CEFEBETIAFIA4Y (B1R 65 : 373

AREETFAL, RERADAAs BREFLEAN L TERECERET 5. BELERMTE, SBERE
SHEBHWER VAN AREDEANLETSH 27, BELBEA TR, JUNRIBVEFRASINIAE
ETOFEDAETH 3.

2) FBHEFOPWEEETHE, 73T LEN+PegIFN+UNEY EEEEYNE1BIRTH 3. AENDOBEE
BRI, POREERGITHE, PegIFN+UNEYU M HEREEERT 3.

3) IL28B VA F—F LI THCVcoreFRIKT0 E7 I /VEHFZREE TH I EHHBELTWBIHEEICE, FEEl
ELT, BEOERIAIVEEOBAETLE WL, ‘

5 PEBE—4/ 214718 -S4

I E AT VR Y AN AGEFILS O C BB SR T, PeglEN+ U NE Y VEEHEEER T HE,
) EAT, AN ARDELEET;D 53 SVRBIZKE 23T R . Bk TIE Peg-IFN+ UK v is—
FIRTH 24, BETIHET A VAZEDOWEEETIE IFN BEAEFEEFE—FRE 31 Tw5.

L ¥/ 594718 KA VAE

FIIALTIHE AR ANVRE (DT NVF A 24 PCRET 50 LoglU/ml Ski5. HCV 2 ZHUE T 300 fmol/1 i
OFEFNIHT LT Peg IFN HUEHEEIZ L D 50% LLEOFEFITSVR 25 5 595 F-50# TFN Hphfiask 24~
418 B ETHH30% O SVRBESN B, PegIFN+ YNV Y VEERERRZS /74718 &Y 4 LV AEER
IZBWT80% UEDSVRAESNLZT EAHFEINT VLAY, AR TIHREBEERIZD SN T,

2) 54 T28 KA VAR

5 74T 28 AR A N ZEOFEFNCH LT PegIFN HAHEIZ X DK 90% DHEFIT SVR A E 5 5307,
FERA IFN BEEERS THRBIEWSVR 2B 5N 5. BEBEHIEI2 VL DD, PegIFN+ U/NE Y Y H
FETIIELIIERIISVRIELNA. 28, HEHARIL 24 829580730, £588 REER 1~2E0A)
{2 HCV RNA 2B {b 5 258 10 2mitil £ S~ 16 HE CTHEB T A I L S AETH 2.

(3) /74 728 - &7 A NVA4

TFIIAT2E - FHIANVAEDEFIIH LTI PeglFN+ U NEY Y HBEEEOMENFTWT®, HCVRNA
£%%1,000 KIU/ml (60 LogIU/ml) KiFE THALIL Peg IFN BMEETLHEEMEF T2 4. I HCVRNA #74~
SHTEMEMILHE. 80% LLEDIERF T SVR H 5N 2,

[Recommendation]
1) /424718 - BT NVIXEBEFOFNEAEIC I Peg-IFN24~4838, 5 5 M I HEEE IFN B 24 B01E
5%177.

2) AT 2E ART A N ABOPEEEICE PegIFN24~4818, 3 WMIEEER IFN ER 4 BOKBS %
75. HCVRNA #" 1~2:BLRIICEELL 58 3 BR5HEE £ 8~1638I08H8 T 52 E BEEETH 3.

3) A T2E - YA INABEFOHMEAREICE PegIFN+ U /NNE Y L EEEES LR IFNB+HUNE
ULHASEERE 48T, UNEULEEIZEHFELVIBEE PegIFN BEE (4~488) #RTT
32 EHTETHB.
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66 : 374 B B 53%6%5 (2012)

6 BAE

(D ¥/ 24718 -B714ANVAE

IFN/PEG-IFN + 1) 23 Y EBHEOIEERIBUIST T 2 HBH ORI, fiHBFEFEOBIENOSED %L B
VIR L 2 B SEEHIBI OGO RIS, “relapse” (HCV RNA 235 #F Vo 7 AR L 22586 T
BIZEHIE) % 5N “non-responder (X)) (BHES 2 HCV RNA oML L) KIS Nh3E. E51{2, "non-
responder (EZD) ™12, 13 AERIED LD o7z “null response” ({EER 5 12 BE O HCV RNA B0 772 log
ki) &, “partial response” (FBHEF HCV RNA AL L o 7228, B BIEE 12 #EEO HCV RNA R 0R 5
2log BLEY 1243 5 5™ (p393[EH 3 T4 VAENRICOEFRIBH). 48, UNEY VY 2EHLE»-7
BEEES. 3724 % IFN %2 S5 U PEGIFN BMBEEOBRGEEMICH T2 U N ) Y HAFEEIC L2 BEETIL
HMEENORGHIBROWHETFHRTF L 250w, HEE LT WEHEEOFEIIRS. £72 siEEEST
HloB& o PIGEHEOFEIE LB EIT) .

