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The study of the prognostic factor search in pediatric acute myeloid leukemia
using the next generation sequencing and MLPA method
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Acute myeloid leukemia (AML) is a molecularly and clinically heterogeneous
disease. In this study, whole-exome sequencing (WES) of 63 pediatric AML patients revealed mutations
in components of the cohesin complex (RAD21 and SMC3), BCORL1 and ASXL2 in addition to previously
known gene mutations. We also revealed intratumoural heterogeneities in many patients, implicating

multiple clonal evolution events in the development of AML.

Whole-transcriptome sequencing (WTS) and real-time polymerase chain reaction of pediatric de novo
AML patients revealed PRDM16 gene overexpression. The overall survival (0S) and event-free survival
(EFS? among PRDM16- overexpressing patients were significantly worse than in patients with low
PRDM16 expression (3-year 0S: 51% vs. 81%, p<0.001, 3-year EFS: 32% vs. 64%, p <0.001) irrespective
of other cytogenetic alterations except for NPM1.
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