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ABSTRACT

Viral hepatitis C 1s a major public health problem in Egypt with
high prevalence of sero-positivity. As a lymphotropic virus, HCV 1s
expected to be responsible for the lymphoproliferative disorders
discovered m chronic patients either benign as autormmune conditions
or malignant expansions in B-Cell clones. The number of patients
suffering from malignant lymphoproliferative disorders on top of HCV
mfection 1s rising as well. This retrospective study will address the
chnical progress and management outcome m LPD patients with
hepatitis C virus compared to patients with similar disease status but
without HCV infection. The study will be carried on 96 patients in two
pair-matched groups of patients with malignant Iymphoproliferative

disorders (HCV vs Control).
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INTRODUCTION

A number of epidemiologic studies have demonstrated an
association between non-Hodgkin’s lymphoma (NHL) and hepatitis
C virus (HCV) infection, suggesting that HCV plays a role in the
development of NHL (Mele et al, 2003).

Low-grade marginal zone lymphoma has been the lymphoma
subtype most commonly associated with HCV-infection, while
limited data are available regarding HCV-positive patients with
diffuse large B-cell lymphoma (DLBCL) (Hartridge-Lambert et al,
2012).

Clinicopathological characteristics at presentation, tolerance
to chemotherapy, natural history and clinical outcome of patients with
HCV-positive DLBCL are still unclear. This is due to the
heterogeneity in histology and treatment strategies for DLBCL with
HCYV infection and a lack of data based on large series of unselected

patients (Ennishi et al, 2010).

Previous studies involving lymphoma patients with HCV
infection have shown good tolerance to standard chemotherapy (i.e.,
cyclophosphamide, doxorubicin, vincristine and prednisone (CHOP)

regimens (Kawatani et al, 2001).

However, these studies were mainly conducted before the use

of rituximab in DLBCL patients. On the other hand, there are several
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reports that DLBCL patients with HCV infection may exhibit a
characteristic clinical presentation, poor tolerance to intensive

chemotherapy and poorer survival (Arcaini et al, 2009).



AIM OF THE WORK

The aim of our study to compare outcome of management of
lymphoproliferative disease in HCV infected versus non-HCV

infected patients.



CHRONIC LYMPOPROLIFERATIVE
DISORDERS

Chronic lymphoproliferative disorders are a heterogeneous
group of malignant clonal proliferation of lymphocytes. They are
classified as sub-types of non-Hodgkin’s lymphoma and include
disorders of B, T and NK-cell lineages all of which are further
classified as distinct entities. Chronic B-cell lymphoproliferative
disorders are much more common and in general have an indolent

clinical course (Mahima et al, 2010).

B-cell chronic lymphoproliferative disorders (B-CLPDs) result
from the proliferation and accumulation of mature-appearing aberrant
B-lymphocytes arrested at a given stage of differentiation. B-CLPDs
are generally believed to result from the monoclonal expansion of a
single transformed B lymphocyte. Therefore, the B lymphocytes
constitute a clone in which all cells are related by possessing the
original transforming mutation, possessing identical VDJ
rearrangements of the immunoglobulin heavy chain (IgH) gene, and
showing restricted immunoglobulin (Ig) light chain expression.
Additionally, distinctive genetic and phenotypic features may be
gained during the evolution of the disease. In this sense, the presence
of 2 or more morphologically different populations of neoplastic
lymphocytes in the same patient, detected either simultaneously or at
different time points, is usually interpreted as reflecting either
different maturation stages or sub clone formation within the original

malignant tumor stem cell line (Orfao et al, 2003).

4



