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Table 1 MM&HRE (DCV+ASV J&ERAARAD)
15 AL
WBC 4200 /ul TP 7 g/dl Na 138 mEq/1
RBC 323x10"' /ul Alb 3 g/dl K 3.9 mEq/1
Hb 114 g/dl  BUN 21 mg/dl (I 109 mEq/1
Plt 13.2x10" /ul Cr 0.76 mg /dl  BS 100 mg /dl
T-Bil 1.08 mg /dl  T-CHO 128 mg /dl
e[ D-Bil 0.18 mg/dl TG 43 mg /dl
PT% 64.5 % AST 66 IU/1
ALT 55 TU/1 AFP 6 ng/ml
ALP 367 1U/1 PIVKA- I 20 mAU/ml
y -GTP 24 10/1 HCV genotype 1b
AMY 80 1U/1 HCV-RNA 5.1 LogIU/ml
FiB4-index 4.11
] I .
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Chronic Hepatitis C viral infection in a kidney-transplant recipient
treated for 12 days with daclatasvir combined with asunaprevir
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Abstract

Direct-acting antivirals (DAAs) have changed the treatment for hepatitis C virus (HCV). The sustained virologic response
(SVR) was high in patients infected with genotype 1 HCV and treated with daclatasvir and asunaprevir therapy for 24

weeks. However, few reports have described achieving SVR within 24 weeks of therapy or how to manage patients who are

administered DAA after receiving a kidney transplant.

We describe a 61-year-old man infected with genotype 1 HCV who received a kidney transplant. He was treated with

daclatasvir combined with asunaprevir. Although the treatment was stopped after 13 days due to cellulitis, SVR was achieved.
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Correspondence to : Yoshinari Takaoka, Division of Gastroenterology and Hepatology, Department of Internal Medicine, Jichi Medical
University E-mail : r0830yt@jichi.ac.jp
Received : 22 September 2016, Accepted : 9 December 2016

32



