BASECAMP-1: Leveraging Human Leukocyte Antigen A (HLA-A) Loss of Heterozygosity (LOH)
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* Metastatic non-small cell lung cancer and mesothelioma are thoracic malignancies with poor outcomes, with Figure 3. Read coverage and B allele fraction (ratio of coverage for allele 1 and allele 2) Figure 7. Study schema for BASECAMP-1 (NCT04981119)

5-year survival rates of 8% [1]
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Tumor (HLA-A*02[-]) and “normal” (HLA-A*02[+]) cells were implanted subcutaneously in NOD scid gamma (NSG) mice ~ Sub-Investigator: Caleb Smith, MD
AntimHLA-A*02 scEv CAR T cells or Tmod CAR T cells were administered via tail veins when tumor reached 100-150 mm? ~ Principal Investigator: Sandip Patel, MD

Approximately 2 weeks following cell infusion, Tmod CAR T-cell-treated mice (shown in red) experienced selective regression of tumor grafts - Sub-Investigator: Andrew Lowy, MD
while “normal” tumor grafts continued to grow. Mice treated with CEA or MSLN CAR T cells (shown in green) experienced regressions of both
tumor and “normal” tumor grafts (Figures 5 and 6)
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