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6 BAE

L F/7547 18- FI74VIE

IEN/PEG-IFN + U3 Y U HFREHE O FGIIH T 2 FB MO, i B REOBFENORSEIHL B
VIR & 22 SEEHFIOMERORGEL, “relapse” (HCV RNA 2SEHtF Vo A B L L 228 EHET
BIZEHBE) % 5T “non-responder (ER))" (BHEPIZHCV RNA oML L) 2K ER3. 2512, "non-
responder (EW)"E, FX A XRED 47572 "null response” (BHEE I 12 BE O HCV RNA 04D 2 log
Ri§) &£, “partial response” ({BH#EF HCV RNA ZREMEL L o 7225, GHEEGA 12 HBEE O HCV RNA St
2log LBV 1237 5N ™ (p393T#H#H 3 I A VAENREOERIBH). B, VALY Uy Z2EH L2 -~
BLBIER, T/ % IFN 22 5 ONI PEGIFN BAREOBGEIN T2 ) E Y Y HAREILL 2BHRETIL
FIEENORBEIBWVHRETFIRT L 250wz, BEE LT, SEEFEOFEIHES. T4 BEEENR
B OBE D WIEHEOFEIE L 2EHETT.

ik % dus & 3% Epicstudy {2BWT IFN/PEG-IFN+ Y YY) M EEFEEOIESHF (7 4 718 METAVIR
score F2-F4) 1235 % PEG-IEN + Y N ) L4 48 584 512 & 2 B ERET 2, §ilE relapser @ SVR 2 23%
(56/243) 12l L, non-responder @ SVR (£ 4% (19/431) 2 BEETH o7 ¢ HeE I N/, —J. REPEAT
study TiZ, PEG-IFNa-2b+ VN E ) Y EEBEGETHRB R SN LD o 72ERIIH 55 PEG-IFNg-2a+ ) /3 1) &
BERREOBBEMNOGEIRET SN, 72 BIZ 5O SVREIZ16% &, 48 HIF5 D 8% I LSRR TH o 72
EEEINLY. F/, PEGIFN+ UNY Y Y HEEEEEHICHTIABEHEOLV ARV AT, FESE—-IIL 5
BREOBE T, BiE relapser  SVR ZE 63% (20/32) 2% L, non-responder ® SVR 2iZ 13% (3/24) ik
{, E5Znullresponder TIX 16 FIFF 1 flL SVR 2O Aot 82N TWAE™, TnkHiz, V)Y
BrREHEDIEFEHBFIIX 5 5 PEGIFN+ YK L EEHESHEDOHEHIT SVR 24 2 7201213, BB null response
TLWI EPRLELEGTHS. TLHBETERESEZIT TV RWEMFBVERTH .

FS5TLEN+PegIFN+ N Y U SHFRBEEICL2BRFIIBVLTY, FRECORLESEHOTEETS
5. PEG-IFN+ U VHFHEETHEMPEON L Doy /) 74 71 M CHFAGICHT 275 7L ENLDE
HEGRFE(F 77TV E N +PegIFN+ YY) » 3FZ 12HEHL, 20 128 PegIFNw-2a+ UK Y 25 H
T12PR24) 12 & 2 BHiEHE Tl BIE relapser ® SVR E69% (29/42) (23t L. non-responder @ SVR 581 39%
(26/66) 2AEFETH o 7= (PROVE3study)™. T/ HPENIBTAERRKEE T, BIAEDN PEGIFN+ Y Yy
YEEE#ETH o EFNCENIE, T relapser T 86% (68/79), non-responder T 28% (8/29) 0 SVR EHTH o
7z, — . BRRIZBWT, PEGIFN+ Y NYE Y CEREEEBGEHOS ) 54 71 R CHEBEFEIHLT, 757
L ¥V +PegIlFN+ U NE Y ¥ 3HEIBEHEE 48 Bk 5 OBERABTHN TV 5 (REALIZE studv)™. #3571
YL +PegIFN+UNEY ¥ 3A% 1285 H L, #D1% 36 38 Peg-IFNo-2a+ YN ) ¥ & 63 % 8 (T12PR48),
B LU PeglFNo-2a 4 HEITIZRSOBRIZF I 7V E N +PegIFN+ U NNE ) U 35 % 12 A L. #0#32
# Peg-IFNo-2a+ U/NE Y Y 28T 5% (Lead-in TI2PR48) & %, SHIHTH 3 PegIFNo-Za+ YY1 ¥ 48
#Hix5 (PR48) L HEL LD TH A4, T O FE. TI12PR48/Lead-in T12PR48/PR48 M HIHEAIE S SVR
I FNFI, relapser T 83%,88%,/24%, partial responder T 59%,54%,/15%. null responder T 29%,/33% /5%
TH . Leadin DA BIIHPD 5T, WEHDAP SHFRBELL ST 2BN2MRTURTF L 22 2 LR Eh
TWwh, 251, GiEHaslic IL28B SNP & sl &L ORI BRI &N, WiB#Hs H L ThhiE, 1L28B
SNP (rs12980275) 23X T+ —T UL (CC) THAF+—T LIV (CTEIETT) T SVRERZIIIZFAETH-
ST EARESN TV A (FIGE relapser | 88%/85%,/85%. partial responder : 63%/58%,71%. null responder :
10%/29%/31%). £72, PEG-IFN+ U NE Y Y BRE#HEEE MY/ & 4 7 1 B GIIH L T, 50t null responder
H D1 eRVR 2HEK 2N o 7 F TIZIERIES (T12PR48), ZHAUSTIIERIEYS (T12PR24) L L7
FTVLEN+PegIFN+ Y NE YV 3FGFHIIL 2BGHEOERAE TIZ, SVR FiZ. §IHBE relapser T 97% (28/
29), partial responder T35% (16/29). null responder T37% (19/51) TH o 7=,

