Dual Targeting of Mast Cells and TSLP with a Bispecific Antibody
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BACKGROUND RESULTS

« No significant clinical pathology findings
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. CDX-622 exhibits good biophysical properties « Hematology parameters remain in the normal range

«  High affinity for human TSLP and SCF, and significant cross-reactivity to cynomolgus targets « Strong evidence of skin MC depletion, consistent with expected role of SCF/KIT in MC survival VIEW POSTER

« Simultaneous inhibition of TSLP and MCs with CDX-622 may result in improved efficacy over approaches targeting single pathways in
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