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2015 R 52 S 7= Harrison @ C BUFR A2 FEA TAHAELTZMN 2014 FEETOIRFEDELD THD
AFEFRFEICHEDOLTBECNAE N E<BHUIE L, (i x| DITITREEESELT,

£ Up to Date X° Dynamed D L5721y MEFELE TRWEESRITIBUWMHT R0 DD e b
ARV EL T,

FEBNEAEDKRE, R—F  REHOEYIAN—VERKT 1 ZDAHELTZOTT MR
[ BfEEDME > TNV T ANMIELDS Up to Date 72272802 T9,
ZDERRFZOLFFEDN 2 NBEPFITIHEVE L, 2 NEBIEZ TLIZ,

WL DT E R THHELIZO TR, —FENTW=DIE, AR ROIAE T A
gl 8 KR CECTH14 5 RFETIBRICWDE VD ZETLT,

R R B 8 BT HEIL DML 2 BT FI TR DL DO T,
[~o | | EBEETUI, FRBIT 1AM 1 B A iE&éc‘:b\W)’C@’
R=F U RIZFFEDOIDNTEIIREEEL TWHEZAITIRNES T, ELEIZ
JRENIL TWELTZ, LU, NMEDRBENS BIRAEDE ! !

Z® The Lancet, C BUFF RO I KORA L MILLTFD 24 5T9,
OEDTEIT R A 5726512015 FELIED HCV IR# I IFN 21720 DAAS
(direct acting antiviral agents) D& @ interferon—free regimen (27257259 T,

« Rl o HCV YR I3RS TEA,

-HIV/HCV & 0HIFEZE | &R ~OEITHTBRED KIS H D,

‘HCV J&YL 2 1 £ T2 RNAG), # H -6 8 FTIZHUARS M (seroconversion) &725,
-HCV HUKH) T RNAC)I T 2= DRk,

-HCV HUEH) T RNAIZELLE DY,

‘RNA6 71 A e 2 18 C RIFFR LV,
T2k JHCV CTActk, 3YE ., GPT ERITBmLd 0,
<[22 JHCV12 1% RNAMIZTIBIR DX,
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 HARERNOY T XA 13 1b>2a>2b,
‘HCV B33 AIHEL RV Dy Sl IZEA T2,

*RVR(rapid virological response)li&# % 1 &7 H T RNA {H,
*EVR(early virological response)iZig# s 3 &7 A T RNA 1H2%,
*SVR(sustained virological response)lXi&# % 6 &7 H T RNA 1H%,
-JRI#IT 2010 4FF T Peg-IFN+ribabirin 7257,

<2011 55 DAAs(direct acting antiviral agents)fs# H BH4A,

*DAAs @ protease inhibitor @ telaprevir, boceprevir IXEIERH 2320 o7~
<2011 FELL% Peg—IFN+ribavirintDAAs @ interferon—sparing regimen (278577,
<2015 FELLEEIT IFN 2f# 0720y DAAs DA interferon—free regimen (272459,
- [EINT HCV {5H x5 GPT30 LAk, 1fi/Mi 15 TEL T,

RNA FR RS TR 1.2 log/ml 1% 10 @ 1.2 Ffl (15 f#/ml) D&,

‘RNA FRHRS EFRO 7.2 log/ml 1% 10 @ 7.2 Fefi#l (6,300 J{lH/ml) D&,

« —previr IX protease inhibitor DZ &, —vir [ZHLT ANV AEKDZ L,

«[EIPN T genotype 1 IZ daclatasvirtasunaprevir #E45% : #][E]75% SVR12 3 89.1%,
«[EIPN T genotype 2 IZ sofosbuvirtribavirin #E4E, FIEATERE SVRISY% . FH-1EHE 95%.,

1. &

B NET DTN RITUE L, =T e BZES RAETFTAVIRETS TN
rﬁ%f VISR E LTI R > TOVET, [T NI T AL DIEY) | PR TEET,
F AV BT AU D cataract (BUR) 720 TIZFT ANV OKIFTEHZDOT-VIINEEFTRZET,
KWTCTRTZNWEBAST=OTTNZOJINIE~ 2 AR BCE LN E W 23 NED T,
HHTIYMIFEY ELTZDEHEL COTEDIEBREA—2 2 Dy — A X
K-z —iEinFCLIZ,

1950-1980 FE T 7 M CIE, AL MM RUTK LT T UH DOFE (PAT
Parenteral Antischistosomal Treatment, M7 tartar emetic) 2MERAZATONELT,
LNLZDREDOIER AR, /L — RO EDULIZEY HCV MR EVEE, =7 NENO
HCV REEREIT AL 20% SR —TF,