SOOI, FEEMEE TIT7LVEN +PeglFN+ UNY Y Y 3FERAIC I ABBRIIIBVLTY, EHILE
BELERIGETHEFTH A, T2, §iE# nullresponder TiE, 73 7L YV +PEGIFN+ )5 ) SRR
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OEHEIZ S BEEICBVTHIFEEEICL L), RAICBT A2 4 BHEETIILINVERL LT EETFERN
5. T LIZHIEE null responder OERKE TIEBERAOEBERZLH ). 3FGEEEOECIIOVTIZEEIIREY
BRETHA.

(2) 7754718 - 574 NARES - TFEBFIIBT 274 MV AEHEOHER (p390 w81 [Ef7o—
Fx—b] BB

A BEE

A& LT, PEGIFN+ YN Y BREHHEIC L A THEHZIT) 25 BBENFEE. 75 7L ¥+ PEGIFN +
USRYY YEFEBEEFEE TS, IFN+ Y YY) L EEREHE D non-responder TiZ. PEGIFN+ U 3¥ Y R
FBICLAFEBEIILVBEYREMELND EHEIN TV EH7Y | B null responder TIZ, PEG-IFN + J 2%
YU YHRAEERIILZEGRRETRENIEFETE 2V, BIE¥ null responder 12H 537 5 7L ¥V +PEGIFN+
YNE Y YERRETE, BT SQEICANCEFREAL TR TS S25 BHERIITT 2BExH Y, £
TREEMSEL BV EFTHMENE D, LT A VAZEEII D W TRl & L TR DAAS IC X 2 &
BTyaZEFEELwv. LALEO—FT, BEHEITHEEREY A 7208500, YA VAR EE2EE
13, ALFERCLEYR - BEIH 2 B L T PegIFN B IFN OV EREES (p3b8[ EEE—1 v ¥ —7z 1
V1B, HAVIEIFEER (SNMC, UDCA) (p379 [FFEE#NE] ) 2B TINETH 2.

B. Jewiss#

RTIPIZ BT B 3AFAEFSE 24 BREOBETIL BB OE D, 51EE PEGIFN + U NE Y Y HEEO relapser
I2B175 SVREZ 6% THYH, BVEMEITRENTVAEYY | —F, §iEE PEGIEN+ Y ) Y EHEEED
non-responder £ SVR (3 28% T % %%, partial responder THiLiE, & ) =D SYREHEHETEL. L
72955 T, 1it&#HE relapser %\ {3 partial responder TiZ. ¥ 5 7L ¥ A +PEGIFN+ YNV Y U BEESEME 1
BIRE 4B, 3HRHOBENOREEPFSLVIEEIZIE, B8R L TORIZPEGIFN+ U Y S HE
BRI Z2BERETZEETILENDH D, BHMPBEOFH TIIRER DAAs~NOFEELTRTH S,

T &% null responder T, EABRm#E ) 3FGFHBE 24 HEFZFL I IBWTYH, AR IIL2 DIEWE & 2553
BB L7298 T, JiiEH null responder DFHELERFITIE. THETHNIET 5 7L ENV +PEGIFN+ Y/ E
U HERAEETEET LY, BEIAERL Tw AT BREIE LT, kit DAAs~OFEL T 3.

