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Abstract
Background: Acute Myeloid leukemia is an important malignancies in children
,and it comprise 20%of all cases of acute leukemia.
Objective: The purpose of this study was to determine the prevalence rate of
AML in children who were admitted to the oncology and hematology department
at Children University Hospital in Damascus,and determine the response to the
therapeutic protocol and to determine the survival and the relapse rate and
compare that to the global proportion.
Materials and Methods: A retrospective, cohort study was conducted,
included 200 children with Acute Myeloid Leukemia who were admitted
to the oncology and hematology department at Children’s University
Hospital in Damascus between 1/1/2008 and 31/12/2017. The study
variables included Age,sex,clinical manifestation,tumor
classification,laboratory findings (Bone Marrow,FCM.....), response to
treatment, EFS and OS.
Results: M1,M2 were the most common subtype.
With ELAMO2 protocol the complete remission was in 71% of patient and
the relapse happened in 56,3% of patient
The overall survival rate was 17,5% and event free survival was 15%

conclusion: the prevalence of AML similar to the global propotion but the
relapse rate was higher and the survival rate was lower and the
therapeutical protocol doesnot achive satisfying result.

Key words: Acute Myeloid Leukemia, overall survival ,event free survival,.
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