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Refinement of the risk-stratified therapy for pediatric acute myeloid leukemia
based on genetic abnormalities and onset age
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This study allowed us to analyze the characteristics of molecular
abnormalities in pediatric acute myeloid leukemia based on onset age. It was found that there was a
large bias in the frequency of molecular abnormalities between infants and older children, and that
prognostic predictions differed significantly by age, even in cases with the same genetic
abnormality. The results indicate that treatment and analysis of infants and older children as a
distinct population may allow us to make more precise risk-stratified therapy. TP53 was detected in
a subset of the older children, and these patients were expected to have a similar pathogenesis to
that of adults with AML; those with TP53 had a very poor prognostic outcome and should be considered
for inclusion in risk stratification as a poor prognostic factor.
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