Magrolimab Alters the Tumor Microenvironment to Improve Bone Marrow Functions in Patients With Acute Myeloid Leukemia
and Higher-Risk Myelodysplastic Syndromes
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Bone marrow aspirates were collected at screening (N = 94) and cycle 3 day 1 (N = 92) from patients with AML (N = 28) and MDS (N = 66). Proteomic analysis of 7260 analytes using the SomaScan A) A platform to integrate multimodal data was used to identify cytolytic activity scores from bone marrow biopsies. Bulk RNA-seq was performed on FFPE biopsies, and the cytolytic activity score was
Correspondence: Lisa.Johnson8@gilead.com hybridization microarray platform identified 232 proteins that were increased and 94 that were decreased at cycle 3 day 1 compared to screening. calculated using GRZA and PRF1 expression in B) AML and C) MDS and in D) AML and E) MDS cases with increased CD8+ over baseline.
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