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C RIS N 221233 5 % interferon &I O BIEH O H
—HER A interferon & peginterferon

K GEZET HR RA

#E - CBetFRIcH 5 interferon (IFN) i
D FE %% 12 peginterferon (PEGIFN) OB #iz Lk h
1b, W7 A LA TH 50% THZ SHIZ Y o LA
ELTEORERRA L { v, #EIZHERIFN
L ST ED TH- BRI HER LTS T HHIE
OREFROMBHEH-7-), DEERATLEED
IFN G EERE D 6 MR O %2 My TlEsIz R
kb ANbvid, 40, PEGIFN ialxiho sz
D, DL IFN ORIER ML TE S 2 W32
oo MEH O ERRN & BRI L7

M EHE  1992-2004 12 [FN-a-2a, 2b (n=16)
% 7213 IFNa-2b + Ribavirin (RIB) (n=20) (L1 - $ % K
IFN) @it %51 NR T 72 36 ) (5/4c13/23,
TEHRY TFN 5B O THEM 5072122 #) 12 PEG-
IFNe2a (19 #1) £ 721t 2b+ RIB(17 #) (2L E PEG-IFN,
TIIERE 64.8+ 11 i) 2455 L PEG-IFN #£T #%. QOfit
H B IFN High, 24 %8 IFN + RIB, @ PEG-IFN High,
(M PEG-IFN+RIB @ 4 BT TRIGCRMEL 7 > r—
FHAT, 5% 20:8% To Hb, iR, 4F
pERREOE{LE LML /.

8% () BEERokE (- A THHOEESN)
(Table 1) : (DEEHAI IFN §ish & @FE %K IFN + RIB
L UG PEGIFN Bigh - @ PEG-IFN+ RIB % 1+ %
CLIZEDRIBIZLEAMEAAHONELL, TO
R ENTREFIHEICHB L TE IS RERD,
HET, BE £258 KHET, bHET, @
i, DNk, RENRE, EMO»wa, BEMER O
B, Mg, RBE EMMEORE fEARE LT
bolAHBEMTHEE AN Eh -7, DR
#%K1 IFN High & (3 PEG-IFN §igi, @488 IFN + RIB

BT AT Bk AT 408 B B MR B L B2
*Corresponding author: Kanshoukakil949@aol.com
<&+ H20074E12H 126 > <$R4R A 200844 A7H >

HH HE ER W

L@ PEGIFN+RIB #8452 1210 [FN & PEG.
IFN O o%DB oL 45, TO#HR The
NEEVHE IR TEVHICEN A, OW
%k (Leh BRIEH, »oBE EHBEORE,
R Tho R MITEEED, AHET, RER
W DR ETRIMEOIEI WD F R b
HMTHEERA SN H o, (2) BATIROBERR
IFN High - 37C & 3, 38T G456, 39C H2#H. @
fit#B IFN+RIB : 38T {56 . 39T f54. 40T &1
¥, (3 PEG-IFN Bl : 37C &6 f, 38T 52 #, 39T
184, @PEGIFN+RIB:37C &4 4%, 38C &2
9, 39T ¥ 4 $1, 40°C {5 1 BIC RIB 0 HI 60T 12 05 8k 40
Mizdofe. (3) 4L FIEPERER IFN CLs 1 #(uk
TREh 0 ORAN, TRAAG. MGG L 1 MUORCERIET, BEE,
7% %), PEGIFN TR DA 4 ¥ (545 L LN
SEARAC L BN, M 1 H, —BYVERGIRMSESE 1 I, AST
266 1U/L, ALT 252 TU/L1 ) TEWOHHEH o7z,
(4) Hb, M/t SFPREoE{L (Figl) :Hb
WOEALTIIEERS IFN Hgh & 8 IFN+RIB O X
T2 4, 8 12MBTHEOIRID, T/ PEGIFN
Hish L PEGIFN+RIB @M Tit 4, 8, 16 M H THED
139 BAEICET L2 BB 0B{E Tt PEGIFN
Wik PEGIFN +RIB ¥ T 4, 8, 16 ME CFo
139 A%, PERR IFN Kish L PEGIFN Hisho l#c 12
METHEO A, PR IFN + RIB & PEGIFN Higlt
OEMTR2METHHEOHPHEIET LA doh
Pi¥H &AL T2 6 %8 IFN+RIB & PEGIFN +RIB
OMT2METHEOHAHBISET LA

