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CIntroduction &

CINTRODUCTION

(Hepatitis C virus (HCV) is the most common etiology of
chronic hepatitis, cirrhosis, and hepatocellular carcinoma
in the Egypt. Although the transmission of this disease has
declined since the development of blood donor screening tests
for the virus, there are many patients surviving with chronic
transfusion-acquired infection. The natural history of hepatitis
C infection in children. The tempo from childhood infection to
development of chronic hepatitis, cirrhosis, and hepatocellular
carcinoma has not been established. Young age at infection has
been proposed to be a determinant for the lack of progression of
HCV infection and hepatocellular damage (Vogt et al., 1999
and Minola et al., 2002).

Preliminary reports have suggested that survivors of
childhood cancer are a growing and vulnerable population.
Patients who were treated for childhood cancer before HCV
donor screening was implemented constitute a large population
at risk for transfusion-acquired HCV infection. This cohort is
unique in comparison with other groups with HCV infection in
that these patients acquired the infection when they were young
and were likely receiving immunosuppressive or hepatotoxic
therapy. Reports with relatively brief follow-up suggest that the
risk for progression to clinically significant liver disease i1s low
for survivors of childhood cancer (Arico et al., 1994 and
Locasciuli et al., 1997).
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Pediatric cancer patients frequently require blood and
blood products during therapy; thus, those who were treated
before the current HCV 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, extra-hepatic manifestations,
and impaired quality of life. In cancer survivors, these effects
may be compounded by exposure to immunosuppressive and

hepatotoxic chemotherapy (Castellino et al., 2004).

Progressive hepatic fibrosis with the development of
cirrhosis is a feature of almost all chronic liver diseases.
Approximately 10-20% of patients with chronic hepatitis C
virus infection have cirrhosis at first clinical presentation, and
as many as 20-30% of those who donot have cirrhosis will
eventually develop this condition and its complications within

one or more decades (Benvegnu et al., 2004).

Liver fibrosis assessment plays an important role in
hepatology. Besides its importance for prognosis, determining
the level of fibrosis reveals the natural history of the disease
and the risk factors associated with its progression (Abenavoli
et al., 2007).

Liver biopsy is the gold standard for the assessment of
fibrosis stage in chronic hepatitis. However, liver biopsy is an

invasive and expensive procedure (Bedossa et al., 2003). Non-




CIntroduction &

invasive assessment of liver fibrosis is a major objective that
has been encouraging many approaches, such as Transient
elastography (TE) with the use of a new apparatus, FibroScan
(EchoSens, Paris, France) for measurement of liver stiffness
and (the aminotransferase-to-platelet ratio index (APRI) (Wai
et al., 2003 and Ziol et al., 2005).

TE provides a quantitative operator-independent
measurement of liver stiffness. The best known contributor to
liver stiffness 1s the amount of fibrosis; however, recent
findings suggest that inflammation, interstitial fluid and even
vascular conditions can have an impact on the stiffness
measurement obtained by TE (Kazemi et al., 2006). Thus, TE
has the potential to provide much more information than just an
assessment of fibrosis, and specialists must put the
elastographic results in perspective with the rest of their clinical
findings (Foucher et al., 2006).
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AIM OF THE WORK

Assessment of liver disease progression among survivors of
childhood malignancy with chronic hepatitis C virus
infection using multimodality approach including transient
elastography and comparing its findings with FIB4 and APRI
and their correlation with other parameters as liver

functions,ferritin, platelet and duration of chemotherapy.
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Groplar I

HEPATITIS C (()IRUS CINFECTION
IN CHILDREN

(Hepatitis or inflammation of the liver can be due to a
variety of causes of which viral infection is the most
important, and leads to significant morbidity and mortality.
Viral hepatitis is caused by infection with one of the five
known viruses, which predominantly affect the liver the
hepatitis A, B, C, D and E viruses (HAV, HBV, HCV, HDV
and HEV) (Kumar et al., 2010). Many viruses in addition to the
primary hepatotropic viruses (hepatitis A-E) should be
considered in the etiology of hepatitis that occurs in children.
The nonhepatotropic viruses account for up to 10% of viral
hepatitis and may cause severe liver disease especially in
neonates and immunocompromised patients. Some of these
relatively common non-hepatotropic viruses are Epstein-
BarrVirus (EBV), cytomegalovirus (CMV), herpes simplex
virus, enterovirus, adenovirus, rubella and parvovirus (7Tezer et
al., 2008).

Hepatitis C virus (HCV) was identified in 1989 and since
then significant advances have been made in understanding the
molecular biology, pathology, and treatment of HCV liver
disease (Mohan et al., 2010). HCV is a small, enveloped virus

(Figure 1), a member of the Flaviviridiae family and the lone
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