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C TUISPEATEBISR LT, F234F11 A Direct Acting
Antivirals (DAA) 2585, TN T TOFHEGRETH -
724 % =7z (IFN) /U NE) » (RBV) #ikE
BEHT 5 2 &C, HEMESREGIZM L LY, FK
26459 A5 1%, IFN &BEH L %\ IFN free #iE d 7]
e 20, WHENEPKIRISILRS NP, 40, TFN
free L OBFEE IO WTHE L 72O THET 5,

MR EF A

SFR264E10 H LUV BB CEA L 72 IFN free # D
I b, EERTI2EG O M AF HCV RNA 5t k& (b
(sustained virological response : SVR) D&hHH] %] BE
72130812 55 & L7z IFN free {G#N% 1L, Daclatasvir
(DCV) /Asnaprevir (ASV) J##:66%I, Sofosbuvir
(SOF) /Ledipasvir (LDV) #£i%:69%1, Ombitasvir (OBV)/
Paritaprevir (PTV) /Ritnavir (r) #:14%1, Sofosbuvir
(SOF) /Ribavirin (RBV) 646172572 (£1). i,
DCV/ASV, OBV/PTV/r #iEIZB W T, FH]NX— 2
F A > T NSHA, NS3/4A MHHEZE D 2\ ER] 2 3E ] L
72 BEWE, YUY AV A%E, non-SVR IEF O 4
#, BXOFEHRIIOWTHE L7z,

«TAZEEBE  THALEN 2 > 7 —  HALERAERE

%1 IFN free regimen

regimen n
Daclatasvir/Asnaprevir (DCV/ASV) 66
Sofosbuvir/Ledipasvir (SOF/LDV) 69
Ombitasvir/Paritaprevir/Ritnavir (OBV/PTV/r) 14
Sofosbuvir/Ribavirin (SOF/RBV) 64
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BET R, TP (#pF) 5 69 (30~88) ik, M
Al (B3/7) 5 95/118%1, (GHIEE (FIAl /PG 5 133/80
B, FREE B/ ¢ 163/5000, 9 BEAE
(& 0/7% L) 22/19161, Serotype (1/2) ; 149/64%1,
HCV RNA H19:6.2 (2.6~7.5) loglU/ml, FIMERE
FRULiE4800 (1500~28900) /ul, MMt Frpyefii12.9 (7.5~
17.6) g/dl, Mi/IMRHSL(ELS.4 (2.8~44.8) x10*/ul,
ALT #9536 (9 ~379) 1U/1, eGFR H9E73.6 (5.5~
199.2) ml/min/1.73m* CENTEERIAHS 5 Bl & Tz
(#F2),

R M A HCV RNA BB L=1E, 24 CTIEEER
U6t 4 B H /T R/SVR T % 75/99/95%, 161
B TIE DCV/ASV #:C88/97/94%, SOF/LDV T
65/100/97%, OBV/PTV/r #i5:T86/100/100%, SOF/
RBV J#&:C70/100/94% &, WINOEFEDIEFICE
Pt A VAR RO T (K1), &5 6
WZxF L i3t d DCV/ASV DRI S T 7278,
EFFE A AR IS A U3, &8I SVR 2SER S
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Non-SVR JEGI 0 B & =1L, FEahdefl ; 785, M
A (B2 5 0/1061, GBEEE (WIEl/FHGH) © 6/ 4 6,
R (@90 FmZs) o 3/ 760, B (D
/7 1L): 3/74l, Serotype (1%l/2%); 6/4 %I, HCV
RNA HJef#6.3loglU/ml, FIILERFLH S #4300/ u 1, 1L
BFE P12, 0g/d], M/ MRHPYLELL.0x 10" /ul, ALT
FRJLE35IU/], eGFR AR U464 . 6ml/min/1.73m* T, A
HENZ X, DCV/ASV #9245, SOF/LDV # i 2 #l,
SOF/RBV & 4 G172 572 (R3)o MMHEZERICEHL T

