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F—TJ— ROEMHE. S IVRUT, ATYIY,

B EUHIC

IR AN BT 5 KO SEFElRE TH
D, RERELHREZIEELZBERICZHS.
Tz b URIBICRESINBERIZE HERIEA b
L ZADFE X, WREDRBEBRICERE R CE
52, HEBIICIEHENPAL SBEETS.

AT, BFEVPAOELZEREERTH S C
RIEMERFIc L, A7 KR v ZEFEBEOHEIMICIE
VWAl L Tv % NASH (nonalcoholic steato-
hepatitis ; FE7 v T — VAERRIHYERF£) 1B 5
GARMBEEEBILA PLRITOWTHHT 5.

€8 C BNSERTK

CRIEBENAOFREBOFHD 1 D& LTHA
BEEIPLHMONTVED, SFEROBEEIX
BMTHY, EMICE > TIEL SRiLEZED
ZWBEELHH. TOHRTEIANEZTOT F—3
ANZHAONE L) GREOHNEKERE L IIHSL
PR 5> TS, LA L, CRUEHIFRICHT
LipHE LTEBMSRBT IR TWwE I Erbd
5B &9, BHEIFASKER TCH-oTHE
BEIRES CREERAORELERSIED
CERBESHCREBRINS.

TIE, ¥ CEBEHFRTIIFNOSHGEED
BIADTHAID. TDHEIZODWVWTIEAHD

B holzdd, bhvbitid HCV (hepatitis
Cvirus; CEIfF9 Y 4 W R) BT A AR
IN-bo YAV xz=v 7<7 R (HCVTgM)
VT, WHASGEERBF EHRERICHESIR
{ELA b L RATTHED O DRFFED AR ORI %
To72DT, ZOHRMEHFLITHEHNT 5.

1. SEBRERF

FHEBI I BT B AEKROSGEEEMER, +
—IRBREIE R A & DRI & UNICHENR D
SOOI X VEFEICHRTE SN TS, ZD
BBV, FETER, FWIhbX7TFF

RIVEYDANT Y 7 (hepeidin) &, +Z8H

LRMABmMENS X OCHERNR~YIO7 77—
HFET 57 = a®B)F >~ (ferroportin) &\ 9
SR EAROFBEEIH L, T B> S 08K
N7z & ICHERR 2 S DSR2 K452 &
THRROSKEHARL AT 5 Z LWL
nTwns, . -
Fujita &%, HAKICSHTEIAT IV ELE
LCiEFDOANT I/ 720 F B CH
EBHEFRABECBVWTARKETLTwSEZ L
ZHEL, RHRSKICHTEIANT VT OEAEDS
MMHIET LTS EERLTWw5AY, HCV
TgM 2BV T b, FFiE & Mg OskiR B L&
T5ELEDHICIRBOSKBEIKT 3 5 RIZ—
BLT, FEOANT Y Y mRNA RHEIAR

Iron Metabolic Disorder and Oxidative Stress in Chronic Hepatitis C and Nonalcoholic Steatohepatitis
*IKeisuke Hino, *’Sohji Nishina : Department of Hepatology and Pancreatology, Kawasaki Medical University,

*3Takakazu Furutani : Department of Gastroenterology and Hepatology, Shuto General Hospital
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pGL3-mHAMP pGL3-mHAMP pGL3-mHAMP
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B2 HCV TgM #IfIEBFAROANT S U U aEEH
ATLT L TOE— 42 —481% (pGL3-mHAMP 124, 318, 789) #iF#Ha(C transfection U,
ALY TS —UEMICL Y EEEEERTEL .

WZAETF L (B 1), HCV TgM 0@ =Tl %
WS TIEAT Y Vv OIREFEEIFE R
ETFTLTWwW (B2).
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ZOFERELTAT

Iy OEEHR

F 71> Td 5 CCAAT/enhancer-binding pro-
tein (C/EBP) ODAT I ¥V ¥ FuE— % —HiR
ANDEEEEIMF ENTHBE I EHFHLNE
7% o7 (E3). C/EBP 7 7 3 —IZid C/EBP
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C/EBP 7n-—7

Wl 40
(2> hO—JL) + +

s (TgMm) + +

competitor

C/EBP

E 3 Electrophoretic mobility shift assay (EMSA) -
(2 & % C/EBP @ DNA #E&EEDEIE

8 P HEM < 9 A DTN EY & horseradish peroxidase

TSANLEC/EBPAYIX7LAF RK7Aa—-T 5 AV TRIE.

BFFRsk @R
" EoacH]
[cHoPt] 2
» EEOBT BT
— N\
C/Eﬂjaﬁﬁé’ﬁ@ IHF"EE‘( l’.ﬂ ETATB%‘%ﬁEﬂ
AT DEESHIH FPN{t e

AT
.

[eTe) a3
Feds

FPNt
HIF ; hypoxia inducible factor

4 HCVEAFEETICHUBABREERIBORAR

PlEaF &b E, HCVTgM BT 5 FH
BERBEBEIR4AOLIOICEZONS. HlOr
W—TPHEANT VI OEEMHEIEELE L
<, A+ F7F 5 —E (histone deacety-
lase ; HDAC) FHHEDTTHEIC L B A F DT+
FIALEIHIC & > TEEERFTH 5 C/EBP R
STAT (signal transducer and activator of
transcription) 3 @70 € — ¥ —fHBENDRE
BRI T 2 S T \w % 2%, HDAC &M JTHE
DL H DR ) FERBETHS. <O
X312, HOV 3 51T 2 SRACHRE EHHE D 5
HELTAT VIV OEEAFEHToNS.
ZDEEAEL 2 2 IEMRROELTTERE IOV

ik, HCV a7 EAICESI F oY FY TREE

BHE I N TWBED, ZOFMIIOVWTIXEER
oA L, MEEBE SRV,
2. BEHEICHEOIBIEANLRE
LA
Kato & X IMIC X ) CRUEMEITFRE
FZBOFREBAPTRI NG Z & 2 HE
LY, IFNSEMIFFRAA % A S
THIEERBELZ. LA2L, TOR
PO WTIEARHAR AL W/, §i
R HCV TgM ([CEE OSBRI EE (B
HEHICEAEENLED 5 BRE) 5
z, CREBMIFAES L FEEDOFNE
WEEICT B2 IS X D FFRDTA R R
DEPIZDOWTHRET L 7.
6 7B B DFAT HCV TgM 1ZAFA
DI E S ITTE L, POEFREERIC

(*1Nishina S, et al : Gastroenterology 2008 : 134 : 226 -238, *2Miura

K, et al : Hepatology 2008 ; 48 : 1420~-1429)

homology protein (CHOP) 2*7F1E ¥ % #%, CHOP
X C/EBP & — Bk % L, C/EBP DiREH
DNA ~D#EAZHET LI LHFHMOENT V5.
% Z T HCV TgM @ g2 3B 13 5 CHOP D5
HerRANTCHL L, AERIITHELTBY, Thid
FFPAIDIEMEER ¥ (reactive oxygen species ; ROS)
ODELELEEH L TWLEIEPHALIELR 72,

HEMEE 551395552 S/TA2(N10)%£ 58

F/hEERBEE D BiLo72. 2612,

I P VRYTOBBMILRERRE %R

», BBHERSMLIET LA (B5~7). SKEH

122BBICk 5L, WHREEARLLY (4-

hydroxy-2-nonenal ; HNE) & 3£(Z 8-hydroxy-

2’-deoxyguanosine (8-OHAG) D EEHTTHE L,

BRI ISR BT HCV TgM 0 & Frdifa A5 A
* EUER % 45% (5/11) @B/ (28, 9).

