CRFFHBRA A 54~ (B 1H) 59 : 367

F1 FI7VEN+PegIFNa-2b+ V) S Y ¥ 3 #HIGEH 8B E O H 15 55
IZE B BB
(SVRZE, %) (CERW XD)

797 V¥ +Peg- Peg-IENa-2b +
IFNo-2b+ J NE Y > DA Ve P
3HEIEH 248 2HIPFH 4878
SVR 73.0 492 0.002
Relapse 16.7 222
Breakthrough 32 1.6
Non-response 0.8 206 <0.0001

F#2 TI7TVEN+PegIFNo2b+ U 2N ¥ 3FIFHEED RVR - eRVR #
BEER BT B 72 TR IR AR

(SVR =, %) (WO &)

RVR eRVR
R IRERK ER, FEER
WEERE  75% (81/108) 61% (11/18) 80% (70/88) 58% (22/38)
e 92% (90/98) 55% (6/11) 9%6% (84/88) 57% (12/21)
i) 39% (9/23) 22% (2/9) 47% (9/19) 15% (2/13)

£3 777N +PeglFNo2b+ 1) 3E ) 3
A OF R E O RTNIG R B AE] - BB 21

AR
(SVR 2, %) (LH? £1)
R IR 5 L1 BIia A5
SVR 88.1 344
Relapse 7.3 40.6
Breakthrough 0.9 188
Non-response 0.9 6.3
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60 : 368 ling g 53%6% (2012)

Fd TITLVUENEDOGRERERTEREGRE WS L 0)

BrRZERE - ERERE
F = U U RBREKFIY W=y
N Y IVIEERE KR N T
7V h 4= NERERE 7 rRa— )l
T o ) VIEERE A AVE -
7 IF YU siERE ATy
¥EIJF F=5v7
INVIT Y I ViEARE ZVF IV
Ve PO ITY IR UIVERE Ve Fh gy M
INTANY L4 v INTRX N v LA ViR
AFNINTAN) <4 ViR AFIVFVE
A NV A v
OUNAEF /ISR EF RIS EE
T MWIRAFF 2 H T LK JE M=, AF2z v b
TN T T T 4 VR KR LY T
IWTFF T4 v 2 BIR WMBENEEZ SIS E T 556 LNFF
¥557 40 (WSIEEZ S & T 5154 TRYNVY
Tadrky s o0
aneF v (FHXEERICBZEDD 2 BEICHHT 554 aneF v
V7 7rEy TIFYY, YTV, YTy v

4 PEEE—T/ 214718 - 579128

BB THBL )54 71 - HEIANVAE () TV 4 A PCRET S0 LoglU/ml BLE, HCV o 7HE T 300
fmol/1 DL ) EFITx L Cid, HCV BRI 4 W AFITH 2BEEEHR (Fu7 7 —LHEH], R 25—¥H
EH, NSS5A BHEH) Z2E U, HazIENEK, Uy o u sy s, GEREEREOERTENE L
KR 2L, ZHROEFPHERFTHL), BE—BRERTERTE 201, IFNEHIZ 7Sy b7+ —AICL72H
T AV AHEEE, Bb, PegIFN(IFN) xS > =55 FLELTHS. 2004 E, HHEIZBWT PegIFN+ Y
NEY CHRBESERTEEL %2 0, PegIFN (2 NE) Y RGHT S 2 & THRERIEME L2, Bk &0
BIERE S o7z, 20, ZHHITOFERLRBEICL Y, YA VAETF, BERFZ S CCEHRT & BESRE
PEWER & OBBPHEL 222D, B|IE, PeglFN+ U NN VHFHEETIE, EROTA VAT 754774
WV ABIE - 7B — R 216D O, IGEANO FUSEIC & TR A EET 5 L ARV A H 4 FEF E—(response-
guided therapy) & .02, 4 DEEIIBIT AEBEORBIVEONS L)k oz, T2, 2000 FFi12iE, 5D
FERZ LORWER D Y72 {, MBRBEEEDLFE W IENR+ U NE Y v GERRE S RBREA & 2o 7.

2011 B VEICBWTT 5 7LV E ) +PegIFN+ Y SE ) ¥ 3HIBHHBREAMERTEE & % o 72, PegIFN +
YN YT I T VEVERATAZ LT, WEMFRIZMEL, S5IHENRD 488 (72:8) 5 24 HIZHE
MEanizd BECEMN L O NICEELRRBREL COBWER b o7z, T, b2 ETIT b7 5 7L EN+
Peg-TFNa-2b+ S > 3 HIGEAREO R TI, 65 LT, M/EE 10 5/l ML EDERITR TH -7
7o, BIEY A7 OBVEERERLHMELERANIC BT 2 BEDHREL O CICBIERIC W TS BRENIRILOEE
PUETH 5.

T/, BTE, WEERBEBETICREL TRy A381E L LT IL28B @ SNP, HCV core $8I8 - NS5A fEI&7 3 / BER
PEECTHAZENELE#EN TS, Ldo T, BREHICE 2o TwRwE oo, TiETHIE, BET
|2 TL28B @ SNP #i5E, HCV core 48l - NS5A 487 3V BERINERT-72 BT, M 4 VABEOER 2 1D
HZeHEE L. IL28B, HCV core #d - NS5A $H 7 3 VBREROWEEINEIC L Y METRETH S (p394
&R 4 HCVIZDOWT OINERTE | BR). '
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CRIFRBETIAFIA Y (B1R) 61 : 369

(1) PegIFN+ YY) v FEE

A, WBERBITORTIZ X 2 HEDR T

PegIFN+ U NEY VB HEEOERMR T IRERETICTFUT 2720007, BEHOETF, 74 VAHO
HFizaiFons, BEMETELTEET, BEEEF O IL28B SNP OfIZ0EHTH 5. rs8099917 2BV T
TAF—=TUVOGEETBBEH(TG/GOE, GRFHIBVAYy—TLLVOBER(TT)IZHL, PegIFN+
YN VEEREEICEIETH H T Lo Tw BT Zofih, Fih, BELOREILY 4 )V AZROF
BWRTF & 22" EFED 5 VIS IEERA O SVR RIZHBWEETH 1), Biid 5 VIR LERFI O SVR
EIIHRLUTERY. /2, BEEOFTY, BIIERLTETO SVR J|AYRNZ &3 5T 5107,

—7, 74 VABRERFTIE, HCV core SO 70 % - 91 HFO 7 I JBEE™®  [CV NS5A %838 (IFN B
#84, interferon sensitivity determining region : ISDR) @7 3 / BRZERMWMI93 VAT & LT PegIFN+ U8
VY VHEREEOWRBERIRICEIRT A, HCV core IO 70 F 7 3/ BHAEFARORER], F7: HCV NSHA FEI5IC
EEMNPLVIERNE L PegIFN + 1) /N VIR OWBEZ R . HCV NS5A #io ISDR DAL 7 3/ BRE
£ (IFN/RBV resistance-determining region : IRRDR) 3 FEEOEHEBEDRICES T LML N TWEYW,

[Recommendation]

1) PegIFN+U/NEY M HEEREDRBERERICIE, BEAEFE LU TIL2BSNP, i, (LOREL L
PHTAIWIDREFEEFEL S, T IV ZBIEFTIE, HCV core SBED 70 % - 91 BFDT7 I /BEE HCV
NS5A $BIi D7 X /BAZE R D, WIFEFE LT PegIFN+ UNE U U HEEEDAEDRICEERT 3.

2) FIBET H N (L, IL28B SNP, HCV core $8ig; - NSSA $BIHD 7 I VBEEZETEL, BEDEZ LV EREIC
FHTHZENEELY. 2L, ThODBEEEFIREICLYTIETEH 2D, REERNTSH .

B. WRERBHOSE L B WEENETFE ~VARY AT L FEI¥— ki~

Peg-IFN + U SE ) Y BEAEBEDRBERGERZICE, B4 OESIC BT 5 EE~OKISHE, Bl %, HCV RNA dynam-
ics 7%, SVRIZHF 5 BIFRIBEEL 2 51", PegIFN+RBV SFREETIE, WHEREY A VARED Y X7 HMEn
2, TTRELTEANL, TOLTHBENOKGEZEESL LTHEFELTAZENTRTHY), MOFHAT
HE(VARYRAA FEFE—). 72, PegIFN+ U NEY HREREIEEIINT 2 FE0 - EFEHESK
Evi/zw, HCVRNA EDOWAENIMEO CTRETH Y SVR 0SZD 2 WEFTIE, WEEFILE#ELZE L TSVR
R LT ANVABREZ BRI T 552 LD EREINS.

