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Abstract

We report a case of successful treatment of chronic
hepatitis C infection with telaprevir-based triple therapy
in a patient with hemophilia A complicated by factor Vil
inhibitor. A twenty-two years old male with hereditary
hemophilia A and high-titer factor VI inhibitor was tak-
ing maintenance doses of recombinant factor VIl. He
visited our clinic for treatment of his chronic hepatitis C
with the newly instituted protease inhibitor based ther-
apy. He was diagnosed with hepatitis C genotype 1a at
one year of age. He was initiated on telaprevir, ribavirin
and peg-interferon for treatment of hepatitis C and
qualified for response-guided therapy. He completed
treatment at 24 wk with minimal adverse effects. No-
tably, after 4 wk of hepatitis C treatment, his factor ViI
inhibitor screen was negative and the dose for recom-
binant factor VIl decreased by half of the initial dosing
before he was treated for hepatitis C. We suspect that
suppressing hepatitis C may help decrease factor VI in-
hibitor level and the need for recombinant factor VI.
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Core tip: This is a case of a patient who has Hemo-
philia A with factor VI inhibitor and chronic hepatitis C.
After successfully treating the patient’s hepatitis C with
protease-inhibitor based triple therapy and achieving
response-guided therapy with negative hepatitis C virus
RNA after week 4, the patient’s need for recombinant
factor VI decreased significantly.
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INTRODUCTION

Chronic hepatitis C virus (HCV) infection has been a
heavy burden to patients with hemophiliam. Patients with
hemophilia A frequently receive transfusion of factor VI
as part of their management which can lead to develop-
ment of antibodies that can neutralize factor VI¥, HCV
infection by itself and its treatment with interferon can
lead to the development of auto-antibodies including ac-
quired factor VI inhibitor™. Therefore, treating HCV in
hemophiliacs with factor VIl inhibitor remains challenging;

CASE REPORT

A 22-year-old male with a history significant for heredi-
tary hemophilia A complicated by refractory high-titer
factor VII inhibitors and hepatitis C genotype 1a infection
diagnosed at the age of 1 year was referred to our clinic
regarding hepatitis C treatment. The patient has been
treated with recombinant human factor VII 6000 TU Bid
to maintain his factor level at around 20%. He was also
receiving rituximab (to help decrease his factor VIl auto-
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Figure 1 A graph demonstrating factor VII levels and dosage while on telaprevir-based triple therapy.

antibodies) every 4-6 mo for 3 years. Liver biopsy was not
performed prior to starting HCV treatment due to con-
cerns about bleeding and the patient was HCV treatment
naive. Patient was started on hepatitis C telaprevir-based
triple therapy (telaprevir 750 mg #d, weight based ribavi-
rin, and peg-interferon alpha-2a) with good virologic re-
sponse (HCV RNA was undetectable at treatment weeks
4, 12 and 24). He qualified for response-guided therapy
and completed his treatment at 24 wk. He tolerated
therapy relatively well without the need to dose reduce
his ribavitin or peg-interferon alpha-2a. Interestingly,
within a few days after starting telaprevir therapy his fac-
tor VI level started to increase significantly and after four
wk of hepatitis C treatment, his factor VI inhibitor screen
was negative and his need for recombinant factor VI
decreased by 50% as shown in Figure 1. His HCV RNA
remained negative at 24 wk after he completed telaprevir-
based therapy and the patient achieved a sustained viro-
logic response.

DISCUSSION

To our knowledge, this is the first case report on using
telaprevir-based triple therapy in a hemophilia patient
with factor VI inhibitor. Acquiring factor VII inhibitor
after HCV infection has been described in previous
literature™. In our patient, we speculate that the HCV
infection itself was inducing production of a factor VII
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inhibitor. Consequently, the production of factor VI in-
hibitor was suppressed once the virus was cleared with
appropriate therapy. This case demonstrates that HCV
therapy was safe and that suppressing HCV may help
decrease factor VII inhibitor level and the need for recom-
binant factor VII. We hope that our report will encourage
other practicing clinicians to treat this challenging patient
population.
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