% IFN ORERIZoWTIRIh T TE (Dt
H 0N, MG, BCfAk RIS MEIE W
W, W BARALZEEMIIDLoTWEY, 06
B EPEMOIBP oA LOTHLY, EFFGI
BEAGOIMP ST »r— bR THMAEL, FHM,
A, PO, SR, RKET, WA Mk
IZTEROME LD 2~3 15, HEIZ 46 M- 20 B
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Table 1
@ @ (6)] @

n 16 20 19 17
EET 8 (50%) 14 (70%) 7 (36.8%) 11 (64.7%)
BE 9 (56.3%) 12 (60%) 9 (474%) 13 (76.5%)
13 & 7 (438%) 16 (80%) 7 (36.8%) 11 (64.7%)
raa 7 (438%) 11 (55%) 6 (31.6%) 11 (64.7%)
TR 6 (37.5%) 8 (40%) 6 (31.6%) 5(294%)
LAeE 6 (375%) 5 (25%) 5(26.3%) 5(204%)
M i A 5 (31.3%) 8 (40%) 3(158%) B (47.1%)
ER e 4 (25%) 4 (20%) 3(158%) 1( 6.7%)
Wb HET 4 (25%) 9 (45%) 4 (21.1%) 9 (529%)
SHET 4(25%) 10 (50%) 3(158%) 6 (353%)
3 3(188%) 6 (30%) 1( 53%) 3(17.6%)
iE 3(188%) 8 (40%) 1(5.3%) 6 (35.3%)
BRIL W 3 (188%) 8 (40%) 3(16.7%) 4 (235%)
Hiv 3(188%) 3(15%) 4(211%) 5(204%)
WH-o 3 (188%) 4 (20%) 3(158%) 2(133%)
HEM B OM A 3(188%) 1( 05%) 2(105%) 2(133%)
LY B O Rk 2(125%) 5 (50%) 2(105%) 8 (47.1%)
fH 2 (125%) 1( 05%) 2 (105%) 5(294%)
L8 2(125%) 0 0 1( 59%)
Hun 2(125%) 4 (20%) 2 (205%) 3(17.6%)
L3 2(125%) 3 (15%) 4(21.1%) 51(294%)
L1 2 (125%) 3(15%) 4(211%) 4(235%)
o 2(125%) 7 (35%) 5(26.3%) 3(176%)
Tl 2 (125%) 3(15%) 2 (205%) 4(235%)
HEAE 2(125%) 5(25%) 3(15.8%) 4 (235%)
(B[F 11{63%) 8 (40%) 8 (42.1%) 6(353%)
1P i 1{ 6.3%) 3(15%) 3 (15.8%) 4 (235%)
HE Ve 10 63%) 5 (25%) 3(158%) 8 (47.1%)
1 1( 63%) 6 (30%) 2 (105%) 5 (294%)
RF 1( 63%) 6 (30%) 4(21.1%) 8(47.1%)
4 EREN 1( 63%) 7 (35%) 8 (42.1%) 12 (706%)
6 R 1( 6.3%) 4 (20%) 5 (26.3%) 5 (294%)
H¥AR 1( 63%) 3(15%) 1(53%) 2(133%)
{Laa 0 3(15%) 6 (31.6%) 2(133%)
LUACE 0 2 (10%) 3(158%) 1( 59%)
hI%h 0 2 (10%) 4 (21.1%) 3(176%)

