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Background Result 1: Comprehensive characterization of the SGC tumor microenvironment Result 2: Discovering biomarkers for SGC malignancy
| | " Cohort: 16 SGC patients pre-treated with neoadjuvant therapy (nivolumab + cytotoxic chemotherapy) Tumor composition profiling identifies patient subgroups with common dominant tumor cell subtypes.
« Salivary gland cancer (SGC) encompasses several rare tumor types with unmet clinical needs —
(Geiger, JCO 2021). Clinical Outcome: Data: 16 surgically removed tumor samples * Three patients with T1 dominant tumor: SMC-11, SMC-04, SMC_Q03 (recurred).
o  Accounts for ~10% of all head and neck cancers. » Variable proportions of viable tumors (VT) - 0% to 95% « H&E images * (Gene expression patterns of SMC-11 and SMC-083 are especially similar (R = 0.92)
o  Heterogeneous pathological subtypes & varied responses to therapies. « One patient with cancer recurrence post-surgery (SMC-03) « 10X Xenium spatial transcriptomics data (custom 475 gene panel) « However, only SMC-3 experienced cancer recurrence.
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. Detailed characterization of SGC tumor microenvironments (TME) across diverse clinical samples is H&E-Al Tissue-level annotation (Lunit SCOPE 10) . Total 915.915 cells across the 16 tumors. visualized by Gene exoression 1 T li;nofﬁcigsfmtyﬁim 15 10 — — —_— T i)
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o  Spatial transcriptomics (10X Genomics Xenium) The treatment-resistant tumor (SMC-03) shows weak immune activation relative to the other T1 dominant tumor.
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