[Recommendation]

) /24718 - FI1ILIED IFN/PEGIFN+ UNEY L HBEEOEZDHFICETEIBAETE, §

BEBEOABEANORGEIrEHBWIEEE £ 5 (IFN & 5 U2 PEG-IFN BEMELOEASEGICHT 2 U
NEYLHEBEERICLZBAETE, BRIELT, YERESICSTIREAHICH S AEETY).

2 FIRATIE - ETAMINVIE - BBEDBAE | §1/A7E relapser % 5 L\ partial responder NE S, B
Bl& UT, PEGIFN+UNED HBEEERECLZ2BEEZTOY, BEEIFEE, 77T LEIL+PEG-
IFN+UNEY A HEEEEEET 3.

3) FIaA4T18 - EYMNIE SBHEDERE | 7175 null response DBE, G T IV IHEILED
BTEOVED, VAL IBERIDVWTHAEESEZZEL, ALTEEESI T PegIFN £/ 13 IFN
VERHRE, HIVEHBERAICLZIEEEZTINETSH 3.

4 I RATIE - FIMIRE FESBEDERE | §i85E relapser # 3 \ (& partial responder DS A,
FSTUENFPEGIFN+UNEY U HEERENS 1 BIRERS. /-0, 3EHEBOEENDREENE
SHEWVWEASILE, BEILLIVEERL TOWNE PEGIFNFT UNE Y D HEERICL2BAEEEERTI3UENS
37, IREIENIEEOH TIERENX DAA NOFRLEETH 3.

5) #/ AT 18 - EUMINIE - FSEEDEAE | §7A% null response NIBE, IRE(LEERFI TI3, 3BE
EHF L, TITLEN+PEGIFN+ UNEY MEREEET O, REMVEESTE, KHEA DAAs
NOFEET S,

3) #7254 718 - &I A4 VA5

HiEIEA IFN & 513 PEGIFN HETHNIE, BHI L LT, PEGIFN+ U ) CHEASREZTSY. 592
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5 - S OERL ¥ PEGIFNo DEIBIZ 2 5 2 VEFITIE, PEGIFN O b D IZIFNB ) Z L 3 THETH 2%
T BHERENUASEY VEREETH o 2EBAINE, T T LENFPEGIEN+ YY) Y HEREEET.
FEDPFIZ2VEEICE, BHLEEFATHNIZE PEGIFN+ UNY Y YRR X 2 MEREERT
AL AMEHOAHEIIOVTEEABA TR S A2 T T2 v,

Q) FI)FAT2H - FEANVAE

BIEEN IFN 52 WL PEGIFN BEHEZETHNIE PEGIFN+ U NE Y U HEEEE (24 BHE5) #1475, 7,
sy N Y VAR TH o 2881013, PEGIFN+ U YY) U HEAMER (24~48 B E) L X 2 HEH %
ZET3.50% LLED SVR EAHE IR TWAW™ . 9DR - 9 24ik% ¥ PEGIFNa OB IZ % 5 2 VERIT
3. PEGIFN OfLH NIZIFNB 2 Z L A WEETH 57,

(3) ¥/ 54728 - Ky A NRE

WitEHEAS IFN & 5 W3 PEGIFN H#ETHNE PEGIFN + ) SY Y L HERHE (24 HikhE) 2475, 72,
B YN VEESETH o 288101%, PEGIFN+ YUY Y RS (24~48 #Hi%YS) 12 X 2 Fikity
EET L. HEHGERBEOEV SVREFFEEINTVES®, F 94728 - B9 NAEEERE 50K -9
DfER 7z & PEG-IFNa DBIEIZ% 5 2 WEFTIE, PEGIFN O HHIZIFENB #{FH & b AETH A .

[Recommendation]

) /210718 - B9V IBEFTE, BEBI& LT, BAEY IFN %% L2 PEG-IFN EHEEEToH NI
PEG-IEN+ U /NE U AEBEE fIAEY UNEY M EERETHIIE, 75 T L EN+PEGIFN+UNE
YLREERETD. JEHBAOBRMIFITVERSCE, BELERFTH NI, PEGIFN+UNE
YL HBERICLIBAEEERET 3.

2) F/EAT2ETEYAINIEICHHH ST, BIAED IFN $ 3 L\ 2 PEG-IFN BiEETH NI PEGIFN+
PJINE) L HEEEQBERE) 2D, £/, WAESUNEY VEREETH - 2B, PEGIFN+
UNEY L HEEE (4~481BEE) I(LL23BEAEEZEET 3.

