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Conditionally active CD28xVISTA bispecific antibodies induce myeloid-driven tumor-specific
T-cell co-stimulation for improved cancer immunotherapy
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« A CDZ28 arm was combined with either a pH-selective VISTA binding arm or a “surrogate” arm with similar binding affinity at pH 6.0 and 7.4 for in vitro assays
« BS2 & BS3 formats with bivalent VISTA engagement shows efficient simultaneous target binding in ELISA assays

Conventional CD28xTAA co-stimulation approach
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Figure 5. In vitro human T-cell co-stimulation in frans by CD28xVISTA BS2 potentiates LNCaP killing by a CD3xPSMA T-cell engager
« Enhanced killing was accompanied by increased T-cell activation, cytokine release and proliferation

* No effect in the absence of CD3xPSMA (“Signal 17), i.e. no superagonistic properties of this CD28xVISTA bsAb
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