Bk % i & 3% Epicstudy BV IFN/PEGIFN + U YY) U BERSEEOIEESFI(5°/ 5 4 7 1 B METAVIR
score F2-F4) 1285 % PEGIFN + )5 ) U4 48 B2 512 £ 2 BiHEAMREY 211, §iH relapser @ SVR 2 23%
{56,243) 12l L. non-responder ™ SVR 33 4% (19/431) L&KETH o 72 LAFE S 7. —7F. REPEAT
study Tid, PEG-IFNo:-2b+ U /N¥ ) Y EEFHHETEI B S h o 72 fIIH 35 PEGIFNa-2a+ Y /3 E 1) »
BERBEORBIEEN OFMEI BRI SN, 72 BIEE5HEO SVREIX 16% L, 483 BFES5 D 8% ICH LEETH -7
LHE RN, 72, PEGIFN+ YN Y Y HEBEEEHIIHTHEEED VARV A H, FE5¥—I128 3
BEEOHEE T2, BIE relapser ® SVR % 63% (20/32) {23t L. non-responder @ SVR 2 13% (3/24) &K
{, 25z nullresponder TIZ 16 B 1 1L SVR 2D Lah o2 EINTVEY, ZOLHIZ, ynEy»
BERFREOIEH BN 5 2 PEGIFN+ YY) EEHESHEDHRIET SVR 2 4F % 7291213, iiE&Hi5% null response
ThWIEFLELEETHE. FLAEETERES 2T TR VWEAFRVEIETH 5. :

T 7 LE N +PegIFN+ U NE ) ¥ 3FMGFAREICLZBERIIBVL Ty, FIEEORLENBO TEETS
5. PEGIFN+ U VHRASETHENP RSN L2077 2 54 71 CEBFRFIIIHTA(2T I 7L ENDIE
HHEB (T T 7L YN +PegIFN+ U SY ) v 3% 12 85H L. TD% 12 8 PegIFNa-2a+ U /NE Y Y 28/
T12PR24) 12 & 2 BEETIL. AIE relapser @ SVR E 69% (29/42) (2% L. non-responder @ SVR ZE (1 39%
(26/66) HIEFETH -7 (PROVE3study)?. F7z, OPEIIBITZERRE T, BEENPEGIFN+ )Y Y
VEFEHETH o 7RI ERAUE, i relapser T 86% (68/79), non-responder T 28% (8/29) ® SVR B TaH o
7z =, BRIZBWT, PEGIFN+ U N ) CEEEHEBEHO T/ 54 71 M CEgEFLIzaG LT, 757
L ¥V +PeglFN+ )5y » 3HIGFEHFE 48 Bix 5 0 BERABITTHNL T % (REALIZE study)'™. 75 7L
YL +PeglFN+UNE Y ¥ 34 % 1285 L, 7O 36 38 Peg-IFNo-2a+ U/ SE Y v & 45 25 (T12PR43),
B LU PeglFNo-2a D 4 HETHESORIZT I T L E N +PeglFN+ U NN Y 3FE 12HEHL, #0%32
# Peg-IFNo-2a+ U SY Y =45 58 (Lead-in TI2PR48) & %, HEIETH A Peg-IFNo-2a+ Y /Y ¥ 48
BixE (PR48) ¢ HELALDTH B, T 0#E, TI12PR48/Lead-in TI2PR48/PR48 ORI GERIE I @ SVR
FIFFNFI. relapser T 83%/88%,24%), partial responder T 59%/54%/15%. null responder T 29%,/33% /5%
T& D, Lead-in DA EII A0 5T, iEHIFDES 3FFRSRIIBT ABNLEHETHEF L 25 2 L3R EN
T3, 2517, WEHEGIC IL28E SNP & EHeihH & OBUR L RE 241, WiHHEAF L ThE, 1L28B
SNP (rsl12980273) #3A Y ¥ =7 LI (CC) THYAF—T LA (CT 2712 TT) T SVREEFIZIZEETH-
IRl EDHEINTWSY (FIEH relapser © 88%/85%/85%. partial responder : 63%/58%,71%. null responder :
40%/29%/31%). £72. PEGIEN+ U /N Y U EER#ERER T /7 % 4 7 1 BHERNIIH L T, §iE# null responder
H DL eRVR AGER BN % 7o /2B TIZEEIES (T12PR48), FH LA TIxE#EES (T12PR24) L L7o57
57 LY +PegIFN+ ) NE ) ¥ 3HIBAIIC & 2 BHEBEOBRRETIL, SVR $IL. FIEE relapser T 97% (28/
29). partial responder T 355% (16/29). null responder T 37% (19/51) TH o7z,

ZDE I, WEESRIE, T T VEN+PeglEN+ UNE Y Y 3FFERIZIAHBEHIIBVWTY, EFICE
B mR R THEF TS 5. 72, fiE#E nullresponder TlE, 75 7L ¥V +PEGIFN+ Y3 1) L ERR#EE
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CRF£RETI FT4 Y (F15) 67:37

DEPHEITSBHEILBVTHIFREIIL LI AHIIBT 2 4 BEFTRINERL 223 LB FESH
4718 7 A NV AGHES] - BRI BT AH 7 1 M AEEEOFER (390 AE 1 [EHvo—

