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Introduction

Chronic lymphocytic leukemia (CLL), the most
common leukemia in adults, is a lymphoproliferative disorder
with a highly variable clinical course. CLL is characterized by
the clonal expansion of mature antigen stimulated
CD5+/CD23+ B-lymphocytes in blood, secondary lymphoid
tissue and the bone marrow (Chiorazzi et al, 2005).

The clinical staging systems developed by Rai and Binet
remain the standard methods for risk assessment in CLL, but
they don't allow predictions about the risk of disease
progression in early stage disease patients, which is the
majority of patients. A sizable number of studies investigated
prognostic markers, which can be helpful for predicting the
individual risk at an early stage of the disease (Sivina et al,
2011).

The most accepted and widely used prognostic markers
in CLL are the mutation status of immunoglobulin variable
gene segments (IgVH), the expression of CD38 and ZAP-70 as
well as cytogenetic risk groups (Catovsky and Montserrat,
2011).

Extracellular nucleotides and nucleosides such as
adenosine triphosphate (ATP) and adenosine (ADO)
respectively, may participate in creating favourable conditions
that promote tumour growth and survival, CD39 hydrolyses
ATP or ADP to adenosine monophosphate (AMP). AMP is
then rapidly degraded to ADO by soluble or membrane bound
CD73. ADO production is an integral component of the
suppressive machinery of regulatory T-cells, blunting effector
T-cell proliferation and secretion of T-helper 1-type cytokines,
thus promoting tumor growth and survival (Serra et al, 2011).

Elevated expression and activity of CD73 have been
reported in several types of solid tumors and in certain types of
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leukemia, suggesting that it may be benificial to the survival of
tumour cells and could promote metastatic spread (Stagg et al,
2010).

On these grounds, it is justified to hypothesize that
expression of CD39 and CD73 by CLL cells might have an
impact on the course of the disease in CLL patients and that
this warrants further studies.
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Aim of the Work

In this work we aim to study the expression of CD39 and
CD73 and its clinical significance among a group of Egyptian
B-CLL patients.




Review of Literature

Chronic Lymphocytic Leukemia

Introduction:

Chronic lymphocytic leukemia (CLL) is the most common
adult form of leukemia (Xu et al, 2008). It is a monoclonal
disorder characterized by a progressive accumulation of
functionally incompetent lymphocytes (Puente et al, 2013).

CLL follows an extremely variable clinical course with
overall survival times ranging from months to decades. Some
patients have no or minimal signs and symptoms during their
entire disease course and have a survival time similar to age-
matched controls. Other patients experience rapidly
deteriorating blood counts and organomegaly and suffer from
symptoms at diagnosis or soon thereafter necessitating therapy
(Crowther-Swanepoet et al, 2013).

Epidemioloqy:

Prevalence and Incidence:

It is the most common leukemia in the western world
with an incidence of 4:100 000/year. The incidence increases
to >30:100 000/year at age >80 years (Eichhorst et al, 2010).
Generally, it creates more than 30% of all types of leukemia,
with a median age at time of diagnosis of 72 years. Incidence
rates increase with age and are higher among men than women
(Panovska et al, 2010). In Asian countries, CLL represents
only 5% of leukemias, with the T-cell phenotype
predominating. This geographic difference in incidence is most
likely the result of genetic factors (O'Brien and Keating,
2005).




