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pediatric ALL and its prognosis, using articles published between 2012 and
2015 and searched in PubMed.
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In B-ALL should be highlighted numerical abnormalities, that may involve mutations, CRLF2 rearrangements
ploidy changes or gain or loss of individual chromosomes (aneuploidy). It is Genic IKZF1 alteration, JAK1 mutation, implies
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hiperdiploidy, low hiperdiploidy, hipodiploidy and near haploidy. (Table 1) IAMP21 amplification of cr21 - Poor outcome
Furthermore, there are recurrent translocations, such as ETV6-RUNX1 and MLL Loss of function of IKAROS transcription
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Finally, there are also important epigenetic alterations, as DNA metilation, CREBBP 16p13.3 Alteration of transcriptional regulation 19% relapses _
histone modification and miRNA alterations. In this cases the primary genetic
sequence is normal but there are other factors that affect gene expression. It Table 2. Genetic alterations in B-ALL: translocations and genic alterations. Table modified of (2) (3) (5) (6) (7) (8)

should be noted that are reversible events that could be targeted with
therapeutic agents. (Figure 3)
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High Hyperdiploidy 51-67 25-30 Good outcome correlated with biological ALL subtypes

Low Hyperdiploidy 47-50 : Poor outcome

Hypodiploidy <46 5-8 Good outcome with 45 chromosomes
and poor outcome with <45, especially The most prominent are metilation and acetilation and can
with 33 to 44 chromosomes directly affect gene transcription

Near Haploidy 23-29 0,7- 2,4 Poor outcome

Table 1. Genetic alterations in B-ALL: aneuploidy. Table modified of (3) (4) They play a critical role in targeting mRNAS for cleavage or

miRNA alterations translational repression. Their alteracion can affect to critical
regulationa pathways

Conclusions Figure 3. Different types of epigenetic modifications, as DNA metilation, histone modification, miRNA alterations
In this kind of cancer predominate B-progenitor tumours, with genetic and epigenetic
alterations. It is important to have in mind that with the analysis and the risk stratification in References
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