“CD X ST, HCV TeM i FFPIgkils i A% C &Y
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7 In vivo TOINIV I F L EDFRBED IEE:
14C TINNWLENNIFUBEBF1—TEBLTYIR
IS5 L, 6B ORSEPDTAY b —T8 (1CTIN
nEnL CO2) %BITET 52 & CEIBEESBEEEZRAE L L.

(ng/mgDNA) *
4.0

*
3.0 « " %
2.0 i %
1.0 = g i s

Lo (I T 1 | 2 1\
0o - 6 12 (A
X8 KA 8-0HIG RHRE

|:a>rbh@a—Jv, II:HCV TgM, Il : k&R bO-Jl,
IV : $£&7 HCV TgM

BEFEOZFNIEGE L T 5L I I FY
TREE L KICHFHNOIRIFEEDTTEL, DWW
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HCV TgM ﬁﬁﬁ:‘/m—)v ﬁﬁaﬁc Tg

B AR gn—7  |iEES

6mH |ArrO-N 0/10
#&marbo—-iv| 0710
HCV TgM 0/10
S@RHCV TeM| 0/10

OB |arro—n 0/7
#aFmIr 0= 0/6
HCVTeM | 0/5

$ER/HCV TgM| 0/6
#1228 |2~ ba-a 0/10
#amas bo—Iv| 0/8
HCV TgM 0/9
$ERHCV TgM| 5/11

9 HCV TgM 25 ) 3 FFMas A

REEILA B L ADTLET S L & DITRILE
DNA fEEDHEIT LIFRFAZRT Z EPHL
Motz L L, ZOBWETVIZHRNIC
RFERLHMEALZTI SR SRV ad’ CRIEN
JFRBELRKESRZoTVS.

KA L EHERBFITOVTIZIL-6IZ X 5 JAK-
STAT ¥ ZF NVEHTEANT T v OEEHRE
BEIEAEL, HHATRENE BEENTY
TV OEEFENTFE SN, HCV ZRERI{EAZ
ML RIWCE BAT YV v OEEHH L ERT 5
TEEEbEZONS. Lz ->T, EBEOCH
BEHFEBIIBIIAANTY Y VY OEEFREHIX L

HEEMES 55139% -5 2 5/ FmM22(201005F 58



DEMLEEZON, O X CRERIFKE
BEORPTHHNOHKLE IS I IIORE
TRED LV BERNFEEZRBRL TS L)
CBbis.

i NASH

NASH TR IiiE 7 =V F Y ENEEZ RS
TN, TORBICEEAFRENES LT
Wa I EATREENTWS. NASH OFIZICIE
FFAEAa o Bg B it % (2 n 2 T second hit & L T
DEILA P LARA YA YIEBUMER EPLE
LEZOLNTWS., ZDOHEIZBWTERITERILA
FLRAEHHEESHDT, NASH OFFEITITE
EhrHREFEEZONS. LAL, ¥ NASH T
JFHDOSBERIR I 202DV TIE CEBIENE
FREFIEHLPICENTVRWVOPRBRIRTDH
A, TOHEICDOWT, Otogawa H 7 F D
NASH EF NV AWVWTHANGERRBEFICOW
THRE LT3 Z oYW E 7T IVORIMEKE
2 1% phosphatidylserine 233 H & 1L TR Ifil Bk
OWEFBHEABE L, = 4UC X 0 IO Kupffer 8
JAlcEEShR T 25 2 EBIFHDEKIEED
—RHlEEZEEL TS,

¥ 72, Yanagitani 53V 5/ 4 Y EBEEAEE
BENEEINTVWELE NI VATV =y I TR
TIIIEIF IR REZR I L, TOHF»A ZHIE
THILEZHEL TSI, FER L7V —
The, VFIA R TFUBRANET 2N
(hemojuvelin) OEEHFHH IS L TVBH I L
BFEEI NP, Thbb, LF /A4 FignE
Var) YOEEENFT LI ETEZDOTHRD
FS U RTY VLTI -2 ATV Y
DOFERZHIHEIL, FRELTEIFT A7) ¥
BOWMYARMET ENT T T VDRI TIC L
57 zuRNVF DOFEBITEL, FHE» 5D
SR RE UFIREN D8k ZET &85 & L

BAEMEE 551395552 S/ FM22(0100F5 8

TWa.

ZD2Oo0DMEXRET H L, BIHERKZIC
BUIBELVF /A4 K7 FVOBEEFKASKEE
ZHERITUEENZE X O NEIRE V.
NASH OJREICERILA P L AP EEL2EH %=
B LTS L EROEETH B, CH
BUHFEDLIIEBILRA P LARAIZE)ATTD
VOREBRMET LTS E W) HEEIELNT
WEWVOPHIRTH S, NASH IZBVETAT Y
TUIET LT EDNARELDY, HbHnIE
FoHE L T 5 222w TIXBLAE controversial
THY, SHOSLEIRFAIVVLETH 5.

(_Farelolte

C BB T 4% NASH ORI IFNERE
VS LTHEY, THICEDERER P LA
Flafez sh, FFEERHMEISANDERD
RESINS. CRIEBHFRICBWTIIRILA b
VAR BEE 25| SR T EPHLNE
72> T & 7295, NASH TIIAHEE I3%D,
ML b LRSS D VELHSHAENTS
53, SHOMEHEELEZOND. LaL,
MEBOITHFI AL MIBOVLTHRREERT 2
EL, LA PLRAZERL TV Z EIEKRY)
REEO—RTHHI L xREBIRETHAS.

1) Nishina S, et al : Gastroenterology 2008 ; 134 : 226~
238. ’

2) Furutani T, et al : Gastroenterology 2006 ; 130 :
2087-2098.

3) Fujita N, et al : Mol Med 2007 ; 13 : 97-104.

4) Miura K, et al : Hepatology 2008 ; 48 : 1420-1429.

5) Kato J, et al : Cancer Res 2001 ; 61 : 8697-8702.

6) Otogawa K, et al : Am J Pathol 2007 ; 170 : 967-980.