(DEERAIIFN NLs, DRI IFN + Ribavirin, @ PEG-IFN H#t. @ PEGIFN + Ribavirin

HREHERET AU LICHR. CAREREB L TY ethylene glycol 12 £ 27 LV F—FIEAME LTWA L
5Z ENrAH. ShoE THEERI IFN & PEGIFN Ol EMEND. ThUAORERNEICH LTS,
FH 2~ SETHMLAREE 2. SEOBE, SHMIZIRERE DI M —-E O T T kDM,
BERERIEREDITS WA - RO WK, HANCHLRTHD L) BUNS (HEEYL o
[P%, {Leak¥O7 LAF¥—ERIZBEZEOHH 7z. Hb ®4F 3R CIL RIB (RBECILSMIC L TH
HiLo7z ShidRs { PEGIFN OB TH 5 poly- EICETF L2
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Fig. 1 Comparison of the changes of hemoglobin, neutrophilic leukocyte and platelet counts after interferon therapy
among standard IFN group (1), standard IFN + RIB group (2), PEG-IFN group (3) and PEGIFN + RIB group (4)

MRk 1) EEFPURE. BFAEEE 1990 : 21 - 899—904

5| FHRE : C BMRHERF %, peginterferon, 2) ¥ M. HENIER s E i IFN OR
L He R = F 0NN WNILSAR 19949 687—
693 3) EEFAINL FERRER, IR FER
1995 : 36 : 4—8
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Comparison of the adverse events to interferon ther-
apy in patients with chronic hepatitis
C: standard interferon versus pegylated interferon
Michivasu Yagura®, Akihisa Tanaka,
Masanobu [ri, Hiroshi Kamitsukasa
We compared the adverse events among the same
patients with chronic hepatitis C who were treated
with standard interferon (IFN) with no response and
again treated with pegylated interferon (PEG-IFN)
combined with or without ribavirin (RIB), based on a
questionnaire and blood count analysis. Patients were
divided into four groups; standard [FN group, standard
IFN +RIB group, PEG-TFN group, and PEG-IFN + RIB
group. As a result, allergic reactions, such as itching,
stomatitis, sneezing were much less seen in the stan-

4986 % (2008)

dard IFN group, compared to PEG-IFN group. On the
other hand, flu-like symptoms were more seen in the
former than the latter. Hemoglobin and neutrophilic
leukocyte counts significantly decreased until 16
weeks after starting the therapy in the groups with
RIB than the groups without it. Platelet level signifi-
cantly decreased at 2 weeks in the standard IFN + RIB
group compared with PEG-IFN + RIB. As a whole, pa-
tients were satisfied with PEG-IFN therapy in view of
visiting a doctor only once a week and its physical and
mental easiness.
Key words: chronic hepatitis C, peginterferon,
adverse reaction
Kanzo 2008; 49: 275—278
Department of Gastroenterology. National Hospital
Organization, Tokyo National Hospital
*Corresponding author: Kanshoukakil949@aol.com

(© 2008 The Japan Society of Hepatology
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Peginterferon o-2b * Ribavirin i #1281 5 0-2/0-4 ratio # w7z
5L h R STl

HLE #T" S EHBGY BT

HE 1Ny 4 v Al C RMBTEIF sl LT
Peginterferon a-2b « Ribavirin ffH#tk (PEG/R) #1417
PG, EEEATE 12 0 £ T2 4 L ARDT 2log,
Hik Lo viEM, b L<{I1E248B 2 TIC HCV
RNA 2BE¥E{E L 2 WHAEGITIE, SVR 21503 BAA
PRV EIMERTLSY, L L L )Rl
R TFHML, BHRAEHERD AL LAETH
i, EENE 6 ICEMERNE A v bHKEL
T, SRF AT BT 4 L2 RO C BURIER i
Flz i LT PEG/R % B 4342 THTw, S5 Mlbi
oA AR+ 52HHE6FIZ4 B0y 4
AR ORAE, B EEN HCV RNA 8k % v

