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Introduction and Aim of The Work 

1 

Introduction 

Leukemia is one of the most common and worldwide 

malignant disease. Chemotherapy for leukemia frequently 

causes resistance and side effects to patients. Therefore, 

development of effective therapeutic treatment agents for 

leukemia is an important and urgent topic (Chen et al.,2009) 

Leukemias make up to ~2% of adult cancers but 

comprise a heterogeneous group of diseases (Chee, 2007). 

Acute myeloid leukemia (AML) is a malignancy of the 

myeloid elements, the hallmark being a block in normal 

differentiation and/or uncontrolled growth and lack of 

differentiation of any one of the hematopoietic progenitors 

cells Byrd et al.,(2008), leading to the massive accumulation 

of immature leukemic “blast cells” which usually results in 

rapid and severe disruption of normal bone marrow function 

(Chee, 2007) 

Acute myeloid leukemia (AML) is the most common 

acute leukemia affecting adults, and its incidence increases 

with age. Senior patients with AML usually have poor 

performance status and chemotherapeutic tolerance (Roboz, 

2007).  

Acute myeloid leukemia (AML) is predominantly a 

disease of the elderly as more than half of the patients with this 

malignancy are over 60 years old. In older patients, the benefit 

associated with standard intensive chemotherapy remains 

debated because of excessive toxicity and short duration of 

response (Malfuson et al., 2008) 

The most important clinical progress to date in acute 

myeloid leukemia (AML) has been largely focused in two 

major areas. One is the area of treatment modality; 

specifically, the more widespread use of allogeneic stem cell 

transplantation. The other area of progress has, occurred in the 


