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Summary: Chronic myeloid leukemia (CML) is characterized with clonal proliferation of pluripotent bone marrow stem sells and 
the fusion Bcr-Abl gene with increased tyrosine kinase activity. The main pathogenetic mechanisms are associated with impaired cell 
adhesion, deregulation of cell growth and resistance to normal mechanisms of programmed cell death (apoptosis). The mechanisms 
that lead to the evolution of the disease and transformation into blast crisis are still insuf  ciently studied. A search is directed to genes 
that are associated with cell cycle control, differentiation and apoptosis and which are being affected in other malignant neoplasms. 
The aim of the review is to summarize the molecular-cytogenetic abnormalities in the evolution of CML, including the loss of tumour-
suppressor functions (( 53, RB1, , CDKN2), activation of oncogenes other than Bcr-Abl (MYC, Jak2) and telomere shortening. 
Some evidence that progression is probably related to a wide range of alternating DNA damages and epigenetic changes is the 
presence of multiple molecular aberrations.
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