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Introduction Highlights

*» Combination of iadademstat and azacitidine shows a good safety profile in elderly AML patients
* Preliminary signals of clinical efficacy are encouraging, with 80% of ORs (4 out of 5: 3 CRi and 1 PR)

Preliminary Results: Efficacy
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Acute Myeloid Leukemia (AML) is primarily a disease of older people.
Outcomes for the elderly remain poor, with less than 20% 5-year overall
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ALICE is a Phase lla, multicenter, open label clinical trial assessing the
safety, tolerability and dose finding (DF) of iadademstat in combination
with Aza, as well as clinical activity such as time to response (TTR), IADAI:)PEZI\[;STAT
duration of response (DOR) and objective response (OR) in older AML
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epigenetic agents and is a meaningful candidate for selective combinations with other agents in this

of them have been treated with iadademstat at 90 pug/m?/d, a dose able
to saturate LSD1 target engagement in PBMCs after 5 days of treatment.
Only one of the six patients experienced a DLT at cycle 1 (C1) due to a
differentiation syndrome (the sole SAE reported due to the treatment).

and future leukemia studies. Added toxicity appears to be manageable. Based on safety data and TE
evaluation, a RP2D has been selected.
Preliminary efficacy data in this limited sample is encouraging, with 80% of OR (of which 75% CRi, 25%

Preliminary Results: Pharmacodynamics
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