ZOFRFUZEDE HCV 13 1989 4RI RS S LET T 0 A REL TERY,
HCV HURBEPERE X 1990 4055 2005 41 2.3%0°5 2.8%ZH ML 75T,

HCV IZE DRI AN LD BEE IR 35 TN, A DIFIEZED 27% ., JFligs A D
25%1X HCV IZ&BtnZ T,

R o7 Ko7 k770 FERT R ER 3.5% L T,

HCV OEMEEG AL Z 9L 80-85% TV AN A&7V T TETIBMENF R LD ET,
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HIV &R 1T IS @R ERDET,
T RTI 1980 HARH Z AHHH AR M B DS tartar emetic (M7 A) F7E
75 praziquantel (7717 /W) AR HCOV $EEUIE E L £ LT,

U UAE ML, B XA TR 1T HOV ICEAAFREEIZE > Ty, LLRTLIRILX
BEALL CLEST=DTT, HCV OEPHEITEHFET-> T ELDO T TN TOD
AOHEIXESE—21Ci3EL T ER A

BEETIXES S, L —FOFENEDL UL S 7Z0ETTTOT, Bk, WESCrEst,
252 T AR IS NS B R L TSN | AJREZR D5 & T,
gt HCV F w7728 L TRNZENRZIND T,

FETY 7N B AR DR — LR =% AT A V) TIRE /L R [ U
YT DIERIED B DT DIEKITH HAADZEF 2 KIZHD ﬁ:%iﬁb\otﬁ
HEELTKEID, JEEDPNTOET, LLT ATV Clrd 2D il | ZlErK
LTCWELT,

LA, KEDH3¥7- ALT (assistant language teacher) 28 2 FED PE{FF T TO B E1F# D
HEZFRITLEO & A AR HR E R ISR L L7, [Do you speak English? ] &
RIVZEZ AN | EV) IR S ERIFFIC T T LB AT O CLENEL,
ZIVT/INVEICKREERIZEZEL TBRLWEWH DT,

B LT EMEHRITEONTZOTT N 2, 3L T EX AL Q2 DR E D [E KA fE
PBJBWEDITITTZET EL T, KEERE— &> TREITEL TWDHD T,
Bl 2D RWZIRRE, FENDS 2y FREZAIZERELIZO 2 | Lo,
KEEFE~DEFHENBDETUIELEEM 23000 E LT,
HETIE A (DRICET D) | LVOBENZLEBIFELRNES TT,
ZHUTHEERBEH ARD BT > T ER Y72 ATEAD EBWELT-,

ORI, L (BEORR) AT I2EEHARDRS AN TR EORERIIEDNTT N ?
LW AT FRE TR B, KZEITH->TNIRERNIET, KREFEMTHY
FREE(J2WE 1) EEODE 1D TL, B, BAREMNTHGE | T Tk ] |

I TR T B/ LS5 7- DI THE AR E W ELZ,

T EEIHIFRFERDIEHIRWEES LD ZETLTZ,
HEFERELRDOIZHHIHLO T TARNRCS> TWVEDITIIREEEEL,

F 1% B OIRHRIZ EE > 7B A (tartar emetic) > TRITZADEFANTLZAH

IA L BRI AN CBLEIRIZILE T A2ONINTEFEH>TT,
HARENTH H AFE MW B ORI E#FVELZ,
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LRI, MEORE, HIRbO LB E DN ME ik L THMRITSRbIVEL T,
Ta—% Y Tl EZAIBRNIC A IKAL LTz septa BIWOHHDFET,

(oD — b UNUTHEZIZILR TI N2 JEBHEELZEZA

[Zo AT THNAIATTN? [1EVHDOTT, MHLALTE, B AR R

Mo TeZENHVET D2 JEFINZEZATHENNT 13 O E ik Bz > TABELTZ )
EDZETUT, 3 > TILIBLOH Rtk 3 f i B oA THE T L7,
FHLCHFan L RiTe-T-5 0 CLliz,

BRIV — RO EEMEINE LT, =y~

https://www.hitachi—aloka.co.jp/seminar/muse2/ch10/sub6/index.html
(B ARFE M B o xa—&: FFN#EE ROFR E == —)

H A M B ENTIRILBLOE ) | B 1SR, A RE LT H7=0 o 5iH TL-,
KB ORRERE DIRD FICHE EOIVAITABAEBL TW=D T,
AEZ 2 7)) —hOUTEIC LT3 BRI O I LI v AV T AL T o720 T9,

Tartar emetic (H-{B A1) O tartar [ZTHAENSORE S Tl A DEKRLHDET,

BINE VAT —FDZ NIV TIIHOERE A,

Cod, ZNVENAT —F o> TTEAIEFHRT LA, FREITHRZ A LA
[CU TR, BECIRAHT L2 D725 T,

fapb s 22— NDZZ—)v (B0 12572 0) DB T,

Z 52— NIZIBIZF > TRAEL ELTE RN E DRI A B~ FELZ,
LIALREHOBIIATRELTET VDT, Zha B LABIDIZL TERZDIEZSTT,
ZLTITEN =TI ZNNDEENTLEIDTY, ZORODEITTB o LKE TLTZ,