Peg-IFN +RBV EFE: (48 A% 5) 0 ENEERE Tid amplicor % T HCV RNA 2SHlZ T hTw b 25, &5
PR 12 8 F T2 HCV RNA 25t L L 7Bl 7 2L 128\ T SVR 298 5 7z 5, 12 LR BELpl©
ESVRIHEE L 20, 24 38T HCV RNA 25 HAL L2 WIERITIE SVR 28D 7% 200 729% . A OERIRFERICE
WTh, BIRERLGSE 12 8T EVR (early viral response ; p393 [ 7 4 VAFMEEOERE] 2R), T4abb
HCV RNA B&Eft (complete EVR) 7\ L 2log BLEDE A (partial EVR) 2% SVR BRIZEHICHES 35 2 &A%k
HEENEW, g ZITCOREESES (AASLD) 64 N4 0Tk, /4547 1b# - 74 VAEICHT
% Peg-IEN+ ) /SE Y U BRHRTE (48 38) 1BV T, 1238 T HCV RNA 7% 2 log ML LA L 2 WEEFIE IR 11
PRETAHLIOMERLTHWEY, F7212:8THCVRNA OEHEALME S N WEFITIZ, 24 BD HCV RNA 7%
HETHIITHREEZR T ITRETHBHLE LTS,

—77, HCV RNA 7% 13~24 5B FEMAL 3 2 ERICH LT, EEM %2 2 8 CEERETA I LIZX D, SVR
B LT A ERELNE R THBI X 5|27 real-time PCR T HCV RNA 2324 sBLIF% 36 8 ¥ Clzketd:
IBL72BICBVWTH SVRVESLNE Z &b, b ETIE, HCV RNA OBEMALAS 13~36 B F TIZE SR ER
ISR LT, T2 BNERERSIHERENLTWA, $/z, EBEHSIE, BHICHCV core D 70F - 91 FNDT I/
EeASZE Al HCV NSSA fHIB D ISDR WA THLBEICB W THEHATH o2 0MELHHW. b, WRERE
9 A5 12 BIC HCV RNA DAl L7z LERAIRL B E Tk, &5 % QETHRT T4 LEREIE V.
L7=Ao T ) LERATE, BREREZVLO0, T2 BEERS L ERKEELONLD,

JE4E, real-time PCR ¥:2 & Y IRIA v HCV RNA EHIED T BRIC 2 1, 84 OEFNC BT BIEE~O RS L, 1
SERME 128 X 0 S EHIO HCV RNA ERAETEHECE 2 RENRBINTVE. bbb, VARYATA
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62 1 370 s B 53%6% (2012)

F&J ¥ =% T L7z PegIFN + S VBRI BT 5 SVR 5%, (BREIMA 4 R 5 TO HCV RNA A
TRNTH B &, HCV RNA A4 1log Skifi, 1~2log, 2~3log, 3~4log, 4log LLE (7272 L HCV RNA i) T
SVR i ZNEN 4%, 18%, 55%, 66%, 89% &7z 1, HCV RNA 2t & 7 - 72EHI Tt 100% @ SVR TH o
7o L EE SN, WRIERIE 4 8T 0 HCV RNA WA L SVR 2HOMIZIE, BWAEATR® 5w 5 (p<o00l) (&
DM =7, BRI EBWT, HCV RNA KT ANEREA 8 BT 1log Rill, %\ 13 12 3BT 2 log RMDOESF T
1 24 BTO HCV RNA B LIZA SN o/ Z e, ZOL) BEMATIE, 8EHZ WX 12BORKET, &
% &d SVREEHIBLIZALT A VABHEIEIRT T2 2RI N2 (p392 (&4 2 WHEPILEER] 281).
L2 LZD—hT, BiliE LM LA ET LIFIIRBRAEY X 7 OB WEF TIE, SVR T % { A{tZHtiEz
HIEL T, PegIFN+UNE) VHRBEELZ RIS THRET 2L OEETNETH L. DPEDOEETIE, VA
W ATHRAIE SN 0o TG - BB BT 2B TH 6 7 B ALT IEE{LEIL, 2N 56% (5/9) -
62% (8/13) TH Y, ALT IEFALFITIZ 1 BB &6 THERT# 2 £ F TR D biochemical response 2% 5
NzeHESINTVAEE . L20C FERAEY 27 OB WENIH T 2 5 EEECB W TREHIB 36 ET
AST/ALT DIEEAIHB LN T A 54, HCV RNA P TH - Th 48 BF THEEZ M T 2 BHELH L ER
HiLn,

[Recommendation])

1) PegIFN+U/NEY ‘/%#Jﬂ%‘}%@ﬁﬁﬁé%ﬁ (&, HCV RNA B&ME{brEER % 5 ONCHREERY L HCV RNA B =R
BENRETFAUTZLTERETH 3.

2) BERREHODEFEE LT, 48O HCVRNABPERSF SVRICHT 2 RIFLIBIEE K 3.

3) HCV RNA OREMEED 13~36 BE TICHELS NAEFICH U T 72 BDIEEIRE PRI NS, £/ BE
Fia 9 @h 5 12 WIC HCV RNA #REMAL L -EFITH, S DERGICSHMIETE, KBRS TIIER
BHFEN-H, RREBEATIEH DY, 2BEERSLERETHS.

4) EEGIEEE  HCVRNA EETHAERBS8ET 1log Rim, H2 L1218 T 2log RBDIEF T, &
BERT BB TANETHY, 12;8T 21og ILEO HCVRNA BEET 2RO 255D, 36 BE TIC
HCV RNA Oy B OEEIC R BEERIET 3.

5) /=720, FHRRERE D R IPEL, RERBE 36 BDORET AST/ALT »IEE(L L EFTIE, BEFR
IEEZRALUABETHEMENAEDREZEEBL T, BELAFLEET R BT TOMRARBELZERT 3.

C. BHRGELIHREDR

BAOBRIRFETIZ, PegIFN & VYY) Y ORGEINBEIRICHET 5 Z EAHLRNICEN TN M,
PeglEN 2 6 TNZY NE Y » DRBFEEF L B ICFERGED 80% LLLETH o 7S Tid, £ A DOREFIT LN
SVR ENFEEICE C (51% vs.34%), WEIZ L 2WBER~OEEL, BEHEGE 12:BLNIORE L72ES Tk
HEETH oY, F/2, HATIE, EVRIZERICEET 2 OILIEREGERE 1280 PegIFNHEETHY, UN
VY VESEICEEELZWI EDHLPICENS PegIFNo-2b OFHH G522 1.2 ug/kg Kl CTlE, HEKF
PEIZ EVR DMEER L 2 5 2 E S STz, — 7, 7 4V ARMALBEOBREQIMFNIIT L Tid, VYY) VIEEE
587 10mg/ke/B LU EOBEOEBRES 13% (12 me/kg/BLLEIE 3%) THo7zDix L, 6mg/kg/HERHTIE
50% EEETHY, VN VESEFEMRELAERFEICEET S I LAVRENTREY,

[Recommendation)

1) Peg IFN+UNE Y LFHEBRICBENT, PeglFNHZEEHN EVR ICEET 3. Peg-IFNo-2a IR EFEE
D 80% LIEDIREE, PegIFNo-2b i3 1.2ng/kg M EDEESTHB TSI EPEE LN

2) UNEY CEREEIIEERTEOBERICEETS. UNEULFEERSED 0% LIENES, 250 L 10
mg/kg/BLIE (FIBETHNIE 12me/kg/ALIL) DREBEMEL TREERETH I LI0LY), BER
THROBBREFETT 2.

(2) 79 7V EW+PegIFN+ YN HEHEE
hEOBRREBRIZB 5 IEN I E#ESFI 357 5 7 L ¥ +PeglFN+ ) NE 1) 3 %‘Jﬁ?}ﬂigﬁig) SVR
L3 73% (92/126 B1) Th o7z (p364TF T 7L E NI B, HiED PegIFN+ U NE ) VHEREEICLL, 7
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CHEIFHBENA FF4 > (81 63 - 371

57V YN +PegIFEN+ /S ¥ 3HIBFHBEIC X 21681, 24 BRES L PR TI VB O SVRENE LR, 1B
ERIEOHETEN TS, L72do T, BEENDNE, 7I 7 LEN+PegIFEN+ YY) ¥ 3HIBHEER,
IFN #EHEGFICH T2 BEBEETOE—ERTH 5.

