A novel class of Innate Cell Engagers targeting NKp30
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Introduction Differential NK cell activation induced by NKp30xBCMA NKp30XTAA for solid tumors

Cancer immunotherapies have demonstrated remarkable clinical benefits and as compared to BCMA-IgG1 monoclonal Epitopically diverse multi-specifics with enhanced activity compared to trastuzumab
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current therapies in development are focused on harnessing the adaptive e
Immune system by unleashing antitumor T cell responses. However, there is g n fraa s

emerging evidence that cancers develop multiple strategies to escape T cell
recognition, hence approaches that do not require T cell recognition should
be explored. Tumors can be effectively eradicated by natural killer (NK) cells
that can elicit potent anti-tumor response in both mouse cancer models and
patients. Therefore exploiting therapies that enhance NK response for the
treatment of cancer represents a promising and complementary approach to
current existing immunotherapies.
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Methods. Primary NK cells were
Incubated for 4 hours with SKBR3
breast cancer cells in the presence
of serially diluted antibodies and
killing of tumor cells was assessed
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Compass NKp30xHer2 lead has enhanced activity compared with trastuzumab against
tumor cells with wide range of Her2 expression

donors. Representative results from one donor are shown.
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