Markers of interferon signaling and glutamine utilization within the stromal microenvironment in
Head & Neck Squamous Cell Carcinoma (HNSCC) predict cancer recurrence
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These spatial interactions demonstrate the complexity of the TME affected by Wnt/b-Catenin signaling
regulation on ECM remodeling, fibrotic processes, and INOS-mediated immune regulation, in addition
to potential glutamine-dependent facilitation of epithelial tumor invasion by IFNG mature NK cells.

Through the SpacelQ platform, we were able to de-plex a 67-plex IF panel to a few key predictive
biomarkers involving macrophages, Tregs, and glutamine-dependent NK cells yielding good predictive
performance for recurrence outcome in HNSCC patients.

Purple leaf nodes denote descendants that do not have a distinct
ancestral node beyond the first level split.
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* Recurrence and non-recurrence cores showing the cells from the
first level split. Cells in gray are the epithelial cells.
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