O T~S— 2 LN DIX HCV O Kb D EG 3D T2 EWNHZ LT,

HCV » CTNE, FENEAET DO T > EBVIAA TV LT,

DT HCV 18R Z L TOD B MO AR Z S Sk TR~ 7=bRat: T L,

FNEORRE, BIBE MO ICEY HCV £720 40 4 PN A T
LELTENFEIT/ L E D HCV BEMETT, HCV [ 20 4= CHFIBERHE(LIX 7% 5 18%.,
TA— )L AV A7 I m<720ET,

HCV CHHZEIZ72 D E4ER] 1 05 3% CTHIg O AZEZLET,

HBV &G IR T2 HOV IRED ZSICHEBEL T RSN,
FhIFD 1 ADMEFRREGE (+) THD 1 A1 (—) DEf, discordant partner EE9D72FH9 T,
JLERADPIHREOAR—ECHEMSL £323248 discordant partner TL XD ?
HRBIZUS ZERASTRKOMLOZE ? JEEPNIZZERHVELT,
[TV —< 5TV ? JEVOYE LB ELT,
BB BOLWEI IV ? JEEODT, [FALB A, b EDAL]
LT EZEL,
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B BT 2 JEfWEZA
(90 ifx, Ex (Fobh B BN S0 2) Y, [ EVDIRETLT S,
I ERIFIDN

iG> HCV & A~DOIEERYLD H RIS O FH AN REIERIL 2 15 8%,
FEERYL T B2 EYIBAA B WO E 973 E RCT 2372 THhIWEH A,

728, 2000 FELLRE . HCV 514D MSM (men who have sex with men) @ B PED sex T

HCV Y3 AT DI 0 2 Bk ik e L b £,

ZAUTH M DI AT A DA EEZ DI TWET,

T2 DITEHER L TWAZ e AT A TR YIZEG T 502897
IFZoXV LRV FH T, HCOV &S L7= MSM @ 25%1% 2 ELANIC HCV BT 55T,

KEDNNTFEI LD 10 5225 20 £i5 HOV RA D &< §HER tattoo, BT RAIZLDEITT,
BRI D RERHEF 2 ANTZENNR L ER NS LD T HCV BTl =,
BTN, 7Ty v=FaT T 4x =27 (HRERDE NI T 55 TY) 0Ifd
Y E T, B AR TR T D05 T,

EFE 7 T3 BT DNRATONDADNNR,

HIV JiY3 @ 20-30%% HCV 24 0FL HCV BUMUEL L0 A VA BN L NWEDZETT,
HIV 35 C HCV [ZEDIFR B TOR LT AR TWDHD T,

HIV/HCV & 03 132 | IR ~DHES T2 F< interferon, ribavirin O itxd
HSCHEIZZRD T,

F7- A PHEYLE T HIV 1%L HAART (highly active anti-retroviral therapy) 25 &
Ptz LT WO TR, 2R TOEPHES FHIZ HAART 2MEES LT ET,

2. 2

HCV B&YsT, e 2 #8 £ T2 HCV RNA 258 SN A 75 6 38 £ TIcHiR B
(seroconversion) 720 FE T, 7272 LAE AR ETIIPURNTE SN WNZENHV F T,
HCV Htfk (+) T RNA(—) T E DG T,

HCV HifA (+) T RNA (+) BBAEDRRGRIZ R0 E T,

B HUA (+) 725 RNA FHRIZ TV ET !

TRIRI69 2 )51 HCV RNA ZHEICHRIEL £9,

RNA 73 6 7 H UL EFRfe 7 A& 8 M C BIFRESWET,

20 HCV DIFEA L IR CHEA R Z LA, Y% 10-14 T transaminase 73
FRLUTRMLZERHVET, BED 15-20% 1T 2R % . IBmL £,

TN 720 GPT(ALT @ /MERTZIZALT 5T GOT 72o1F, GPT 721 &369) A3
R AHETIUTIERE R 609% SO DEITH %> T H #AT6 R (viral clearance)

LT WEI T, BERTE BT RITBEITLL T VWO T,
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St HCV OVRHIR 1%, 2ot (et~ T C B RIZHWATES ! ), IFNL3 polymorphism,
ST 5L RNA TR, m ALT (GPT) | i IP-10 @ifE7e& T,
F@tj%f(ﬁ 3 AR FREREA UL B RTLE T MR DN m O O TROBBIZEL

