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Structure Activity Relationship (SAR): EVOLVE205 with an additional CD20
binding domain demonstrates enhanced avidity on tumor CD20 binding and
exhibits strong tumor killing potency with higher T cell expansion in CD20/°¥ cells

A single biotherapeutic that provides integrated T cell costimulation to address
the therapeutic challenges of low CD20 level in immuno-oncology and
autoimmune disorders

EVOLVE205 CD20-targeting agent is more potent in depleting autoimmune-
associated B cells from tissue

PBMC B cell-depleted
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EVOLVE205 shows stronger tumor killing potency compared to the clinical i.v. (qTw, 6 doses)

= (CD2 is a costimulatory receptor found on all T cells including naive and exhausted CD8 T cells,
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