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Study OR502-101 has been approved by the Salus non-profit Institutional Review Board in Austin, TX. Study OR502-101 is registered as NCT06090266 in www.clinicaltrials.gov Acknowledgements: Study OR502-101 is conducted with support from the Cancer Prevention Research Institute of Texas (CPRIT) DP230076. OncoResponse is grateful to the subjects who participated in this study, whose time and dedication is invaluable for the development of OR502 as potential new treatment for advanced cancer. Author affiliations 1. NEXT Oncology, Dallas, TX, USA. 2. NEXT Oncology, Austin, TX, USA. 3. NEXT Oncology, San Antonio, TX, USA. 4. NEXT Oncology, Fairfax, VA, USA.
5. OncoResponse, Inc., Seattle, WA, USA. 6. Bexon Clinical Consulting, Montclair, NJ, USA. References: 1. Bouchlaka M, et al. J Immunother Cancer. 2023; 11(Suppl 1): A556. Abbreviations: AE: adverse event. CPI: checkpoint inhibitor. cPR: confirmed partial response. CR: complete response. CRC: colorectal cancer. CSCC: cutaneous squamous cell carcinoma. CTCAE: Common Terminology Criteria for Adverse Events. DCR: disease control rate. DLT: dose-limiting toxicity. Durva: durvalumab. ECG: electrocardiogram. ECOG: Eastern Cooperative Oncology Group. FIH: first-in-human. HCC: hepatocellular cancer. HLA: human leukocyte antigen. Ig: immunoglobulin. ipi/nivo: ipilimumab/nivolumab. IRR:
infusion-related reaction. LILRB2: leukocyte immunoglobulin-like receptor B2. MHC: major histocompatibility complex. NSCLC: non-small cell lung cancer. ORR: overall response rate. PD: progressive disease / pharmacodynamics. PD-1: programmed cell death protein 1. Pembro: pembrolizumab. PK: pharmacokinetics. PR: partial response. Q3W: every 3 weeks. RECIST: Response Evaluation Criteria in Solid Tumors. RO: receptor occupancy. RP2D: recommended phase 2 dose. SAE: serious adverse event. SD: stable disease. SOC: standard of care. T,,,: half-life. TCR: T cell receptor. TME: tumor microenvironment. TEAE: treatment emergent adverse event. TRAE: treatment-related adverse event. Tx: treatment.
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