Pre-Clinical Efficacy of AB-101, An Allogeneic Cord-Blood Derived Natural Killer (NK) Cell Therapeutic Candidate, in Combination
with Anti-CD38 Antibodies in Models of Multiple Myeloma

Gina Chu*, Kun-Yu Teng*, Lisa Guerrettaz, Rodrigo Silva, Salvatore Rotondo, Claudia Palomino La Torre, Amanda Conerty, Peter Flynn*, Heather Raymon, Anita Seto, Srinivas Somanchi

Artiva Biotherapeutics, San Diego, CA
* Co-first authors and ¥ corresponding author (pflynn@artivabio.com)

I nt rOd u Ct i 0 n Res u Its ) IEFN-y Secretion Kzoooo_ TNF-a Secretion

15000+ B K562 B K562
. . . ) 15000- ]
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use in combination with monoclonal antibodies (mAbs) to enhance antibody-dependent 0 . . . 0- ol Figure 3. Dara induced significant short-term (4 hours) ADCC by AB-101 cells against (A) NCI-H929, (B) RPMI 8226, (D) Daudi at various E:T ratios. ADCC efficacy
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To further develop AB-101 as an ADCC enhancer’ we assessed anti-tumor activity in Figure 1. A. Purity of AB-1Ql characterized as CDE'»‘CDS.G+ and CD5.6"CD}6.+ NK ce!ls B. Phenotypic char.acterization of N!( cgll receptorsj on AB-_10.1 (CD3'.CD56+ H929 in a tumor spheroid model. I. Representative images of nuclear green-labelled NCI-H929 (NCI-H929 NLG) spheroids mixed with AB-101 and AB-101 + Dara or
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combination with anti-CD38 mAbs against mUIt|p|e myeloma (MM) cell lines. CD38 is a and PB-NK. Data is shown as Mean * SEM. performed using Multiple Wilcoxon matched-pairs signed rank test (* p<0.05). Long-term ADCC was analyzed by two-way ANOVA using Tukey’s multiple comparisons
transmembrane glycoprotein that is uniformly and highly upregulated on MM cells. Anti- test (**** p<0.0001).
CD38 mAbs exert anti-tumor activity against MM through ADCC and other mechanisms. NK Figure 2. AB-101 In Vitro and In Vivo Fratricide Figure 4. Impact of Steroids on ADCC
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