%2 IFN free (OB A BB T &

n=213
FElE CF) 69 (30~88)
R (55/%) 95/118
HRE (kg) 58 (38~100)
HEER (O[] EE ) 133/80
CH/LC 163/50
HCC M (B /7% L) 22/191
HCV RNA (logIU/mL) 6.2 (2.6~7.5)
Serotype (1/2) 149/64

FImEk (/ul)
ANEZTVE Y (g/dl)
IR (x10%/ul)

ALT (1U/D)

AFP (ng/ml)

eGFR (ml/min/1.73m?)
IL28B (TT/TG/GG/AM5E)

4800 (1500~28900)
12.9 (7.5~17.6)
15.4 (2.8~44.8)
36 (9~379)
4.4 (2.0~250.8)
73.6 (5.5~199.2)
152/55/5/ 1
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DCV/ASV  SOF/LDV OBV/PTV/r SOF/RBV resimen
(66) (69) (14) (64) ()

1 IFN free {EOITY 1 )V A%HHE

%3 Non-SVR i 0%
SEB S COF) MR GERE CERIF SRS ST HEAR

1 73 Wi wE R i3 1 DCV/ASV
2 78 Wk FEH BEFE & 1 DCV/ASV
3 5wkt wE ENEEE S & 1 DCV/ASV
4 (TR S S 1 i H 1 DCV/ASV
5 81 it Wkl sk 1 SOF/LDV
6 B ki WA R i3 1 SOF/LDV
7 83 KM ERAK PRI H 2 SOF/RBV
8 79 i FHAR PR i3 2 SOF/RBV
9 85 KMt WAl R £ 2 SOF/RBV
10 66 KM FHAK L b3 2 SOF/RBV
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\Z, DCV/ASV L CiHERZOEE Lz 2 5,
YO3ZEFAL 1 FA 5 3B, LIIZEIZ 0B 5 161~
DI6SZEFIZ O BA 5 3 B~ &, it d 2R THn L
THBY, 3BITHANMMMEERRALBL Tz,

HEHRIZOWTIE, DCV/ASV i THIED 5
(FFH&RERE<E 1 51, MUF _E& 1%, viral breakthrough 1
B, BHETESE 2 B1) CTRONA, ZoMoib#Ecldh
IEBNEFED 5 N7 H o 720 SOF/RBV #EiE THIMAYE &
SNFAS, WEEE R B ARREACT 6T RBY Wik 5
FMET D% EHET L LT, BEMGHRO RBV O
WEIE 2B E - 72,
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FATE O C T 223 5 IFN IEHIE TR 4 412 4%
BB 2 7 o 720 4013 IFN R Tdh - 7295,
SVR IZ 41K T 3 2%, %2 Serotype 1 iEFI Tlx SVR
10% 7T EKETH > 720 T Dk, FH134EIC RBY,
SERC154E I 1E PEG-IFN # A 0 &Y C, Wwhbw % PEG/
RBV §f el 200 2., 48 AT SVRL0% |
BERTEDL L) IR o 72 FH234E DAA O—FETH
LH7ur 7 —EHEEN EHTREE 2 ) Y, PEG/RBV
& @ 3KIGERFE T, HHRMIM X248 & 58HE L, SVR
F80% HifRICE Tl E L7z LA L, IFN & Of:HE#E
Thb7D, EHiELEERELYHET HE~OMHIZR
ENTH o720 FR264E IFN = B L 22\ IFN free (G
BB Lz, 7u7r 7 —YHEELHONTT) —D
DAA #%|Td 5 NSHA [HESR L OFHEETH L,
BERTO SVR 2580% % it 72 % &\ ) 35 12 L) L5
T - 7275, WHRED Real-world T b HED 16 RD
RPFEFE SNz AEFRD IFN BEHEE L LFE L
CEER SN, INhF CTCHRIFRDOILY AV AERE T
% 2 ENTE Lo 72 IFN ASBAE 5 <2 A48 10 T 22 51
WZHIA S EA SRS 720 — T, FMBIZ B TR
P FDER M SIS A 2 AN L 22720, TS
0774 NVEERLIEIGERIROONDL L) 12k
720 ZDf%, DAARKIOL ) —D20h7I)—Thb
NS5B R * T —LHERAES LY, X )iEEeRIc
SRIEFEES BRI REE o TE T b,