77 7L ¥ +PeglFNo-2b+ 1) /N EY ¥ 3FIGERBEOBERNRICERT 2 B F2%ET S 1, IL28B SNP & HCV
core IO 70 FT I VBER L AMEIMEELOTHERTH LI LR ENTWE, HIL, IL28B(rs8099917
SNP)ETT DAY % =T LVTIE 838% LEVWEMENEZEONDY, TG T2 GCOYA F—T LV TIiE276%
DEMETH o7z, E51Z, IL28BSNP D~ 4 F—7 LIV, HCV core 48D 70 F7 I BEEPEF LMD FEH
Tk 50% O SVRETH A7, BRI TIT118% DSVREILL EF D, E512, 75 7L YV +PegIFNo-2b+ 1)
WYY Y IEIBE R CENOSE O N eh o IeE, FRULEOESIIC T 0 T T — CHER T AT EZE R ) A
BNTWw3 (p366[7 7 7V EL—HHMEISR). Tur7—-EYHEHEORZAMEOMELERBSNLTEY,
AASID OH A4 Fo4 0T}, 7usr7—EHEFICLZBEBREIIThRVIIHERL TV B,

Doz &, 75 7VE N +PegIFNa2h+ )N v 3HIBHEEE FEL T2 EETIE, RBREA
Tidd 275, TEETHIUTIL28BSNP - HCV core BT I VBEEZHEL, BEDRLZ IV ERICTFH L2 L
THRBIO L RET A XETHS. [L28BSNP 0°v 4 7 —7 L)V (TG £7213 GG) T, HCV core #HIHD 70 & 7 2
JBERPERBOFEMNTIE, BERELTFS 7L EL+PegIFN+ U SY Y » 3HBEEEEERES L2V,

T/, 757V EN+PegIFEN+ JNE Y UERRERKLTIE, BIEBIE 4 58T HCV RNA £72° 3 logcopy/ml BLF 12
7 B VWIER], 12 BEFIC HCV RNA HSEMEML L 22 VEER], 7 & TNZIEHEE I HCV RNA &% 2 logcopy/ml 2L E 1
FT BER T, WERIPST T 7T LVENVIEY A WADPEIE LTS REMED D D 2, GEOMRRIC X 1, TMC435,
MEK-7009, BI-201335 72 £ 2 RO 70 7 7 — CHER OMIEEZEET 2 2 L 03H 5720, HEEFIETRETH
% (p392 X2 WHEPILEEE] BH).

BRRTIET 7 7T VE N +PegIFN+ U E Y VEHBREICOWT, WO DHKHAEBR (ADVANCE study®,
ILLUMINATE study™®) 2Thbh7z. ZO#EE2ZITT, AASLD DF 4 K54 T, extended RVR (eRVR)
EROFENBIFRIEENRTFUEFEEZ SN, eRVR 2YF o NERTIE 24 BHE, eRVR M5 N2 o 72
FEFITIE, PeglFN+ VN v & 24 HIER L CA3BRG L TH VARV AN A4 FEIE—DMERENT VB,
¥ 72, PegIFN+ /N Y HEHEEED null responder (O HCV RNA B{E T 22 log ki) 45757
LE +PegIFN+ UNE ) VHEAEEICB VTS, BBEEFRSIHERIN TN AR, 2721, bIETIEIHE
DL B, 75T VEN+PegIFN+ YSEY BRI 48 BERZ S IEREA £ SN Twiw (eRVR, null
responder (2 2WTIE p393 [E# 3 74 VAZEHEIEDOER] B]R).

[Recommendation]

1) 55 7L EIN+PegIFN+ UNE D > 3HIGEEEE, BEMEN HNE, IFN PEEREGICH T 2 HIEAT
NEBIRTH 3.

2) 75 7L EJ+PegIFNo-2b+ 1) /NEY > 3EIGFAEATIE, 1L28B SNP & HCV core $BIH 70 B 7 3 /B8
TRIZLZEIMPERTHY, RSERANTIES 5P, AESEEETHNIE, MEFIEL - L TERES
JCERETEINETHD. ILB A F—TLITHCV core S8 70T 7 I VBOEEMEET T 3EHT
It, BBl& LTF5 7L E+PegIFNa-2b+ U/NE U & 3EIGAREE I HEES AL,

3) ERECRMEIDERMNICS T BT T T L EN+PegIFN+ UNE Y VHABEEDEEDREL > CICBIFEAII
DNTIE, SHOBNEETS. BEBETIRTS TLEL+PegIFN+ U/NE Y U BEEEOFETICHT
DERBEERE .

4) BEFIEEE | 75T L E+PegIFN+ U /NE Y S ABE T3, BB 438 T HCV RNA £7° 3 log-
copy/ml BIFIZ% 5 & WERFI, 12 BEC HCV RNA #BEMAE U & WERFI, 74 5 WIZEES (I HCV RNA
£/ 2logeopy/ml LIt FETAEFITIR, BEERLETRETHS.

(3) IFNB+ U/NE Y w4k

OYRENCBTET ) 74T 1 - B A VAEBNIHT 2 IFNB+ N U HEFEEOBRREICB VT, 24
G5 TSVRZE 19% &, IFNa+ U SE ) U HEREICST 2 IEHEDR SN, BIFERFIERIZ 4% & IBREEE
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64 1 372 BF B 53%6% (2012)

Thoiz™. F/2, FNaBAIAHED 5 OROBELL) DHOEHD HWEEDRDH 5 C BIFFKEE
BITCHT T B 48 WIS T, FPIRERIZ17%, SVRZEZ 2% THhotHEENTWA®, 20 XIHIL, JIDHD
BEAE - &0F )OO DD HESNIT 5 EHEREEMIMR ENT VLD, 29 LIZEMI LT,
IFNB+ YN Y U OEERENER ENAETH D (p358 [WEEE—1 v s—T V] ZR).

[Recommendation)

SOMDEMERAFBZINZHEICIE, IFNB+HUNE Y U HBEEEEEET 3.

(4) WENGEIZBIT HHY 4V ABEOBIR (p39%0 (&1 WBE7O—Fv— ] 2H8)

A. BEHE

BREEHTHY, BITUREIH YA NVAEENRAICEAZINLERETH S, LR LEWEHZAE L AWM, ¥
AW AFERSTE 2 WITEBEICDWT, WEWMICTSICBEICHAT 52 LENH A, HiE 28175 Peg-IFN+ )
JSEY VBRI 48 BRED SVR BIE, 60~64 T 40~50% TH Y, 60 mkimICI LIRS TH 528, 65 mll
LTI 30% EIEETHSE. LrL, BEEICBWTY, early responder JEHERIIA 12 38 F TIT HCV RNA &
1b) Tix, SVREIZHN 0% LIEHME L FZETH D™, late responder ((HEERIIA 13~24 J8IZ HCV RNA #1L)
WKBWTD, EERS (T2H%ES5)ICX), BEECOH50% ICSVRABELRL TR, 2o k52, RLEH
HTH, Hx OEACTHEENOISENFREL Y, FRERESICL) SVR FXUET 5720, LoigRpibikE
EBEZT, BI9ANVAEELZEBEAT LI EDVEETHA.

BRI, FEIE LT PegIFN+ UNE Y VHHEERIT) . 72720, Bldk (Hbldg/dl BLE), 2o,
BEANOBRBEPBNEZEZ ONBEEIZIE, T3V EN+PegIFN+ YN VHFHBRED ERE & LTER
T 5, 65 MU LEDEATOREEIER SN T Wi, $72, IL28BSNP ®< 4 +—7 L)V T HCV core 83 70
BT I VBHPERBCHLILESHBEL TV AEECE, WTNOBEIIBWTHIBEDEISRD TREE FH X
NBLD, T4 NVABREIITOT, BEFRETLIZILELTETHS. oA VAREZTbRWEE, ALT
PEEETHE, HBROBY, Peg-IFN F 721 [FN 0 ERIHRE (p353[1HERE—1 V7 —7 0 v [BHR),
HBHIZIFIEER (SNMC, UDCA) (p379 [HIEERE] &) 20X 50ERZITH. /-, BIUEH (Hb12
g/dl #i) TiE, V) YA L RV PegIFN (IFN) BEyEE+2EET 5.

[Recommendation])

1) EREIREBEUIINEL, BIANVZAEEIBHRICBAINBZIRETH .

2) BRENOMIANIBEDEANISH 2> T, BEAMICHEFRCEERZBEL TESERET S L
BT, VAINRGEN TE ARV DV THAICBEICHAT 2LEN 53,

3) BREOCHEEETIE, BE|E U T PegIFN+UNREY D HEBEEBEEEZTD.

