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INTRODUCTION RESULTS

Natural Killer (NK) cells are innate immune cells which play an important role in host Figure 1. EuroFlow MRD assessment of patient bone marrow post-ASCT Figure 2. PNK-007 dosing does not interfere with ASCT Figure 5. T cell activation and cytokine profile monitoring post PNK-007
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e Figure 3. A) PNK-007 cell persistence from peripheral blood was measured using HLA allele specific

CD34 donor cells are screened and tested for use in PNK-007 manufacturing. Cells are harvested following a 35 day
expansion and differentiation process, then frozen as Drug Substance. Qualified Drug Substance undergoes a final
formulation and release process and is distributed as a fresh formulated product.

antibodies to distinguish PNK-007 from patients’ own NK cells. Total CD56+CD3- NK cells are shown from| * Serum analysis demonstrated absence of allo-HLA antibodies in all subjects.

§ | g ‘ § | cohort 3 using anti-HLA-AO03 to distinguish PNK-007 at day 7, the earliest timepoint collected post-infusion.
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) PNK-007 persistence was not observed in any other cohorts (data not shown) at post infusion day 7. B) Total
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NK cell frequency determined by flow cytometry comparing infusion day 14 + IL-2 (left), infusion day 7 + IL-2 | * PNK-007 cell persistence was not detectable by flow cytometry in patients at

Overview of PNK-007-MM clinical protocol Cohort 4 (D14, 10M, -IL2) B (center) and infusion day 14 — IL-2 (right). C) Soluble levels of IL-2 receptor alpha in the serum measured day +7 post PNK-007, the earliest post-infusion timepoint measured.
using the Milliplex human soluble cytokine receptor panel (EMD Millipore). Cohorts 1 and 2 are shown in
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