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Abstract Objective: To investigate the clinical features, therapeutic regiments, treatment response and sur-

vival of EVI1(+) acute myeloid leukemia(AML). Methods: Clinical charateristics, therapeutic regimens, treat-
ment response and prognosis of 30 adolescent and adult EVI1 (+) AML were analyzed. Results: In this EVI1
(+) AML study cohort, the majority of adult patients (80. 0% ) were younger than 60 years old. At the initial di-
agnosis, the majority of them were low bone marrow primordial cells (73. 3%) and low white blood cell count
(63.3%). M2 type was the predominant FAB subtype and accounting for 50. 0%. There were 5 MDS-AML, ac-
counting for 16.7%. According to WHO 2022 classification, there were 10 cases of myelodysplasia-related AML,
accounting for 33.3%. According to ELN 2017 classification, there was one case t(8; 21)/RUNX1TI1-RUNX1
within favorable-risk group, whereas the other 29 cases belong to intermediate and high-risk groups. There were
17 cases of refractory/relapse, accounting for 73.9%. The parameters of clinical features and laboratory tests
were correlated with treatment response and refractory/relapse status and there were no signicant associations
(P>>0.05). There were 24 cases examined with genetic mutational statuses with next generation sequencing.
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19 of the 24 cases had at least one genetic muation. Meanwhile it did not show correlation between mutational sta-

tuses and refractory/relapse statuses. The overall remission rate of first cycle of inductive treatment was 52. 2%,

and the one-year cumulative mortality rate(CMR) was 61.1%. The different first cycle inductive treatment regi-

mens did not significantly influence on either remission rate(P =0. 667) or CMR(P =0. 101). There were no sig-

nificant differences between high/standard dose chemotherapeutic regimens and demethylation drug based combi-

natory treatments. Survival analysis suggested significant improvement of survival in patients treated with high/

standard dose chemotherapeutic regimens verses demethylation drug based combinatory treatments(P =0. 010).

Consolidation treatment with SCT significantly improved 1 year CMR(P =0. 013) and overall survival verses non-

SCT treatment(P =0.001). Conclusion: EVI1 (+) AML are mostly in poor risk status, with the predomiant
WHO 2022 subtype of myelodysplasia-related AML. EVI1(+) AML usually have at least one mutational altera-

tion and are mostly relapsed and refractory with high 1 year CMR. It suggested that inductive treatment regimen

with high/standard dose chemotherapy and SCT treatment significantly improve the survival of patients.
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