A OGS T, IFN free B ABHE O E (LA HE
Thotzo BITLHETIRIO~TDRBETRSZ ER> TV 5
(X2). PEG/RBV B FI# %L TldE#a 0% D SVR 25K
WZEDPHILNTBY, HEHFHEL TW2Blb Sh o7
DO EHEMEND o BRI OV TIIAT N ORI
BULTHHB%HIED SVRAELNTEY, 4L T
ELMERTH o720 DCV/ASVIRE DM AERE2H
LIEBNIFERIEA L TEB ST, BT — ¥ L I_TRERf
ThHo7z0
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2 TFN free 3 AEH OVERIAE lnFE

Non-SVR JEGI OFERL, Ff, 2ok, AR Lk s
WL h otz MliRD S b RGP FH RSN, Witk
BROFIER IL28BIn T LB 7 EOR BT 2
HHH D5, Non-SVRIEFIEE A A%  —ED RLiF
WIEE S TWARVWODPEIRTH 5,

ENEE O HCV EGR1L3.9~7. 9% itk & BETH
5993, RBV 3250728, £ < IFN HMyE LR
TdH o720 DCV/ASV L, I JFRH2FET
B DHIOENEBEIZHHEHTRETH S LPETH 56l
WA L7228, 4 MR IRIEEITITRE T 426l SVR
MEWR SNz 7272 L, DCV/ASV 13 Serotype 1
DB TEH A 728, Serotype2 DEMT C R4 HEE 12
5 LIS BROFBEXPHRFEINL LA TH L,

AERRIZOVTIE, WITNOEFRE D L&A
HETdH o720 DCV/ASV FEEIZDOWTIL, FFRkgEREED
MBS EINTED Y, BETOMETTL18% TALT
O LADPFER Sz 28, ALT300IU/1 DL b & 72 o 72k
BEEE, 7V FFF 3 a— VR Asnaprevir D E
ETHRIBWEETH o720 1 BUIMED EFIZ X ) Kt
BICARLEENC 7 Dk, 3 B TR 720 Ak %
TL722%, BRAFMICEEE L7z SOF/LDV B Chia &
Nz EBEEEAERERY 3R I, OBV/PTV/r
TR SN ZIER EA EFHRY (X 1 B TR PEZE
BB %2 REBR L7288, FIRAIFS- %0 ERAFIICE0E L 72,
SOF/RBV #iECTIEAIMA B & SN 725, FHTHRK
L4g/dl OMEFEDWAITHT>THBY, Jur7—¥
FHE % /PEG/RBV 3 #Iff FI# % & 0 (38T, Al
L LHIEBNIREER S N2 h o720 80 LL LS &R D11%
HOTWZIZHEDL LT, PIRFIFEEICA RN L
5 b IFN-free (GBI R EEDOHWHETH L L V2 5
7259,

L OiETT, CRIFFHEEISH 3 % IFN-free G D
IROE S, ZEUDPHHER SN IBFEIRIDN2D
NS o 72DIFEKTELEZATH AN, IEAEL FF
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22451, Serotype 2 BTG, FIEPEZEG], DAA JHfBlIC
AR L, KA 2 ST 2 Eb LV, T/
XFRATC A RSB EREEE £ E0EMTH Y, SVR
WERSNIBOIEA 2 ) —= v 73 ok s b
ECThb, BRHLMEE LT, HBRIZSVRAESRS
HEETNHDHIZHHED LT, £ZBEDL VLV BUIR
WY, INFTULOBREEEHILELEZLND,

kS & 9]
eI BT 5 CEBVEFRAIIH$ % IFN-free #ik
DIEFALN DV TGS L 7o ERRICB W T b et
DEVIFEIZ BRI 2507 A )V AR S 7z,
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