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ABSTRACT

In Order to evaluate the long term effect of
antiviral lamivudine therapy on HBV reactivation
in  pateints with malignancies and receiving
immunocompromising  therapies,  thirty  seven
HBsAg  positive  children and  adolescents
undergoing iImmunosuppressive, treatment  were
treated with lamivudine 3 mg/kg body weight (Up
to 100 mg) daily over a period of up to 87 months
during  which  biochemical, serological and
virological response was followed periodically.
The result demonstrated a significant decrease in
the mean AST (216.2 IU/L to 82.7 IU/L) and
ALT (233.2 IU/L to 91.3 IU/L) within the first 6
months of treatment with lamivudine. At the end
of the study period, HBsAg positivity decreased
to 70.3. HBsAb increased to 16.2% by the end of
the study compared to 5.4% at baseline. HBeAg
decreased from 70.3% at baseline to 29.7% at the
end of the study. HBeAb increased from 10.8% at
baseline to 35.1% at the end of study. HBcAg &
HBV-DNA incidence at base line was 86.5% and
75.7% respectively .All pateints became HBV-
DNA negative during the study; however seven
pateints became HBV-DNA again indicating
resistance to lamivudine.



AIM OF WORK

Administration of immunosuppressive treatment in
hepatitis B virus carriers with malignancies is associated with

risk hepatitis B reactivation.

The aim of the work is evaluation of long term effect of antiviral
therapy (Lamivudine) on chemotherapy - induced HBV

reactivation.
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1-Introduction

1-Introduction
1.1.Viral Hepatitis

Many viruses can affect liver function and morphology

indirectly, such as Epstein-Barr virus, cytomegalovirus, rubella,

(13

adenoviruses, yellow fever virus... (WHO, 1973). However, “ viral
hepatitis” is a general term that is reserved for infection of the liver
caused by one of at least eight human viral agents that have been
discovered and characterized (Table 1) (Levine et al., 1999;
Dusheika, 1990; Hollinger, 1996 ). These viruses are named A

through G, and possess distinctive immunoserologic characteristics.

Table 1: Human Hepatitis Viruse A-E and G ( Levineetal.,

1999)
Name of Virus [Viral Genome | Mode of Diagnostic
(Abbreviation) Transmission Tests
Heapatiotis A 7.5 kb single | Enteric ALT,
(HAV) strand RNA  |(fecal/oral) antibodies to
HAV
Hepatitis B 3.2 double Parenteral or ALT, HBV
(HBV) stranded DNA |percutaneous antiges,
antibodies to
HBV, HBV
DNA
Hepatitis C 9.5 kb single | Parenteral or ALT,
(HCV) stranded RNA |percutaneous antibodies to
HCV, HCV
RNA
Hepatitis D 1.7 kb single- | Parenteral or Antibodies to
percutaneous HDV, HDAg,

-1-