7) Yanagitani A, et al : Hepatology 2004 ; 40 : 366-375.

8) Tsuchiya H, et al : Gastroenterology 2009 ; 136 :
341-350.
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HEILEEAE, 50(6) : 595-600, 2010

peglFN/RBV A5
AD IR —FH - nullfi

NDEBEDR HA—

50 : 595

2 Xk E "
WHEH I
H B & #g-

Key Words : hepatitis C virus (HCV), 72 weeks of
peginterferon plus ribavirin combination
therapy, relapser, null, glucose intoler-
ance

& U &I

RFL vy =720y - YN CEHEE
(PegIFN/RBV) D72:AMEEHR G2 L 0, 48:H[H
B CIHEEEIMAET CTh o 7ot ) /S »
D GENAT5TH o 1EBIDERER (SVR) %
FR&E7—5T, HCVRNARR IR # i L
THHBRBIDBELET S, IRV IFk(Ztelaprevir & A
VW 3HIGERBEEDMAE ), ARG T,
oL hBMENDH S ENTFRIEN TS —F
T, PERFTITIITELI L 2 BT HLEN
H5. AIETIIYENIBIT BnaivelEFNIC BT S
EEHR S OGESR > BRITL, 1 ERESC
B2 BHRETI . BRROZALHEL, 26
VI null (128 B % T2 2 loghh FHCVRNAA S,
DL W) EFNI TS BIEE DV TS,

4885 L 72:Bi%5 D iaEIIR (K 1)

20064 2 A ~20084 1 A DI L FHC T,
PegIFNa2b/RBVASE A & h7-genotype 1b - &
AWAREFID ) b, OFF &R (FFEEER14%

% & ) @QIFNY Bl #% 5 (naivefl) @& 551 ®
HCVRNADMEAEILHE T 5 loglU/mILL EF@A # F
VEIEIRGEE L CW W L R T 12260 (Y
FERE63m5raged3~73m%) O C RUBMAFREZ 5
& L7z, diEGES] % & Te48:A M LI T DIGEFI
8261, 7T2EIERAR5-134061(32%) THAOLNTH
h, ERHS D%&MIX13~3618 H THCVRNAZ
Bttt L=l & L7, ERHSHICREELE
BHED 7 <, 48~T2BDHKx5HIM Tk % ER
RO Ao 7278, ASELARIZ2361(23%) 3k 5
k&b, 9BIInullfEERI TH o7z, 48EIXS
DER)(SVR) I, ITTHTT40%, PTHT T
53% L BEH & DBV BE TH o7z, ZOEREL
TEME LT LETRINZ VW LEZ NS
A, ABOA4 vy —7 20 BESREEE, &5
IZEEET A TH A L, F20%FET HHIEF
1213, telaprevirfx 5- b BIWER R 1GEXN SR H TR
BENHLEEZON, ELLIIHERILETHS.
T2RIE R 5B OSVREII48% T, HEERG*
ToTH0%THRLTBY, BEDHEEEY b -
TLTY, 3IREH - S LETHINE < B,
SVRZEII50~60% £ £ 2 b5,

72RIERE S DREENERER

EERSHICIE, ALy =70y - YN
YY) VRBEFDEZCEEINLID, T2EATOK

* The better treatments for patients infected hepatitis C virus genotype 1b who were failed to respond to extend-
ing combination therapy with peginterferon and ribavirin.
** Masaaki KORENAGA, M.D., Ph.D. & Keisuké HINO, M.D., Ph.D.: JIlg & K #FFREREME (27010192 B8
M2 E577) ; Department of Hepatology & Pacreatology Kawasaki Medical College, Kurashiki 701-0192, JAPAN
#xx [sao SAKAIDA, M.D., Ph.D.: IIAKFE K FIREE R ERE LB REARE
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50 : 596 HAL 8 B 5E50% 565

13~3618 ThM41L

72w : n=40 (32%)
SVR : n=19 (48%)

Triple 80% i
n=7

n=33fj|
SVR : n=15
Relapser : n=18 (15%)

B 1 PeglFN/RBVIEE S DRIE—2006.2~2008. 1 £ TEA - BRHTE—

HEEDOWBKFTH o IHEFAZBRE, +o %% &1 PeglFN/RBVIER#ZS DRAE (1)
B EN7-335ER %, SVRISH, virological re- SVR Virological (; _ ;o1
sponder (FF#R) 1861 2 B4 €, B#KT% (n=15) relapser
X g e o . Alb 41+02  39+03
. ﬁﬂﬁ uf' ié 1;3 AT, i‘tﬂﬁﬁ_( ALT 7460 57422
MEMICREELTZDOLWNL OOFEMRENI LIS YGTP 42+ 45 36+37
, a7 EHBIETRER CIENFENEETEFT Cho 178+12 192+47
kg N SR S LDLcho 10246 114+35
%jﬁﬁm, z<, SLCYRNAK rﬂtﬂzﬁﬁ 2 T, WBC 43144573 4622+936
12 o 72, MRk TYGTPR 2 7 &EHDTEFEDE Hb 13.7+1.6  13.6+12
EIRE SN DS, MRPEGFDOENEEZ S PLT 13.8+3.0 156%1.0 NS
o, F7, WOKCHESNAAE, M, wm  [V/scollagen - 55%2 - 70+23
P3P 09+04  0.86+0.3

REICODEBEREZRO P >727h%, 75g oral BTR 415408 438417
glucose tolerance test (OGTT) ® 0, 30, 60, 90, 120 Ferritin 149+111 1774119
SOMEEED S EHI S h 5 i TEEIEEICH JRH80RDG ~ 88+25  9.3+36
BB TIIHETH > 72,

ZDHHIZ, HOMAIRTIIIET A2 L1 T HOMA-IRDFH)E I 2 Kifdi), FHEZ TIZHOMA-
ERVEEDMEREE THLH, (B2 TRT [RIZIEME 2 data% R S EASTELR W EDH D

% 2 PeglFN/RBVIER#%5 D (2)
SVR(n=15) Virological relapser (n=18)

Age 58+11 61+5
Sex (M/F) 9/6 7/11 P<0.05
Staging (F1/2/3/4) 3/5/2/5 3/6/4/5
BMI 228+3.8 23.2+4.1
KA EE (%) 52+3 54+5
HCVRNAE (logIU/mi) 6.3+0.8 6.5+1.1
HCVRNAREHEAL (w) 21+5 26+3
CoreZT £
70M 42% (6/14) 35% (6/17) :
91M 14% (2/14) 47% (8/17) P<0.05
ISDR(0-1) £01T93% (13/14) 100% (17/17)

DM & #EEE 14% (2/15) 16% (3/18)




Gastroenterology June 2010 50 : 597
AUC-Glucose AUC-Insulin HOMA-IR
5001 P<0.05 NS 25 NS
3001 N
400} 2
I 15F =L
a0l 200f T
1t
200} 100+
051
100 :
SVR  Relapser SVR Relapser SVR Relapser
(n=10) (h=12) (n=10) (n=12) (n=10) (n=12)
B2 PeglFN/RBVIEEH#S DR (3)
HEGERE S, BERCHEST L. BRWEETEE R, OGTTHEATEIORE.
128, TEBLPZTEEDSTFRIND (BT - K BICHHERERE Z RO LW b, bivbhddata

T - AR LT - BB FEFI TId, PegIlFN/RBV
R 5RTIC7T5gOGTTIRE 1T\, MIHERERFBIIC
(&, WEELSBEICB\VES) - AERECEYE
EEEALTHLDERRAGIHREINS.

