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Introduction

Acute HCV infection is rarely recognized in children
outside of special circumstances such as a known exposure
from an HCV-infected mother or after blood transfusion
(Maureen, 2002). The risk of acquiring HCV infection as a
result of transfusion was about 10% (Minola et al., 2002).

Repeated blood transfusion in thalassemia patients is
necessary for their survival; however, such transfusions
increase their exposure not only to HCV but also to other
blood-borne viruses (Al-Sheyyab et al., 2001). HCV
infection 1s the leading cause of post-transfusion hepatitis
worldwide (Al Hawsawi, 2000). Pediatric cancer patients
frequently require blood and blood products during
therapy; thus, those who were treated before the current
HCYV blood donor screening methods were initiated in 1992
have an elevated risk of transfusion-acquired HCV. As in
the general population, chronic HCV infection in pediatric
cancer survivors is associated with liver fibrosis, cirrhosis,
hepatocellular carcinoma, extrahepatic manifestations, and
impaired quality of life (Davis et al., 2003).

There appears to be worldwide geographic variation
in the prevalence of HCV infection in children. Studies in
the early 1990s (which reflected populations of children
who could have been exposed to contaminated blood
products) reported prevalence rates ranging from 0 %in
Japan and Taiwan (Tanaka et al., 1992 and Lee et al.,
1991) 4%in Italy (Gessoni and Manoni, 1993). In the
United States, antibodies to HCV are present in
approximately 0.2 %of children aged 6 to 12 and in 0.4
%of those aged 12 to 19 (Alter et al., 1999; Jhaveri et al.,
2011 and Armstrong et al., 2006).

Prevalence rates in Egypt were low in the 1990s
among children without a history of exposure to blood
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products (Khalifa et al., 1993) but a more recent series
reported HCV rates of 2% (El_Raziky et al., 2007).

In an Egyptian study conducted among rural school
children reported an average prevalence of about 7% (Abd
El_wahab et al., 1994) while the average prevalence in
children attending outpatient clinics was found to be
approximately 4% (Khalifa et al., 1993).

High HCV prevalence rates were observed with
averages of about 42% among multi-transfused children
and about 58% among children with thalassemia (Mansour
et al, 2012). HCV prevalence among children with
leukemia was 19.0% (Maeri et al., 2001). HCV prevalence
among patients with pediatric malignancies who had just
ended chemotherapy was 39.6%(Mostafa et al., 2003).

It is well documented that HCV infection in children
is clinically asymptomatic (Milner et al., 2010).
Histological findings are usually mild and the risk of severe
complications is low. Nevertheless, despite the favorable
prognosis during the first and second decades of life,
approximately 4% to 6% of children have evidence of
advanced liver fibrosis or cirrhosis (Guido et al., 2003;
Goodman et al., 2008).

Since the identification of hepatitis C virus (HCV) in
the late 1980s, chronic HCV infection has emerged as a
complex multifaceted disease with manifestations
extending beyond the liver. As such, hepatic steatosis,
insulin resistance (IR), and type Il diabetes have been
observed to occur more frequently in association with HCV
infection than other chronic inflammatory liver disease
(Goodman et al., 2008). Several studies evaluating IR in
patients with chronic HCV infection have found that the
development of IR can occur early in the course of the
disease (Fartoux et al., 2005).
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This effect appears to be independent of body
weight, stage of liver disease, and presence or absence of
overt diabetes (Shintani et al., 2004; Petit et al., 2001).
Hepatitis C makes people three to four times more likely to
develop type 2 diabetes and insulin resistance (Milner et
al., 2010).

This study will assess the association between insulin
resistance and hepatitis C in children with thalassemia and
the survivors of childhood malignancy.




