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LA &7\ PRDMIL6S 25T & 114, PR: PR domain, ZF: zinc finger repeat,
PRR: proline-rich region, CTBP: CtBP-binding motif, RD: repressor domain,
AD: acidic domain
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MOLECULAR BASIS OF HIGH-RISK PEDIATRIC ACUTE MYELOID LEUKEMIA

Hiroyoshi Kunivoro
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Yokohama City University School of Medicine

We reviewed recent findings of molecular abnormalities in high-risk pediatric acute myeloid leukemia, including
PR domain 16 (PRDM16) and Fms-like tyrosine kinase 3-internal tandem duplications (FLT3-ITD) mutations. We

also discuss the goals and significance of the award-winning work presented at the 2018 Yokohama City University

Medical Association Medical Research Incentive Award.



