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Ultradeep sequencing study of chronic hepatitis C virus
genotype 1 infection in patients treated with daclatasvir,
peginterferon, and ribavirin.
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[FERBIOCER] CRFLA Y A VA (Hepatitis Cvirus; HCV) IX., EFOFEEDS 6 DD genotype
IS, ARHEO HOV FReiiiess DK 70%13 genotype 1b Y TH D, ZivE T, HCV RREEGLE%F
LT, A HF—T 20 RXR=Z2ADJRENMTHILTWAH D, HCV genotype 1b, & VA IV ABIEFIIKT 5
7 AV APERRER (Sustained virological response; SVR ) %, /A X —T =z « UARED P
FARYE (PEG-IFN « RBV) #4778 THH 40% CTh o7, ITHE, ZDHCV genotype 1b, @&V A VA&
FEBNZ T D H BRI L LT, UA LV ADIMEEHE N (NS3, NSBA, NSBB) &4 —7 v b & LU AL
A EHAPBLZEA] Direct acting antivirals (DAAs) 23BEFE &4u. SVR b E2XHIFFI N TWA, LN
5. DAAs I, AR U A NVAGRO—T7 T, 1ERPITEAMME T A VL ZABHBL L, T A L 2D FHEGE
(viral breakthrough) 734U 2REBIOAFAENREE 72> TWd, ABFSETIL, DAAs O—D>TdH 5 NS5A
B 7 5 % 2 (DCV) % M= DOV« PEG-IFN « RBV3 A0 FRIE D IRIRE 2 DN ER 7 n—
DI DU THENT L 7=,

[t 5eds LOUTE] ebSi%, SBti@Pid o HOV genotype 1b &Ys@E v A /L A BRER 8 5] (FHE 2 B, ik
6 i) T, WIENEHEFIN 4 5], AiiEHE (PEG-IFN « RBV fFRIFRE) MEBIN 4 B ~7-, 26 8 il
xf L. 24 #[# D DCV « PEG-IFN - RBV3 IO AL (DCV 10 or 60mg/ H #& M85, PEG-IFN a2b 1.5 u g/kg/
W B2 FUES, RBV 200~800mg/ H #%F1#¢5) A4T\, JEFEAE T 24 J £ T HCV RNA Okt b3 5 5
T-JEBI A& SVR ¥ Lz, F7=. DOV ik 7 A LV ADHFELEZ SN T D720, IRIFERT X OVEHEH O
17135 % AV T, HCV NS5A fEisk D 7 2/ BRECS (31 %, 93 %) AWM — 7 TN LT, .
WA — 5 o AEHTIT T, 0. 1%L EOFIE TROTZES 2 ERH D LHE LTz,

[R5 R] xb42 8 SERIE, DCV « PEG-IFN » RBV3 AIOFHIEEEEIZ T, 8 9 6 5] (75%) T SVR 233 Hh7zns, 2
B (DT HEHREEZE]) T viral breakthrough #8872, 1RERTD B MIF %2 HW T, Wikt —
I RN EAT o728 2 A, DOV PRI RIS % & XD NSBA fEI D 31 HFHD T X JERICIX, AR/ n
— U ERBORMNSTZN, B FEHOT I JEBEIZBWTL 4 B2, 0. 1~0.5%DEHR I n— 2 2B T-, &2
T, RFEATOER O A L IRFNR 2 et L7y, 1B B ER Y o — U MEE LTz 4 Bl Th
t SVR 2Rk L7z, —J7. JRIETIC viral breakthrough 238672 2 5] GEG 7. 8) DfEMT TiL. 1RIERT
WITER 7 v — IR SR Do 7o)y JRRERETIZAR 7 o — 0 OBl ZE 0T, £Z2 T, 2 flick
W, RIERGEF OER 7 b0 — 2 OFEIE O OWNTRETEIT - 72, FERI 7 T, 16 2 H XV viral
breakthrough #3#8® ., JBEANIRD LR -72 31 &, 93 FDOT IV ERER L 15¥ 10 @B IZIZZEN
2 98%, 32%DENIE TRDIZ, EHIT, ZTNOLOERY o — U TIREK T 16 HEZ b RFFINTE Y,
31 HOER 7 m— 2% 99. 8%, 93 FDLEE Y v— % 32. 5%DES TRO -, JEFI 8 T, 1AW 4 A X
Y viral breakthrough Z 38, 12 # B IZIHFITFIE ST, BRI o — T OREE, {5 1B LD,
31 ‘EDOER I v — 2% 99.6%, 93 FOER 7 o — % 3. 308D, HEPIER S, 31 FOELER I/ a—
2N 53.2~T7. 1%, 93 JZBDLER 7 v — W 15, T~87. 6%DE S TIREF S LTV,

Ufsaa ] AR — 7 AT, 1RIRAT L O F(ET 2D BDER Y v — ORI ATEETH 2 A3, DOV -
PEG-TFN+RBV3 I L CTIX IRIERNCAE R 7 0 — U WFET DIEFNZIB VT H SVR AR S U TV,
—J5. DCV « PEG-IFN - RBV3 #I{J}f F#EH11Z viral breakthrough % 4E U7-SEMITld, 15 R L &H 7
2R ST Y, W — 7 o AT AR R R OE R 7 v — U HICEHTH D Z &N
RS IT, DAAS TRFRHICHEGE L 72 AR 7 o — X IR TR b RINC O 0 53 5 ATRetER B 2 b,
CDXROIBERI 0= ~DOXREMEES D ENSHROMELEZ b,



