Appropriate cross-linking Is required for co-stimulatory activity of human anti-CD27 antibody

In a transgenic mouse model
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Abstract Reagents and model

CD27 is a member of TNFR superfamily. It is constitutively expressed on the majority of T cells

Results

and a subset of NK cells, playing key roles in T cell activation and survival and in NK cell 1E5 human anti-huCD27 mAb
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