3 WTRICEWVWTD, 5D« I DERE E PEGIFNa ICARRDIBEICIE IFNB+ U NE L S EEEE % 24~48
BITS.

7 HEZOERE

(1) AAEEFEEICIT 5 IPN B

Py fimeds@Bin, ¥, K PSR SiBRE L COFARSHRAR WAL (Child-Pugh class A) 1L
HEFEL., FARSEREED KE (Chid-Pughcass B, C) #IEAEEFEL LR SEOFSELETIA
LNAHEER, HRECEREETHS. T4 HEETZOPNTLHTRSIERTNITEGTEIREL R
5. L7zdoT, HEEORFHNINSE L FALOmMEZTIHT 2221260, REEFEETIEENLHT
ANV ABEOLEESE G, REEFEEICNT 5 IFN B LD 7 4 L 2A0HERIE S AT, SRR
LOREZIFHT L EPHEBETESY. UL, B GEEFAIZIFNEETH Y, FELICAH T o EE
FTEFEICLAZPMEBPIZIFN BEOBEEL 2877 IENGHEBEIIIY YAV AERPEIME SR VWES ALT
e s IRlE HIE L7 IFN PRESBFERENOY VB AL ELE 2 5. 28, 75 7L EN +PeglFN+ Y
SN Y IEERESEEOREEICINT 2R EREI L TE 5T, FESHTORBBER RV

A. PeglFN+ U NV Y ¥ BREE ‘

BT DETE D B L MR IIREERFEZIS LTS PeglFN+ U NY Y U HFEEFEEREL -
TWB™  FICAMEFRERE R 2T L7 Peg-IFNa-2b (1.0 pg/ke/#) 43545 & )~ ~ (800 mg/B)
FRBEEOREFETE VY VEEBETHWEDESA SN TV (SVRE  98% vs.216% : p=0.06)"",
72, /AT IUABDOSVRELNYS ICWL, 2/3BDSVREZ6T% L HEILEL (p=0001). SVR2ESR
REBEREMRIIEELTAEEIIFTE~NOETH L2 (62% vs.383% ; p=003). REEHELOAFTHEIZL
72 Peg-IFNo-22 180 ug/# & /s ) ¥ (600~1200mg/B) $HFAOEKRRE TS, ¥/ 74 7 1/4 825 L 273
MTIIHEIIEC SVR EBESHE SN TV S (32% vs.58% : p=0004). HHAEEIIBWTIE 2011 £ X ) AEEF
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CEFRERIAFIA Y (B1WR) 69 : 377

FEZE I3 LT PegIFNa-2b 7213 Peg-IFNw-2a & Y/SE Y U OBFFREES, 94 VABRY /54 TildpdhboHT
REFEHL Z-oTw2. BRERREICS TS CEREEFELIIHT 5 PegIFNe2b 10 ug/kg/#HE+ 1y N Y »
BERFEE A8 HOBEERE L, 1 HE YAV AET2% (15/69), 18EY 4 VBT 79% (26/33) ® SVR
BThHY, 1HETA VAR TEOFEPEIRENTNS, 72, PeglFNa-2a ® Wpug & 180ug » 2 flix &
YSEY) CHEREE4SBORERBETIE, OugBET28% (17/61). 180ug ET27% (17/63) D SVRETH Y,
WEHBIZERALRLWSE, QQugBTlE, ¥/ 947 18T21%(10/48), 2EIT50%(6/12)D SVRETH .
2 UK T AR E .

FFEHAEEDTEETH D, PeglFNa R NE Y L OZS5EPFHIBE S REFEE T}, SVR 25720101
LY REFOFARSPLETH 5. AEEFEZEIIS VT PeglFN+ UNY Y VEABEZORERGBED HCV
RNA dynamics 7%, SVR X3 2 BIFLIEE L 225 Ldo T, BEFXL BRI PegIFN+ U Y U
AHENORISHEIIE U TEREEM A ZET A L AE Y AH [ FE£ 5 ¥ — (response-guided therapy) 2SHE T3
%, F7z, HEHA12HEUEEMSLTH HCV RNA 2585, o4 VASRAEFRTE 2 WEEIT1IE, B
FREFEHSHETLEEEFZEL T BEMHTENE LA PN PEERHERE~OU Y B2 2815, REEF
BEIIBIT S PegIFN+ YN Y Y HEABECRERATIZ. 4 Y7 VI Uy FHEIR ) DHKEE, BEK mkEd
HEOFHFIEIFEVWIOO, BEEEBEEEITIZEERLLRERER LW Ly L, BESETEC X 2Mm
BRAAATE RIS B 720, Fil, FHRIEKRY, MR 2 EomIRBAOOBIENE . MEH OB EST 4
fgﬁs"{%‘\{)lﬁillﬁ B

