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1 

I) INTRODUCTION 

         Acute myeloid leukemia (AML) is a heterogeneous group 

of diseases characterized by uncontrolled proliferation of myeloid 

progenitor cells (Scott et al., 2005). The AML is an aggressive 

malignancy with accumulation of blast cells in bone marrow. 

Myeloblasts can invade peripheral blood stream, and then localize 

in extramedullary sites. The regulation of this process has not 

been clearly explained so far. However, interactions between 

some chemokines and their specific receptors could be one of the 

mechanisms responsible for such kind of migration (Mazur et al., 

2007). 

  Many critical interactions among cells of the immune 

system are controlled by soluble mediators called “cytokines”. 

The cytokines are a diverse group of intercellular signaling 

proteins that regulate, not only local and systemic immune and 

inflammatory responses, but also wound healing, haemopoiesis 

and many other biologic processes (Le et al., 2004). The 

chemotactic cytokines, called chemokines, are a super-family of 

small secreted cytokines that were initially characterized through 

their ability to prompt the migration of leucocytes (Koizumi et 

al., 2007). They are grouped into four classes based on the 

position of key cysteine residue: C, CC, CXC, and CX3C 

(Barbero et al., 2002). 

The CXCR4 is a G protein-linked seven trans-membrane 

spanning chemokine receptor that binds stromal-cell derived 

factor-1 (SDF-1) (Barretina et al., 2003). Chemokine receptor 

(CXCR4) is essential for homing and maintenance of 

haematopoietic stem cells in distinct stromal cell niches within the 

marrow (Burger and Burkle, 2007). 
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Recent studies have reported that SDF-1 and functional 

CXCR4 microparticles are implicated in the pathogenesis and 

progression of AML. They also proposed that CXCR4 level is 

potentially valuable as an additional diagnostic AML variable 

(Kalinkovich et al., 2006). The CXCR4 expression in AML is a 

prognostic marker that can rapidly and easily be determined at 

disease presentation, Spoo et al. (2007), suggested the 

incorporation of CXCR4 into the risk assessment of AML 

patients. 

 

 

 

                             


