE 1~2

AEBOMRE BN E Lz#H LWIFN#
#| (albuferon), RBV @71 FJ v 7 (vir-
amidine) D14, HCV FIREIHLY A ) 2
ETHH 7T - 7 EHERE(VX950(tel-
aprevir], SCH 503034[boceprevir]), &)
A5 - PHEHETH H(NM-283, HCV-
196) % EFDH Y, B bITHIRBIEER O
BhA HRY & L 72 & 78 3254 (isatoribine,
CPG10101, ANA975) % EABARHTH 5
FED. ZhTd, EE TurT—ER
EHTDH 5 telaprevir D FERIRAERHHES,
PegJFN/RBV & O 3 I B H I & D,
genotypel BI ) [B] 3 # 41 T 60 ~ 70%,
Peg-IEN/RBV (I CERAHE LN 2o
7T DR 40% 1SERIDE S h - L e
INTW5,

F1 HE CEIREAREORRE

S y . NI+ ILA{ERD SEEERO
HH I L2 200 ~ 400 mL OB E, i ju fmes
72 F BN 10 ng/mL HHNVEIANET T 2 LU IEN 235 YA RALY
YUEAT 11 /dL LTS 5 % THED SR albuferon RFEEHEE
BIFEEODREEMETT 220, €5 FLLWUNEUVEE]  DCOYFY
j_Eimi%%H@?Z:igmwwf%ﬁﬂﬁﬁﬁﬁ%%?éd@ 5. i LR 7’3‘?1 )
‘ R e - EFEE £ isatoribine

7, TEN(PeeIFN) SR EMHES1C X Bt
’J T ALT fE%° AFP fﬁﬁﬂ'{%’éhﬂbi HF VX.950, - SCH 503034
ﬁ%&?ﬂ?ﬂﬁﬁ‘ﬁﬂﬂ &) 5. RUXAS—CHEE
ﬁ ;ﬁ;ﬁ}mj/{)bz% ..................... NM-283. 'HCV-796
| FiRn CRFFSRRAEEE LT, oAV HCV BEEEER

W #EE ! .

A SRR E S TIIE S,
o BBV ABICHT B Peo FNRBY HEEETIE, DL ABMLICHHE
Pep IFN S EHES -, B EOERHTHERD SHEL TS,

A
Oze T, et al. J Viral Hepat. in press 3) - Inoue Y, et al. J Viral Hepat. in press.
2 Hiramatsu N, et al. J Viral Hepat. in press 4) Oze T, et al. Hepatology 2008 ; 48(4)
(Suppl) : 853A.
KIERFERFIRELRRNE LR, TEREE, M X
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| CRUBMRTRICH LTI, RIqv5—Tz0Y - URE U VHERENS

—ERDBFETY GEMICIET /) F1T. DIV ABDREDBDHET).

F 73~

24 RS ETVET,

CHIECD 11 B VR TENOME SR TVDI,

HERHITY,
PRV 11 - B LR TH,

5NTWVET,

U VR m A LR IS RBINIC 4SS, 1B B4 LS LR

B Bk ITRRHELIE

HREAFICODDE T, BIFERFRLE

%’;%"?i%@ g; 5 /5 AT EHCV-RNARITHRE S TERFE A §HE T Tl L, B4 DiEmIC
BITEMDAIWAFCKICH I DRI EZRU T, AT EREUET
(response-guided therapy).

SRR

CEMBMRF RIS T 27 A VAR, 4~
— 7 = 1 ¥ (interferon ; IFN) H#E &0 5
HIODHT 4 WAEETH B 1) /N 1) ¥ (ribavirin)
ORI & ) RIRAI 2B w BT & Lz, BIET

3, IFNRIiRAlcThHh aRIT A vy — Tz 0 v
(pegylated interferon ; PEG-IFEN) & YN )
D EREAEROE—BRE 2o T E T,

31’1\ PEGIFN - Y NE Y VEE T, PEG

N g 2b WA & IV Z 4 v ba v ® LR b —

— 888~

VPR £ 721, PEGIFN a-2a %] % v
PH Y AN - ann A R A E A AT
o
2. {RBEER - 3R
PEG-IFN - Y /NE Y & B R O R IRod A 1.
ARSI CESIANVAEEMNCESRE T
. FIREFITCET ) 4L TR L VAR,
bOTRENTRETY (RF VX a2
FBETE, WERSEIE 1R - By A VARE
PIORIRGEE) o RSP IE. FRAAIITTA -
BUANWVAEEMICIZISHER GFalc k-T2
W) ZOMOEFTIZ24BM T,

O HR O RO n

HoE O LR O




D 1

-+ PEGHFN » USE Y A RBEOEAR S B

{f%E = 60ke 600me/ &

180 u g/l - ' :
(REICBEmE L) 60kg <{kHE = 80kg 800mse/ H

 8Okg <{hE 1,000me/B

LA R=1®

A% = 60ks 600mg/ H

1.5 ug/ke/#
365~4bkg 1 60 ug. 46~60kg : 80 us. T i R
61~75kg : 100 ug. 76~90keg : 120 L&, B0kg <{kE = 80kg 800me/ H

91~ 120kg : 150 g . BOkg<#E 1,000mg/ B

v =oM%t (end-of-treatment response ; ETR)
¢ =111 .
B LRBEE. HOV-RNARS Y 7L &1 A PREFEINTVET,
N - 7 . :
PCRi% 50 loglu/mLil . 7> 77U 7" 2, BiREEMEYE
(Amplicor™ 35T 100 KIU/mLBLE. 70—k FH B . AR T 24870 HCV-RNA