100 r
77.4%
go | @30
84.2%
g (34/53)
T 60
®
o«
=
2 a0
20 |

group A

group B

selh®  =WOEHRY e ER

T, TOEMDEE TS LI L EWMAI

AW EFiE 20044 12 HA 6 2006966 H £ TIZPEG/
REMBLAIBEY S L ARO C KUBMEIFE 9 0
(9 : % =55:39, M 555102 i, WEHHE ST #,
PHGHEST 01 % b4 = L2 dasieiioo 4 v A k2 2200+
1420 KTU/mL, /4 # 1 163=55% 10" /ul., ALT
fliiz 74 £451U/L Thote. GO Y 4 v ARICH
TH2MELLFICAMBOY A L AROBLEE £
&N 02 ratio & HTUIZ 04 ratio L EHEL, ZhbAe
ZlogE#A DD group A, LlognhH 2logn T
DhH O EgroupB. 1/24 & llognE TOL D%

BT7%

(2/23) o% P

(0/18) (0/15) (0/7)

group C group D

Fig. I The rates of SVR according to 0-2/04 raitos’ groups.

1) KEARZFRZREERNAFHLENRE

2) B ATEGE BB A RE My — i L
#

*Corresponding author; katom@onh.gojp
<Z{tB20084E2 H 26 H > < 1#4R H 200848 H 12H >



Peginterferan a-2b - Ribavirin ff A2 31 2 0:2/04 ratio & Fiv - RGOSR 8 371453

group C, 1/2 27z b 0% groupD L BEL. &
BIoBIT2 SVREL KA LA, 48 SVRIZGHSET
24 Mo HCV RNA Bt L L7

£ : 02 ratio TIX, group A 35, group B 21
#l, group C 23 . group D15 WM+ 5Z LT
& SVR¥IBEFNFNTTIA%, 421%, B7%, 0% Th-
7=. 04 ratio T2, group A 59 4, group B 10 ¥, group C
184, group D7 BITH N, SVR EiXT LA 64.2%,
0%, 0%, 0% THh -7 (Figl). w¥Fih b groupB
T O MBS o 7225 EM 24 VA
i, FE#SoBMLE 8- ARRATICRE VLT
MTHEEL B Lh ol HS5MG2ME X TICY
4 ARDEBRMOESUT I % b U do 8,
LLCIRAMB TTICY A L ARMEHWD 2logn
BTz bhdaBaizid, 2Rz TRANE
A WABHILABLEZENTE Lo

FE: SEOMRLY, HRMGER4EEETOR
B A N ABEMLRESTEAOTFMETEIZT 2
FEZ LN FIIRKECRELLRER L EDH
AN A2 T N—Fhl, HREREOTEL LB
WA LESHIBECEROBLLOEER LR

FE|HE

C BHBLENT 35,

R 2y =T72x07
T AT

128K R A,

ik : 1) Fried MW, Shiffman ML, Reddy KR. et
al. N Eng ] Med 2002; 347: 975—982 2) Davis
GL, Wong JB, McHutchison JG, et al. Hepatology
2003; 38: 645—652 3) Anonymous. Hepatology
2002; 36: S3—S20

EVEE
0-2/04 ratios are predictor of virological
non-response to pegylated interferon alpha-2b plus
ribavirin therapy for patients with hepatitis C virus
of genotype 1b and high viral load

Yuko Inoue”, Kenya Iyoda®,
Noriyoshi Kuzushita®,
Eiji Mita®, Michio Kato™*

To optimize early identification of patients with
chronic hepatitis C who will fail to achieve sustained vi-
ral response (SVR) with pegylated interferon alpha-2b
plus ribavirin treatment, we investigated the dynamics
of hepatitis C virus (HCV) RNA levels during initial 4
weeks of the treatment. We defined '0-2 ratio’ as HCV
RNA quantitative decrease at week 2 in comparison
with the amount of HCV RNA just before the treat-
ment, and 04 ratio’ as that at week 4. We found that pa-
tients who showed 0-2 ratio of less than 1/2 or with 0-
4 ratio of less than 2-logss could not achieve SVR at
week 24 after the treatment. We concluded that 0-2/0-
4 ratios were novel predictors for non-SVR patients.
Key words: chronic hepatitis C,

pegylated interferon alpha-2b plus
ribavirin combination therapy,
prediction of treatment response
Kanzo 2008: 49 452—153
1) Department of Gastroenterology and Hepatology.

