Effect of minimal lymphodepletion prior to ACT with TBI-1301, NY-ESO-1 specific gene-engineered TCR-T cells, on clinical
responses and CRS.
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Inclusion Criteria TBI-1301 for study treatment: r VCEP Methods: Peripheral blood samples were taken on Day 0 before and after infusion as
T R A Il as Days 1,2,3,7,14,21,28,42 and 56. Lymphocyt tracted from the blood
ymp o HLA-A*02:01 or HLA-A*02:06 positive. 79/F — carbo/gem; Crade 2- - well as Days 1,2,3,7,14,21,28,42 an . Lymphocytes were extracted from the bloo
o Tumor NY-ESO-1 expression by immunohistochemistry (IHC). 166 4 arian ca dox'lzyfa[)’:k >:25% 50 ot ¥ gse  22% [[through ficolling and staining with mAb panels including NY-ESO-1 specific multimer,
GTCR™vector | am T MR TR 0 ECOG Performance Status 0 or 1. Shase 1: carbo CD3, CD4, CD8. Samples are stained on BD Fortessa X-20 and analyzed using FlowlJo
I o If approved and funded standard anti-cancer therapy is available, subjects must 10.1. Cytokine analysis performed using a Luminex 24-plex cytokine panel. Graphs
. '_ have failed, be intolerant to, be ineligible for, or have refused treatment. o Best Overall Retsponse of Target were generated using Graph Pad Prism V4.1.
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1) to lead efficient expression of the Introduced TCRs > 2.5 x10%/L (2,500/ul), Hgb > 80 g/L, Plts > 75 x10%/L (75,000/ul), Total bilirubin < 60% e Cytokine Release Syndrome (CRS) is observed in patients with high NY-ESO-1 expressing
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TBI-1301 is a gene-modified T cell product (i.e: TCR-T) where autologous lymphocytes mL/min/1.73 m? -100% cyclophosphamide 750mg/m?/d x 2 days (without fludarabine)
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