W& RNA BTG R OBEISIZ/R0E S,

(2 JHCV 1B 1L 24 75 48 I @ peginterferon & ribavirin FfH 23 HELES TR
DAAs (direct acting antiviral agents)JGFIZAEN.SILTUVRWNED T,

HIV & 0F53721F 2U1E peginterferon alfa HLAH 24 T 98% 16K 959 CT9,

Bk C AUFRITTERICISIET 5L TT,

SVR (sustained virological response) I4 65 7>5 85%LL E T3,

PP YL T genotyping [ZEE T, XA ICIVIRIERICKT T ARSI 0 Bre AT,
HCV X mRNA &[a]U A & (positive sense) DHLEH 9600kb RNA virus TeEREF /X P —
DIAINDDIZZEHTT,

BEFOHENMD kb (XK SHEEL | TIE7< Tkilo base | T, DNA Ha £&5 1000 %
FTHNTZFHTT,

HCV IZ 7 2® genotypes BHVBIGHIZZAL T, B — VAL ANFHO R WO HEESILET,
Polymerase (ZXZAIAFNER CIEAGHI AR EU LT,

(L RHROARRR LA IHIIR D —F =\ DIZZHTT,

Wi B D EARRDMED P> TE TR T-DGL72 56T,

W& BRI 2N =< B2 b%5 T,

HCV @ IFNL3 &5+ 1818 polymorphism [F&KYL D B R E fifA L L £9,

HCV7 2055 1 225 6 FTHFIESINTNET,

HAREWNTIL Ib(A ¥ —7zaNhZ 20 28 7T0-85%EL1FEAE T,

2a 78 10-15%. 2b 73 5% T, 7233 [E PN D i A 95 BB 132K [ oo ik A 21 S S
72 la NN T, dbkea—uyNiE la BREVDO T,

TROMIZLDEAMT 117 H 1217 e Eo sl R T-FZ VDX
genotype 1 T46.2%. D95 1/3 1T 7, genotype 3 NFDIRIZ<LT 30.1%,
RIZ genotypes 2,4,6 T, genotypeb 1% 1% K729 T9,

Genotype 1 & 3 1TJelEE | HEEEZITHHVET N, 4 & 5 1T# ZENEHITT,
AAIL 1b>2a>2b THLILLETRATIHEELLY,

Global distribution and prevalence of hepatitis C virus genotypes
Messina JP et al, Hepatology 2015, Jan;61(1)77-87

HCV genotype2 ORFEEIEFE RAZLD HCV 538 03 ATREIZ /20 HCOV BN SR IZHEA T
DIZFHTT, FLTH—4E H0H7 T NS3 protease, NS5B polymerase 235 7.4
Hr7-72 DAAs (direct acting antiviral agents) 3B ILEL T,
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T BOEIZ HCV IR ER LU= D1 HCV B2 03 Sk A XA T/ o= e Dnd
CROGOLUFELT,

JeH Y, BT SHPEO APUEE S A (FHE 155) THTLVL VoS ER 20 ELT,
HTLV1 (3 REFL, M, i TR L E7,

HTLVI i3h &b MR N IZH o Te B UL, IRMERHMEA D KEENGIE S TE TS

EIN O SCRFARTALE R~ B WS BN E LT, B s T2 5 HTLVL (2L D #fiAl|
Fp b KRR A L B AR B FT,

HTLV1 @ LTR fEIAZ T~ ZOREIROE LB A 1.54/1000,000 24 8 /M H/F- L4 T0D
DT, ZNNHEETHE, 14,000 4ERTHE HTLV1 KEREERT MRS U 7 % & Fe e MER 3
HARICEEUZC O ELT ST .

Z D% 3200 FD 4200 4ERT, BEOSFAREE S0 D, AARMEREZ S5 2 OMST AL
BALELT-,

ZD% VR L% HTLVL Z2FF727220 88 3 OFRE NE BT IR A LT=&
EZEZHNTWET,

ZD7=8 HTLVL AN CTIEiisTL CR ST B AHE AR S AN P8 FE 3 i, PaIE) 12,

K ERR T MR A3 AL s SRR 2 DTS T,

CRT 2723175 HTLV-1 OfIREE(LOMER (N358) | A B, IR P IFSET
FYRTCATARDBASNET)

T 06 HTLVL S RO DDIET A X, FAH RS BRIk, Zil, <. phiflsEsE L C
FEEPFEFEEEVIDITTT,
YBECIE HTLVL X 2 B H T3, FEICHMB SRR A DR BN =D T,

3. 1A

C BIFRIGHRITHEARD RV TETETHFH A2 DA FRITTIEE TEA LoD Tl
RN EBWELTZ, 2015 420 Harrison TXZ BEIC2LBHELL TWHNAD T,
HALEF P E IR VT ALY EHE A,

