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Literature-based characterization of immune phenotype
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. . . : : - Response subcluster o Months frc?m |0 start A) Cytokine profiling of non-small cell lung cancer LTFs (ID: 4624) treated ex vivo with aPD-1 showing the
methodology for mapping ex vivo responders in the validation A) Distribution of the elive index, a measure of ex vivo immune response reported in Braun et al., 2026, for each signature of response subcluster 1 (left). Participant had a partial response to ICl + chemotherapy (top right) at

COhOI’.t (W.ith COUGSPOHdmg clinical data) Lo response su bclusters, validation cohort specimen across the irrlmun'e phenotypes (response subclusters, assigned using the , 3-month follow-up. Multiplex IF (mIF) of LTFs showed the presence of a potential tertiary lymphoid structure.
enabling investigation of the correlation between clinical methodology outlined in Figure 2A). NR = ex vivo non-responder. B) Distribution of clinical outcomes for ex vivo B) Cytokine profiling of ex vivo non-responder LTFs (ID: 5931, melanoma) treated ex vivo with aPD-1 + aCTLA-4.

outcomes and ex vivo response. respondgrs inthe vaIipIation cohort across iImmune phenotypes .(res!oonse subclustgrs). C) Syvimmgr plot of Participant had progressive disease following treatment with Ipilimumab + nivolumab at 3-month follow-up,
progression-free survival grouped by response subcluster for validation cohort specimens with available PFS data. and MIE showed low immune cell infiltration.
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