4) BEMEICHNT, LB A F—T LI THCY core SR T0FT7 I /VBOERLEETBBEICIE, BE
BRETHZEHTETHD. COBAALT PERETH N IL PegIFN/IFN VERHRE, 2 W 3K
EESETD.

B. FEE#EE

I A2 BHEBERCIES#HE TIZ, TEETHNIT IL28B SNP % HCV core 7 3 /BER, ISDRER L%
HWEL, W DAAs DEFICAN TR IBEENESEVEFUEINLBATOBRBELYZET 5. i LERFIT
i, L OBBHLRTY ANV ABREOEANLETH S,

BRI EREL LTI, 75 7L EN+PegIEN+ U NE Y VHEHEEDSE 1 BIRTH 5. BEEIRE S
DOMMEALD R L7EFI T, PegIFN+ U N VHREERZET 5. I DEREMFI T, IENB+ U NE
J UBEREERER TS, —F, B LBECHEEERMECE TR ENAEEICE, LVFRENBVETFHEINS
BRI TOFEITRTHS. 72, WEEAOHIICER T 535&1213 IL28B SNP £ HCV 7 3 / BEROUE
BEHTHS. ILWBB <A F—7 LIVTHCV core BH 0BT 3/ BAERITH S Z LA L T B5EEITE
FHIE LT, BREZIT A VAEEOEANITbEWI LRSS,

[Recommendation] .

1) 558U 2 VP EENEVIESRE T, TEETH NI TL28B SNP X HCV core 7 3 /BEEDBEIEIZLY
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CHFF#IBRRAA P74 (B 1R 65 1 373

BEEEZTEL, READAAs bBRFICAN L THREBEEDERET 5. WELERMITE, SHEIERE,
LNBEEREHT AN ZABEOBANVBDETH 2, BEEBEMATE, JUBRIBEVETFREIWDIEE

TCOERLEEETH B.
2) IEBEOAEAETIE, 7T LEN+PegIFN+UNRE ) D HEBENE 1 BIRTH 3. BEANORE
M BEZEN, POBMIICERGITIE, PegIFN+UNEY L HEBELEEERT 3.

3) M28B ¥ A F—TLIWTHCV core SEIB 70 E 7 I /VBHIEEHTHBZ EHHERL TWBIEEICIE, EEl
ELT, BEUAHRTAILZEEODEATTH AR,

F1 BEEB4IBREHCV RNARBDVEBLEL ARV AT, FEFE—I2LB SVRELOBEE (¥ %
A71E B4 VAR

%gq%% llog ki 1~2log 2~3log 3~4log dlogllb  HCV kY
VR = 4% 18% 5% 66% 89% 100%
- (2/53) (10/55) (48/87) (58/88) (70/79) 29,/29)

(HCV RNA #A5 vs. SVR 2 @ p<{0.001)

5 #EEE—S /214718 - FI14 X8RS

FIIA4AT1LE - \mY A VABEGLUANO CRUBMEFIEFI TIE, PegIFN+ UNE Y VHEBEEZTIHE,
FIEAT, T4 NVABEDEEII»PL ST SVR BIZRELZEE 2. BORTHE Peg IFN+ U NN VEEENE—
BIRTH B2, HERTIHEY A VAEDERFHETIL IFN BHEEESE—BRE 2hTn 5.

(1) /%4718 - K74 V2E

rFIIA47T1IE &I A NVAE (VT VT A4 A PCREET 5.0 LoglU/ml ki, HCV 2 7HUE T 300 fmol/l i)
DFEFNIHT LTl Peg-IFN BMYEEIZ L Y 50% LLEDREGIT SVR A5 5150, F7-7EkE [FN Bk 24~
48 B THH 50% O SVR 2E LN B, PegIFN+ U NEY YHRHBEES , ¥4 7 18 - &7 £ VAERES]
WZBWT 0% LD SVRBELNS Z LPHMESNTVEI, K TIERBEEHIZED b Twin,

2 754728 - EyA VAR

AT 2E AR AV ABOEFICH L TIE Peg-IFN BMUEEIZ X 0 # 90% DEFIT SVR 295 5h 58087
F oHERE IFN B 5 THRBRICE W SVR 086 5. REHEA I 2w O D, PegIFN+ U NE) Y HEH
FEETIISDICEEBIZSVRBMELN G, 28, WEMEIG 24 APEENEY, HERE Q5RRE 1~2 HLN)
12 HCV RNA 2S5 A5 &1 3R 2 3~ 16 BE CEMITAZ LW TH L™,

3) #5472 - By { VAR

F)E 4T 28 B ANVAEDEGICH L TIE PegIFN+ V8 VB EDRIRIE WS HCV RNA
£77 1,000 KIU/ml (6.0 LoglU/ml) ki TH 1L PegIFN BHEECHLIREIEZHTE 5. BT HCV RNA 284~
SBTERMEL LSS, 80% LLLEOERITSVR BME L 55, '

[Recommendation]
) #7484 718 - &Y IWXEEGODETEEIC L Peg-IFN24~48 38, & 2 I REEE IFN Byh 24 D
55715,

2) /a4 T 28 AR I ZEDIEEEIC L Peg-IFN24~48 38, & 5 W\ HEEE IFN B 24 BDHE %
75, HCVRNA 7 1~2 BLIRICREMEL L 258 3 RE5HE % 8~16BICEHRTA I S HHEETH 3.
FIEAT2E - B4 ZEEFOMEREICIE PegIFN+-U/NE ) VHEEXS L < IZ IFNB+UNE
ULHEREEE 2458175, UNEUZEED 2 EHELVWIEA I PegIFN BIEE (24~4838) #H1TT
BZELARETH D,

=
=
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6 BRE

(1) ¥/ 54718 - B4 V2E

IFN/PEG-IFN + U N Y Y BrREEOIEZRENITT 2 BIBEORFIL, FEIREROBENOSE S D B
WIBIE & 7 B0 JEEMBIOFIAE O UG, “relapse” (HCV RNA 2MEER o 72 ARG L 722N BT
BICEMB) % 5 TN “nonresponder (ZERD)” (B IC HCV RNA OBMEALZ L) ICkplEN b, E51Z, “non-
responder (ZEZh)"IE, 13 AERIED %% o 72 “null response” (FAEBAE 12 8 HCV RNA B0 S 2 log
ki) &, “partial response” (& HCV RNA ERHEAL L 2o 7275, HERG 12 8RO HCV RNA B0 M
2log BLB) 2T 5™ (p393[&# 3 74 VAZMEEOERIZR). &8, VY veElALLzro7
BEVRESI, 7% b B IFN 7 b NI PEGIFN BREE O BB T 5 U S E ) U HFRREIC L 2 BIRE T,
BIBEANO LB HRIZ AR FMEF & 2 o vizo, BAlE LT, WERGEROFTEHNIHES . T2, FEERENR
OB S ENAE DT EHIE U2REE1T ) .

Bk Z gl & 354 Epic study I2BWT, IFN/PEGIFN + ) NE ) VHEREEOIFEEFDB (5 ¥ 4 718, METAVIR
score F2-F4) 2% § % PEGIFN + U /NE Y V6 H 48 @3 512 & 2 BIGEAWRET & 1, BT relapser @ SVR 2 23%
(56/243) 12t L, non-responder @ SVR B3 4% (19/431) LKE ThH o 7e 2 LM EEN/L. —F, REPEAT
study TlE, PEGIFNo-2b+ U 2N E ) Y BHEE TERDE SN d o 7EFNCHE T 5 PEGIFNo-2a+ Y /YK Y
BERREOWEEIREN OB EI M S h, 72 B 5 HO SVR 2FiZ 16% &, 43 BHES5 0 8% I LEETH - /2
EE SN 72, PEGIFN + ) ) Y G REIEE NI T ARBEDO L AR Y AN, FEIE—I12L 5
FIREOMET T, BT relapser @ SVR # 63% (20/32) 2% L, non-responder @ SVR i 13% (3/24) L ik
<, &5 nullresponder TIZ 16 Bl 1 flH SVR 2D Lo b HEEINTHEY, T Xy, Yy Ky »
PEREEDIEEZIBNINTT 5 PEGIFN+ ) N8 HEHEEOBERE T SVR 21585 720121, BiiAHEL® null response
THEWI EPLERHETH L. FLHBETERES EZIT TV WEAPRVWEIETH 5.