Graduate School of Medicine, Osaka University,

Osaka, Japan
2) Department of Gastroenterology, Osaka National

Hospital, Osaka, Japan
*Corresponding author: katom@onh.go jp

© 2008 The Japan Society of Hepatology
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Key Words

O

FUBHIC

C RUfF457 4 L A (hepatitis C virus: HCV)
NBERENTIFOILELL Ay —7 200
(interferon:IFN) JGEMEATA 24, C BIF4&
12344 % IFN G OBER G -7 (F|1).
T F80] S 7= 13 IFN B 24 8769 T,
VbW A AR L L iE 7 genotype | ®IT
BIANVAR (T TVaTERET
100KIU/mL, 71— 7{%T 1Meg/mL, HCV
2 7 HUE T 300fmol/L LA E) SEFOEL) (su-
stained virological response:SVR) 14 5%
MCHot. FOLOERLBIERLEET
BE, BaTHEBREICHLTANAIYRY -
O— % — ORISR ENhsZ LizEh
Tdhol:, LIRL2004H12B RS A
% —7x0% (Peg-IFN), " 75¥ Y ¥ (rib-
avirin:RBV) #FH#EART S, H#HROF
HIREEP A TOTAA L ko, £
DOFFESVREDNMLL, WGEIZHT 2
MOBEOILALTELLEVZ A, BRTIE
MmO C B R OFFf# & ‘Peg-IFN/IFN ifi
it OFRIZOVWTHET 2 (LLEE, ‘Peg-
IEN/IFN {&#' 1 $ RBV - - JE6F B O Peg-

0370-999X /084 100/HICLS

miE

NFA L A=T10
YyrRey -

HCYV genotype

BAABEEERAARESERERRRERERRRRARRES sesssssan

© KEE#HL >y —#LEH

-----------------------------------------

Ay

IFN B X ' IFN ifiefkr 892 L
A).

C BUFFRBEOERERL

MGEOEHRT 0L EIZT 22, 65H
PELZT22RmOIHLEZATHS, L
L, CEFREEORBILIEATVS I
PRI ENSVWHETHD, BHEBICHET
% ‘Peg-IFN/IFN {G#ff' O SVREZ LD 0L
% &, IFN BGH L 2 REE A o % R
(27 b A5 A 248506 48 8L Fok
HICEER L TH KR4 SVR o LiZ{F6
hlho7: (F1). SVREOLOTL—2F
AN —IiL RBV L OBRMTREIC R o722 &
l2dh b, THbE4e{ko SVR Fid IFN Hil
B D 10 ~ 15%2 5, RBVHFA T 35
~ 40%~E)E L7z, LA L IFN BMiEREA R
MBI ERTH L, SO RBVHHOER
B FETIFEORAMTHEN (F1), TOMIC
BiGOIEEEILLTLE 2 mE WA 5,

EED C RO

Ml O C BUF R ORFBUE BT
%. Poynard 6 13, WMl HEKB 2 LT

IS‘I!



