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Clinical characteristics of acute myeloid leukemia with FLT3 mutation and
effect of concomitant mutation on prognosis”
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Abstract : Objective To detect the gene mutation and gene fusion in the patients with newly diagnosed a-
cute myeloid leukemia (AML) ,and to analyze the clinical characteristics, distribution of concomitant mutation
genes and the effects of concomitant mutations on treatment effect and prognosis in the patients with FLT3
mutations positive, Methods A total of 109 patients with newly diagnosed AML admitted to the hematology
department of Zhongshan Municipal People's Hospital from August 1,2017 to March 31,2020 were selected,
including 34 cases of FLT3 mutation positive and 75 cases of FLT3 mutation negative. The patients’ medical
records and laboratory examination data were collected and the fresh bone marrow fluid was collected. The 25-
item fusion gene screening tests were performed by using the real-time quantitative (RT)-PCR, the 30-item
common AML gene mutations were detected by using a generation sequencing method,and the karyotype a-
nalysis was performed by applying the 24 h culture method and R banding technique to analyze the mid-divi-
sion cells. The clinical characteristics of FLT3 mutation positive patients and the distribution of concomitant
mutation genes were analyzed. The patients were divided into the mutation positive group and mutation nega-
tive group according to the types of concomitant mutations. Then the effects of concomitant mutations on

treatment effects and prognosis were analyzed. Results The age in the patients with positive FL'T3 mutation
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was significantly older (P<C0. 05),the white blood cell count (WBC) and platelet count (PLT) were signifi-
cantly increased (P<C0.05),32.4% of the patients were accompanied by karyotype abnormalities,and 11. 8%
of the patients were detected positive for fusion genes. The complete remission (CR) rate for 1 and 2 treat-
ment courses in the patients with FL T3 mutations positive was significantly decreased (P<C0.05). 88.2% of
the patients with FLLT3 mutations positive were simultaneously accompanied by other types of mutations,in
which the highest positive rate was NPM1 mutation,accounting for 44, 1% ,followed by DNMT3A mutations,
accounting for 41. 2%. CR rate for 1 treatment course and two treatment courses and 1 year overall survival
(OS) rate in the FLT3+/NPMI1+ group were significantly higher,and the OS time was significantly extend-
ed (P<C0. 05). The OS rate for 1 year in the FLT3+/DNMT3A+ group was significantly decreased (P <
0.05) and the OS time was shortened (P<C0. 05). Conclusion
often have other types of gene mutations,among which NPM1 and DNMT3A mutations are the most com-

AML patients with FLLT3 mutations positive

mon,and the different concomitant mutations may have a certain impact on the patient’s prognosis.
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