T I T VEN +PegIFN+ NN ¥ 3HEPFHEEIC L AFBBEIIBWTY, AEOSEIBO TEETH
% PEGIFN+ UNE Y Y HHRETEHIB O N o727 ) ¥4 7 1B CHFLAMICHT 579 7L E LV DE
BIRE (T 7 7V ENV +PegIFN+ ) N ¥ 3H|% 125868 L, 207 12 38 PegIFNa-2a+ U /N Y Y 260 5
TI12PR24) 12 X 5B IEETIE, B relapser @ SVR B 69% (29/42) Z%F L, non-responder @ SVR it 39%
(26/66) LR TH -7z (PROVE3 study)™®. F7z, bAEICBITLHEESAER T, BIEED PEGIFEN+ 1) /8
VBERERETCH o FERNCEENE, BIE relapser T 86% (63/79), non-responder T 28% (8/29) » SVR B TH o
7o, =75, BRRIZBWT, PEGIFN+ UNEY U HFHBEREBED 7Y, ¥4 718 CEBERFLIIHLT, 757
L EJV +PegIFN+ ) V1) > 3 RIBFFRRE 48 iR 5 D RRHEBEA T DN T B (REALIZE study)'™. 777V
BV +PeglFN+ U S ¥ 3# % 12 BH-A L, Z D% 36 8 Peg IFNo-2a + 1 /S ¥ ) & BRI S 5 B (T12PR43).
B LU PegIFNa-2a D 4 BETHREDBIZT T T L E N +PegIFN+ U » 3# % 12BEHL, 0% 232
78 Peg-IFNo-2a+ U /S Y 24T 58 (Leadin T12PR48) & %, WHREETH B PegIFNa-2a+ U /NE 1) > 48
AP E (PR48) LB L72bDTH B, Z DR, TI2PR48/Lead-in T12PR48/PR48 D HI AN R B » SVR
BIXENEFN, relapser T 83%/38%/24%, partial responder T 59%/54%/15%, null responder T 29%/33%/5%
TH Y, Lead-in DF|WIZH A0 57, BHERAIRD 3 HBHEERICB T 2BN 2R FUEF L 25 LR EN
TWwh, &5, FIRERNEINC IL28B SNP & iAEMR L OB M s, EEDESR L chiUZ, 11288
SNP (rs12980275) 28A Vv —TFT L (CC) Ty <A F—T7 LW (CT £/ TT) T SVR HERZIITFEETH >

cZ EPMESNT VB (BIIRE relapser : 83%/85%,/35%, partial responder : 63%/58%,/71%, null responder
40%/29%/31%). F 72, PEGIFN + Y /S ) U BEREREIEERN 7 & 4 77 1 BUEBNCAT L T, BT¥AE null responder
HBHIE eRVR NER S 2D o TEF TIRERS (T12PR4R), ZhDAClIE#EESL (TI2PR24) & L727
T 7T VEN+PegIEN+ Y NEY ¥ 3FIGRHIC L 2 BIREORHRAE T, SVR =ik, BIIAHE relapser T 97% (28/
29), partial responder T55% (16/29), null responder T 37% (19/51) T o 72,

COLIE, FEREMRIE, T T VEN+PegIFN+ U NY Y Y 3HEBIC L 2BHEICBVTL, HEKE
BB R TFHET CH L. 72, BT null responder T, 75 7L EIV+PEGIFN + U S »HREEE
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DEMERIZABBAEBRICBVTH IFREICLEE), XFICBT 2 4 BEBETIEIVEELE LI ETFEEN
%. Z LIZHIAME null responder DEEE CHRHEIEHOBREL 51, 3FPFAEEOEISICOW CIHEE IR
BRETHA.

2) 7754718 - @y A NVARE - BRECBT 257 4V AREOER (p3900 &1 [HE70—
F¥— M SR

A EEE

FHIE LT, PEGIEN+ U N VHAEEIC L 2 FIREL T 05, BBAENTEIE, 79 7L EV +PEGIFN +
JNEY VEEHEERERET S, IFEN+ Y SE ) VHEEEEE® non-responder Tld, PEGIEN -+ NE) U HEHE
B 2EEBICLVBREBEIREMEONS LHEINT W AP 511G null responder Tld, PEGIFN+ 1) ¥
VY UOEREEEIC L A EREBETIREWNIHFTE v, BIIEE null responder IZKT 57 5 7L BV +PEGIFN +
YY) YEEREETIE, BEREPIEEELSHEICANIEEREEADTETH 5%, BEWERITT2BENHY,
TIRENRENEL 2V B TFHENE720, iy A VABEEIIDOWTEERM & LRI DAAS IZ X 216EL R
WTBILPFEELW. L2 LEO—AT, BBEFHEERSEY A7 PB 0D, 74 VAEIRSEERGS
1E, ALY ER - BAEIEE B8 LT PegIFN % /214 IFN O 4B EIRS (p358[ GHEE—1 ¥ -7z O
1 W), »siZFE#EA (SNMC, UDCA) (p379 [IFEEERE] 2H) 2L 2BBETINETHE.

B. JEiE |

AFRIZ BT B 3 FPEHEE 24 BHE-ORE T, BB 0@ D, BTiEE PEGIFN + ) SE Y §f FEEED relapser
BT S SVREIZIE% THY, BVENEITRENT VWL —7  EiigE PEGIFN+ U N Y HEED
non-responder &AM SVR Z1x 28% Td 5 7%, partial responder THiLE, L ) EZED SVR BZPEAFTE S, L
727255 T, BIIEIE relapser & 5 W& partial responder Tl, 55 7V E NV +PEGIFN+ U N E Y Y PEEEENE 1
BIRE 25, 3EEBOEENOREEIF S VBT, BHEAER L TWIE PEGIFN + Y N Y VEHH
BRICL2BHRELYERTHALEND B0, BELSEEOH TILRIA DAAs ~OFEL TR TH 5.

B 749 null responder T, FRDEY, 3HIGHHEE 24 BHESIZB VT, BESRIIIZ DKW BT E
ENBY. L7248 T, A& null responder DIFAELERFICIE, WTEETHNET 5 7L ¥V +PEGIFN+ Y N E
) UPERBREREERT 500, BHELANER L Cuiiriug, EAlE LT, R DAAS NORERE T 5.

[Recommendation]

1) #/ 44718 - EY 1 ILZXED IFN/PEGIFN+ U /NE Y L EBEDIEEDHICH T 2EERETIE, 7l
EBEEBEOBBEANDRISENEHRWEEZE LB 5 (IFN & 5 U2 PEGIFN BElEEOBAEMCNT S Y
NEUCHBBEECLZERETE, RACLT, FEERESICHETIBEFHICEBEETD).

2) a4 718 - FUAILIE - EHEDEBRE | BI/AE relapser %\ (3 partial responder NHE, B
Ble LT, PEGIFN+UNE U UHBABERICLIZ2BREET O Y, BEESFHEE, 77 T LEIV+HPEG-
IFN+UNED U HAEEEEERT 3.

3) /4718 - EI1INIE - BEEOEGE | §1/5% null response DIGE, +2 AT 1L AZIRIGH
BTERWED, VA VIBEBECOVTHAESEEEREL, ALT EE%H T PegIFN % /213 IFN
VERIPRES, HOIVWEIFTEERICLIEEZTOINETH 3.

4) F/ 24718 - EUMIILZE - FEEHEDEHAE | §1/87E relapser 5 \) (X partial responder D5 E,
TS5 T U EIHPEGIFN+UNEY VHEBEBEPE 1 BIRELE S, 270, SEIGHEDEBENDRBEIET
BHEVEEICE BEEPERL TOWNIEPEGIFN+FUNREY UERBEEICL2BAESEZETIUENH
37, L EEOH TIEREL DAAs NOFEDLEETH 5.

5) /44718 - Z U4V E - IEEEHE DERE | 50785 null response NiFE, R LERA TIL, 53T
L, 77 TVENHPEGIFN+TUNEY U HREEEZT YN, S EEG T, KA DAAS
DFEETS.