JEAI & LT PEGIFN+ /S E Y Y HFAFERIC L 2 AR E T 2% BRI, 77 7L ¥V +PEGIFN +
USNYE ) CEERBREFEE TS, IFN+ YY) L EFESHED non-responder Ti, PEGIFN+ Y N Y v
FILIAEREBILLIVEEYEFSBOLND LHEIN TV LAY §1iEHE null responder T, PEGIFN+ Y 3
YU BRI 2 BEETREVIIHFETE 2 v, §HEE null responder 123557 7 7 L €V + PEGIFN +
DNE ) VEERMETIE, B E R AFICANSBEEAL TR TH A7) BHERICHT 2 EE S Y.
T EEE S WS EATHENE D, T A W AFEEIIDWTIEER & L TR DAAS IC & 2 EHEE
BY2IEHEE L. L2ALEO—FT BHFIFEBERE) A 785BI, T4 VARSI EELS
13, EENUEDE - BEHF 2 BE L T PegIFN 213 IFN OB EHHS (p358iEEE—1 v 5 —7 =
Y1 ), H5VIZFFELH (SNMC, UDCA)(p379 TS| 20) 2L 2B EITINRETHA.

B. EEHH

RIIZET L IFEAEE 24 BRSORE T fTBR 0B Y, §1i%E PEGIFN + YY) U §ER#ED relapser
128175 SVREIZ 6% THY, BVEDIEITREINTWVAY | —F, BIEE PEGIFN+ YN Y EHEED
non-responder 26 ® SVR 13 28% TH % %%, partial responder THNIE, L D EFED SVRENHEHFTES. L
72H5o T, TiihHE relapser & 5 2 partial responder T, 77 7L €L +PEGIEN + U E Y » §EESHENS
BIRE LD, SHEFHOBREANOEEENF I L VBEICIE, BHELINER L TWRIEPEGIFN+ Y SY Y Y H
BEIIZ2EHETEETAILEND 25, BHUPFBEOH TIIRIEA DAAs~OFBLTMHETH 5.

B #E null responder Tld. EROIEY . 3HEFHESHE 24 HFLIIBWTH, BEIREI L DEWI 22574
ENBY. L7do T, G null responder OFFHEILERFITIE, THRTHNITT I 7L EN+PEGIFN+ U N Y
VU BHEERERET L SBH{AER LTV ARITAE, BRI LT, kit DAAs ~DORREE T 5.

[Recommendation]

) /84718 - E94IIVZXED IFN/PEGIFN+ U NED) L HEEEOFEEDFICE T I2EERETHE, Fi
EREBOABE NORECEFrEHRWEE L £ 5 (IFN 4 5 UC PEG-IFN EEE 0B AEMICHTH Y
NEY UHBERECLIBARETE, RRIELT, DEBEICSTIAEAS K- ARETD).

2) FoEAT1E -EYMILRE - SBEDHARE | §1/A7 relapser # 3 U\ (& partial responder DB S, B
Bl&E LT, PEGIFN+UNEY UHEFERICLZIBARETO Y, BREHIFLEIE, 75T L EIL+PEG-
IFN+UNEY CHEREEERT 3.

) FUEAT1E - FIMILZE - SBEEDEARE ' §1/8%E null response DHE, +H BT 1 AR ILH]
FTELEWED, UM NVAFERCODWTERESEEZEEL, ALTEEEF T Peg-IFN £ /-3 IFN
DERIRE, H3VENEEAICLIZIEEETOINETH 3.

4) F/a4T7 18 -FI1NIRE - FESHEOEEE | §i7R3E relapser # 5 \\|Z partial responder NIFE,
FITULEWNHPEGIFNFUNE Y AHEERANS 1BRELE 3. 2720, 3EGBEOEENOBEMEIET
TRVESIDE, BEEIPEEL TONEPEGIFN+UNE Y S HEEECL 2 BERE*ERTAUEN S
37, BECHIZEOHI TIEIREAX DAAs NDFEDOIETH 3.

5) 584718 - BYANRE - HEBEOEEE | 5155 null response DIBA, BE(BESHI TS, BE
ErFEEE, T TLENFPEGIFNF UNE Y L HBERET OV, BEEIFrSEFI TR, KA DAAS
NOFEET .

3) 7254718 - K74 VAL

BIEHEATIFN & 2 \Wid PEGIFN HgiEch i, EillE LT, PEGIFN+ UNY Y Y HHEEEZTH. 5920

I M

¥

o oo
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68 : 376 Ef B 53%6% (2012)

9% - 9 Dtk £ PEG-IFNo DR I2 7% 5 % WIEBI TR, PEGIFN b D IZIFNB #E5 T L 3 THTH 2™,
T2, BIRENIASEY VERBETH BRI, T T LY NVHPEGIFEN+ YN YY) VEEEEERTS. B
BEFFLZZVEEICE, BHGERFTHNIL PEGIFN+ N Y VEEBEIC I 2 HREZZET 75
AL 2 HBHOAEII OV TEERS T S22 ¥ 7 Aldaw:

4) #7554 7280 - BIANAE

BTG #E7S IFN & 53 PEGIFN B TH NI PEGIFN + U N Y HEE#EE (24 Bixs) 2475 . 72
HEREAY NE ) Y BEBETSH - 72 8101E. PEGIEN+ Y SY ) S (24~48 M5 12 X 2 ENE%
EET 5. 50% P EO SVR EPFEIN TR 5085 - 5 Dtk & PEGIFNo DM % 5 2 WHEFIT
12, PEGIFN L HIZIFNR #5 Z & TR TH 5™

(B) ¥/ 54728 - EYINLAE

i
bal

b=
=

>

HIEHEELT [FN & %\ 13 PEGIFN HAHEETH VL PEGIEN + U/ Y Y Y HEB#0E (24 #Hixh) 2979, 74,
BIEHES ) N Y BERFHETH - o3& I01d, PEGIFN+ YY) » REHE 24~48 HixY) I L 2 HEHE
D

EET L. PERERBEOE W SVRESREINTWEY® F Uy 4728 - B4 VAR EFE 508K -
DIER 7 & PEGIFNa OBIGIZ % 5 2 WEFITIZ, PEGIFN b HIZIFNB##E) J & HHAETH D7,
[Recommendation]

D /214718 - BUALIEEFTE, ERBIE LT, §iBEN IFN & 5 W3 PEG-IFN BEHEATHNIL,
PEGIFN+UNE U L HEEE saAESUNEY S HEBEETHNE, 77 T L EN+HPEGIFN+ UNNE
ULBRAEEZTY. 3EHBNOETHIF S EVEAICR, BEEEF THNE, PEGIFN+U/NE
UL HEERCLABAEESEET 5. ‘

2) F/RAT2ETREIAMINIEBIIL,D ST, FIAEN IFN % 5 UL PEGIFN EMEETH ML PEGIFN+
YINE U AHEEE(24BIRE) #1750, £/, FAEPUNEY D HEBEEETSH - 23841013, PEGIFN+
JISEY AHBEE (4~48:815) CLABAREERT 5. '

3) WThIZHWTH, DD« IDERE & PEGIFNa ICRMDIBECE IFNB+ U NE U U HESEEE 24~48
BT,

7T FEZTORE

(1) AAERFREZEIIR T 5 IFEN HH#f

FEyfsess i, 80, Bk IR, BEEIRE 2 FOFASERS 2 WIREE (Child-Pugh class A) 1%
{BEEFEE, FASERET ) RE (Child-Pughclass B, C) #FREEHFEELE LIRS BEOFEMELETHA
SNBFELTIE, WEROEREKRETHS. /- HEEL TN TLIHRRIEERTNIEERTFENAEB LR
5. L7 T, HHEEOHBHNINERE LFReomE2IF T L1250, RIEEFEETREENLZIN
T AN AEEOLEESE . REEFEEICE T 5 IFN GEIZ L D 7 4 LV ADHERIY s S, FREPIFR
EOREFIUHTIZIEFHEFTTESLY. LarL, HEHGERFITIFNIETETH ), FEEICEHT L EEE
ToHEEIC X AFMER AL IEN (BEOBE L 2277, IFNEEIZLI D 94 VAEHHEIELNEVIES. ALT
TR iME % HiE U7z IFN O REBFHEENOY VBRI LEL 2D, 28, 75 7L E N +PeglEN+ 1)
SN Y 3HBF RO FEEIIN T AREHIRBY L TE ST, FHESHEGTORBEEIZZ .

A. PegIFN+ /K Y v HrFfE

AT, DET X DB L FICAEMEFELS IS L TY PeglFN+ U NE Y U EEEBRESEERERR: 2o
TWBH FICRBEIFHE S 21212 L7 PeglFNo2b (10 pg/ke/M) Bz 5. = U ~N¥ Y ¥ (800 mg/H)
BERSGEOREREBTIE, VY YHEEBTHVEIESR SN T WA (SVRE  08% vs. 21.6% : p=006)"",
T/, PO ATIABOSVRELI% IS L, 2/3BOSVREIZ67% EHZILE (p=0001), SVR 24E 57
TERIZERBRICLE L THEIINFFRE~DEIT D2\ (62% vs. 383% : p=003). REERFELEOATHRIIL
72 Peg-IFNe-2a 180 ug/# & /3] ¥ (600~1200mg/H) HHEOBERE TS, ¥/ 547 1/48IC5 L 2/3
BTIAEEICEV SVREBAB LN TS (32% vse.58% : p=0004)". H2ENIBWTIE, 2011 £ & H AEEF
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CENEBREIAFIA4Y (B1W) 69 : 377

23T LT PegIFNo-2b $ 7213 Peg-IFNw-2a £ U /NE Y V OBFREEN. DA VAERT /54 TIlhhrb o
REERH L - Twa. BRERFRIIBITS CEREEFELIIN T2 PegIFNu2b 10 ug/kg/B+ Y NEY &
PEAISHE A8 H O BIERENT, 1 Y A W AR T22% (15/69). 1EE Y 4 W AEDAT 79% (26/33) @ SVR
ETH), 1 HETANZRDATEOEHESREIN TS, $72, PeglFNo-2a ®90ug & 180ug @ 2 Hm L
YN CEREZ A BOBERETIZ, 0ug B T28% (17/61), 180ug#H#T27% (17/63) D SVRETH Y,
MEMICEEASNAVT, QugBETIE, ¥/ 747 1ET21%(10/48), 2EIT50%(6/12) D SVRETH D,
2ENIH T B HED .

