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- EBV T cells represent a unique approach for generating off-the-shelf therapies ATA3219 demonstrates stable CAR expression and maintains robust central ATA3219 demonstrates antigen-specific cytokine secretion Single and multiple dosing of ATA3219 demonstrates potent tumor - ATA3219 is an off-the-shelf allogeneic T-cell therapy targeting CD19
and are the first approved allogeneic T cell immunotherapy with the EU memory phenotype and proliferation rejection and corresponds with robust in vivo expansion without via next-generation CAR (1XX) built on Atara’s EBV T-cell platform.
approval of tabelecleucel. Unlike gene-edited approaches aimed to inactivate Figure 2. Flow cytometric analyses of ATA3219 CAR expression from 4 different donors Figure 4. ATA3219 demonstrated inflammatory and stimulatory cytokine secretion with higher exogenous cytokine support . i
TCR function to reduce the risk for GvHD, EBV T cells maintain expression of demonstrated the successful and stable transduction of EBV T cells with ATA3219 retroviral levels of IFN-y (A), TNF-a (B) and macrophage inflammatory protein (MIP-1a) (C) in response to Figure 6. NOD scid gamma (NSG) mice were intravenously implanted with 0.5x108 Nalm-6 We ha\{e engineered _allogenelc EBV_T ce_"s t? Stabl_y _exPress_CD19
native T-cell receptors that promote in vivo persistence’, while also vector (A)C.;Vector Cgpy number analyses SQOAWFX?BZC;)SSISLGMW fgwer thar|1 5CV§80'[0£BC)ODIGS per CD19+ target lines compared with NTD EBV T cells. A higher percentage of proliferating ATA3219 cells on day 0. Mice were randomized into different groups by bioluminescence imaging (BLI) CAR with a 1XX costimulatory domain with high efficiency (Fig 2).

e i : it - genome. CD4 and CD8 distribution showe to be predominantly +(B). cells was measured against CD19+ targets compared to fewer dividing NTD EBV T cells (D). and treated with a single (top row) or multiple (bottom row) IV injections of freshly thawed . SN . .
d_en?on?_tratmg inherently low alloreactivity due to their recognition of defined Analyses of memory markers CD45RO and CCR7 showed ATA3219 to maintain a robust ATA3219 or NTD EBV T cells, as indicated by the vertical dotted lines. BLI radiance for each Optimization _of ATA3219 enriches for a predominant central memory
viral antugens. central memory populatlonf compared with autologous benchmarkCCAR T ceII? (C). Bars A 00000 B 40.000- mouse (n=8) was measured post tumor implant (A). The absolute count of circulating human phenotype (Fig 2).

. Allogeneic CD19-directed CAR EBV T cells have previously demonstrated represent standard error of the mean. The gating strategy on live CD3+ cells for the auto 0004 [ T cells (B) and vector copy number (C) were measured. No treatment-related toxicities were . . i . .
encguraging efficacy and a favorable safety profilg with noiupportive benchmark and ATA3219 product from a representative donor is shown in (D). 400,000 - ° jz Zzz_ observed following single or multiple dosing. Horizontal dotted line represents the VCN of ATA_‘3_219 qemons"ates d_urable CP19_ antlger! specific CYtOtO)_('c
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- We generated ATA3219, a CD19-targeted CAR containing a modified CD3(

signaling domain, 1XX, built on our EBV T-cell platform without modification of ATA3219 demonstrates minimal alloreactivity against ATA3219 demonstrates superior in vivo anti-tumor activity and functional persistence compared to auto benchmark CAR T cells

HLA-mismatched targets

the endogenous TCR. To serve as a benchmark comparator, we additionally

Figure 7. NSG mice were intravenously implanted with 0.5x10% Nalm-6 cells on day 0. Mice were randomized into different groups by BLI and treated with a single intravenous injection of

CCR7

produced autologous CD19 CAR T cells using a clinically relevant 12-day 607 556 oor [ T ooy Figure 5. Alloreactive potential was measured through the release of 51Cr from labeled freshly thawed T cells. BLI radiance for each mouse (n=5-8) was measured post-tumor implantation (A). Group median BLI (B), survival (C) and vector copy number, normalized to the input
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NTD = non-transduced PHA = phytohemagglutinin
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