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Objective FCRH5-dependent delivery of Signal 2 with FCRH5xCD28 bsAbs FCRH5xCD28 bsAbs enhance the activity of several TCEs
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FCRH5 is a highly prevalent and enriched MM marker The anti-CD28 arm of FECRH5xCD28 bsAbs is not superagonist? o\ — , T e | SreRTe@swamt

(o]
o
|
(o]
o
|
(0]
o
|

= FcRH5 has an extracellular domain (ECD) consisting of 9 Ig-like domains (D1 to D9) I.No superagonism* 2. Apical binding epitope overlapping 3. Antagonistic Acfivity
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= Importantly, MM patients display high levels of soluble FCRHS (comprising ECD D1-8)
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FCRH5xCD28 bsAbs are FcRH5 specific and cyno cross-reactive
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FCRH5XCD28 bsAbs bind FcRH5 independenﬂy of sFcRH5 compe’riﬁon -CRHS5-candidate arms paired with our anfi-CD28 arm, showed robust synergy in
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