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hstract

Background and Study Aims: Effect of peginterferon and ribavirin
treatment on chronic hepatitis C virus infection has early been established.
However, predictors of treatment success need more elucidation. The present
study is directed to estimate the importance of rapid virological response,
and other host and viral factors as predictors of sustained virological
response in genotype 4 hepatitis C virus naive Egyptian patients treated with

48 weeks of pegylated interferon and ribavirin.

Patients and Methods: A total of 111 naive patients with chronic hepatitis C
genotype 4 were randomly assigned to 48 weeks of either peginterferon-
alpha-2a (180 pg/week) or peginterferon-alpha-2b (1.5 pg/Kg/week) plus
weight based oral ribavirin with a 24-week follow-up. The endpoint was the

sustained virological response.

Results: Overall, sustained virological response was achieved by 85 patients
(70.2%), while 26 patients relapsed (21.5%). Rapid virological response
occurred in 95 patients where 77 of them achieved SVR (84.6%) and 14 of
them relapsed (15.4%). According to Metavir score, F3 stage significantly
affects sustained virological response compared to stage F; with an OR 5.9

(95% CI: 1.1-31.0) and compared to F, with an OR 7.2 (95% CI: 1.3-40.9).

Conclusion: Rapid virological response is an independent factor affecting
sustained virological response. Also, low pretreatment fibrosis stage is a

predictor of sustained virological response.

Keywords: Rapid virological response; sustained virological response; peginterferon;

ribavirin
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|INTRODUCTION

Hepatitis C is an infectious disease caused by the hepatitis C virus
(HCV) and is a mgor problem throughout the world. Approximately 500
million persons are living with chronic hepatitis B virus (HBV) or hepatitis
C virus (HCV) infection, which contribute to nearly 1 million deaths
annually (CDC, 2012).

Egyptian Ministry of Health annual report (2007) and El Kady et al.
(2009) revealed that Egypt has the highest prevalence of HCV infection

worldwide (15%) and interestingly genotype 4 represents over 90% of cases.

Chronic hepatitis C infection may result in serious sequelae, such as end-
stage cirrhosis, hepatocellular carcinoma (HCC), need for liver

transplantation and premature death (Perz et al., 2006).

Both the National Institute of Health (NIH) and the American
Association for the Study of Liver Disease (AASLD) have reported that the
most efficacious treatment for this disease is the combination of weekly
subcutaneous injections of long-acting pegylated-interferon (PEG-I1FN) alfa
and oral daily ribavirin, as such, this regimen represents the current standard
of care (Fried et al., 2002).

The standard duration of therapy in patients with genotype 4 infection is
48 weeks. Thisresultsin an SVR of 40% to 79% (Diago et al., 2004; Kamal
et al., 2005).
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Early assessment of viral kinetics during treatment accurately predicts
response to therapy and provides additional information about how to
individualize treatment (Ferenci et al., 2005). Consequently, duration of
therapy may be shortened for patients who respond rapidly and extended for
those who respond slowly. Shortened courses of treatment may be useful if
adverse effects or costs are an issue and are particularly valuable in patients
who experience substantial adverse effects that may pose a health risk if
treatment is continued. Thus, Rapid virological response (RVR) provides
complementary information and represents a key opportunity to
individualize treatment and improve the benefit/risk ratio of therapy. RVR,
defined as an undetectable serum HCV RNA level at week 4 of treatment
(Poordad et al ., 2008).
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