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Conditions Predisposing to Development of
Acute Myelogenous Leukemia

Environmental factors

Radiation
Benzene

Alkylating agents, topoisomerase || inhibitors,

and other cytotoxic drugs
Tobacco smoke

Acquired diseases

Clonal myeloid diseases
Chronic myelogenous leukemias
Primary myelofibrosis
Ezsential thrombocythemia
Polyoythemia vera
Paroxysmal nocturnal hemoglobinuria

Other hematopoietic disorders

Aplastic anemia
Eosinophilic fasciitis
Myeloma

COther disorders

HIV
Lamgerhans cell histiooytosis
Thyroid disorders
Polyendocrine disorders

Inherited or congenital conditions

Sibling with AML

Amegakaryocytic thrombocytopenia, congenita

Ataxiz-pancytopenia

Bloom syndrome

Kostmann synoromes

Down syndrome
Diamend-Blackfan syndrome
Familial platelet disorder
Fanconi anemia
Meurofibromatosis

Moonan syndromes
Shwachman syndrome
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ABSTRACT

Background: AML, NOS forms a significant part of AML cases about 40%, but
it is unknown if it has a prognostic value.

Objective: to determine if AML, NOS subtypes provide a prognostic value.

Methods: it’s a retrospective study included 156 patients during 4 years period
starting from 2014 till the end of 2017. We obtained the required data from Al-
Mouwasat and Al-Assad university hospitals archives’ and it included: age,
gender, white blood cell count, platelet count, bone marrow blasts percentage,
karyotype, complete response (yes/no), early death, relapse free survival, overall
survival and the type of AML, NOS case according to the FAB Classification.
SPSS program edition 23 was used.

Results: this study included 156 patients with a median age 44 year and male to
female ratio approximately 5:4. 32% of the cases have chromosomal
abnormalities. AML M2 was the most common type which formed 43% of all
AML, NOS cases, while AML MO and M6 were the least common types with a
3.2% of all AML, NOS cases for each one. 67% of the patients achieved complete
response and 10% of the patients died in the first 28 days of diagnosis. AML MO
was independently associated with a shorter overall survival and relapse free
survival comparing it with AML M1, M2 and M4 but not M6. It was also
associated with a shorter relapse free survival but not overall survival comparing
to AML M5. Older age was independently associated with early death and lower
likelihood of achieving complete response in addition to a short overall survival
and relapse free survival. Elevated white blood cells had the same outcomes except
for relapse free survival.

Conclusion: FAB classification still has a prognostic value as AML MO is
independently associated with a worse relapse free survival and overall survival
comparing it to the other types except AML M6. Older age and elevated white

blood cells are associated with a worse prognosis for short term and long term.

Key words: AML, AML, NOS, FAB classification, karyotype
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