AAEEF LI 3 % PeglFNo-2b DEE#HZSEIZ 10ug/'ke/BTH D, Peg-lFNo-2b HEF ORE - hibEiE
13, B EREDS 750/l S F oIS I/IMRELAT 50,000/l 54 T ac Sk, IR ERES 500/ul SR - M/MRELAS 35,000/
ul K - Hb 2585 g/dl SR TUNE Y v & {1tk b2 »TWAS, YY) oS EigEE H5HERW O
Hb#¥ 14 g/dl L EOEE, HE60kg LT TIZ 600 mg, 61~80kg T800mg, 0kg T2 1000 mg TH Y, &S
B Hb %% 14 g/dl ki 0HE, REILEHLDLTUNEY VORSHEES 200mgBET S, £/, 52 HD
ETAERSNHEDY Sy rojphs - ikdk#Ed, Hb 2910 g/dl il T 200 mg(1.000 mg ##45-11Z 400 mg.
% 5-BA%ATET 0 Hb 2% 14 g/dl 3R T 800 mg #x5-51i 400 mg) #ix, 85 g/dl K THIE L % » T 2%,

FRABEFEZEICH T 2 PeglFNw-2a DIZEZFE BT 0pg/BTHS. PeglFNa-2a 5T ORE - fihHEEL,
R ER B S 1,000/l ST 45 ng SBIT IR, 750/ul T 225 ng/BITHE, FFEEREAS 500, ul i, MRS
50,000/l 33, Hb #4585 g/dl KT U /) » L EHITk E 2o TWwa Y. YsE ) » D5 BiaiIE PegIFNo-2b
OHE LTSS, T/ FHHICHVETALLNAEED Y /SEY ¥ OmEh: - ik JEdE, %5 3B 1~4
BEE 11 g/dl R F 7013 5~4888F 10 g/dl RiFEDHE, 400 mg (1000 mg %5512 600 mg) WMET 5. ER
TR FOBREES LSS, LEOERIINMA T, B5PFIIESHEIILENHME?2 g/d U LRI 4 BEHRT
A&, 400 mg (1,000 mg % 5-Fli2 600 mg) W55, T/, UANYY U 2Ehik 4580 TS 12 o/d kil
DOHEIEFIET B,

B. IFN Bk

TF2F5ATIE - EIANZABLUNT, Bl ORKEL ZOBHEHAIZL Y PegIFN+ U NE Y U HFEEENFH
HEREFNCR LTIE, PN BEEE L 8IRT 2. 3fE, 1 BEYA NV AEB LU 2 HoRMBEFEEIN LT,
IFNB & RZ# IFNo @%] HLBI (human lvmphoblastoid interferon) Z23RMBEH L 2o Twa, 1 8E Y 1 L AHE
(IFNB T2 100 KIU/ml BLE, HLBI TiZ 300 KIU/ml LBV I3 @RI, HETHL1BEYA LV AES
SV HORBHEFELIITT 5 IFNB OERERAETIE, 126 AZSFHIIBITASVREL 1HEIA VA
HHE (1 Meq/ml i) 7%44% (8/18), 2EE Y 4V AEE (1 Meg/ml LLE) A919% (3/16), 2 #UK> £ v A4
B 46% (6/13) TH o772, T/, CHRABEFEEEEZHRIILL HLBl 0 HRSirHARE TIZ, HLBI
600 BB % 288 %%, 300 nEM L E3E 46857 2 REZSEOSVRERE, 1HEYAVAEHE (100
KIU/ml ki) 2$50% (1/2), 2”E 7 A VA8 (100KIU/ml BLE) #525% (3/12). 2B A M AEEN67T%
4/6) THo72™. WIFNORETYH, L) REMOZE THIENE R oTwa, /2 ¥/ 54718 Y
28T, FA2HTHETANARICEE YA VAR TE D HEHEIE . BIERIC L BRSO PREILE
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8

FRLIZIFASETHY, 4 V7 VIV FHRERCERREFEOCREEREEISVIOD, FEZIIEEOEEZES
ZA SN Twiv, EHNIEBIT S PEGIFN BEMERIZL AFEENOHEREIZ. SVREBIUVELENTEELD