FFEMELATSETH Y, PegIFNa %Y Y v O EAFHIR S A2 RIEEFHE T, SVR 2# 2725101
LY REFHOBHAEESPLETH . REBELEFEEIZBW T PegIFN+ U VY HEBEEOEERIEHEO HCV
RNA dynamics #%. SVRIZH T 2 BIFAEEL 2559 Lo T, BEFL L BB PegIFN+ Y8 Y V4
FSENORSECE U TEEIMEETE T2 L AE Y X H4{ ¥ 5 ¥ — (response-guided therapy) #FHTH
L. Fie, REBEA12HUEZREL TS HCVRNA 25BBEEET, YA VAHBRPBEFTE2WEEICE, B
FALEHEETILEETZEL T BEMHZEN L LA IFNDEEHBES~OU Y BL2RE T2 AEEF
FELIIBITD PeglEN+ U AY Y VEEEABECEEATIZ. 4 Y 7V UHFEER. 5 DRE BER MR
ZREDBHUBITHVION, RERLFEGHIITBEN L RERBIIA VWYY, LaLl, BESILECL20M
HROVWERICH B0, Fm, FFRHKRL, MERA 2 ComEBRAOORBIENE, MEHOBETET A4
BEASEG AT

RABMERFREZLS 12375 % Peg-IFNo-2b DIEEHSEIE 10ug/'kg/ 3B TH Y, PeglFNo-2b x5 0 E - ik H#E
13, BFFREREDT 750/ SRl F 7o 2/ VRS 50,000/ 1l SR CHRLISIREE, TR EREDAS 500/ul SR - M/IMREAHE 35,000/
ul R - Hh #5835 g/dl R T U /WY & 2 d ok o TWE™S . YNEy yofk5 M, 5o
Hb 7% 14 g/dl L EDEE. FE 60kg LT Tl 600 mg, 61~80kg T80 mg. 80kg BT 1000mg TH Y, #5
FOHb 24 g/ dl RFOHE, FEIEHLLTIANLY YOEEEBEY 200mgRET 2. T/ H5FI2HD
BT SALEED Y SE Y owch: - drb 3kt Hb AY10 g/dl R T 200 mg (1.000 me #%&5-FliZ 400 me.
=45 AR O Hb 25 14 ¢/dl 3Rl T 800 mg #%5-F113 400 mg) #ik, 85 g/dl RiiThik & 2o TnaY,

REEREZ T 5 PeglFNo-2a OEEZERIZ 0 ug/BTHAS. PeglFNo2a H5FORE - FiEEEIL
TR EREL S 1,000/ 0l R§ T 45 ug/BIZEE, 750/ul R T 225 ug/BIZRE, FHIREH500/ul K, Mm/AMRE S
50,000/ul i Hb 2585 g/dI SR TY /SE ) Y L 2 HITHE E o TWE™, YY) » 0I5 AT Peg-lFNa-2b
DYELABETHS. T/, ESPIIHbETHASNAHED YN L ob - hik 38 250G 14
SERE 11 g/dl SRl 7013 5~485BE 10 g/dl ki PB4, 400 mg (1.000 mg #5612 600 mg) wET A. IMEE
TR FOBEFHLEE, LEOEE N T H5PIIESTEICEEbEZg/d U EDRSY 4 BT
A&, 400mg (1000 mg 2 5-FliE 600 mg) W T 5. T/, UNNEY Y EEGIE, B8 LT 12 g/d kil
DEEEFIET 5.

B. IFN BHEE

FIFATIE - BIANVIEUSNT, BElLH ORELR EOBEHIZL Y PegIFN+ YN Y v HHEFEIR
HERFEBIIH LTI, IEN HAREERBIRT S, BE 1EEY A V2 EB L0 2 BoRERIFFEE S LTI,
IFNB & K3 TFNo 8% HLBI (human lymphoblastoid interferon) #2RB#EA L &> Twa, 1 ¥EY 4V ZAat
{IFNB THZ 100 KIU/ml A E, HLBI TiZ 500 KIU/ ml L) IZx 5 5 BHIE R, HETHL 1BEEVANVZIES
ZViE 2 MoORERFELEICTT 5 IFNR OENERAEBETIE, 126 B 5HII8174 SVRER, 1BEI/ VA
B (1 Meg/ml R A%44% (8/18), 2™ 4 W A4 (1 Meq/ml LAE) #%19% (3/16), 2 EUEY /v R
BAT46% (/13 THo72" . i CHAFAEFEERZ LRI HLBl OBRZ ML HFETIX, HLBI
600 T EAL % 2BEEH, 300 FEM X BIH 46 BHETA2REKESEOSVREEZ, 1EEYA VAEE (100
KIU/ml Ri#E) #550% (1,2). 2HE YA V288 (100KIU/mlBLE) #725% (3/12), 2R T A VWV RED67T%
4/6) TH o772, WTNORETL, L HYREBEHOZBSTHEOEI S 2oTwE, T2 ¥/ 84 718HLY
L2MT, 2B THETANARIIHAE YA VAR T L) AHEE . EHERIC X 2RS0T EE
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70: 378 B B 33%6%5 (2012)

