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SUMMARY AND CONCLUSION 
 

he B-cell chronic lymphocytic leukemia (CLL) is a disease 

with a very low proliferative activity. It is characterized by 

the accumulation of clonal B-lymphocytes that seem to be 

arrested in early G0/G1 phase of the cell-cycle. Although the 

pathogenesis of B-CLL remains largely unknown, several 

investigators have focused on the role of cytogenetic aberrations 

that may contribute to defective apoptosis, deregulation of cell-

cycle regulatory genes and expansion of the malignant clone. 

Despite its homogenecity at cellular level, B-CLL is 

clinically heterogeneous. Some patients survive for a long-time 

without therapy, while others progress towards more advanced 

stages and die despite aggressive treatment. Reliable prognostic 

markers capable of predicting the progression and outcome of 

the disease include chromosomal analysis by conventional 

cytogenetics and interphase FISH, CD38 expression, ZAP-70 

and examination of bone marrow infiltration pattern. 

Clonal chromosomal aberrations are detected in about 40-

50% of B-CLL patients. Recently, higher percentages were 

documented when using molecular techniques such as 

fluorescence in-situ hybridization (FISH). Therefore, this study 

aimed to evaluate patients with a clinical diagnosis of CLL by 

FISH technique for the following chromosomal abnormalities: 

6q21 deletion and c-Myc amplification in addition to the 

common aberrations (trisomy 12, 13q14 del, 11q23 del and p53 
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