72BEREE DT A IV
BERAGIDRZE (& 3)

7 A IV AFERICER LERNE, £01k, B
FF4ICE D, BFIFEiE Ctelaprevirk 7729 12
PegIlFN/RBVOEx 52 ZR L 2T U b 72w
DTHAHH,? AE, bhubiud, BHLZ1S
Bl b, HGHETHELER, HEEREL AL
B OB 21T &, FFETALTA0IU/ILA LI
FRLESTAH—HT, 7H(47%) 340K D—
BUHEETINE ), SEFIH30IU/EREZHER L
TWh, 74 IVABREALTIEE Y HEHL,
54T 4 BEICHCVRNALSE# L, 8:AH

WZALTOEBR: FR%#B0OHZ L 9% L, ALTE
A WEEL B L, HCVRNAD MR ASE
ﬂ;ﬁo WY 5 (=BERs R ERICED b
. B PICALTIES 6 & 28l & T,
HCVRNAG)?E%%H: EREIRD Lo,

BB OPeglFNE RIS ICDNT

iR LT {, +aaEEENRGONTHHE
PR BIEBIAHIISNIEEFES 5 L EZ LMD,
‘ﬁ(mﬂﬁiiﬂz’)vj LWEBIDSG CFETH I LN
TFAEEN, telaprevirdk 512 X A {GERREA R D
CETEXLEHREIEBbNS. ALTHEE) L 2\E

» 5T, telaprevirfEit TRET 2D —F S
N5, ZNTIZALTEESNIL ED &) (Zxdied
HEwThsIN? 22T, SEOREFILE
B 1FEERLIZV(ES).

FEBIIZ635%, i, coreT0FLER(+), BikS
5. PeglFN/RBVC24#H 12V o 72 ABRHEALS 5
b, 40JH THEEBMEAL L2720, Lk60:E R b
F % 17 o 72 (total 96 M 5). € DH
HCVRNAIZEEATagManPCREIZ 7% 5 b Ffle
&k L Twiz2s, #T7 48H ICHCVRNAK
6.0loglU/mi & B#%, # 7T 8 ABITIFALT1581U/1
CRBL7:. F3ThH o770, ALTEEILEH
T, PeglFNa2a90ug/week TiTo 7zt 25,
PegIFNo2a#%5- 4 78 H THCVRNAWX L2 &
WLtz EHI2) 8K ¥ %200mg D ABIHES
L7-& 25 88HICHCVRNAIK AL L LI,
207> A BIHCVRNA I FHeRetE b A fkGE L T\ 5.

AFEBI % FRER L 7-1%, PegIFN/RBVI#Z5#T
%, ALTASRBET AEFICIIRA ITRTTEL,
PegIFNo2a90ug/week$x 5 #7072 25, 46
TXTT8HH F TICHCVRNARMALA RO
TWwWhb, MESY, IdeH?H3HE L 7-two-step in-
terferon rebound therapy!d, ALTRBEIZFEW,
HCVRNAZSHT E#% 5-FtaR & VET L Tw5
CEHNEREESNLD, SEIOKE T,
PegIFN/RBV#% 5RiHCVRNAE, 71V AHEK
53 HCVRNAE. , PegIFNaZa90ug?x'—? HID
HCVRNAEIZF - t ( EEEZIRL, 74NVA
FORF7Z T Tidi L BEARTF ISGER &0 A



50 : 598 H AL 28 W # $£50% £65
#+ 3 PeglFN#&T 1 FLIEEBEIE U A -virlogical relapserD#3:8
(n=15)
ALT<401U/1 ALT>411U/!
- n=7(47%) n=8(53%)
% 5-ATHCVRNA (*F3) 6.5 6.2
HCVRNAFE& B (W) 28 23
7 ANV AERBREH (W)  53(4~12) 4
HCVRNAE (‘F9) 6 logIU/ml 6.3loglU/m!
ALT E 5 B (MAX) (W) 6.7 7.8
ALTE (FF37) 27(17~34) 120(54~213) .
HCVRNA{KAEREHA (W) 5.8 9.3
HCVRNAE (*F1) 5.9logIU/ml 5.8logIU/ml
63 Zit F3 1> hOA
ol 87
PegIFN/RBV Peg/RBV |
ALT A <t =9 <= 2008. 08
7218 2438  ALT158 6.1LoglU/ml
(=) () (=) <% - & i
24 AW 5 syap Tagman PCR
fat32:8RE  BEME28:BRR
T | 1 l ng
2006. 07 2008. 06 2008. 07 2008.09
3 Clinical corse 1 . B#IFICHCVRNAR D 4 < TH~XH > ZX90ug - 4 BRE TRME
%4 PeglFN/RBV723BIZ 548 T % (D PegIFNa90ug BB HAEE A2 & LI HZY8 L 76
) ’ o RNAFE# ALTmax IFNF#E RNAREME{L Core
F Ot R BERE Gp/oely) GB/IU) GB/logll)  GB)  (71/90)
1. 65 F 2 40 4/6.0 8/150 8/6.1 4 M/W
2. 57 M 3 16 4/6.5 8/124 8/6.3 8 M/W
3. 55 F 4 16 4/6.4 4/214 4/6.0 8 W/W
4. 60 F 3 20 4/6.8 8/54 16/6.9 8 M/W
5. 72 F 4 36 4/6.5 8/56 8/6.8 8 M/W

Yy =720y 7 VEESTF)ICOERDY D
LLHEREN, RERITHTHS.
W L, EHIRHCVRNADSRE M % ki
L, PegIlFN/RBV# TE% ICHCVRNAZSE#,
ALTAEE) Y 5 fEHI Tld, PeglFNo2aikx 5 % 1T
vy, HCVRNABA DS BEHITHIIIPETDH YN
C) UaBMTADb—ELEZ LML (F4Y).