EEWT & 5% Vol 96-No.3 2008 (118)

|1 CHFFHICHTD 'Peg-IFNIFN AR OER

1992 5 IFN Hiptis#E (24 AOB@RSH D)
2001 %E 12§ IFN - RBV $FR#E 24 MiE 5
(Mgizm 4 v AREH
6 L {12 IFN BBt R zhm)
Ik rHAIFN OET
2002F2 0 IPN BLUslirh i o BN S A5 RS
2003fE 12 H  Peg-IFN o 2a HEGH 0K
(48 MOBES )
2004 £ 12 H  Peg-IFN « 2b - RBV i 48 ;8
{(*F #1L genotype | Bl#o
AN ARER)
2005 %F 4§ IFN MEREH O B CiEM AT REC
20054 12 B Peg-IFN o« 2b - RBV Al 24 M7t
genotype 2 BlOW S A L A WEHT
g
Peg-IFN o 2a « RBV ff FifiiE & ge-
notype | &1 - B o L A RAER 2320

2007 43 H

# Peg-IFN - RBV i A0 R MEHESMO 6
DTHA.

HCV 2R L B E TE 2B EN [
R G TS h D F TOMME] g
WA LTwAY, #hicka L, 08
FTIZHCV R L T L% ( DIEGI A IFEE
KA ZITIK30ELELOMMEET 2012
ML, EHAFMRLICONTFWEETIIh
DAHEEHITEHREND, S0RcBILLEE L
PISELOCVTHBEEICETLTLES.
£ 70 Wali 5 2 BHEDORER % M55 L, donor
DB E SN TOHFREEILELFTO
MM AR~ TWA2, 0 5EL ) EEDHRE
B L-HE, BRHFFHFEZI25ETO
MMAS 10ETH 72022 L, S0 LD
HFRCIXBH L TH 6 T8 2.7 £ CHEES
H#ITLTwi, 20, EiGEO C BFRid
AL DEITHR N L2 TR L T3,

T/, HAENS L HCV BEYER L TR
WMOBEMIZMT 2HENH LY, Tobblg
MiZ & »THCV (2% L 2 [HA 2 iFH
Raf & RAE LBt LCwa, #hick 3
&, BRI R S ZFRBOR £ REd
¥, 20 TRHEELTH, 40 ATl L

3 8 5 2 8%

INFHLE: IFNMLER Peg-IFN  IFN IFN Peg-IFN
248 488 MM +RBV +RBV +RBV
4818 248 48 48

El 1 genotype 1b - BOAJLARBICHTD 'Peg-
IFNIFN & DENF

ThH, WEBOFRERIL 60 XK THL L
WHHLDTH3,

DbonZ bib, s TIEEmINEm4E
Wb Lo T, FEE~OERSFRED
DRZHLTLEBEERWVAZ Ly, IFNH
RGN T S EIE SVR #AHR W &
bdh, WHE CHEELERL TV RV
BITIZIFN HdoE s h, 7)) FL) F 2
MH LYV FAEF - LEETNET S
r—AYEdol, L LEROBED, &
EbRGF S ARAEIFERHRELFALL S
V2, FEAYIZ ‘Peg-IFN/IFN iE#E L L9
EVIRhEELIRME LTV A,

‘Peg-IFN/IFN ;& OBERERE

Tid, BAEHICHEIEED ‘Peg-IFN/IFN i
B OBMEHBLTUTIRELES I 2T b
&b & ‘Peg-IFN/IFN G IZidbk4s L H R
HTF (Hev ol BEdoebbBEMD
HF) PemREeREL TS, LAaLIE
E i O AN Peg-IFN/IFN HEH @ HEE
* HCVHEREICBUWTwWanIi L, wilss
1224 % ‘Peg-IEN/IFN {G#E" 1 genotype %
EHEOHEIZL > TR, BHENPLFLD
PR FREARIc BT E I L bd
v, FoERRNIZHCY HERR R EEL
TwTh, HFROBEEESHTHESALEE,

522
I — 8~
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HIRSEIZLABMIBIEShTwS, AT
I* genotype Bl 2 1T - H & @ ' Peg-
IFN/IFN {#' OBIKERET 5.

