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Common Hematologic Disorders in Down Syndrome
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5-10% Death Additional genetic
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events
GATA1 mutation

Figure 1 A model of multi-step leukemogenesis in TAM and ML-DS. (MEPs: Megakaryocyte - Erythrocyte

progenitors, TAM: Transient abnormal myelopoiesis, ML-DS; Acute Myeloid leukemia in Down syndrome
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