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Background Results

¢ Patients with newly diagnosed acute myeloid leukemia (AML) harboring a TP53 Patients Safet Efficac ] ] ]
mutation (TP53m) have a particularly poor prognosis; their disease is refractory _ , _ y y _ _ _ _ . Figure 3. Kaplan-Meier Survival Curves
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(CD47), a “don’t eat me” signal overexpressed on AML cells® TR ics 6h torists ¢ 13 patients (18.1%) died within 60 days of first study drug dose ¢ 29.7% of patients converted t.o R.BC transfusion independence; 45.8% -
B + Magrolimab-related grade 23 TEAEs occurred in 43.1% of patients (Table 2) converted to platelet transfusion independence c0-

¢ CD47 blockades induce macrophage-mediated phagocytosis of tumor cells and
are synergistic with azacitidine (AZA) via upregulation of “eat me” signals such
as calreticulin*

¢ Here we report data from a phase 1b trial of magrolimab + AZA in patients with
untreated TP53m AML who were ineligible for cytarabine and anthracycline
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TP53m + 19 patients (26.4%) had grade 3 anemia, and 2 (2.8%) had grade 4 anemia. No  Table 3. Efficacy Endpoints (Intent-to-Treat
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¢ TEAEsS led to discontinuation of magrolimab in 22 (30.6%) and of AZA in 21 °
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