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Background Single Dose of First Gen BCMA-NKp30 Potently Depletes BM Plasma Cells in Cyno

Natural Killer (NK) cells have significant potential as effector cells for immuno-oncology due to their ability to mediate ADCC & cytokine
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NKp30 Bispecifics Enhance ADCC Potency Independent of CD16a NKp30 Bispecifics Have Monoclonal-Like Drug Like Properties
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* Novel class of NKp30 engaging bispecifics identified from unbiased screen leveraging Compass common-LC

NKp30 Bispecifics Promote NK-cell Proliferation & Avoid NK Depletion discovery platform

BCMA-NKp30 bispecifics increase NK-cell proliferation BCMA-NKp30 bispecifics do not induce NK-cell depletion due to unidirectional ADCC ° Differentiated properties of NKp3O biSpECifiCS

compared to monoclonal IgG in presence of target cells * Significantly enhance ADCC, cytokine production, and NK-cell proliferation compared to monoclonal antibodies
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BCMA mAb- E Hi = 6 divisions E 2 B BCMA-NKp30 * Highly manufacturable with monoclonal-like DLP’s due to common-LC format
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0 2 40 6 80 i S NKp30 ADCC * IND for lead program BCMA-NKp30 planned for 1H2020, with 8 additional programs in progress spanning

: hematological and solid tumor indications

Concentration (nM) Primary NK cells treated for 4 hours with antibody then stained for viability

CTV dilution in primary NK cells over 5 days in presence of NCI-H929 tumor cells and 10 nM antibody

Compass Therapeutics, Cambridge, MA, USA




	Slide Number 1