W2 1990 44D C BRFRIGHIE Interferon @« T SVR (sustained virological response:
15H1% 24 T HCV RNA VH2) 1% 7-10%CL 7=,

A B —T = AT EAET AN AL D0 TR I R 28 E LT A /L Ak
TOMREFH LT AV AR E 3 5B A& EL TR SO AN AEEET 2
HDTT, LU interferon o 72 &1 3 IO R FIEDSMET, ETHERRWTEES AN
BIRESZITHDOIZINEET L,

728 TREC HCV RNA 28 4 I T4 52 4% RVR (rapid virological response)& S\ i 1 [A],
1B 1% 12 T RNA 1§93 5ZL% EVR (early virological response)& S VN & 7% .
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T ITIBE% 24 EHSEL T RNA {37 5& SVR (sustained virological response )& S0
Tk =B EET,
RVR(1 #H), EVR(3#H), SVR(6 AN IZHFRIGFE CIKHTRETOT
A TBEELL),

1998 4EIZ Interferon « (T ribavirin (BZEEFRZA T RNA A EFHE ., L _Xbh—/L 2T ) D
OFFDMEED SVR I 25% (720 E L=,

H|Z 2001 4F, Ao Z—7 =112 PEG (polyethylene glycol)Z<>21F THJE % 7 i1

L7z Peg-IFN 3B SAUIA 1 BIOVES TH T LOIZ7220 SVRIE 40-50%& 720 £ L7,

RN T HCV E52 8 W REL 72 D L TURITHFZEI THEAR L 2011 4,

DAAs (Direct Acting Antiviral agents)& S 1315 [EHEY A /L A% 328133
HELELZ,

BB E 1 14X serine protease inhibitor (PI) @ telaprevir & boceprevir T3,

—previr 2V )M serine protease inhibitor Z 4§ 3 H2FE & (suffix) T,

T TVENIRRRTI2DI 2 T2 DT RISV ERATL,
D Peg-1FN & ribavirin (2112 T Pl (protease inhibitor) 23 JN>AZ L TEL
TEHEEE (SVR60-70%) 23 I HEEL 720 E L7225 ¢) ] PI (telaprevir, boceprevir) 1%
BIER D2 >T-DTT,

2014 A2 —7 k=D DAAs (Direct Acting Antiviral agents) D D
HBIRIMAEED DU NS SVRIOULA BN EERR S ELTZ,

DAAs EZD &AM IR AR L | ERART— LSS TEEI T,
DAAs &l HCV ED 3 DD X —7%4" bk, NS3/4A protease, NS5B polymerase,
NS5A replication complex (2%} 3 AHEE I T,

DAAs 1 2011 2D 1 4% NS3/4A protease inhibitor @ telaprevir, boceprevir O HEIZHEx
2013 £ sofosbuvir, 2014 41Z simeprevir. daclatasvir, 2015 #2213 ledipasvir,
paritaprevir, ombitasvir. dasabuvir, asunaprevir, beclabuvir 72 & EIVER D720

DAAs 23t & LHEAL TWET, 2095 asunaprevir 1XES H ARENTHEDODILTWOALD T,

EZATHIED vir | > T IRMTEAD LTI L Z AT AN AIED Z L% [ - vir
EWVIDIZEHTY, #5225 (suffix) TI,

B |Z boceprevir <° telaprevir ®™— previr 1% NS3/4A serine protease inhibitor D= & T,
72% - mab |X monoclonal antibodies, — ximab |Z— 2L EDOFUFITS T HF ATHUAR,
- zumab [ZEMbE TR (humanized antibody). — tinib I& tyrosine kinase inhibitors (Zf#5
BHREZLDZETY, 2 ~—] Tl

AR (DAAs) HELIZIY Interferon <2 ribavirin 72 L@ regimen ($¢FK &) 73
2015 FEENHHBIL TEE L2, D FVEFIARE THARKR ST THE TV
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g (XU UF e vayy e A towv:goodnews) Td,
LA H—T xa BESHIT > TUIFESIZBORGE (TR T A RO K EFA)
TLXI,

ZOHETIX 2015 42T interferon—sparing regimens (IFN Z&i#) 9" 58 3K) 1%
Interferon—free regimens (IFN 72 L DO FHK) (AR AHTEAIEE > TWVET,
DFEVARENS [FN (ZHEVEDNRLIRDD T,

KIETIE 2014 4F 10 A 10 H, DV MZ sofosbuvirtledipasvir DA FI 3 &GRSV ELT,
ZOEAN 1 EETE T B NIRRT IUXEIVO T, [Up to Date] Tl genotype 1 T
JFREZE H372<, 73D treetment naive G & —EHIERLIZZEDRNEWVI BB D5
HELE S L =T AN ZOEHITT,

