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INTRODUCTION 

Acute myeloid leukemia (AML) is a clonal malignant 
disease of hematopoietic tissue, which is characterized by 
proliferation of abnormally myeloid cells that are not mature 
(Bain, 2003). 

The modern characterization of AML is a multi-
disciplinary process. It requires the integration of clinical 
informations, morphology, cytochemistry, immuno-
phenotyping, cytogenetic diagnostic techniques. It is only by 
bringing all these modalities together that a clear picture can be 
presented (Licht and Sternberg, 2005). 

Recently, numerous recurring genetic aberrations have 
been identified in AML among which is FLT3 gene internal 
tandem duplication (FLT3/ITD). In many instances, genes 
altered by these aberrations have been cloned, providing 
insights into the mechanisms of leukemogenesis (Bullinger and 
Volk, 2005). 

FLT3 is a member of the platelets derived growth factor 
receptor (PDGF-R) subfamily which locates at chromosome 
13q12 and predominantly expressed in haematopoietic cells 
restricted to the CD34, positive fraction. Normal FLT3 receptor 
is expressed on AML blasts in most cases. While, FLT3 
mutations are found in AML cases with different levels of 


