- | Prospective BASECAMP-1 experience in patients with gastrointestinal (Gl) cancer: ldentifying patients with human
leukocyte antigen (HLA) loss of heterozygosity (LOH) for a future therapeutic trial exploiting LOH as a tumor vulnerability
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- Metastatic colorectal, pancreatic (PANC), gastric, and esophageal cancers are the leading causes of gastrointestinal (Gl) cancer- Figure 2. CEA or MSLN CAR Tmod single vector construct [10] Figure 4. Higher tumor purity allows for more accurate prediction of HLA-A*02 LOH Figure 7. CEA Tmod (A2B530) in vivo study demonstrates potency comparable to NCI Figure 10. Tempus clinical workflow
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HLA, human leukocyte antigen; LOH, loss of heterozygosity; TCGA, The Cancer Genome Atlas. CAR, chimeric antigen receptor; ECso, half maximal effective concentration; GTEx, Genotype-Tissue Expression; HLA, human leukocyte antigen; ICso, half maximal inhibitory concentration;  Banked T cells will be available for subsequent autologous Tmod CAR T-cell therapy at the time of relapse - This study was supported by A2 Bio

« CAR T HLA-A LOH approach is independently validated by Vogelstein/Kinzler, 2021 [8] “Tempus data contain more advanced disease, and TCGA data have more primary tumors. MSLN, mesothelin; TCGA, the Cancer Genome Atlas; TPM, total particulate matter.
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