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Table 1 Baseline characteristics and responses during and after

Treatment
Characteristic Overall (N=153)
Age median (range), years 67 (23-90)

>75 years, n (%) 35 (22.9)
Male sex, n (%) 79 (51.6)
Body weight median (range), kg 61 (35-110)
HCV RNA, log IU/mL

Median (range), log ITU/mL 6.2 (3.7-7.4)

>800,000 IU/mL, n (%) 86 (56.2)
Hemoglobin median (range), g/dL 13.6 (9.4-17.0)
Platelets median (range), X 10* /uL 16 7 (4.0-35.9)
ALT median (range), U/L 3 (10-367)
eGFR median (range), mL/min/1.73 m? 721 (36.1-126.4)
FIB-4 median (range) 2. 35 (0.56-19.41)

>35,n (%) 49 (32.0)
Previous history of HCC, n (%) 6 (3.9)
Previous IFN-based treatment, n (%) 52 (34.0)
RBV adherence

Redaction in starting dose, n (%) 44 (28.8)

Redaction in dose during treatment, n (%) 12 (7.8)
Response

HCV RNA<LLOQ at week4, n/total (%) 123/142 (91.5)

SVRI12, n (%) 144 (94.1)

On-treatment failure, n (%) 0 (0.0)

969

Relapse, n (%)

ALT, alanine aminotransferase; eGFR, estimated glomerular filtration rate;
HCC, hepatocellular carcinoma; HCV, hepatitis C virus; IFN, interferon;
LLOQ), lower limit of quantitation; RBV, ribavirin; SVR12, sustained viro-
logical response at 12 weeks after treatment.
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Table 2 Characteristics of the treatment-failure patients

HCV HCV RNA Age Sex IL28BSNP  TRVIOUS  Plagelets  FIB4  RBV dose

genotype (Log TU/mL) (years) (rs8099917) treatment (x10%/uL) index reduction
2a 6.9 68 Male TT Yes 12.8 2.66 Yes
2a 6.3 61 Male TT No 45 11.57 Yes
2a 59 64 Male TT Yes 17.6 292 No
2a 6.8 58 Male TG Yes 9.3 4.34 No
2a 6.1 52 Male TG Yes 20.2 1.68 No
2b 7.1 60 Male TT Yes 179 1.40 No
2b 6.5 75 Female TG No 9.0 473 No
2b 6.2 44 Male TG No 137 840 No
2b 6.0 72 Male GG Yes 79 7.02 No

HCV, hepatitis C virus; IFN, interferon; RBV, ribavirin; SNP, single nucleotide polymorphism.

KD RBV ISRKT 5 Z 235N T W5, ERKIC
BOWTIEANES B E MEOMRGIES R R E, Bk
DT L2miaE 2% <, Lzds> TR CLE B
Be2r & RBV 55 2 jdiw L7IER 2 % { o7 L % 2
5. FEHIC grade 3 VL EOAEFGUI R  EFIHTHE
SEEE Y, EHICRBV WIS & 2 IR O
FRBD Do 72,

AR TIRBERALIIB Z 9 Bl 7278, &FIDsE
BT HROBFRBITHY, BETOT LA 7 ANV —I
1 61 728D 7% A2 - 72. SOF DA% & LT NS5B
S282T ZEHAHI SN 575, TN F TIZ genotype 2 DA
WA A & S282T 2R & M7z ki 1d SOF
M50 1 BlOARTH Y, S OBEFIZB VT
AT & 72 > 72 9 3R TIC NS5B S282T ZE 514k
Dotz RIBOBBHERICB VT, AL
R L LD BT 2 ERIIH SN %o T
W\ E 72 TRERTIZIEHEAY) 5 Bl 4 B HCV
genotype 2a T&H - 7278, AWat O HBEARIIFITlE—
EDBINIFRD o7z, —F, FETld SOF - RBV
DEIBEE DOWERN R A b A 4 v R EIE R EROM
52 RE T B MG DH 50, AR TIRIBRARIFIC
AT OBEA: % A3 25003 1 Bl o3, Bk
MRS D FER & L THH - 72, B,
BB BN 1L IL28B TG/GG #l, IFN BLiG#EFI %
CEENTBY, BHFEARYDOERICEL TE45HD
WD BETH 5.

#&&® © Genotype 2 @ C RUSVEFHEIZH 5 SOF -
RBV fEH#EL, EilE %2 A TEBIRICBVWTY
VBRI AL D EETH B.

F5|AHEE : HCV, YK AT Y, Genotype 2

@k 0 1) Asahina Y, IzumiN, Kumada I, et al. He-
patol Res 2016; 46: 129—165 2) Omata M,
Nishiguchi S, Ueno Y, et al. ] Viral Hepat 2014; 21:
762—768 3) Vallet-Pichard A, Mallet V, Nalpas
B, et al. Hepatology 2007; 46: 32—36 4) Lawitz
E, Mangia A, Wyles D, et al. N Engl ] Med 2013; 368:
1878—1887 5) Gane EJ, Stedman CA, Hyland
RH, etal. N Engl ] Med 2013; 368: 34—44
6) Carlin AF, Aristizabal P, Song Q, et al. Hepatol-
ogy 2015; 62: 1047—1058

ARSI T 2 FHE ORI © 2 L



54 : 564 B B 57%10% (2016)

®BYEE
Real-world effectiveness of sofosbuvir plus ribavirin
in Japanese patients with genotype 2 HCV infection:
a Kanagawa prospective, multicenter study
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The aim of this study was to reveal the real-life effec-
tiveness of sofosbuvir (SOF) with ribavirin (RBV) in
Japanese patients with genotype 2 hepatitis C virus in-
fection. A total of 153 patients were enrolled. The rates
of SVR at 12 weeks after end of treatment were 94.1%.
Of all 9 patients with treatment-failure were relapsers,
and no breakthrough cases were observed. The start-
ing RBV doses were reduced in 44 patients. However,
RBYV dose reduction has no impact on treatment out-
come. Male and low-platelet counts were significantly
higher in relapsed group than SVR12 group. Factors,
which affect the outcome should be farther investi-
gated. SOF plus RBV was found to be well-tolerated
with high SVR rate in Japanese “real-life” cohort.
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