NullBlicid g2~y 14—z 0>
HAHZE(C & 2 HEE (RepeatE k)

Null 10623 L, GERGE12:8 H CTPeglFNo2b/
RBV % 1% A k¥, PeglFNa2al80ug/RBV®D
Repeat# k%17 (X 4) GG & LBARET L /2.
Repeatf#&{%:12:8 H TI3HCVRNAE 7PeglFNo2b/
RBVAXTH: & 1) B2 FH1 HogIUE T L7225, ALT
6T (28R C/MRIE T % 207 (R 5, 6).
PegIFNo2al180ug/RBVEID—ET36:E H % TS5
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PeglFNo2b/RBV % 128 & 4 < HCVRNA
BESNLEOICHEDST, loglUimi - oyRNAER
HCVRNAZ 2 log/miLl EBD L s h - 1z 70 '
105ER (5B 314 7) 6.5k
A 55+0.3
2 log dro (—') 6
TR
< - Sr *P<0.05 HCVRNA
121878 8 1218 45r BatEAE L 7
- ﬂgf am 4| — PegIFNa2b/RBV =7 L
L 3.5} — PeglFNo2a/RBV 44405
4 NullEfI (2 log drop/12weeksFi#) (=34 ¥ 5 S aw w - 1; —
IFNSUEIZE (Repeatiiik) W v
5 RepeatEENHERN)
80 15 ¢
ALT PLT
60
10+
40 b
5t
20} — PeglFNo2b/RBV — PegIFNo2b/RBV
— PeglFNo2a/RBV — PegIFNa2a/RBV
0 - 1 1 | O 1 1 1 1
ow 4w 8w 12w ow 4w 8w 12w

6 RepeatBiEZN#HER(2)

L7:%%, HCVRNADSERPE(L L 7-EBI3EED T,

nulli (- Repeati&: 4 17> T b EHHI =T 1 IV
AKNFAIERD B DA TSVREBLDIIHETH S
L#Ez 5n5b. nullfliZid, protease inhibitorZz
COVEIEFE DR AP A VAKIDBLELE R
5N 5—4 T, Tanakab3¥A e L7- & 9 (Znull
responder(Z3IL28BNDSNPs 3% 1258 < 5 L
THY, ZOSNPskHORHICIIFN A L7z
BRAEDEFFETIISVREDO LR IR#ETH 5 &
FAEENS. F7-1L28BOSNPsk A BAEHIIL,

IT7EANEEOERL bHEVHEE»H S, BER
FITHnullfilE & A LATOEDERLFL (RS),

4HIIL28Bidminor T& - 72. Akuta 59 DEE T
&, IL28B#A minor T3 7 5570%—5 BOEEEZA
+ AEFIE, telaprevirfi A% L7:PeglFN/RBVT
H11.8Q2/17) Ik EF Y, Fak L7-BIfER TS

%5 NullFEF S I3 #E#EE & V) Heore mutationd’

BM57%

1238 2 log drop=iiii 72w SVR

(n=10) (n=15)

F#5 56.4+3.2 58+11
51 (M/F) 3/7 9/6

HHEAL 1/4/3/2 3/5/2/5
F3/F4 50% 47%

Core70/91 (n=14)
(W/W) 1 6
(W/M) 3 3
(M/W) 1 4
(M/M) 4 1

ISDR (n=14)
(0-1) 9 13
(2LLE) 0 1

TELRVEFLHETEORLIFMEIVLETHS
LERONS.
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F O

PegIFN/RBVIERH 5% &% (947 o T
SHCVHYSHIR T AIEGINFET 5. BT HER
£ LT, &, HCVRNAREM L A%24:8 LARE,
75gOGTTCaHEl S N A AR ERFEVHES L Tw
AU H S, BHRL T, ZOXKETALTH
30IU/I% ##2 L, telaprevir% $F H L 7-PegIFN/
RBVIEEIZHIFEL, oI LD ATEETH 505, ALT
BT AEERITIE, PeglFNDBHIGHE 1TV,

CVRNAD BV EEFFBEL VBV S, &
SN v ERHEET A I E D AERGIEREL
Zx 5n%. nullflicid, [L28BHSNPsHEIS L
TBH, IFNOBKIZEE S 5 Z L TIISVRE #
Bt B EIARTEET TR, telaprevir & B A
LT +oiiaERfFTE Y, IL28BMOSNPs
% BT HEGTHREIFNOHRERITE S 5 D DfE
B EF-Nnb. F7:, &WER TPeglFN/RBVAH
272 o 7RISR, &b EIFNGEOES
ZHD O R VERE - FEETHEERTH - £

HA1L 25 B $B50% £6 5

EBOHCVEE L, Z{HFELTEY, /ERT
DERDEEEORAEOLETDS.
X ®

1) hig&Ek, &En—, F5EED, 130 #iEk
C BEMPF£12347 5 tow-step interferon rebound
therapy® A FTEIZDWT. fFRE 2000 ; 41 : 396.

2) Ide T, Kumashiro R, Hino T, et al. Short term and
two-step interferon therapy for chronic hepatitis C
patients with low HCV RNA levels. Hepatol Res
2002 ; 22 : 145.

3) Tanaka Y, Nishida N, Mizokami M, et al. Genome-
wide association of IL28B with response to
pegylated interferon-alpha and ribavirin therapy for
chronic hepatitis C. Nat Genet 2009 ; 41 : 1105.

4) Akuta N, Suzuki F, Kumada H, et al. Amino acid sub-
stitution in HCV core region and genetic variation
near IL28B gene predict viral response to telaprevir

with peginterferon and ribavirin. Hepatology. In
press 2010.
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R EIL o AL

FUIC

KILTIEFR20FEH» 6 FABAIE L
UTITHF M%7 7 FEEE 2 BU) £ &0, I
KWMROF AR Z DEBUZ M@ - E AR
iz, ZTHiZfEnA v &2 —7 x o (FN)
BEDRED - DRFEMHLAK & h, #
BIFELOHEEDS & FHK20F4H X BAEY
e, CRUAFAICKT 5 IFN EEE B HIE
HBHRE X 7=, FRL21F 11 A IZAFAxsE
EARESEILL, HAGREIESETEED
GNmHOMREHE 2T, FR22F4H
1H 2 6 PR EREKHE DT LTI
7z. BUEBEMEMERFRISKT 38 A L 25
#EE LTIIFNDOfZ, 7 3 72 v (IMV),
7 7 HRENLADV), TV FHENLETV)E
Wo BT Fu s BnERE kD, CRIENS
A TIE~RI4 v 5%2—7 xur(PEGIFN) &
YN v (RBY) fif RS IEHEIGER & & >
T3, ARTIRER22FE » 6 OFLE
BREBHHIEOEER 2P OICHEHL, v
L Z SRR EIC N T 5 IFN B RikE 7

