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Many cancers remain resistant to immunotherapy due to tumor heterogeneity, immune
evasion, and insufficient activation of coordinated immune responses. While allogeneic
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PBMCs were co-cultured with Bria-OTS+cells during the priming phase (3 days) of the in vitro vaccination assay. Bria-BRES4+ Bria-OTS, when injected intradermally, directly activates both naive
and Bria-PROS4+ induced strong early activation marked by IFN-y/TNF-a production and CD69 upregulation across CD4" CD8" NK, and NK-T cells. Dendritic and B cells exhibited increased and previously exposed (memory) T-cells, as well as natural killer (NK) cells. Concurrently, professional antigen-

presenting cells (APCs) process the Bria-OTS+ antigens. These APCs then migrate to regional lymph nodes, where they
prime T-cells against tumor antigens. The activated T-cells and NK cells subsequently travel to the tumor site, where
they trigger a robust anti-tumor immune response.

CD80/CD86 expression, indicating enhanced antigen-presenting potential. Primed PBMCs showed elevated proliferation and cytotoxic activity against parental tumor targets, confirming the potency of Bria-OTS+
in initiating robust innate and adaptive immune responses.
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