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Introduction Switch-DARPin enables preferential targeting of tumor cells

Development of T cell engagers (TCEs) for solid tumors is hampered by limited availability of specific A T cell activation B Target cell killing A OVCAR-3 PBMC  Treatment B Low cytokine release in vivo
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Anti-tumor activity in vivo with a favorable systemic safety profile
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small proportion of cell types of the lung, intestines and the female reproductive system.
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