Fu s8Rl L i oG,
REESERMHEDZESES

JEA4: 55 8 & (B R A SRR 2 S He st
FBCEHK2IF10A 4B Ik B &, FE204F
BIZB T 5 ERZEEMDOZMERIZLET
MTETH Y, SHOTEID & EAME:
HEH-o>TWBZENHSLIIE ST . 2D
B 215 A & BIEHIE O — A4 X
h, EHICHREEREY LD —RBIRET -0
P22 4 A IS RIGRE I EE B4
LEHE(EKL EDMNAKIIE FR24E
ErODERFIZZIDTHY, ZOHE4 Vb
ERICAY. F—IC, EEAMOEREB
HEICBWTIE, BB TEhEFNA
&1, 3, S HTHOBCAHEEENIREI N
Tz, BEE#RISFEAIE UCHEEL1 M,
HiABEEBIC DLW TIHASE2 THOECA
HFEEEE L 5 57, 12, BRIFFA L CHY

 FFAORIEBHEMN TS IFNBEIC A, BA

FFoic x4 2 %8 7 - o 7 8&IC & 5158
DWTELHIRAREREN LKA F=

Yasuyuki TOMIYAMA et al : Treatment for chronic hepatitis B andgﬁ'fbn_ic hepatitis C
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e £1 FAGRIREIIRERSEC 6 5 REkiE
1. 4 v&—7zuaYERIZDONT
(1) HBe HUES¥E T4 > HBV-DNA YD BEMSHEBME £ T ¥ 4 —7 2 v VIGRE1T ) TE,
7134 v A -7 2 u VIRERERFOED I B, HEAADEHDOENED. )
(2) HCV-RNAFSHED CRNEMAT AR U CHREUFEE T, v 4 -7 x U VIGRET D TiE, &1t
34 V& —7 xu VIEBRERFDOEZED S b, HXADEHDOENED.
(3) AEZIzHW\WT, 2EEOHRAZFHZLATE 0, LEQ@OEKEZM:L, »DLUT
DD, QDVFRIIZEFHLEWIGRLTS.
Q@ FEDEEICENT, +HEDORT A4 V8 — 71n/h;UUntU/Hm$&4i6@@
PBE4£1T57-0, 363E % TIZHCVRNAMEIE(L L kb o7y — A,
@ FEOEREIC BT, 74 v 8—7 20y BKU) /YY) VHARKIC K5 12850417
bhi=r—X.
1} 2. BT F 0y BIARGRIZDNT
1 BEIAFZe & 4 )L 2 O8G0 & P U FFHEEE 0 B3 A ERR X h 7 BAUEMITRE TR 7 7 1 & B
WRETO TR, £7-3EET o s YUERRERROE. .

R2 ZRBAADHIRMERICBE T 2 HE

1. S-S ETEDHROERE 42 55613, TLILL3E8DET5.
(#=7L, AV 8 —72uVyLEERRREICOVWTE, JFRELEV.) >
(1) CEHEMFE U s L —F1R»OEY A L ABEGICHT S, VAV -7 2avEXDY
SSE Y VRSB ERIZN ), —EDE&GEH L, RN T2ERESLEEHET 55
] B2, 67 AEZREETHIHBEREZZED D HD.
? (2) BHERIIZ & BHhEL &, AANCRERD L WEHIZ L 5 BRIKIEBRYS 5 5548, 24 A 4RE
LY AHIMEREARD LD, 7750, BRFEHRE)ICOVWTE, HRELEWL.
3) BLV@IEOPNTEDBDHKYTEIHAE, BAIF8HALREL THHMEREZED S
2. F@R1OWIH T AT—EDOERME LW TIBAE, TLICKk8DLT 5.
(1) FIEDERICE VT, T4y 8—720YbXU) /YY) v HAREEEZT, 3688

5 I HCVRNAARRHEAL L = AR L 2 % T, SEO®BFIC 51T, THCV-RNAA 368 & TIo

| ' Rl U= FEFI S U, 487 5 Z 2458 ( b — # L 72580) DER 5 A % F & BRATH H
L7=154.

(2 (DIZFHLAEVWETHD, SHOBEICK T, ME554512:8%C HCV-RNA B A IERFEMEHE
GLERH S ERTZ T) DOED 1/100 L TIZ{E T § 5 48, HCV-RNA A5t (Real time PCR) T,
3638 & TITRtEL U -5 12554 U, 4887 7 2 248(F — 2 L 72:8H) DERFESHBRL
G AT L 72156

, BEFEICIFN OFGEROMRA GV &R HRATES LT 7. RIGERELCED

b%h~i%ﬁ%ﬁt?é®,?&b6m@
OWFIZ BT+ 57 EPEGIFN & K O'RBV
2R SNZICEBED S 36 % TICHCV-
RNAVEHLL &5 - 2356 %, PEGIFN

L RBVHFRIAREIC & 3 1288508 Tbhi
BT, 2B ORF R FRE BB

AHARNC 5513 5B IR ICE D S
IZoVTE, MERESEGFRES SO TH
B RIZE 50, AEOERESSEL &
A KEEB T 5BRITBEICE > THERT
bB. ZO&IICHRREEMY & FHE
EEIIHEINDDH 5.

AFRERE 61%5% - 20104 11A



R3 FR2L2FETRIZBT HAERFINMEESEREOLER

1. BCAERE#EDS & T

H214  irRCIiG U CL, 3, STHHOBC AR
H22 4 : RAI 1AM (ERIATRRERE 2 5D
% _ENIFTTRRERE = T A RSB A 8R40 23 77 5 THILL E oottt

2. BIRRROIK

Hm$:4y5¥71uy%§®&%&ﬂ§
H22 4 : BRI ADOKEE 7+ u o 8lEIE#E 4 B 21258

3. i EE I A (] B oD Rl PR A

H21F 1 4 V2 =7 20 VRBICHRIHBEF R IAICOZ 1EIOA
H22% | [E¥MIcA v 2 —7 20 VvV BREPEDEEZD o h b —E&G
A TEICOWT2EEOHEARYD 3

T4 TR 229 35 KA N B AUBMERTROEGH A A F 74 ¥

R RIZALT=311U/LT :

HBe fUEFE1%I%, HBV-DNA & 5 log copies/mi 2l
HBe HiEFEtEFlIZ, HBV-DNA £ 4 log copies/m! U I

FFEEZ Tid, 3log copies/ml B L

O IFN RS (24~4838) | O IFN RIS (24~4858)
€ ?}TJE F’%ﬁf A
@ Entecavir % @ Entecavir ,
D Sequential FEk v@ Entecawr B
N (Entecavir + IFN e #ts:) '
e HUREME @ Entecavir @ IFN Rk 5-(2458)
IL/AMIR 15 T7 5 & 7= 13 F2 BA_E DAl (38544 5 Entecavir

% Entecavir % f i U e JiR A&t U HBV-DNA #3fa 44t U 72 SE Bl 13 Sequential #3512

PInEZ, drugfree 2 9.

|| BREBMFRICHT RS VI —T T

© | DVERCHET T OIRA|

BEUIE M AT £ DR E B £ IS HBV ORI
#l, $a&bbB5HBebiEDOtua /N —D 5
v 2 HBV-DNA D {& T (HBe HiL /5 & t%: il T i
5log/ml i, HBeHiERMRI T34 log/mi
i), BLUALTOERL TS0, FFEE
P HIE OB EHHITH5 I L Th 5.

