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INTRODUCTION

HCV infection is a serious hedlth issue. Egypt has a very
high prevalence of HCV and a high morbidity and mortality from
chronic liver disease and cirrhosis. Approximately 20% of
Egyptian blood donors are anti-HCV positive. Egypt has higher
rates of HCV than neighboring countries as well as other countries
in the world with comparable socioeconomic conditions and
hygienic standards for invasive medical, dental, or paramedical
procedures (Lavanchy and McMahon, 2000). The strong
homogeneity of HCV subtypes found in Egypt (mostly 4a)
suggests an epidemic spread of HCV. Since a history of injection
treatment has been implicated as a risk factor for HCV, a prime
candidate to explain the high prevalence of HCV in Egypt is the
past practice of parenteral therapy for schistosomiasis (L avanchy
and M cM ahon, 2000).

Liver cirrhosisis defined as the histological development of
regenerative nodules surrounded by fibrous bands in response to
chronic liver injury, which leads to portal hypertension and end-
stage liver disease (Schuppan and Afhdal, 2008).

With great advancements in the therapeutic modalities used
for the treatment of chronic liver diseases, the accurate assessment
of liver fibrosis is a vital need for successful individualized
management of disease activity in patients. Transient ultrasound
Elastography (Fibroscan) is an ultrasound-based technology for
quantitatively assessing hepatic stiffness that has been introduced
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in the last several years (Ziol et al.,, 2005). Stiffness was
significantly correlated with fibrosis stage (Foucher et al., 2006).
Fibroscan is considered to be a reliable method for the diagnosis
of significant fibrosis, severe fibrosis and cirrhosis (Friedrich-
Rust et al., 2008).

Recent advances in the understanding of the natural history
and pathophysiology of cirrhosis, and in treatment of its
complications, have resulted in improved management, quality of
life, and life expectancy of patients (Schuppan and Afhdal,
2008). The standard care for patients with HCV infection
continues to include 24 to 48 weeks of treatment with
peginterferon-alfa 2a and ribavirin. Treatment with interferon is
associated with troublesome side effects, including influenza-like
symptoms, depression, fatigue and cytopenias. A substantial
proportion of patients with HCV infection are unable or unwilling
to receive interferon-based regimen (Gane et al., 2013).

The addition of the recently approved directly acting
antiviral agents telaprevir or boceprevir to pegylated interferon-
alfa and ribavirin has resulted in improved sustained virologic
response (SVR) rates;, however, adverse reactions, high pill
burdens, and drug interactions continue to make treatment
challenging (Bacon et al., 2011). Furthermore, certain host and
viral factors including black race, advanced liver fibrosis, 1L28B
CT or TT genotypes, high baseline HCV vira loads, and prior
treatment experience appear to remain associated with poorer
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treatment outcomes (Poordad et al., 2013; Jacobson et al.,
2011).

Recent studies show that interferon-free, directly acting
antiviral agent—only regimens can successfully achieve sustained
virological response “SVR” (Poordad et al., 2013).

Sofosbuvir is an oral nucleotide analogue inhibitor of the
HCV-specific NS5B polymerase with in vitro activity against all
HCV genotypes (Jacobson et al., 2013). The viral kinetics during
treatment were nearly identical in al treatment groups. Viral
suppression was rapid in all patients, regardless genotype, status
with respect of previous treatment, baseline vira load, race or
ethnic group, IL28B status and presence or absence of interferon
during the regimen (Gane et al., 2013).

The most common recorded adverse effects with Sofosbuvir
plus Ribavirin regimen were headache, fatigue, insomnia, nausea,
rash and anemia. Hematologic abnormalities were more common
among patients who received interferon than among those who did
not receive (Ganeet al., 2013).

The pangenotypic antiviral efficacy of sofosbuvir supports
the continued investigation of sofosbuvir with ribavirin in patients
with HCV infection (Ganeet al., 2013).




