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Tagraxofusp resulted in rapid and sustained decreases in both peripheral blood and bone marrow pDCs
Phase 1/2 Dose Escalation  Including after a single dose of tagraxofusp during the run-in phase of trial

. i Suggests tagraxofusp has the potential to suppress pDCs in this heavily pretreated, poor prognosis
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5 patients who received tagraxofusp and POM+DEX combination had partial responses (PRs) and
decreases in pDC levels while on treatment with tagraxofusp
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» These patients also experienced decreased levels of myeloma-related laboratory assessed values
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