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< In Brazil, childhood acute myeloid leukemia (c-AML) accounts for 18-24%

Treatment. Patients were treated out of a unique controlled clinical tria
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Table 1. Distribution of molecular alterations in c-AML cases according to demography and white blood cells count,
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Cox proportional-hazard regression model with estimated hazard ratio (HR)
and 95% confidence intervals (Cl) were presented. Variables with p<0.20
were included in this model for multivariate analysis following the stepwise
forward method.

Figure 3. Survival analysis of the c-AML cases. Comparison of survival curves among geographic region* (A), type Il (B), and type |
mutations* (C). P values were calculated using log rank test. n, number of cases; SE, standard error. *Excluding acute promyelocytic
leukemia cases.
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— el — i AML is of great predictive value for pOS. Diagnosis and management of c-

AML raise questions that should be considered for further action.

Figure 1. Brazilian map of the 760 c-AML cases sent from each geographic region. The number of cases from each
. collaborative institutionis grouped by states and presented as proportional circles.
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