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Abstract Objective: To investigate the molecular characteristics of RUNXI1 gene mutation in acute myeloid
leukemia(AML) and its correlation with some clinical parameters. Methods: High-throughput DNA sequencing
combined with Genomic DNA-PCR and Sanger sequencing were used to detect 50 target gene mutations in 30
AML patients with RUNXI1 gene mutation and 211 AML patients without RUNXI1 gene mutation. Results:
DCompared with RUNX1 wild type, the proportion of MO subtype in AML patients with RUNX1 mutation was
significantly higher(10. 0% vs 0.9%, P <C0.05), and the proportion of good prognosis group was significantly
lower(0 vs 15. 9%, P<C0.05). @ AML patients with RUNX1 mutation had a higher incidence of SRSF2(6. 7% vs
0, P<C0.05), lower incidence of NPM1(3.3% vs 28.9%, P<C0.01) and CEBPA mutation(3.3% vs 21.3%.,
P<C0.05). ®Among 30 AML patients with RUNX1 mutation, 90. 0% were accompanied by additional gene mu-
tations. Compared with RUNXI1 wild type, the proportion of 2 gene mutations was lower, and the proportion of 3
or more gene mutations was higher(P<(0.05). @ Compared with DNMT3A wild type, patients with DNMT3A
mutation were older and had more coexisting gene mutations(P<C0. 05). & After the first induction chemothera-
py, the remission rates of AML patients with RUNXI1 mutation and without RUNX1 mutation were 53. 3% and
75. 0%, respectively(P<C0.05). Conclusion: AML patients with RUNXI1 mutation have unique molecular biologi-
cal features and associated with some clinical parameters. Compared with wild type, AML patients with RUNXI1
mutation have certain differences in the number of gene mutations and gene expression profile.
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