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Abstract 

 

       Background: the cause of chronic myeloid leukemia is a 

constitutively active BCR-ABL tyrosine kinase , It is a very 

rare disease in children, BMT is still the only curative therapy 

but TKI developed a new era in CML management. Subject 

and methods: this study was conducted on 98 children and 

adolescents diagnosed as CML during the period between 

January 1995 to December 2005 , in the Pediatric Hematology 

/ Oncology Unit , Children Hospital , Ain Shams University , 

National Cancer Institute and Nasser Institute.  We recorded 

the epidemiological features of the disease, symptoms, 

physical signs, peripheral blood and BM analysis at initial 

diagnosis, follow up patients till December 2008 was done, 

comparison between different TTT modalities was performed 

regarding OS,CHR,CR, duration till remission, duration till 

blast crisis, tolerance to therapy and outcome. Results: there 

was male preponderance with a ratio about 2:1 ,CML still 

extremely rare in very young children, >58% of patients were 

older than 10 years at diagnosis, an incidental diagnosis was 

made in 23.4% of patients with lower TLC and higher HB% 

than symptomatic group, about 6.1% of patients diagnosed in 

accelerated phase, 11.2% in blast crisis, the most common 

symptoms were athenia and symptoms related to splenomegaly 

,imatinib and BMT were superior to other TTT modalities, 

imatinib was superior to BMT regarding outcome and toxicity 

profile. Conclusion: imatinib has to be regarded as standard of 

care first line TTT in pediatric CML but the long term 

outcome can not yet be assessed. On the other hand alloSCT 

holds the promise of cure but with definite toxicity and 

mortality. 
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  Introduction and aim of work  

-1- 

INTRODUCTION 

 
Chronic myelogenous leukemia (CML) is a clonal 

myeloproliferative disorder that account for 2-3 % of all cases 

of childhood leukemia. About 99% of the cases are 

characterized by a specific translocation, t ( 9 ;22 ) ( q 34 ;q 

11), known as the Philadelphia chromosome. The disease has 

been associated with exposure to ionizing radiation but very 

few children with CML have a history of such exposure (Roy 

et al., 2006). 

The disease is characterized clinically by an initial 

chronic phase in which the malignant clone produces an 

elevated leucocytic count with a predominance of mature 

forms but with increased numbers of immature granulocytes. 

Spleen is often greatly enlarged, often resulting in pain in the 

left upper quadrant of the abdomen. in addition to leucocytosis 

, the blood counts may reveal mild anemia and thrombocytosis 

(Druker et al., 2001).   

The presenting symptoms of CML are entirely 

nonspecific and may include fever, fatigue, weight loss, and 

anorexia. Splenomegaly may also be present. The diagnosis is 

suggested by increased numbers of myeloid cells with 

differentiation to mature forms in the peripheral blood and 


