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INTRODUCTION RESULTS
Celularity Inc. has developed a novel platform that enables production of genetically modified
allogenic off-the-shelf ex-vivo expanded and cryopreserved human placental CD34*-derived natural Figure 3. High Expression and Cleavage Resistance of CD16 on CYNK-101 Figure 6. PISK Pathway Inhibition Decreased CYNK-101 in Combination with
killer (NK) cells named CYNK-101 for the treatment of various cancers.! NK cells are key mediators NT CYNK-101 Avelumab ADCC
of antibody-dependent cellular cytotoxicity (ADCC) via the CD16 receptor, which recognizes the Fc A B C o]
region of an antibody bound to tumor target cells. NK cellular therapies can thus be targeted to i CYNK-101+Avelumab Against NCI-H1975
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found in ~10-20% of the human population.4 Furthermore, following NK cell activation, CD16 on 0. - §.......|2 e P | §: 60 = BN CYNK-101+Avelumab+nhibitor
the surface is protease cleaved, resulting in decreased ADCC. However, a mutation at this cleavage < < oo r T O 40- [ IgG Alone
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lung cancers (NSCLC), in 60% of triple negative breast cancers (TNBC), and in 15-45% of bladder EIN : ET Ratio
cancers; often translating to a worse outcome for patients.®!% Avelumab is a human monoclonal " e TR T e e 1O R T |
antibody that binds to PD-L1 and prevents its interaction with its receptor PD-1. In this way CD16 24h cytolysis of untreated or 1h 0.1 pM Wortmannin (phosphatidylinositol 3-kinase (PI3K) inhibitor) pretreated CYNK-101 cells in
Avelumab can block the PD-L1/PD-1 inhibitory immune pathway that tumor cells utilize for immune (A) Percentage of CD56+/CD3- cells in CYNK-101 donors post thaw, NK percentage was 92.9% + 4.4% (mean = SD, n=6 donors). (B) CD16 expression on CD56+/CD3- CYNK-101 cells post thaw, 78.0% + c.om.b.ination with Avelumab ag_ainst_ the NSCLC (_:eII. Ii_ne NCI-H1975 at the indicated E:T ratios (mean + SD, n=3 donors) * indicatgs
evasion. Avelumab also induces an ADCC immune cell response when bound to PD-L1 on the ég.gfl’\/zp(\?oena;nmiygnD,(Fr)ll\:/ligonors). (C) Representative flow cytometry diagrams showing CD16 loss following cleavage on non-transduced (NT) cells but cleavage resistance on CYNK-101 following 2h activation ?’:gzglcoa&tsr)ltly decreased cytolysis with the PI3K inhibitor pretreated CYNK-101 compared to untreated CYNK-101 at that E:T ratio

surface of tumor cells.11-12
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MATERIALS AND METHODS

PD-L1* NSCLC, TNBC, and bladder cancer tumor cells in combination with Avelumab.
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