genotype 1b& - o1l
ABOEEREICHTS 'Peg-
IFN/IFN ;&%

% 9" genotype 1b BITHE 7 1 )V A RAEH 12
MY HEMEELD. 60~ 65 ETEIMTESR
WRIFELZ “ORHE ZTE, 4 K54
O (fBIHER) 8D IZ ‘Peg-IFN/IFN &8’
iT->THCV#fR % Big+. WEEHRTD
FLIE Peg-IFN a2b - RBV, ® L {3 Peg-IFN
«2a + RBV OFHI#RE L 48 BT . HAF
74 2 OWMBHEET, WHEICBVTITME
MG % v IZ B 10 R L C il o523
rHIET I LAEIDT WA, GRS 1258
H ¥ TIZ HCV-RNA 2 BHAL L 2 fEFIT I3 8%
M & VR Y SVR 216D R 70%E
(T, HCV #ElR I+ iciffT& 5, L
L, 128 H % TIZ HCV-RNA 2L L 4
WHOD 24 MEB F CICEME{ET A late
responder [P L Tit SVR AHE /20, &
A FFA4 OMBEIHTIZ 728 F THFW
MOERZREL TWE. BkrboMiET:
M, ZH6 late responder \Zxf L 72 B I iR
MMEARERETAZ LIZL 2T SVREDM |
BREINTWVEDNLTHLH, BKOFERHIZ
IEMEI LW b, 48 AL /- H
MOERIZ & 24 b2ETIE (BRR
B4 BT b)) BHEEER TV
WwoEkdh, FELETS.

65 MEMASMERD L EEHEZAET S
EFNH T HERE L VEIZTHIRETSH
%. IFN * RBV B FI#RETORE" TH 2
#*, MERROBIVER ORIMAIE@MeE 1 L~
%<, TDOEH OFHECKRE L HEE W
{-TWA, Peg-IFN - RBV §f Bt Cit
RBYV QREIWEH Ta 2 #m k& imAt ettt

Fh, EERIEISBVAT NG — AN D,
Lo SVR $id i T {, RBY D&M
W L o TPIEF DML 2R A A TED %R
BN TWA, Hiramatsu 5 3 F A #1462
JHIZ Hb EEAT 2 gdL VA EIE T L 2354,
RBV % 200 mg/H i+ 2 = L |2 & - TiFMm
HAMOEFELEXEMTELILEREL,
“2by 2" HERIE L ATWS 9,

HIZ genotype 1b %l ¥ A L A GO FE{%
HSHEEAEZ S, IFN BhG# S L < 12 Peg-
IFN BURGGRETHS L 5603, #E G
I8 L ¢ Peg-IEN - RBV fif Bl##i: T HCV #F
BEEHIET I L EFE v, IFN BIREHR
L € 12 Peg-IFN BIIER CEMTH - o HE
2, BEHoFR (A RErL v
adherence 25 - 7-%), ki (adherence i1
100%TCd o 7243, w2 Null response T
hote¥h), ELILIBEDEFA—-V 3
o BRI e W L GRS IEE ISR 5~
2ThHA,

‘Peg-IFN/IFN {&#¢' @ HiE % HCV #Ek 12
ZEDLLFIFRMEHICEEEZ BV DM
HL|E SN TS, IFN HEES AR
A ENTWAD, IFN 300 5 BAL % HiRTH
2 ~ 3 [R5 LT, RIS AFP Ok
TixZHieP|EshTwarw, S%FT
I CRFRBZOEMELEUIZ 2 IzHT:
N, ZOLIH LD HAOEYMA 2 ER
THRILEaNbHZ L% .

genotype 1b&! - {ED 1)L
ABDEHREICHTSD Peg-
IFN/IFN &%

SOOI N—=TRHA FF4 T, MEHEE
% & Peg IFN «2a Bijli 24 ~ 48 JHiEHE, b L
I3 TFN B0 24 GH G HEATHELE 2, PRFRsE
fbHab. SVREH 50%L L E [RBY
R L HEERICHBL L] (S VoA »
DEXLEOTEFIH) ZL26, 60~ 65