2015 121 paritaprevirtombitasvir+dasabuvir @ 3 A5 (3D combination) 23 A8
SNHEHITT

H ARE N TlE. genotype 1 IZ%F9 5 DAAs DA DIEEEEL Tl daclatasvir+asunaprevir
Lo TNET (2015 4F 8 A D C BUFRIBIEFARTAL),

W# &t DUVWWEFD 2014 4F 9 B IR DO TTRZOENTN R, DRV RITE-NS
HOHERIBIRITI2 > TVDD T,

DAAs (direct antiviral agents) #3383 5& et DY T,

[DAAs D57%E]

*NS3/4A protease inhibitors (£H} - previr LV EITYT )
[R5417= genotype ([ZH RN, FEEE DR T #KH T (resistance) 53\,
% 1 4K telaprevir, boceprevir,

% 2 4K simeprevir (V7 7—}"), asunaprevir (H A, Av~'7°7)

vaniprevir(’\' =~y 7°), sovaprevir, faldaprevir

*NSHA direct inhibitors:
fh, % 7R FEFED genotype (1-4) (2 2N CTHa 172 DM HIHEAR MO T IFN <0 ribavirin EFH,
Daclatasvir (4 7V %) | ledipasvir, samatasvir,

*NS5B polymerase inhibitors:
Nis (nucleoside polymerase inhibitors)
8 % 73 genotype (A XN, FEEERN ) #REUME(resistance) iRV,
deleobuvir
NNIs (nonnucleoside polymerase inhibitors)
BROVZ genotype (A RN, AN /), HREUHESTV Y,

sofosbuvir
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*7- HCV KB X — /7 7325 NS3/4A protease, NS5B polymerase.
NS5A replication complex T A3, £5T AKB48, SKE48, HKT48 DFFijv M\ I A7z
TT N AR DZETEAIETIRTHELT,

HCV B —/L A% 9600 DT I /FEBRVET A, 2 A #EiE & H (structural proteins)
LIERE S H (non—structural proteins)& 243 T £,

SR AT, B VAR T HE AT, FOHHSOEM 7202 O T,

JEHEE R 1 L3 — L A EAERE AL T Db DO TIEHD FR AN FEEDIINEL 2 m— D
JH7Y T DT, B NERNFE R TR, KA — a2z,

ZIUTED THEIE TANAET —LmRBR L, FiINH T 7 /3—MIL TWELTZ,

HCV (B 151 Tl I F 73 NS1-NS2-NS3-NS4A-NS4B-NS5A-NS5B &ilff A THAHD T,
NS &1 nonstructural (FER&E) DZETT,

ZDWN ., NS3 & NS4A 723 serine protease D<K ABEIF THY ZNZPHETHDOMN

faEhs - previr T3, NSHA | interferon resisting protein, NS5B |Z RNA polymerase %
TELBULF T, TNOZHETDORMILD - vir T,

1) genotype 1 IZx] 9 AIHE

A ARE N T B A FSHDWER 2015 4 8 HIZ CRUFRIBFET AR T A (5 3.5 i)
DHEL (R TRLNET, ZRLHVET),

KIEE HARTIL genotype RV ET DT, HARDHTARTANZIRIRETLL),

BRI T BB DT AR T A AT FIN,
FERFITEMEO L AICBEETHETT,

www.jsh.or.jp/medical/guidelines

(A AR 2 TTAR T A7)

EN TIXIRIEE RIS L 72501 GPT(ALT)30 LA E| /MR <15 J5/ ul ORFC,
EHIHT AN AL DOIR R BRI/ ET,
ENDOTARTA L Tlmnd ., FEm b S bR - BT TR L E T,
BITE (2015 4F 8 A) AN TR TV D DAAs (T TFRE 6 FE T,
723 telaprevir (355 1 #EAX PL CRIEH B Z WO TREIZME 2R ELT,
*NS3/4A PI BHZEHK : telaprevir, simeprevir, asunaprevir, vaniprevir,
- NSHA U A ARFH. 2 3K : daclatasvir,
*NS5B BH.E 3K : sofosbuvir

[EIN T genotype 1 BUZKE3 2% H ANl 7S HELEOIRIFRITIRD 2 5T,
(Dinterferon—sparing (&i#J) regimen

simeprevir(Y7 V7 —F)+Peg—IFEN (NH Y A A7 (/b)) +ribavirin (U M=)V a7 2)
WIERERFIEL SVR12 3 89%
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@interferon—free (f#i I L72\ VYregimen (DAAs D&MD regimen &V MHZE)
daclatasvir (# 7VA%") +asunaprevir (A/~'7°7)  #EVEEH]IE SVR12 1 89.1%

