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RAS pathway mutations are more frequent in pediatric B-cell precursor acute
lymphoblastic leukemia than previously assumed, often occur in a minor fraction of
cells at diagnosis and may serve as biomarker to select patients for intensified therapy or

JAK2 can have primary and secondary oncogenic functions in pediatric B-cell precursor
acute lymphoblastic leukemia, and distinct limitations will apply for JAK2-directed

PDGFRA is highly expressed in ERG-deleted leukemia but not affected by genetic
Mutations of the FGFR pathway are rare in pediatric BCP-ALL but FGF signaling
The membrane protein EMP1 is a novel biomarker for prednisolone resistance and links

(...) Advancements to link cancer genomic and proteomic data will become valuable
resources for dealing with the intrinsic complexities of tumors. Creixell et al., Cell 2015,

Those designing and conducting new leukemia treatment protocols face challenges that
come from success: a radical change in treatment for all patients could jeopardize past
gains in outcome, whereas modest changes are unlikely to yield significant improvements.

The essential question for personalized cancer medicine is whether any therapeutic
strategy could provide cure or long-term remission despite the presence of intratumor

One day, we imagine that cancer biology and treatment—at present, a patchwork quilt of
cell biology, genetics, histopathology, biochemistry, immunology, and pharmacology—
will become a science with a conceptual structure and logical coherence that rivals that

There is no heartache like a sick child, and no greater gift than the chance to help one.