B) 54718 KT A VAR

BIIAEEDY IFN & % v 13 PEGIFN L CTH L, FAIL LT, PEGIFN+ U NEY YBEABREERTS. 92
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Wi - 5 DR & PEGIFNg DN 7% & 7% WS T, PEGIFN OfAH DI IFNB 29 S L 3 TEETH 5%,
Tz, BRESYNEY VHREBETH - BEICIE, FI S VENV+PEGIEN+ Y NEY VREBREET. &
BEHEST S RVREAICE, B LERSITHNIZ, PEGIFN+ IS VBRI L 2 BRELZET S
FIZ X ABEBEOFHEIC OV TRBERATIRBEL AR IEF Y 213k,

4) 7754728 - B4 IVAE

FIAEDS IFN B %\ id PEGIFN B&EEE Ch U PEGIFN + )Ny U HFEE: (24 B#H%S) 2179, F7/-,
BBED) N VHERBETH - 284121, PEGIFN+ U N YY) v A (24~48 MR 5) 12 X 2 HibE%
ERT 2. 50% L LD SVR FAHFE IR TWBWW 3 OfF - 9 DIEIR% & PEGIFNo DG 7%2 5 2 WS T
X, PEGIFN Ofthb ) IZIENP #1952 L HWEETH 5%,

(B) FI75A4AT2H KT A NAE

BIEEDY IFN & 5 W i3 PEGIFN BHUEE TH T PEGIFN + ) N6 ) VB (24 B#HRS) 2175, F/-,
BRSNS VEFREETH o 1235541213, PEGIFN+ U Y v EER#EE (24~48 BIRE) I X 2 BRER
ZRET A, MERERBEOEV SVR ERPFE SN T B ) oL 728 - v/ VAEBLFEE 52F - 9
DR & PEGIFNa OS2 7% 572 WERI T3, PEGIFN b IZIFNR 29 2 & TR TH 5%,

[Recommendation]

D 7/ 214718 - EI1IVIEEGTIE, BEIE LT, §TBEY IFN & % W\ i3 PEG-IFN BEETH ML,
PEG-IFN+ U/NE U AAfRBE, saBEr UNEY L AEETHNIE, 75 T L EIHPEGIFN+ UNE
UOBBBEEETY. SEHBAORBBENF I LVEEICE, BECERATHNIE, PEGIFN+UNE

U BEBEICL 2EAREERT 3.

2) B/ EAT2RTEIANIEILH DS T, BIAES IFN $ 5 U\d PEG-IFN BiEE TH hId PEGIFN+
UINEY HtREE (24 B%E) 2175, £/, BABEYUNEY L HAEETH - BHEI21E, PEGIFN+
DINEY HEEE (4~48BHE) [CL2FEELEETS.

3) WTNIZHEWTH, 2D« S DERE & PEGIFNa ISR DIGEICIE IFNB+ U /N E ) U HEBEEE 24~48
WITD.

7 FFEEORE

(1) fLEERFEZEICAT % IFN % ‘

FFFikersien, B8, K FFERE, S@E8IRER & OFRSERD % IREE (Child-Pugh class A) %%
EWIFEZE, FAEERLT M) IREE (Child-Pugh class B, C) # IFRMEHEITHE &R, BEOFBRMELETIA
ONBIFERIL, BEBEOBRRECTHS. T2, FEELZIRIMNTHIFARICERTNEIESFTFRIAEL Y
B, Lo T, WEEDWEBEWIFEELITASOWMEZART A 212y, REEFEE CIIBERY 2T
YAV ABEEOLEEE ., REEFEZEICT 5 IFNREIC L DT 4V 2 OFERBE S il FFRERITA
EOFLETIHIT LI EFHFTESY. Lo, EERI IFNIETETH Y, FFEEICEHT 5 R
TOEREC £ ARMERE AL IFN GEOBEL 2 5™ [FNEEICL D 7 4 IV AZNEIENE SN2 WSS, AL
EDYELEBIH 2 B L7 IFN P ERGREE~QEY VBRI PN EL LS. 728, 75 7V E N +PegIFN+1
NE) Y 3EIBERREOFEEICN T AEEMIIMEL L TB 5T, FHEEERA CORBERIZ 2.

A. PegIFEN+ Y E 1 »HFHEEE

WOV TUE, DART & D BT & FARICACEMERF IR I LT PegIFN+ YN Y SR EEEERERE L 7
TVRBW FIREEIFESRE Y 810 L7 PegIFNo-2b (1.0 pg/ke/38) BgE 5 £ ) S (800 mg/H
BEHREOHRBEE T, UNYY VHAETEWESELRALN T WA (SVRE  98% vs.21.6% 5 p=0.06)"".
Fo, 74T I/4ABEOSVRE1L% 123 L, 2/38D SVREZ67% L EEICE L (p=0001), SVR 2 56:
ToRRIT R B L THRICHARE~DET 720 (62% vs. 383% : p=003). REEITFEEZDAZ XTSI
72 Peg-IFNe-2a 180 ng/# & Y S ¥ (600~1200mg/H) SEOBKRRBCTYL, 7/ 44 7 1/4 8L 2
BCRAZICE N SVRBABLNTHS (32% vs.58% 5 p=0004)"", bAENIHBWTIE, 20114 & bR EE
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W2 2% LT PegFNo2b % 7213 PegIFNa-2a & 1) SE Y ¥ OPEEEEDS, & 4 VABR 7 ) 5 4 TihdbbF
RBCER & 7 o T A, EIFRRRERICHE T 5 C MAEEIFEE IS 2 PegIFNe-2b 10 ug/kg/B+ UK Y &
BRI 48 BOBEHRE L, 1HEY A VAET2% (15/69), 1EEY 4 VABUITT79% (26/33) @ SVR
EThHY, 1BETANVABYUNTEVENEIRINTWS, F/2, PeglFNo2a ® W pg & 180pg D 2 HEE
YN VPR 48 SBOEEBRETIE, 90 ug BET 28% (17/61), 180 pg BET 27% (17/63) » SVRETH 1,
FEBICEEASNENY, Wug BT, 4/ 54 7 1 BT 21% (10/48), 2T 50%(6/12) D SVR BTH 1,
2 BN BB RENE .

IR LB ETH D, PeglFNa U NNE Y ¥ ORGEFHIR S L AL REEFELETIE, SVR 285 7-0121F
Y EHEOEERGEFVETH 5. RIEBEFEZICBW TS PegIFN+ VU N UV EBEDERERBHEO HCV
RNA dynamics %%, SVR 235 5 BIF 72 48E & 2 25990 L7228 C, BMEFRE RIS PegIFN+ U 2SE ) U
BFEEAOFS IS U CHRBEHEMZ2LEET AL ARV AN { F5 ¥ — (response-guided therapy) 2B H T
A, F7:, WRERA12HEAD EFEEL TS HCV RNA B3REIET, 74 VARSI TE 2WHEAIE, B
ot FRERIEEEZZE LT, BEAMHEZENE L IFN VBRSO ) B2 255 5. REEF
W BL) A PegIFN+ U NE ) YHRHBECRBMERTIX, 4 v 7V UFEER, 9 OWRE, BER, MBS
R EDFERREIENS OO, B BAMICIIBERIAL RS LET WO UL, BAEREITHEIC X A0
BRADERICH B0, B, FREED, I/MERD 7 COMBKRY OREIHR L, HEFHOWME L EST 28
FEAS B A1,

AR ZE KT % PegIFNo-2b DIE#ER 5813 10 pug/kg/5BTH Y, Peg-IFNo-2b # 5 H DR E - ik
v, TR ERECAS 750/l i F 72 1 i/ MEELAS 50,000/l SR CREIIHE, P ERECDS 500/ul R - I/MEEAT 35,000/
Wl ki - Hb 2585 g/dI R TU NEY YL L ITHIEE o TWES . YR Y ¥ 0k 5EIGE I, &5 BB O
Hb %% 14 g/dl Pl L4, KE 60 kg PLTF Tid 600 mg, 61~80 kg T 800 mg, 80 kg #Tid 1,000 mg TH Y, &5
W@ Hb % 14 g/dl RiGOHE, FRECELLTINEY VoOBREHEES 200 mg BETA. F/2, HE5HICHD
BETORHONTZHED Y NEY Y ORME - kL, Hb 2510 g/dl R < 200 mg (1,000 mg $-5-611% 400 me,
% 5-FALERT O Hb 2% 14 g/dl kil T 800 mg #5611 400 mg) #WE, 85g/dlRiETHIEE 2o TWVBEY,