22300 5 {8 3 18], Peg-TFNw-2a90 ug/™#. 180 ng/ MO EE5HED SVR BIZZF N FN 8% (7/88), 15% (14/96),
30% (26/87) TH2H, JEETHEIINTIEBFEIIEZALA TRV,

v A4 NV AHERF BIEL-EETIE, HLBIG00 FEMZ 2 BERES L. F0% 300~600 FEM %8 3ERAE
Y44, HLBLEESdoRa - Fib3idd, m/hREAT 30,000 /ul BLE 50,000/l ki TRt 2 135 M2 EE
L. BEIEREST 1,500/ul R, m/AAREAS 30,000/ul i, ALT500 U/L A ETHIEE 25 TWa™, IFNB L, 1
EVEZESE0 FEMNTHEEFEEL. 555 6B TIZ300~600 HTEMZEH, D300 FEMZE 3ERBH
#5755, IFNB#5FORE - Fib£#12, BmERET 1500/l K, iR ERET 750/ 1l ki, fm/MRES 50,000/
ul R TR E 2L EREFEL L, AmEREST 1,000/ &5, FFPERED 500/ul R, M/MRES 25.000/ul
K THIEE 25 T3, HLBI B L UIFNS & $ 12 HCV RNA 2% 12 MU PSR Ui, BT s
IZ48~T72 BEHEET 5.

C. IFN L E#HEE (p338 [HEE—( v 5—7=zu ] &)

PegIFN+ ) /SY ) YFEFHE T IFN B3I L 0 1282 EZE LTS HCV RNA 25 L 2 vl
2, ALT oG L 3Tz HIE L IPN 2B w82 2. FEZEIIH 3 % IFN F 7213 PEGIFN
OLEHFFEL FRECEEHESIUVHBEOMRICERA TS 27", L, £ETOENTHEIE A
T TIERL, HEEB6ALAIC ALT E22E QOIU/LLUT) 25wt AFPfEXLE (10ng/ml LTy 288
DR VEEITHRBEORIEREBE T 2.

(2) SEREMEEE NS 5 PN &t

ERBEEFEETE, FReRo) A 73¥E L, Bl L TERBEIEIEDRGERELL2S. LaL,
FREZO CRHFROBRICIN SEMIZN0% 12757 o AL 29, i TIEBHERNIIC HCV Ok 2 72
1ZEEI 2 HiE L T IEN BEIYTHNTWA Y™ W OPDERREEB TR ¥/ 74 7 2 82 212 LT Peg-
IFN (+ USE Y VR #HEOHHENIRE SN TR UL, EREEFEE TR, BT Om/NMUR
A B, BREE, FRETEOBEIAIZPEL, BEOMFBIO-D, HEFLIIELZ LS. F/,
Child-Pugh class A/B IZ%F L class C T, HFIIEI EELREESHFREIN T L™,

(3) M/MREA BT 5 5 6

BRBEBETLAEAE 1D D /MBS 0S8 e F T2, PegIFN /220 NE Y UV EERHEF AT A Z L IZHEET
55, BEAS 5 VIZES B EIIRE®RHAT (partial splenic embolization : PSE)IZ X 1), m/MREziEM %2, IFN
BETEBATATIENZENTWEST ¥ HatE T, £12 Child-Pugh class A OFFEE#3F & 12, BEBHTS
BWIZPSE 9T o72f%, PegIFN (+ U/NE Y YA SEFEA SN TWAE,. WTRADHED, T A LOER
THERIZIUVMEE OB A S5, BREETIEZS /54 72 THWSVRENA SR TWwA, L L, Ml
R HBHVIZPSE DWTARIIBWT L, EFERKEE (overwhelming postsplenectomy infection : OPSI), PSR
5 FFRREE L P OWBEHHENRE SN TV A BT IR BN 22 2808 = L T thrombopoietin-
receptor agonist T& 5 eltrombopag 2SHE XN TV A7, DAETIZELERICEASIA T2V,

[Recommendation]

1) CE{X{EMEATEZ (Child-Pughelass A) TlE, FEREBECFFALONFIZBEEL THEENICIFNBEETO
OFEE LV, IFNEEFROKRED L CEMEROEEEN VWD, BEEEZESILTD.

2) CEREEFEZTICH L THEERFE, VA NLVXBICEREEL  PegIFN+UNEDY FHAEEE1TD. Peg-
IFNo-2b DIEEIRS 813 1.0 ug/kg/SBTH Y, PegIFNo2a 2 90ug/iB8TH 5. BS5HBEIT8BEELRE
TEY, BEFRICETIBLARCAAA FEIE-CBBEPUEEEESZ T 5.