ZHUCL THREE A DR ANKWE DS TEARTE X b EBVWEL T,

AT TS THTEINT AT (T VO FREFR) o

3k genotype 1 1Z%FL Tl Peg-IFN+ribavirin TIEEIIVTCUWELTZA 2011 &

\Z Pls (protease inhibitors : telaprevir 7> boceprevir) 1BIIT SVR N 2 FEINELT-,
Pl % 5-7C 50-60% % RVR (rapid virological response: 4 T RNA < 151U/ml) %
TEXETLEBEIL 6 4 HIZESNEL,

UL PLZEITER DS Z<BIEITHTT-72 DAAs 25BIISND L1272, LT 2015 M DI
A B =T 2 Z 0720 DAAs DH DI ARG DT ERDTEAIENDIDIT T,

EZAHT RNA OHNLTEA, ERPETIT L B 10 O 12 BHDOE KRR AN AN ELESNET,
RNA 23 151U/ml EWNHDIET AL ADY 15 5l /ml TZALAY RNA R A FER T,

10 DAFRE LD E 0 DA HHEVLT VWO T, log [U/ml V) B A9 1O o7
DIEZEH>TT, log DJEIFX 10 TT,

TIH5 2 log 1% 10 D 2 Fd 100, 3 log 1& 10 @ 3 Fd 1,000, 4 log 1% 4 FD 10,000 T3,

LUV T RNA O HBES T IED 15 1TU/ml 1Z 1.2 log/ml, -2 FY 10 ® 1.2 T,
—J7 . RNA # HTEA FRRIZ 6,300 5 {#/ml T 7.2 log/ml, DEN 10 D 7.2 T,
72% log/ml & log IU/ml [ X[FC T,

AARTIIIILO I E A 5E B SR T2 HERHD £ A3 —ay STl
7otz RLBEIX TECHHNTENE TR ANEL ENTHED EENTLOTT,
K LT BN R LRI D0 5T,

MARNE 20> T ZARTBNTE DI TREED UL (1 TEHLDOFAE
ROTINEED)) BEIS>TWELTE,

LRSI ECIAKEZONZEAIZA THEST-LHTT,

[T —=RIEOH (ZWEBETASKDD) JI1F 1 % 2 TEIDE 5 BILDEVIERT
RKIEIZZDH D EEE2EH > ThHEEZTZTHIETT,

=== EAWNBEIALYIDNG) 11T 1% 3 THDE 3 NVEST 1 RD,
TOBAUTIHLWILIIL 6 % 7T THIDE 8 NS T 4 RDHDESHEMTT,
ZOEMEIILO\E) 2o TLEST-DIEIITE LW E BV ET,

FAEOKE, KEORESDO T EHOFREEIZIAESTO T M, EDHBZEAITAIT
OE<ERA R B IE BICEAITA > THBWELE,
FENETHEGEHE LN TERNE ST TTNERRDL TELDICREE N TOELT,
T EEF IS TOLARY I > TR Wb LV ET,
MR L BT & B TR T DD U /e L, MBERFRTZ Tl H4E722 A&y
FDY)->TEELT,
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2011 B0 1 AR Pls (protease inhibitors) JEEIXE RKZEWER RSV EL-,
Telaprevir ORIWERIZA ML, FEA, M5, FHFL BB (Anorectal discomfort).,
F- AT OE WV ER AR U AL ET, BRI Z | Stevens—Johnson b
WERHYET, Boceprevir OEIWEAITXE ML, BRF B (dysgeusia) 23HVET,

%5 1 AR PIs (ZZD X722 L RRBIER 3 &Y Hri=72 DAAs DBAFESNELT,
T 2B 2014 FEEEANS simeprevir, daclatasvir (NSHA inhibitor).,

sofosbuvir (a uridine nucleotide prodrug NS5B polymerase inhibitor)72 & 23851 .
Z#BH% Peg-IFN & ribavirin, -2 FV 3 FfHA 12-24 WHFH T 20 TT,

Z % interferon—sparing (HifJ)regimens L EWV\VFET,

FIGHED HCV genotypel @ 80-90% N DIRFIZSUGLE T,

LIALZOREIZ D EZD interferon—sparing (HifJ) regimens 1% 2015 FEEEDD
Interferon—free regimens, D ENA L H—7 x L a2 TIEICDATEAH L
VWHDTT,

ZFL T 2015 LI T i L7205 TH A interferon— free regimens &, ZDOFRFIZLHE
TREDEH T,

LITINOAEVT DAL, Ex I AEDOEDRHYET A, 26 DAAs (28D

SVR X 90%Z B2 5 &0 72 272D T,

[genotype 1 (259 % interferon—free regimen] Z DGR TIXLL F D@D T,
- sofosbuvirt+daclatasvir £7213
«sofosbuvirt+ledipasvir
I ZATEIE genotypel,IFN non-responder THRD TH H.
« RIBHERE T sofosbuvirtledipasvir 12 # T SVR97% (ION-1),
 BEVERERE T sofosbuvirtledipasvir 12 # T SVR93% (ION-2) .
s LSAME ST ZE C sofosbuvirtledipasvir+ribavirin 12 # T SVR96%
« LMUBE ST AFAEZE T sofosbuvirtledipasvir 24 # T SVRI7%.