RAEMEFTIRZE T 5 PegIFNo-2a DEMEY 5813 90 pg/JBTH 5. PegIFNa-2a 5 HDRE - - H#EZ,
TR BRI 1,000/l SR T 45 ug/MBICIRE, 750/ul KT 225 png/BITIRE, IFHBREAT 500/ul ki, M1/MREAT
50,000/l ki, Hb 2385 g/dl SR CU NE Y vk L BITHIEE 2o TWBS . YSYY ¥ k58RI Peg-ITFNa-2b
DFEERBETHA. T, BERICHVETEAONLEEO Y NEY) VY ORE - PIEEEIX, HE5HB 14
JERE 11 g/dl sk, %7212 5~48 381 10 g/dl kO H4, 400 mg (1000 mg #5-611E 600 mg) WMET 5. LESR
T EOBEND 2 HE, REOEEIIMA T, H5FICREEICH Hb fE 2 g/dl L EOBAD 4 BET
%44, 400 mg (1,000 mg #5-811% 600 mg) WBT 2. F7z, UL VEBER 4BRBLTD 12 g/d ki
DA IET B,

B. IFN Bijlygs:

FIEALTIE B A VABUMNT, Bl ) DWREBR EOEMWERIZL D PegIFN+ U NE Y V5B EDE
FepfEBICR LT, IFN BEE%E @&IRT 5. WBAE, 1 BEYA VAEB XU 2 ROREWIFEZE IR LTI,
IFNB & REAZE IFNo, #%] HLBI (human lymphoblastoid interferon) 2MRMEH & ZoTwa, 1 BBV VA E
(IFNB TiZ 100 KIU/ml 2Lk, HLBI Tl 500 KIU/ml B\ ) ICx 3 2 BH 2. HHTHE 1EEY A VAED
L3 2 BOEMEIFEE N9 5 IFNB O ENERREE T, 126 EH5H#IZBIT 5 SVREIE, 1BE YA VA
BB (1 Meg/ml k) 7°44% (8/18), 2B 4 VA EE (1 Meg/ml BLE) 2519% (3/16), 2 BE>Y 4 L2 &
FEDT46% (6/13) TH o 725", F/z, CEMEEIEEEETXEIC L7 HLBI O AL iR T, HLBI
600 J7 AL % 2 AT, 300 JHEMZ A3 H 46 A5 T 5 EMHEHEO SVRERZ, 18EY 4 VAEE (100
KTU/ml %) 2550% (1/2), 2M&E» 4 VAEE (100 KIU/ml DL.E) 2525% (3/12), 2BUE™ £ L A B 67%
(4/6) TH o7z, WTFhOFHBRTD, LY EHHOBG TEIENBEL Lo Twa, 72, ¥/ 547 1HLY
28T, F2BTCHLE YA NVAEBICEETA VAETEL ) ERIESE . BIFEBIC L 2 REO R EEITER
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FREIZIZFRETHY, 4 VIV PRERPBEREEEORERFAFTZIBEVNL 00, FREEIKFEOEEER
A LNT W\, BIHIBIT 5 PEGIFN BHARIC L AFHEOWEEREIE, SVREB IUEFENRIRED
IZHESe D IFN 5B L ) By, @H A IFNo & PegIFNo-2a DIEMREE T T 5 EAEALETE 2B T, IFNo-
2a 300 75 B 4758 3 [, Peg-TFNa-2a 90 ng/38, 180 ug/BOEIZSEED SVR ZIiZF N2 8% (7/88), 15% (14/96),
30% (26/87) TH 5%, 3EETHEICHT 2 ERMICEIALN TR NS,

T A VAP R BIE L/2IRETIE, HLBI600 FEAMZ 2 EE S L, 0% 300~600 J7 HAL % 8 3 Bk H#%
54%. HLBI RS HFORE - ik, Mm/VMIESS 30,000/ul 2L L 50,000/ul sk TRE F 213 5-HE L EE
L, BB 1,500/ul 5, MM 30,000/ul K, ALT 500 U/L BLETHIEE o TWA™, IFNB X, &
FEWEREE 600 TEMTHRS LG L, #5768 F Tld 300~600 T HA 2 EH, 2Ltk 300 HEM 7B 3 HEH
%55 5. IFNB G5 HORE - FibEE I, BmEkEAT 1,500/p] 2358, 1FFREREAS 750/ ul sRif, M hMEE DS 50,000/
plRECHE I IR SEREER L, BIMEREDS 1,000/ul £, G EREDS 500/ul R, H/MEEAS 25,000/ul
KW THIEE 2o TWA™, HLBI 8 X OV IFNB & 12 HCV RNA %% 12 58I Al L 7=, 1B A R
7 48~72 AEHRS T 5.

C. IFN &g (p358 [BEE—A V¥ —Tzu v ] )

Peg-IFN + U NE Y VBRI E 7213 IFN ByEEIC X 0, 128D ERSE LT3 HCV RNA 25R&Ab L viES]
i, ALTEORELFETFH B L2 IEN PEMERREICY VS 5. WHEZIINT 5 IFN £ 7213 PEGIFN
OB EMERFEEL, TWREOERELEB X UIHSEOMBNCER TH A9V, LiL, @ TOEFNTHRERIFEON
BT TiERL, B5RE6»BUMIC ALT itk 40IU/L DLTF) &5 \id AFP fEk®E (10ng/ml DLTF) %38
DR WEEXIEEOR IR RETT 5.

(2) FEREEFFEEICHT 5 IFN BE

FERBEITFHEETIE, FALIEOY X7 HBEL, @RI L TCIIIFBENR DB REEEE RS, LrL,
CRFRBAEE O CEIFAOBERICLY SEBIE 0% 13757 ORI 720, WA TN HCV 0¥ E 72
IR A BHIE L CIEN BB THO N T 5% W ODRDORKRREETIE, 7/ ¥ 4 7 2 BHERI 72 &1 LT Peg-
IEN (+ U S VBER) BEOESENRE SN TW A UL, JEMREEFEZE T, BT O m/MIUR
A B, BEE, FREFEORBFI X788, BEOMIKBA DD, WERLEICELZ LS W, $-,
Child-Pugh class A/B 2%t L class C Tif, BEICEI BEEZRBIVESHIHREENTWE®,

(3) I/ A BN 5 65

PRARAE T LR (OB D /MR DS 2 T3, PegIFN 72130 YY) VHEHSEREAT 2 2 L 3EET
H 5. MR D 5 VISR IRENIR 224897 (partial splenic embolization : PSE) 2 & b, M/MRE % #in& ¢, IFN
WELEATALIRIZENT WSRO HAE T, 12 Child-Pugh class A DFFREZE % 5812, IR T 5
5\ L PSE 2170724, PegIFN (+ U NE Y Vi) EESBA SN TS, WIhOFED, 3L A EOE
TIRBRBICI/MEE O A S, HERETIZT ) 74 728 TEW SVR EXRALNTWS. L L, BERH
HilF 2 2112 PSE W HICBWT Y, EFEBYYE (overwhelming postsplenectomy infection ; OPSI), FIRINAE
IE, FFERE R 7 EOWRBEHEDSRE SN TV 21910yl Tl IVRE % J8in &4 2 #&0% & LT thrombopoietin-
receptor agonist T& 5 eltrombopag 2BFE ENTW AR, bAE T T ZEEICEA ST TWw L,

[Recommendation] '

1) CEMLEMRTEZE (Child-Pughclass A) Tlf, FERBLHFTALOMEIZEE L THEBIHIC IFNBEEZ{TD
DOHWLE LV, IFNBEFREOKED & CEEROERZEFEV 280, BABRREEEIITD.

2) CEMREMFEZICHL TIHEETE, 71NV IXEICEELE { PegIFN+UNE Y U HEEEETS. Peg
IFNo-2b DEERS B3 1.0 ug/keg/BTH Y, PegIFNo-2a 12 W ug/BTH 3. BSR4 BEELRLE
T35, BEFRICBIBILARIA4 NI - ERBERILEREREEZSEIITS.

3 IBEIIINIES LU 2EO CEREMEFEETYNEY AP EEELEGICH L TE, HLBI £/
IFNB IZ & B BREE %175, HLBI 2 600 FEAI% 2BERABS L, % 0% 300~600 FEEA %83 EEH

255, IFNG I, BE 600 FEMTHS B L, 1 H 600 FEME 138, L% 300 FEA% 58EE,
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7EBE LY 300 FEM#EIERERESTS. HLBI 8 LU IFNB & 512, HCV RNA #° 12 BRI SRtk
U7iERE, 48~72 BRHRET 5.

4) CHRBEEFELTIINT 2 PegIFN+ UNE Y UHEBEE -3 IFN BREERICH VT, IFN 85 12 8L
LT HCVRNA PBEME(E L & OESIL, BETFEZ EIC HLBI 300 FEMAZE3EREOESRERS 2175,
BERBG6 » LIRS ALT ENE OIU/LLIT) #5305 AFP EXE (10ng/mlLT) #Bo WG
&, BEERLET3.