3D IBEIIIIESIUV2EO CERKEEFEETYNEY S HE/FBEELEGMCH L TE, HLBL £41E
IFNB IC & 3 E53EE4175. HLBL £ 600 FEM % 2:BERES L, Z07% 300~600 HEMN %183 EEHR
BET5. IFNB X, BE 60 DEMTHESEEAL, 1 H 600 REMZ 18, LIE 300 FEA % 518ER,
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7TEE LY 00 FEMEBIEBEKRES TS, HLBI LU IFNE & HiZ, HCVRNA #° 12:5BRIRICEEE(L
L 7=iEflE, 48~72 BEHRET 5.

4) CEUEMEITELICNT 3 PegIFN+UNE U D HESRES 213 IFN EREECH VT, IFN 85 12180
£+ T HCV RNA #Bet{b L& WiERI, BEFE6% BROIC HLBI300 HFER £+ B3 EEE0ERIRS £173.
SR 6 » BURICALTERE QOIU/LLT) 30 AFPESRE (10ng/ml MIT) #BoH L VIS
B3, AEEHILETS.

5) C BIZE{L{EMATEZ (Child-Pugh class B 8L U C) T, IFN AEDE ML, 55T Child-Pugh class
CTi, IFNABEDREERTAETSY, OBV P LUBRREL COEELEERORBI &5 3 10,
BEEEEZLLL.

6) DU/VRIESD 53 AREBED CEREENEE TR, IFN DEREDRE£ER L ¢, BETS 2 LW IIRBRERMN %
BITHICIFNBEEZTO I LN HETH 3.

3 ALT EEGINOIIE
PEGIFN + YN v EEBEZ BT L2 G ERGE ALT B8 C BEMEIT4 809 #1 (M/F : 269/540 ffl. ¥
EE TR, £/ ¥4 71 M2 R 0 550/247 B, EHBIEEIEE 3622165 2 R) I BT AR OB T,
M/ 15 F/ul BLE 0 (n=3586) Tld, BIOIERICL - TRERICHAE LSRR, BPFTH-oTH IENE
EEIZ15% Tho7/2a IR I3 F/uUl RFEOBEM=323) THEPFTIEORBERERIZ01% LEETH-
03 L, B6, BBEITIZ3EFT TOREII R, PEGIFN+ U NEY VHEBRIZ L - TERIZRESH
BlEh - b b2 Twd (p<0001)™. 7. ALTIEHBIE ALT EH B L O T PEGIFN+ U SY 1 V4
FHHEOM TS TH 277,
L7285 T ALT 30 IU/L IADFERIT S, M/RE 15 H/ul KRB THNIIH 7 A VN AFROFE L T5 2 Lot
T L. —F. ALT30IU/L LA DIm/IMIE 15 F/l B EDERIZOWTIE, 3 Iy 4 VAEEZHITET
BB L, Dl b REBRDAAS I THEBELTL IV, LALBERICALT AP EHTATRELS Y.
BEETHREIIIT A VAR HT 2BWAREH LA IEEHENEE LS. &8, HEOCLIAALTERH
TOIYF U ANBBHEDIEFE LTPEGIFN+ U AY Y VHEFEETH L. 75 7L EL+PEGIFN+ )XY
VHEREEOCEEL ALT EEFTOBVWEEYRFHETE 2 BEbN D,
[Recommendation]
ALT EEF(ALT30IU/L KR KT 3R T ML REERE, ALT LG EEBRICHRITTA I EHEEETH
3. BICHAEE 13 B/ul BEOF TEHBENTAEIEE L,

E3E FTEERE

FREEFE#EEIZ HOV ¥R T HI L 750 T3, FEZLECLFHEOREER+ Iz 22 L2 H L
TAEEETHS. CEHEMFATHREEEZDERIZIZADIE, AST. ALTEFEEF*RTEET. [FN£0i
TANABREPEITTERZVEE, VA NVABBETY A VAR TE Lo BE HIvANVAEEZHFZEL
BWVEELZETH A FREEFEOFTCOIHFENIHAEIRIN TV EDIEY VY FF =3 23— VEE (ursodeoxy-
cholic acid : UDCA) r3H 443/ 77—%4"~ 3 — (Stronger Neo-minophagen C : SNMC) THh 5.

g

& el

1 9 vFAxL0-08 (UDCA) _

UDCA ZIBEATH Y. 1 B 600 mg~900 mg NPHEGPREHER L 2o Twb. UDCA O LI T 21EH
B TR R EE P EETH 225, SR HEOIIEA UDCA ICH &0 2 £12L » TIFHIRE RS
NaZ &, FEMEA M VAR, RERSER 7R MY AERL2 E0BELBES ATV,