FEEIBIZRSETHY, 41 V7LV UV FHRERPERBEZEOCRERRAZIE VIO, FEELFENEEESR
A SN TRV, EIMIBIT S PEGIFN BMEHIC L 2 HEEOEENEIL. SVRES I UELENTEL D
{CHERD IFEN B8 L D B, #HH [FNo & PegIFNo-2a D EBER % kT 2 BIEL(LHIE EFE TIE, [FNo-
2a 300 J7 B8 3 1], Peg-TFNo-22 90 pg/#, 180 ug/ MO FIX G- HE 0 SVR 2N ZN 8% (7/88). 15% (14/96),
30% (26/87) THH2, IHEMTHEIIHTIEEHICEIALA TRV,

AN AHERE BIE LGB TR, HLBIG00 FEM % 2 BEREE L. T0# 300~600 FEI %8 3 EERE
Y43, HLBI#45aroiht - b2k, m/MREAT 30,000/ul BAk 50,000/ul kil T £ 72 1385 B2 £
L. BImEkEAT 1.500/ul dkis, M/MRET 30,000/ul ki, ALT500 U/L U ETHRIEE 2o T3, IFNB I, i
EMEESE 600 FEMTHRSTEB L. 5% 683 TIE 300~600 FEMr ZEH, DL 300 FEMZEIEBEH
#5552 IFNR &5 0RE - fi£EI2, BmEKEDS 1.500/ul ki, R EREAT 750/ ul ki, m/INMEES 50,000/
ul i TR E 3 S MR R EE L. BIDEREAT 1.000/ul kil T HEREAT 500/0] SR, Mm/NMEEAT 25.000/ul
KB THIEE 2o TWA™, HLBI 3 X OFIENB & %12 HCV RNA 25 12 MBI RatE b U5 513, [ EEIT 254
2 48~T2 ERERE TS,

C. IFN L EMHEER 38 [GEFEE—M v 5—Tzu ] 28

Peg-IEN+ UV ) UERESHET 722 IEN BI#EIC L 0 128 EEE L TY HCV RNA AL L 2 VWiEf
3, ALT fHOSHL BT HiE LA IFN PRSHHEICY I E2 2. FEEICN T 2 IFN /213 PEGIFN
OLBREHERL HREOEBRBELEB I UHREEOTHHICERTH 2. LirL, £TOEMTHESESN
BT TIERL, BHEEG6»ALUMIC ALT H24E WOIU/LLLT) 53 AFPfE%E (10ng/ml LT 28
DRV EITEROTIEEFBET S,

(2) FERBHEFEEIINT 5 IFN &

FERBEEFELETR, FREE0Y AZ3EL, NI LTIIFBESS EnEEEL 25, LaL.
FFEHEZO CEFROBRIZINSERIZBI0% 12757 o RiEA7-0, I TIZBHERIZ HCV R T 72
T % HIE LT IEN BT HN T VRS W DADERRBTIZ. ¥/ ¥4 7 2 M2 X123 LT Peg-
IEN (+ YY) Y HEE) SHEOEI S ST w2 ™7 UL, ERESFEETIE, Bith oMK
A Bl REyE FRETFEORHEI AZPEL, BEOMEBRLOLD, BETEIELZLFWE V. T
Child-Pugh class A/B 123t L class C TlI, EEILE EELBREEAHIHRE SN TV E™.

(3) Mu/MARIA B35 B 1EHE

PR EE TS |8 S M/ MR ASBHE 2 FI T, PegIFN 7230 ) VHRAREZEATE I L IZEET
5B, BEAH 5 VIS REIIREARN (partial splenic embolization : PSE) 12X 9, I/MVEHZ#ENS+E, IFN
EEFEBAT L LEREINTVLEY ¥ HHETIE, 12 Child-Pugh class A HELE 210, BEHEAH S
AT PSE 217072, PegIFN (+ UNE Y VHE) #SIEPEAZIATWS. WIROFES, 3L A EOER
TR I/NMER OB A S, BB TIZF /) #4728 TEWSVR BRL LT WA, L L, i
HfiH 5 VIZ PSE DWW RIZBWT Y, BEEBESE (overwhelming postsplenectomy infection : OPSI). PRI
SE, FFREEEE & FORBEHESRE SN T A" i CII/IMRE BN = ¢ 2 0% L L T thrombopoietin-
receplor agonist T& 5 eltrombopag 7SI IN TV AT, L TR FLBHRICEAZIA T2V,

[Recommendation]

1) CEULEMITEE (Child-Pughclass A) Tli, HFEEREFFR2OAFIEEE L (HEENICIFNEAEETO
DOHFLE LW, IFNAERRINEED T CBHERORBEI VWD, REHEEFESIIT .