FrREfE 61%5%5 -

JEAFEHFFMAEMBI SN A4 &£ WRER
NRMRBEFTFRTE) T 3HEE %
BOT AN ZAEFREOBEROERE(LIC
B 43R IBEICKDBENA F T4 /008
fER STk, FR22FE DBEIEMIT
RKROWEBEHA K74 v &Fd4, RSIIRT.
BRMEM T ABZ I T 2 REHSIIFi
ko 'Cj( < E8EHT 4’*5‘_7):,;;355*7‘1%@
drug free % B8 L CIFNEMISE » 3 i3

2010411 A 855



ALT=311IU/LT:

EEAE

T4 T3, 3log copies/ml LlL

Sk 224 35 LA _E BRUSHIF ZDRE AT A F 74~

HBe HUEEEMRIIZ, HBV-DNA & 5 log copies/m! L £
HBe HUs ka2, HBV-DNA & 4 log copies/m! bl k

D Entecavir (D Entecavir
e Rt @ Sequential FeH: @ IFN Efi#2 5 (24~ 48 38)
(Entecavir + IFN i)
(D Entecavir
e HiREY Entecavir g
o @ IFN &2 5 (24 ~4838)

% Entecavir % fi i L e U 2 Ba¥£{t L HBV-DNA 23 EEHE 1L L 7= FEH 3 Sequential % &

IZYI0EZ, drugfree 2 X

Sequential FEIENEAK TH 5. 7272 L 35 LA
T & - T % genotype A, BIZIFN D 5 A3
BE2ITHH I L6, HBVDgenotype i
ENEBBEEEIRET LI EHHERI T
%. —7%, 358 LI LT3 HBV-DNA O ik
M4 HIEL TR T - u o 8lH 4 5 —8IR
LLTn3%. BEMSHUHRDBERICKIT 5%
B7 o s8R, Rl X CFREN
FHoBET 2 AL ZEBRE SN TEHD,
[FN L 6 A TIHBED2AR L MEMIT 6T
3.
BREBRMEHFRICRT 58T Fusid
\DV, ETVO3fEE A A THEHTI
0, FITBAEFZE 4 L 2 (HBV) D
HBVODNADOAR A#HETS Z
AN ZEAERET 5. LMVO K
UYEE, S L AR LIRS & Xt
EFIOMEE BB R 1“1 T,
R LMVEE CHRE
J=ERIC B 5 ShER it
Ty, FRERI

IMVEA04% /%, IV ba—LE25%
SELERBICEMETHD, IMVICK HH
EAHDRARE R TS, —H4, ETV
D 48AM 5 X HBe MR B D H EICE b
59, HBV-DNARHLZ 5 & ALTIE# 1L
I IMVEEL R L T RIFTH D 67,
FFEELOREBELIMVE ZITEIFY TH
22 MEIN TS, £IMVIEE
M AL ABEEICZH B L Tbreakthrough
hepatitis #8282 §Z L B RE LHEERTH 5
B, BT Fu s RKERFICKTSETVE
53, 965 TtEY 4 L 20 HBRE L
1% KB TEKEITHS. LihoT
HIV A BHER % B\ 7858 7 7 a 7" RiG5#H
TRETVHAE BRI T3, —7,
LMV i F TIXETVOmHE Y 4 v 2 23 B
LRTWVWI ERAISATEN O, LMVE &
U ETVItERRICH L Tk, LMV & ADVOff
FEENRATSH 5. ZD &S I BEUEHRT
R B BT S u S EANL, AOHEPR
SHOBE, LERLEL R, KET U

FFRERE 61%5% - 2010411 A



F6 THR22F CENGMERTRICH T BIBEN A

EuALAE | PegIFN a 2b : Peg-Intron : Peg:
5.0 log IU/mi + Rivavirin: Rebetol (48 ~ 723814 + Ribavirin: Rebeto
300 fmol/L ' ‘
1 Meq/m! Peg-IFN « 2a: Pegasys
+ Ribavirin: Copegus (48 ~7238[) | IFN g : Feron :

Uk ’ + Ribavirin: Rebetol (48~ 72 )

IEN 8 : Feron
+ Ribavirin: Rebetol (48~ 7238[) =
B4R E
50log IU/m! | IFN (2438R) IFN (8~ 24;3Ef)
300 fmol/L

1 Meq/ml/ Peg-IFN a 2a: Pegasys (24 ~483#R[) | PegIFN a 2a: Pegasys (24'*«48}5'5%&'1)'

A dil

H7 PR22E CAUBMITADER A ¥ 74 Y OHD)

cﬂﬁﬁﬁfkt x4 3RO FHE
Peg-IFN « + Ribavirin Bf FI k% 17 - € & #5844 1258 (2 HCV RNA B 2 AT 1/100 LA‘F& i3
T8z < HCV RNA #B#% (Real time PCR#:) T, 365@% Tizfatfbrin<, »DALT ASM&E'.%
b L 22 WERIE 36 8 TR B BDREIZPIET 5. '

1. 185 Y 4 )L ZEFAND PegIFN o + Y 23 Y ¥ P RREO R 5 HMER (72 @l’é‘}i&%)o)ﬂé &
LBARG 12 8% HCV RNA BASHIED 1/100 LI T IC{E T 3 % 4%, HCVRNA ﬁ\l%‘l!‘é(Real nmePC,__Is_ 5
T, 363E% TICREHEL L - EFITIE 7 7 2 248( b — 2 L 72E) ISR S M A ER T 5. o
(fck, S0ELIED&YE, M/RA 13 T T OER, % 7= 3FF4E#R T F3 OMERCId i 56598 @
PAREIC HCV RNA 3 EetEAL U 72 T i3 72 8B 5 ¢ TR 3 3) &

2. 1%UE Y 4 )L ZJEFI0D Peg-IFN o + Ribavirin fif I T, 1 55636 B# (< HCV RNAﬁ‘ﬁ%ﬁ(Real
time PCRE) T & ALTEA EHEAFIZ, 4838 % THGIHRE TV, R T RO RN ALTﬁ_ﬂi*ﬁ"sﬂ:
xR

3. PegIFN « + Ribavirinff FIE¥E O IEEISH - EEIGHIC T 5 IFN BMRHREE, RO00 2380
FERROEH 083 EMKRSE & L, BA8EM THCVRNADRIE(L L S VERIGERRD
YARERMREST 5. ‘ ‘