UDCA OIFBEHRRENRIE. 1B 150mgEE»5BD 5N TwE™Y . ELHE THETSNLIEERAR
Tid, UDCA 150 mg/BHESEICH~600mg/B 5 L U900 mg/BiZ 58 TH AST. ALT i, +GTP HizAEIIR
LTV, 0T, HETIZCHEENEIINT 5 UDCA D5 4:1E 600~900 mg/H 25— TH 5. @fE
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B3, BEVERE TH EfiC0BLBERFEDSNLD. HEMB VI 3%\, UDCA OEENFHE
IZoWTOL hOARS F 4 TERFRETCIFHMEBORENEE L 2 ho b 3B EEINTL ST,

2 BAXFI/Tr—4F1— (SNMQO)

SNMC 3 HEDORGT TH D7V F VY F Uy PERGTTH Y, FBEE~OERBFE I VF LY F L OFEIHAT
U4 FERNC X AHGEER. FHREDCREERZETHS. ChoOEAILL - TALTEONELH 2 L%
AoNTWV3, 1H40ml 2 1B TAHATOIEERFTRIIBVT, SN\MCHREBIZ 7S5 EFELDD
FHITAST, ALT HOW#EAE SRS, HFh5400F, 40~100ml 238 H 23 HHES 5525 HETTbR
LABHERBETIOMIEZEE LD S 10mlIEFSEOFFEEIIALT HORENZD SN F/2, SNMC
OEEEEE I M- VEIVOEREICHESE~NOERTIH L T2, BWEA L LTI B&H U o AmsE
EIEE R £ .

SNMC OFE#HEIFFHE IS D0 TE, BEFLAEHICB T, RSB TER S U TH IR R -

WIHENH LT LS ILIEN BEPEDTH o EFIIB VTS SNMC 0 5 THEEIEEICEV X

3 TNUFAXRLOA-NBRERNRA I/ T Y- DHRERE
SNMC B2E SNMCIZUDCA # A LAHEEEL O 2ETOEESE D Yo — VBB TR, BHETEEIC
ALT EQYUEZENED 572", TOL) IHAFREEIREOURLIERATH S,
[Recommendation}
CEEMATRIIN T ZHTEERZE S LT UDCA ORER - SNMC OEH, L UBEHIOHESEE EEE N3,

F4E BOEE

CHEHIFAIIBVTREREFRELEHEZHLTVA., BIIERATEAES OV 2 3L L LATERE
BHEESE LTHAVLALEAEETHS. L LEdSBEIIIEET 2 LSS0 FuF v 9a 0
HEDEREN, BEA NV AORRLE LY S5, CRIEEFATISBHIZLIABLA P ASHEDERD—
REZoTWwAD, BIMEIVEDNGEEL LTERENL. S-EMEETRSEMBEXHRTA2ILLRY
THDLH. FEMEEEOHERIT. FEEHELFBETAST, ALTHREZRTEE T, IFN H0H Y 4 L AFEH
BT TERVEE, YA NVAEETY A VAERY TE L o BE, MY ANVAHEFRELLWEE LR ET
5.

1994 #£12 C MEMFHES TEMREICT ALTERORTHARD SNL I LAEISHESNLS. 5512H
RO FERETITH 72 3 + B H® randomized, controlled study T, MMHFED ALT LM EIED 57,
T M L o T ALT A 50% DR T 5 A8 612 80%, ALT MAE# LT BHERIZ 40~70% L HE X
TV AL SRS Tl RANZEMERISEROEREHILY, 35RETTOLLHFESNTHESY,
ES5ICEHNLEMERIIL T, FEIIFRE ISR LEEIATHAE™,

WOEEEIL, —EEEIIE ] 200~400ml B 12 BB EIIT ., 7Y F iR 0ng/m B TE RT3
CERHELTLS AESOE VAR I~10 g/ A BT o m8iaE, EmE ik LsmekomE s Eo. HEE
BB, 72 UF VB ~NESRY EEXSEIL, BEEELEELENT S, BHEHIE, REWERSIC L 2ER.
MERTHFRIALAI LIS S.

FIMIZ UDCA 7213 SNMC £ o 4Ef THIMAY 23825380 S b, UDCA Lm#iEn s T3, UDCA Hijd
5 XD ALTHOBETHAED 5N T WA, 72 SNMC L DEEHHETIE, SNMC 24553 2812, Do
MEFATEILINIoTALTEFESSCHETALHEINTVEY, BN EELZ 2 ERBEORETEL
EhEDLILIET, ES5IZALTEZSRETES

[Recommendation]

CEMEMIAICH L CENSEERERLAETHS. £ AFEEERE LTO UDCA ORI, SNMC O35t &
DEBEELZEBTRNETH 3.
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