2) CEEEEAETICHL TIEEFE, 71 LIXEBIIEEL C PegIFN+UNEY L HBEEETD. Peg-
IFNo-2b DEEEHRS B 1.0 ug/kg/SBTH 4, PegIFNo-2a 2 0 ug/iBTH 5. BEHEII R BEERE
TEY, EBEFRICETAILIAR A FeIE—ERBRPEREEEZREIIT S,

3) 1BEIINAES LU 2O CERENTBEETYUNE Y L HB/FRELESICH L TIE, HLBI 714
IFNB I L B E5REA %2175, HLBL £ 600 DEAM % 2:BER\S L, T0O% 300~600 SEM %38 3 BEH
#5735, IFNBIE, BE 600 FEM THRS AL, 1 B 600 FEMF 138, LU 300 BEMF 538208,
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7B &Y 300 FEMEBIARREERST 5. HLBL 5 LU IFNE & HIC, HCV RNA #7 12 :8LRICEML
U 7=5Ef5liE, 48~72 BEEHERET 3.
4) CEMCEMIELTICNT 3 PegIFN+ UNE Y UHRSREE /3 IFN EREACS VT, IPN 5 1281
£ T HCV RNA #RatE b L A WESIE, BEFFHZ ERNIC HLBI 300 FEM 2:83BRBEORGHRE 275,
BE5ER6 » BLIRICALT BRE OIU/LLT) 303 AFPERE (10ng/mlUT) 28BHLWVIE
A, AEZDIET 3.
C BUFE(XEMPTEZ (Child-Pugh class B £ U C) T, IFN BEOAYMEEEL. 52(C Child-Pugh class
C T, IFNAENBEMREARRTHY, XL BLIUVBREL EOEEREEROERI 5N 3 -8,
AREEHERELL V.
6) IM/RIED 5 FRBO CEREMFEE TR, IFN OEEDRE2EB LT, BEM S 2 LWL REIRESN £
BITEICIFN BABRETO 2 &P OJRET H 3.

[S1]
g

8 ALT EEFINDIMIC
PEG-IFN+ U/NY Y S EEREET T L - GEBGE ALT B8 C BBMATS 809 ] (M/F : 269/540 51, T35
EE RTINS/ YA T I R/2/ 5507247 B, FHBIZEE 3622165 2 F) I BT A EREBOBE T,
M/ 15 5 /ul BAEOBE (n=586) TIZ, HRFRICL - THESRICHELERL L, EYFTH-TH 3EOR
EEIZ15% Thood, IR F/ W RFEOHE n=323) TREMHFTIEOEREERILI01% L EETH-
Teolzxt L. 96, BREAITIE3ET TOREEIIR L, PEGIEN+ U VEHEEERICL o TEEIZRENN
BlE 7z b |G ENRTVD (p<0001)™, 7, ALTEWHIE ALT EH B L OB TIE PEGIFEN + Y S¥ ) 2 ff
A#EOHIT RS TH 570
L7278 T ALT 30 IU/L LROEFM T, I/MIE 15 F /Ul RETHNIZHMIYA VAFZONE LT LH5E
FLw, —F, ALT 30 IU/L BIHA2/MRE 15 5 /W BLEDEFIZ DV TIE, T I A VAEE 2 HiTEs
ICEEEE L, Ll AR DAAs TTEHEBLTL L. LA LEERICALT A LA T2WEELHD. B
BOTEFIAT A VAGHEIT T 2BOAEPHEIEEHNL L 22, 28, BEOLIA ALTEFH
TOIZEF UV AFEHHDIEFEL LTPEGIFN+ YN YY) Y RAFETHZA 75 7L YNV +PEGIFN+ 1) 5Ky
VHAEEOEED ALT EEFITOSVEEDREFHETE2LEbRSD,
[Recommendation]
ALT FEH(ALT 30 IU/L IR I T AT 1L ZAEEE, ALT LEFIERBICHETTAZ ENEETH
3. BICH/MEE 15 B/ul KEOF T BB A AEIEE L.

538 HEERE

FFEEEESHEIZ HCOV O HINE T2 0Tz %, FEZ T L UIFIROBEH/LERZINA
FAEEETHA. CRBMFATHREEFEOESIILADIE, AST, ALTEXEE 2R T EET. [FNE0#
TANVAEEPHETTELZVESE, oA NVAEETTAVAHERETELR P EE. HIIAVIEELYFEL
BVWEBELRZETHAH FREEFEOFR TLIRFMITHFAENREIA TV LD T VY 74 3 ¥ a— L (ursodeoxy-
cholic acid : UDCA) k#hA4A+ 3/ 7 7—4 ¥ — (Stronger Neo-minophagen C : SNMC) Th 5.

