Eganelisib combined with immune checkpoint inhibitor therapy and chemotherapy in front line
metastatic triple negative breast cancer triggers macrophage reprogramming, immune activation and
extracellular maxtrix reorganization in the tumor microenvironment
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In Brief

Eganelisib combined with immune checkpoint

inhibitor therapy and chemotherapy reprograms
macrophages and activates an anti-tumor immune response
regardless of PD-L1 status and reduces expression of genes
involved in extracellular matrix reorganization and fibrosis
in PD-L1 negative tumors that are rich in ECM proteins