17) genotype 2-6 DIHIE
Genotype 2 75 6 1Z5F L TIIPESED Peg-IEN & ribavirin ThH AR T4 28,
DAAs DI DI E 3 T SVR 1Z 90% &z T DT> T TL LY,

H AR S HEAE L T RO A G e T,
-sofosbuvirtribavirin: & 1 4R, FIHIERE THIZ SVRI8Y% ., FHAE T 95%
EYl
B A L AT Peg-IFN+ribavirin
A& A /L AT Peg-IFN Hijl
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The Lancet f2#lZJ25E genotype 2-6 DIBEIL F D@D T,

1) Peg-IFN+ribavirin

genotype 2 T SVR85-90%, genotype 4 T 43-70%, genotype 6 T 60-85%T9,
genotype 3 I% SVRAKSIFEZE A DF CHIEFEEWNEITT,

2) Genotype2—6 (2% 95 interferon—sparing (HifJ) regimens &L TiL

- genotypes 2 7> 3 IZ%}L daclatasvir+Peg—IFN+ribavirin 12 7>5 16 T
genotype 2 I SVR83%. genotype 3 I& SVR 70%

- sofosbuvir +Peg-IFN+ribavirin 12 3# & H 1342 genotypes (26 %0,
genotype 2 C SVR96%. genotype 3 T 83% (LONESTAR-2),

BEVRRE . FFEZE @ genotype 3 1% Peg—IFN+sofosbuvir+ribavirin 12 ¥

3) Interferon—free regimens for genotypes 2 and 3

- genotype 2 {Z sofosbuvir+ribavirin 12 #C SVR97%. genotype 3 (Z1% 24 ## /4 3E,
ZHUE A AR S HESRE R ERIC T,

BEIEE . FFEZ D35 genotype 3 Tl sofosbuvir+ribavirin 24 1 T 62%,

RIRIE S 2321 AU ERL T SVR94%,

-genotype 2 7> 3 C daclatasvirtsofosbubir T SVR94-100%,

EVIODIT T, R lINA L F—T xa Z D720 regimens DI NMENHLH T,

ZF LTl The Lancet, CHUFRARFREE AL 24 ORVEDNIETT

ERENET 0TSSR i ERIE

- Rl D HCV &L 3D TEA,

“HIV/HCV & 0HIIFEZE | &R~ O THIBRE D S H Y,

*HCV J&YY 2 1 £ T2 RNAG), £ H -6 8 FTIZHUARS M (seroconversion) &725,
-HCV HUEH) T RNAC)I T 2= D&Y,

-HCV HUEH) T RNAEIZEALE DY,

‘RNA6 77 A £f5e T2 L1844 C RIFF R L),

<AME HCV Tiehh, 3E, GPT _ERITIETLT 0,
<A HCV12 #1% RNAMIZIBE D4,

- HAREWNOY 7 X A7 1 1b>2a>2b,

"HCV B335 Al REL 72D IE N SR I HEAUTE,

*RVR(rapid virological response)lXif# % 1 &7 H T RNA 1H%,
-EVR(early virological response)l&i&# % 3 7 H T RNA JH%,
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*SVR(sustained virological response)lXia# % 6 &7 H T RNA 1H&,
VBRI 2010 4 F T Peg-IFN+ribabirin 7257~
<2011 95 DAAs(direct acting antiviral agents)fs# H BA4A,

*protease inhibitor @ telaprevir, boceprevir IXEIVEH 3% H>>7=,

<2011 LU Peg—IFN+ribavirintDAAs @ interferon—sparing regimen (278577,
+2015 FELLEEIT IFN 2 #0720y DAAs DA O interferon—free regimen (27259,
- [EINT HCV {BH x5 GPT30 LAk, 1fi/Mi 15 TEL T,

RNA FHR S FERO 1.2 log/ml 1% 10 @ 1.2 Fff (15 f#/ml) D&,

RNA #HFRF EFRO 7.2 log/ml 1% 10 @ 7.2 Fefi#l (6,300 J{[H/ml) D&,

« —previr IX protease inhibitor DZ &, —vir IZHLT ANV AFKDZ L,

«[EIIN T genotype 1 IZ daclatasvirtasunaprevir #E45% : #][E]75# SVR12 3 89.1%,
«[EIPN T genotype 2 IZ sofosbuvirtribavirin #E4E, FIEATERE SVRISY% . FH-1EHE 95%.,
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