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Introduction and Aim of the work - 1

Introduction and Aim of the work

Chronic lymphocytic leukemia (CLL ) is a malignancy characterized
by the accumulation of long-lived B-CD5+ lymphocytes in which
cytokines may play an important role in the prolonged survival and the
expansion of the leukemic cells ( Dmosznka et al ; 1999 ).
A variety of cytokines such as IFN-a , [FN-y ,TNF-a , IL -1 ,IL-2, IL-4
IL-6 , IL-8 ,IL-10 and IL -13 have been to be involved in vitro with the
process of apoptosis in leukemic cells and some of the cytokines may
exert their effect by the way of bel-2 expression (Mainou — Fowler and
Prentic , 1996 ), but, there is a lack of information about this process in
vivo ( Dmosznka et al .; 1999 ).

CLL represents a quiet essential example of human cancer caused
by defect in the pathways of programmed cell death (Reed, 1997).
Among the proteins that serve as a key regulator of programmed cell
death are the bcl-2 family of proteins ( Reed et al .; 1997 ) .

Bcl-2 is a member of that family whichis a blocker of cell death
( Reed , 1997 ), so altered expression of bcl-2 may account to the
pathogenesis of lymphoproliferative disorders .

On the other hand, cytogenetic studies have revealed trisomy 12
( Juliusson et al .; 1990 ) and translocation or deletion effect in 13q14

(Kalachikov et al.; 1997 ) as the most frequent karyotypic abnormalities



Introduction and Aim of the work

in CLL , however , the significance of these two chromosomal
abnormalities in the progression of the disease is poorly understood .

The aim of the present work was to study bcl-2 expression (This

gene inhibits apdptosis ) and chromosomal aberration in CLL , evaluating
their prognostic significance and comparing it to that of LDH and B, -

microglobulin in chronic lymphocytic leukemia .
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