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INTRODUCTION 

B- Cell Chronic lymphocytic leukemia (B- CLL) is a 

hematopoietic neoplasm of B- lymphocytes found in the 

peripheral blood, bone marrow, and /or lymph nodes. The 

morphology reveals a monomorphic small round cell 

population of B- lymphocytes. It is the most common adult 

leukemia, with a variable clinical course. Some experience an 

aggressive disease course that lead to premature death while 

others live for decades and never require therapy (Glassman 

and Hayes, 2005; Shanafelt et al., 2008). 

Traditional risk parameters of CLL including Rai 

classification; which is a clinical staging system based on the 

presence of lymphadenopathy, organomegaly, and cytopenias; 

serum β2 - microglobulin level and marrow infiltration patterns 

were the initial prognostic tools in CLL (Kay and Shanafelt, 

2007). 

Recent risk parameters were defined as prognostic markers 

that appear to be clearly related to the biology of B- CLL 

including defects detectable on fluorescence in situ 

hybridization, immunoglobulin heavy-chain variable region (Ig 

VH) mutational status, surface marker CD38, and 

intracytoplasmic ZAP-70 levels (Méhes,2005; Kay and 

Shanafelt, 2007).  
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CD49d plays a critical role in leucocyte trafficking, 

activation and survival, also facilitates interactions between 

leucocytes and stromal cells found in the marrow or germinal 

center of lymphoid follicles via VCAM-1 and fibronectin. 

Notably, in addition to these adhesion functions, CD49d can 

also serve as a signaling receptor that influences B-cell survival 

via up regulation of Bcl-2 family members (Shanafelt et al., 

2008).  

Studies suggest that CD49d expression on CLL B-cells is 

lower than normal B-cells, differs from other low-grade B-cell 

malignancies, demonstrates intra-patient variation, and is 

associated with disease stage and the presence of 

lymphadenopathy. While several investigators have 

demonstrated that signaling via CD49d in CLL B cells reduces 

both spontaneous and drug-induced apoptosis in vitro, little is 

known about the prognostic importance of CD49d in patients 

with CLL (Shanafelt et al., 2008). 
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AIM OF WORK 

The aim of this study is to evaluate CD49d expression in 

B-Cell Chronic lymphocytic leukemia patients and to test its 

impact as prognostic marker. Also, to correlate it with CD38 

(prognostic marker) and markers of tumor burden as clinical 

staging and CD23.    
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