Bemcentinib (BGB324) — a selective small molecule inhibitor of the receptor tyrosine kinase AXL, targets

tumour immune suppression and enhances immune checkpoint inhibitor efficacy
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Introduction & background Bemcentinib enhances innate and adaptive immunity

AXL is expressed on tumour and immune cells driving tumour aggressiveness

. Bemcentinib potentiates IGP blockade Bemcentinib promotes an inflammatory microenvironment Bemcentinib promotes immune cell infiltration in a variety of tumour models

Percent survival in 411 breast cancer model Bemcentinib affects cytokine profile Bemcentinib affects cytokine profile in TNBC model Bemcentinib reverses immune sup- Bemcentinib modifies immune cell Bemcentinib modifies immune cell

in PDAC GEMM model pression in PDAC model infiltration in 4T1 breast model infiltration in LLC lung model
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