IS?_'!
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MCEHES L VLS HOV IR A BiE L /2
B L. LdL, 65 EBASER
D EUEERAEI T, PN O REMGRL
Rovha<EThs, BHESICHLTIE,
HA K74y TiREhTwahlh, #ME SVR
PO o BRI L CTHEERE
Wi ~&TH5,

genotype 2 & - S@ED
‘Peg-IFN/IFN ;&%

ZDFN—FIE ‘Peg-IFN/IFN i&#E' T
80%L) o) SVR BAMFFTE A7:4, geno-
type 1b BlIZ <D E BB EHEBIOTWY
LZOVMRTHAS. 4 F74 o THdgs
hTwboil, 2BITHY AV ARL 6 Peg-
IFN a2b - RBV ffHH 24 MGH T, 28ITK
7 A N AR 5 Peg-IFN a2a Hi4H 24 ~ 48
Wi, bLCIXIPN 8 ~ 24 MiEH TH
B, EL, 28 - EYANVARERTS -
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LB HE5E T & B BB OTHCV LS & HF 5l
BT D £ TONIM | % i E Rl i LTy
¥ FhIZkHE, 308FETICHCVRES:LTH
% { OEPD BT £ TIZ30EL LW
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HEETHLEREL TWva,

BEoZ s, ks TIREMMA L
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AT LEEVEIRF ALY, IFNYERY

LU SN HESVREN BV L O H ), BiE
THARMIEASER L Tuk B TIRIFNEI 5
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e (4> e
35~45 60 ng
4660 80 pg
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HCV genotype 2 BUES] & FHROMIN £ Za 7z,
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“T2g/dLBLLDET 800mg/ £ —600mg/ H
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® genotype 28, WYL AREMICH TS HCV IR E D & L AMBMARE, ~T1 2 4—T7100+15

EVHRAEEMTSHS.
O RE - MERSORASERATILEN$ 5.

O EMPIMBREE=SVLILT, BAORBSLURSHEEHELE HAEL S5,
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| genotype2 &, W4 L AR

RI4 ¥ —T 20 (Peg-IFN), 1)/5€Y) ¥ (ribavirin), %% (sustained virological response : SVR), ~
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rus : HCV) ¥ 1) 7 0#) 30% %% genotype 2 #I
T, €D L 2a BAH) 20%, 2b BIA#) 10% T
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72813 genotype 2RI L EZ TELE A v,
—FHHCV D@4 VARER, 7r7)arsE
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ANWARIEFOHUABELE3:1 Thiroiz0
L. 2EITIRE Y A W ARAED BT 4 )V A fRiE
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BT S A, 2/ - Ky 4 L ARERICHHT 2
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(b) UIEY DR 5R (Peg-IFNa-"2b", Peg-IFNa-"2a" Jtill)
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412 A206 IFN KiGH (=9EES) 28 -
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& Peg-TFN + 1) 23U > 4 B A R 8 72 0 ¥
FlzRens (B1).

[ ERDEEFE

1. #58
FEMMERVTIE, ¥y 1R - B A
WARGEFIC AT AL LRI L THA. T4
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pg B EETFET S, ERCRGEENORS
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Mizhb b4 180pug M 1 BIKTET 2.
M558 YA E KL - T 600~
1000mg/H #8045 4 5 (T 1b). HHRBLG
lehloTiEZ ) TIREMIRROFRYARES
hTwd (F&2).

2. BERIICH > THELANEFLLIERR

"E - WERSOMBIISHIZbL10, %
SRR X THRL TV & v
A/ EDIHWIEELT,
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YIEY U RBRBEEDAESOE S RECE LS
BHo<.

Q@MREBXDIRRYT ST ENHBI0, MERRE
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QEEDSOR. ERANELRARERLEORR
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@ HBHES LURESMBELSH, REPHL
URE#T 67 AMIZBED KU/S— b —OSER%E
EF3. _ : :

®MEHEWHMEE A B U7 B3 T 1300 o
(Rittifn, <SMTHM) ERETZTREDNHDD
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RENBITOND,
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Peg-IFN+ U /NEY BRI S AMRROF £ v 4
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