Determining Anti-cancer Efficacy of a Reversible LSD1 Inhibitor, EXS74539,

in Primary AML Tissues with Limited Thrombocytopenic Effects FOSICE: 22838
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INTRODUCTION RESULTS DISCUSSION

Acute myeloid leukaemia (AML) is characterised by Figure 1: LSD1i-induced ex vivo myeloid differentiation in primary AML cohort through measuring myeloid lineage marker expression Our preclinical data demonstrate the
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