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Prevalence analysis of FLT3 mutations in patients with acute
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Abstract

Mutations in the FLT3 gene have already been reported in leukemia especially acute
myeloid leukemia (AML). The diagnostic value of such mutations in leukemia is in the
management of high-risk patients and the targeted therapy of diseases. Recently, the
researchers provide this important molecular marker in diagnosis of AML patients. Our
aim in this study is to analysis the prevalence of the FLT3 gene mutations as a valuable
molecular marker which could be used in the diagnosis and treatment of AML patients
with normal karyotype and prevalence survey of mutation in Northeast Iran. In this
study, fresh bone marrow samples from 83 patients with untreated acute myeloid
leukemia which have normal karyotype were evaluated for the presence of two
mutations in the FLT3 gene by PCR and PCR-RFLP (to detect FLT3-ITD mutation).
The prevalence of mutation in FLT3 gene was 27.7% between AML patients. Of all
patients, 19.3% showed FLT3-ITD mutation and 8.4% FLT3-TKD mutation. Most
patients with mutations were in the M2 subgroup. Regardless of age and sex, there was
a significant increase in white blood cell count among patients carrying FLT3 mutations
(p< 0.05). The use of mutations such as FLT3-ITD and FLT3-TKD as biomarkers are
highly effective in generating a more comprehensive picture of the pathophysiological
processes involved in the diseases and can significantly improve disease diagnosis,
follow-up and monitoring of patients, so physicians will make more targeted treatment
decisions.

Key words: Acute myeloid leukemia, FLT3 gene, FLT3-ITD mutation, FLT3-TKD
mutation, Northeast Iran
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