SEIFIOFRIZDWTY, FR2EEH» mELE= —F, BEMEL S Sdens
EREBRA R ENL, 1moﬁv4»15@%%r%ﬁﬁ%@mai
: DIRFERIZ L E 20, 48ERHEEE

g%igf k”?64J9 II R aRRAS 30 FECE
MEA AT 5 EEMOBERE

CHUBHERT & DWR B 7 4 L 2 D W, YER, FEERMEL 8 &
©# %A, PEGIFN & RBV O i = SRR B Y B TR
WefgaRE L LCRE L, ARIRIE BN DEIETF SO EEHSH

FFRER%E 61%5%5 - 20104E11 H



%ﬁﬁ{F?4y

=

=30IU/L

2~4 7 AEICyE ALTE
AITERE# 2L BATTEARD
aTREYE, RIEY A EFMEL,

R 22 SEAF A DTS LU - RmEIE % B8 L 7 M5 ALT 2% CRFABI~DH > 4 1L

Bioin EEe
74 Uu-—

AR b 75 0 7155 5.
AHE A & P AR £ BGAT L F2A2 5L -
DHNHRT 4 L 2 REEERE. .

VAN ABREEERE. AFAERRIEREATHIZ 2~4 7 AEIZM
HALTiEZBIEL, BREEZRL:
BERTHY 4 L 2REEZRE.
31~401U/L BSERLA TRy A L ZAFEDOZRE. | ST LRGIICEL 5. X

R¥5.

7~ 11~13)_

FTANLZMOERE L TiE,
I T7HEBDTI0FELSVINFEDT I /BB,
NS5AREI- 773 5 interferon sensitivity
; determining region(ISDR) D &Z 2 ¥, B LU
. TANAELENRRDRERET S LA
1 BEXHTVS. -4 OEM-HI5E
R - BB O TR TREE &0, 485EM
5E%DM30%ICED SN 5 HBREN- L T
BRI OEE S RA 5N TH Y, PEGIFN
& RBVOf % Tid, HCV-RNA DAL
K2 ZRE L CHRENMERET S Z L nE
HTHd. CENEHHADHA F 74 (56
~%8) Ti%, HCV-RNAE 2 #i{E D 1/100 L
TIET 954, HCV-RNAAFEH# T, 3638
TR L ZEF RO EERS
BRI N TED. ZhoDEB4+T-T18
BIEE, BEZROFERS NG & WEEDRD
BEBRBETEII L2, RAOEER
BEMBEANR L 5> T3,

SEBBHEIT AN 5 FGEAA F 54 ¥
{Z7R9. IFN OB BB A Atk
4 BIEHAR O &R MIERBEO K
&%. ThbbyERER S

MKBETYE VALZE FRECEAZEL, EEOCISHIBRICEL T, BRELE

MNIFNE M T H - 734, PEGIFN+ RBV
P RIFRERIC & 2 FRGIRIC & 2 iR 1 A3 4
¥ T&, F7-¥IEEH S PEGIFN & RBV
PEFIERE: T 36 8 & T2 HCV-RNA 23 [ HE{L L
TOBRBAL ZEFITIE, HEBMA 728
MICIERTH5ZETUA LI BRI G
T&5. LR ->TIFNOBBERES L
ZAoNhB%Bamr-3THEIIO>VwTIE, £
B 22 5 & 0 28] B 0 BRERE BhEHIE 23K
TEBLHITEE IS —F, YIEEE
TEAL+TERESN-IZEEDLS T,
PEG-IFN & RBV it FI# &2 R T & - 7-JE
BlicowTi, IFNOEEAE L T & BRY
Ri3{EK & XN 3. PEGIFN «-2b & RBVfi
FARRED R H % R & U 7z EAES B R
B9 %\ C, PEGIFN o-2a & RBVHf il i
EIC X 2 BIHERITASAEABRE TI%, 728
5T14% EEDBRIIEETH - 7. 12:8H
IZHCV-RNADSREHET & - 7-fEM TDEH=
i, 48EH% 5 T34%, 728E5TI168% &
HEERHESOERAE S TR I NS A, BIEET
I¥PEGIFN & RBV fif I E D Y@ 6555

T h > IEFIOBKEEROG AR
FABRE 61%5% - 2010411 A



F9 22 CENBMIFAICHT 2 BEBEAA 74~

CRUSHAF&IZxt T 5 IFN OFARIZYIRERE TCOESH O BR # el L, HREQOHEED,, &E?%@%

FO)EZ BB L ZALTE & AFPIED EHE{LH 5 VI REND =D DEREL BRI RETH 5.

Wil B 0 O FRA R i

L. G LAE Y A A BAERIT IFN F4A - mwm«oﬁﬂ%umN(aimxm+mmemm§&mﬁ“
B~ 728REEE S, HREOEATH 5.

2. ¥IE18E Y 4 L 2 EFEH TIFN + Ribavirin §f F € FHR (GG # 1 36 38 £ T2 HCV-RNARRHEALHD ~ o
%513 IFN + Ribavirin ff FIfeH: 72 BB 5 A8 £ L\,

3. YIEHE Y 4 v % BIEMITIFN B - E3hEHl~ DO FE #5132 [FN + Ribavirin ffFABRESBROEA TS 5.

4. 5O - 5 DKEL L IFN o« A REIEE & UPEGIFN a + Ribavirin §f FIFREE T 5 DIREEH H B L - 5E
124 U TIZIFN B + Ribavirin PFRIfRE: 4 IR+ 5.

5. Ribavirin ffAIREA 1T BACEERDRICFS T55 2 MUI(BEBE L ABDOHET TS 5, Fim, 5,
FHRBAESTE, IL-28 DSNP I KU, ¥ 4 L ZBDE T T b % 85T (Core #HIK 70, 91 DEHR, ISDRER),

Real time PCRIEIZK B UANZABLEEBFIZL, BEREEERT I ENLEE L.

MR T B (G T ) DR

1. Ribavirin ff AR D JEEIGH & 5 L 13 Ribavirin ff L TERISH T, BETFHEOOIFN O EHH
EmnZF L. &, IFN o 85 (Peg®A 46 < )3, EEBCHESTHE.

2. IFNFE@EEH & L O IFN TALTH#E, AFPEDHE LB 6 s WAEFIIFFFE#EAI (SNMC (24 3 7 7 —
7 C), UDCA (Y nv)), B4 Hild 5 WA OETHET 3.

3. EERTPHI(FETH) % B L IO ALT B E 3 stage 1 (F1) T, R @O L5RELITIC
control ¥ 5. stage2~3 (F2 ~F3) Ti¥, AOEHMEALT=<30IU/L!Zcontrol ¥ 3.

AT AL, BIRORIRNTHS. —F, &
b bEESROAMEAZERLT, FHitk
AN ZAEORREITDOhTH Y, CE1E
MR AOBREBEIH-2ER* 81 XS5 &L
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