T1Mea/mLELE. O 7#HEKT300 fmol/LLLE% N - =

: Dk -of-foll WX DERME L,
BHLET. U7 &1 APCRIH TagMan® & K tE4L (end-of-follow re\sponse) 0 il
AccuGene sk =ohH Y £, HCVRNAREHTHRIE, 74 VAZEHER

(sustained virological response : SVR) & H&E L
¥4, HCV-RNABMEDOBE L Huv 4 v A5k
3. t5& HOHCVRNAR L OB EIC L ), BH
WS BT, RIVACRBEIIA DD LT (relapse) & #&%)h (non-response : NR) IZX B &
180ug/ BT, 74y rurPafENcRE 3 @1,
EAROLRTwET, 4, VY Yidan
HAAE LR b= b, RERICHESEH B
HENTVET (&),

1. HCV-RNA &illiE
PEGIFN - U SE U Y HEAEE TR, RS
5 X912, HCV-RNABAER, Bz G
RIANVABEOE—BREIHCVZHERT % BEHROFMICEETT, Lo T, WHRMAMBIDL
ZETY, VA4 VAZENBEMNRITHCV-RNA O 43@39: IZHCV-RNA EO P ENLETT
EEIZESTHMLET, 2. hikirE GIE3
1. SIRHEORHA PEGIFN OBI{EF 3. IFNHMRE X ) LI
AV AZNSRIT. BEBAREIERSD RIERIE RN TN W mEREA 1358 < A
HCV-RNA ® AL (rapid virological response ; BNET, Bic, A YROTIE, BEBHICE
RVR). I % B 4 12 38 Iy 4 0 & £ 1k (complete WTHAEMRMPIRBLBARONL I EHFHY &
early virological response : c-EVR). B T T T UANEY VEEIZX D, HIOHRREN

=889 -



< VANV ABEICE T IHDRIE
PEG-IFN - UK 4t (48 38)

D
HCV-RNA NR
relapse |
1%
]
g
&3
SVR
start 12 24 48 +24 (B

TRFHRIA

] 2 PEGHFN « UNEV VHRBEICH T 2 EFHBE S

Ay | aRHR"

BFRIK <750/ uL 90 ugNHR ; EELL
: , | 1,000-600mg
AEJOEY . <10g/dl TELL ' 800—600mg
: ' | 600-400mg
SFehaR i <500/ uL %
< 50,000/ uL ik

< 8.5g/dL

Mok |

< 1,500/ ul
<750/ uL ABAR
<80,000/uL

TELL

1,000-600meg
< 10g/dL : 800—600mg
600—+400mg

<1,000/ uL
<500/ 1L

< 50,000/ uL
< 8.5g/dL

ik

CHEMREILC X A BMOETEHR SN E T,
IORD, k74 Y% LR b=
RgEcliaREnE®%eET . A% a
NRAACEREBECRESRT EC. B54%HIE 1. 18- B VABEROBEKE
MR () 2479 BENF DY F¥, MK

DI LTl BHBBEEIROONTVET AIZBTAH1E - B4 VARBEMICHT S
(%2), PEG-IEN + Y S¥ Y 68 48 B 5 D BN R

-890 -
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2 EINERRSERTO PEGIFN a-2b - Y/SEY 48 B RBEDBBEIE

(HCV-RNA &1 {LasERR1)
Z2HE (%)
100 + 100
50
0 0 0
2R 4 5~12 13~24 25~36 37~48 ()

HCV-RNA [&H/Lrsil CamRia®R | i)

3 BHKRERHBRICL S RURS

AR
483 WITE £ T2MITS DEHR
% 3 PEG-IFN « U/XE UL BRIk cEvR ggf,f ;g’fl
&Y BRRBRIHST 55 R poly oo

F (18- 571 REM)

*p< 006

IR (%) p=0.021
80 4 { }

CHOVATEAZR | 70% - 91 Emutant 64

Wild (520~ 118)

ISDRER
T
e e

L RS R

RER T, TRHEA48%. BIER LR 18% SNEY HERERE IR, YA VABRERD
T L7, HCV-RNA BEALREIR OFE M. B RETY (&3).
PEEAE 4 EOK M THCV-RNA SEM%IL L 3. 18 -FI71NVARIE Wlkﬁ’é'ézé‘ﬁ«\
FIT100%. 5~ 12:BICBEMEAL L 7261 T2 71 %, DORIGHED 5 Bk GED
13~ 2481z et b L2 EB TI1d36% T L 7= (B2), PEGIFN - JSE ) VA8 BHS Tk,
2, HMENRICHEET AT BEEAIATE 12 BB A1 B 1T 5 HCV-RNA AP E DS

18 - g 4 WARESIHN T 5 PEGIFN - U BEDRL TS ABEELRTCY. RERMBHGR
NEY vHERHBBEEETIE, BEE Bl W 128 S O, BERBROI005D1LT~
BHE L OEREPBETD 2ER CHRESR (& @ HCV-RNA # 4> % partial early virological
W BT Ed. —H. BELMER. ISDR response (p-EVR) L E%& L ¥ ¥7% pEVRH&
RO VER O0~1M). HCVa7&HD 70 SN VIERTIRSABRICBVL TCENIRED
F7 I )BHPERECTH BIEFIIPEGIEN - ) NBWEERIZIEE AL R, SORMTHREZK

.......
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