PR HI LT HBE

1 DIVFFFLa—-IVEE (UDCA)

UDCA G BEFTH D, 1 H 600 mg~900 mg DG REER &£ 20 Tvr b, UDCA OFF4IIH5 A1EH
B AR R AN EARTH 275 MIEREEOHTEN UDCA KB E2H0 5 2 LIl X » THHERE S RE S
NBI &, JIBMEA MLV A{ER, REFEER. A7 RNV AEEZEOBEIEEI A TWE™,

UDCA OFF BN EDRIL, 1 H B30mgHE» 58D 5 TWwE™Y | LESKE THIT SN - E5RHRE
TiZ, UDCA 150 mg/ B 5B ICH~ 600 mg/B 3 £ 07900 mg/ BES5-8 T AST. ALT ffi. vGTP I T
LTV, fEoT, BIETIZC BEEIFLICN 3 5 UDCA D3 54:12 600~900 mg/ H 23— 88T 5. BIfE
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iz, BEARR TH., Bl COEEERPZD 5N, LBEHE W 2%, UDCA ORFMHTR
Z2OWTOL P OANRY F 4 TR TRFMREOREFFREIII 2oL b HMEESNTVE™.

2 BAXFI/TF=4T— (SNMC)

SNMC 3 HEORSTHA TV F VMY F U BERGTH ), FRE~DOIEFEFEIIVF ALY F -V OFDO5HR
UA FERIC L DH0ERE. FHRECREERZ2 L THL. INSOERILL > TALTEOSREZAS L
Z5NTVE, 1HA0ml % 1 2B NH%STAHATOZEERRBIIB VT, SNMCHSEIZ 7T 2FRELD
I AST, ALT oS h e sh/™ ™ Hh54103, 40~100ml z# 8 -3 MRS 5525 BETITHNI
THEREHKBETIIAOmMIZE LD L 100ml50FFEEIZALT EOSEFED SR, 72, SNMC
OEHHSERI Vo —AEI D LEBECHESE~OERTHH L T /™, BtEH L LTI B2 Y 7 A MmE,
SRR &2 5.

SNMC DOFEFFHIFIHIEIC DV TR, BT SERNIC BV T iR 5 E RS BRI B LU TR BIC ISR EM R 5
P W HENH LT XSILIFN BESEN TH o LEFIIB VTS SNMC 0ETHREESFEIZENE
FEINTNESNE,

3 TNVFFFLO-VBERNRT I/ Ty -OHEBERE

SNMC Bhd SNMCIZ UDCA 2 FH LB HEE L O 2ETOEEAE I Vo — VBB T, BEBETEELL
ALT EQUEZENEH o772 . T LI IHAFERIEDRBLIIERETH 5.

[Recommendation]

C EMBMERTAICH ¥ 5 FIEERE L LT UDCA ORER - SNMC OiE5, &L URHOHBRENEES NS,
F4E BORE

CHEMEIFAIIBWTEEAB P REELEZHZ2HEHUTWS, SREATEANEZ OV 32300 LAEELE
BHRES L LTEVONANALSRETHS. L2 LEBEIIEET L LR EROBLE FOFL S YH 0
HEDERIN, BLAMVAORRBELZD 9 A, CHBENATIISBRIIILIABIA N LV AIHEOEED—
HeBoTwdio®, BMFEVCHEMNGEEREL LTERINL. T LEMEECRENBE*HERETI LAY
Thb, HIPFEORGIT, FEHESGEL FHETAST, ALT 2SR 2R EE T, IEN S0y 1V A
FITTELVWEE, IANAEETTAVRAFERPETELR P o BHE, VA NVAHETHLELRVELERET
5.

1994 12 C BB UEA TEMFEEIC T ALT ENERT RO SNL Z EAEALSHEINLS . 2512H
ROEZHEETITHhN7: 3 + A randomized. controlled study T. {EIFED ALT HREDHEIED 5 L™

FEMmMEEICL > T ALT A 50% DLEET 3 5458012 80%, ALT i IEH 1L 3 2 4EFIE 40~70% L #E s
TV St st cld, BN A EMERISEBOEER LY, SoIlBEFT0LHEEINTHL™,
ESIERHNREIEEICL T, FEICHEE M H SN HEENLTVES

EMEEEE, —AERNTE 1 200~400ml & 1~2 B EIATVv. 72U F Uli% 20 ng/mI LT E TERT 245
CERHELTE ANEFSOE AP O~10g/dl LT iZ e o 785813, it ik LiiMegomniEzEo, HigE
WA, 72 UF M ANEFOEVEEERELL SAESMEELENT 5. BHERE, REBRRSIC L A1ER
MERTHFEILZIEFENIZHS.

#MiX UDCA £7-12 SNMC L D8R8 THIMAY 24825820 5 5. UDCA LiEmEk o4 Tt UDCA 4
#ZHIDHALTHOBETHFED SN TWE™ . 72 SNMC L DFFEFHETIZ, SNMC 2355 5B, 2unE
MEFATAZIEIIoTALTEFSSIRETLLHEIATVIY . EMEZELA2EABEORETEA
GhEBIEITEoT, SHICALTER%ETES.

[Recommendation]

CEMEMFRIIH L CENEERIERTAETH D, TAFEEERE L TO UDCA ORAR, SNMC 055 &
DHBEEZLEBTNETHD.
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