5) C BIEA(EEATHEZ (Child-Pugh class B 3 & UFC) T, IFN ABEOEWIEIGEL . #C Child-Pugh class
C T, IFN BEORBEMRITETH Y, MR B LUBREL ENEELFHEROREF A 5N 3 L0,
FEEGHEREL A,

6) M/IMR{EH 5 ARBO CBEMEITEL T, IFN OBRBEDRELER L T, BENS 2 W 3EERERN £
MEFTRICIFN BB ETO S LW RIBETH .

& ALT EEFADIE
PEG-IFN+ U N ) » fE ik % it L7z i BIREE ALT IE% C ZUB T2 809 1 (M/F : 269/540 B, ¥
R ST, 7/ 8 A7 LR/2 8 1 550/247 B, FHBEHIM 362165 2 ) IXBT AFRBEOME T,
MR 15 5 /ul BLEDEE (n=586) Tit, BENEICL > TRERICEELZERI 2, EPHTH-TH 3ENE
SRR 15% TH o728, M/ 15 77/pl R DEE (n=323) TIHEFFTIEORBREERIT101% L BETH-
Teolzxt L, ERB, BRGITIE3E T TOREIT R, PEGIFN+ U NE Y VHEREEIC L o TERICEEI W
fleanizeMmESNTE (p<O00D)'™. 7, ALT EFEHIEL ALT LS L OB TiX PEGIFN+ V8K V4
FBEOHMBEIFETH ™™,
L7245 T ALT 30 TU/L BAOFESIT b, M/MREL 15 75/ KRG THDNILI T A VABEORNHE T2 2 L »HE
F L. —7%, ALT 30 TU/L BAR 2D Ii/MREL 15 75 /ul BLEDEFNIZ DWW T, § CIZH Y 4 VAREZ HfTe 3
CRBEEL, PR L RBADAAS TTHBELTL L., L LEEFIC ALT LA TA2MaEEDH Y, H
B CREICH Y A VABERITT 2 OHEND 2B IIRENR L 5. 2B, BEOLIA ALT EEH
TOIEFYANHBDIFEL LT PEGIFN+ )Y VHEREETH 575, 75 7L YV +PEGIFN + J S E Y
VREREEDSEE D ALT EEFITOBWRENRISHETE L BEbh 2.
[Recommendation)
ALT EEHI (ALT 30 IU/L KIR) (IS 333 1 L XEiEE, ALT LEFICRBICHRTTA I P FETH
B, 4RI/ RS 15 /0l SRE OB TIFEER R RENEE L.

$B3E JTEEEEE

FFIEERE I HCV Ok H L 750 TiE % <, FHRZEL LIFBROBRMELERZMA 2 L2 BivL
THBEETH L. CHEBEFATHIEEEEOMEINICR S DIE, AST, ALT EXEE 2 RTEE T, IFN Z0#H
YA NVABEDSPTEITTE 2 WERE, U4 VAEETY A VABRDP TE Ldol2BE, YA VABRELHE
HWBELRETH L FEEEEOFTHRENICERAEIREN TV EDIE Y IVY 74 F 32— VB (ursodeoxy-
cholic acid ; UDCA) &84+ 3 /7 7—4% 3 — (Stronger Neo-minophagen C ; SNMC) T3 5.

1 9V FFx>a—JLEE (UDCA)

UDCA ZJEHEEEAITH D, 1 H 600 mg~900 mg DI 5-2MEMEA & 7% - TWwWa. UDCA OFFRICH$ 27EH
B TR ER R TH 2208, MBS OS2 UDCA ICE X b 5 2 212 X o TIMBR R RE S
naZk, LR N UAER, RERESER, Si7 RV AERZEOBFLEEENTWAE™,

UDCA D JFEéRES BRI R 1Z, 1 A 150 mg #5250 5N T 7 SESHH THAT S N ZEEHRER
TiE, UDCA 150 mg/ H #5812 - 600 mg/H B & U7 900 mg/ A58 TD AST, ALT {8, vGTP EIZE Zi2ek
ELTWRY, §itoT, BIETIE CEBHEFEIINT2 UDCA %5213 600~900 mg/ A AS—HTH 5. BITE
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i, BERPUE, TR, B EOMEBERIRD SN A, HEWE W L2258 v, UDCA DOREIFHIZR
IZOWTDL FaANRT T 4 TR TRFMEEORENFRC I e o/ bHESNT D™,

2 BARXRFI/ Tr—4r— (SNMC)

SNMC iZHEDEASTH A7) F V) FUBERSTH Y, FEE~OEBREIZZ ) F V) F OF28AT
T4 FERIC X AIAEVER, FHRBEOREGERZETHL. ChoDERICI > TALTEOSREE AL LE
AONTWAE, 1H40ml % 1 0 BEEST2ARTOEERRBRICB VT, SNMCHESBEIEZ 7T ERELD D
HEIZAST, ALT EOYESE LN HERBIZ, 40~100ml 2 H T 721 3MBkSE T 5%, BRTITbN
HAERBHEBETIZONBES LD 100mBEOFFEERICALT HEORELED SN®  F7-, SNMC
OEHFEEZaY P —VBEI ) LEFECHFEESE~NOERZIH L TW2™, BWERE LT, &2 ) 7 AMUE,
BILEER &8 5.

SNMC DEEIFIIRIC OV T, BEIFSEMN B W T, BEHI IR S B IR L CE BRI ERENMED -
To W EDDH B K 5T IFN BES R TH o 72EBIZB VT SNMC OFS THEEIEEICEN &
W ST 51950,

3 TNV FAXIA-NBEEBNXAI ) T7—F 2 —-OHEEE
SNMC ik SNMC 12 UDCA # 8t LB HBEL O 2B TOEELE T~ bu—VERERTIE, SFHBETEEIC
ALT EOWERNED 272 20X 5 ICHABRIEZLEDRBLICERTH 5.
[Recommendation]
CEVBMERAICH T SHTREEE L E LT UDCA ORAR - SNMC OiE5,  JUOHEBIOHBREEIHEEIND.

B4E BIEE

CHEEFRIIBOYTRERHFVEELRREZ2E LTS, HIZEATEAEI Oy 23 e LI-EELRE
BRERKSE LTHWONAMESEETH S, L LENERICHEET S LHRBEEREORV e FO®F 53U h L
T EVEREN, BILA N VAOEREREZD 9 5. CEEBEFETIISERIC L HBIEA MV APREDERD—
HeoTwabizD, BIFEEFNHENERE LTEESN. $LEMEETIHFABRELZHETAZ LI R
TH5D, BIEEOBESE, FEESEEFAHTAST, ALTEIBEE 2R THEET, [FNEOPY A IV AEEDN
AT TERVERE, L7 A VAEBETYA VABEBRPTE Lh o2 BE, MV ANVAREEFELLZVWEE LR ET
H5b.

1994 4F1C C BV M IFES CEMEEIC T ALT EQETARD 6D T ERNARRLHE SN, S 5I1CH
DL ER TiTh N7z 3 » A ® randomized, controlled study T, BIFEED ALT HEESRIFLD 5N/,
F BRI X o T ALT 4550% Bl AT 3 5 FEflid 80%, ALT EASTEE(LS B EHIE 40~70% L& sh
TN A0 SRS R CI, BRI 2 B IR R OB I, S Bl EE RO HES N TS,
EOIENPNREBEMERIIL T, FEICHEE AR SN EHEINTHEW

BIEEE R, —ARRICIE 1E 200~400 ml % 1~2 BB E TV, 721 F VfEE 20ng/ml DT ETETEE5
ZEERBEELTE AESUY VEDNI~10 /A UTIC R o2 A W, Bid dilk LElEoEELFo. HiES
BRI, 72 FUE NS ERSEI, BEBNAELEMNT S, BERIL, KEMERFIC X 5K
MERTIRI A ENTNIZH S,

MBI UDCA % 7213 SNMC & O4FF T 230 B0 5115, UDCA LB MEEOSE Tk, UDCA Ha
BELDL ALT HEOBERTAED LN T VB, F72 SNMC & Ot E#EETIE, SNMC 253 2812, LBOE
MEzBHATAIELRIoTALTENEHICHET L LMEINT Y, BillE 28 AEHEFOBREZHES
EhELIEIZLoT, E5IZALTE4HETE 5. '

[Recommendation]

CHRUSHMIFRICH L TEMEEIERELAETH S, TAFEREEEE L TH UDCA OAAR, SNMC DiFE ¢
DHBEBEELZEETNETHD.
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