Single-Cell Spatial Transcriptomics of Primary Tumors and Regional Lymph Nodes in NSCLC After Systemic Therapy
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Abbreviations: NL, neoadjuvant; LG, lung; F, female; M, male; T: tumor; LN: Lymph node; chemo: chemotherapy; chemolCl:
chemoimmunotherapy; LUSC: Lung Squamous Cell Carcinoma; NOS (PSC): Not Otherwise Specified, Pleomorphic Sarcoma of the
Lung/Pleomorphic Spindle Cell Carcinoma; LUAD: Lung Adenocarcinoma; AGA, actionable genomic alteration; pCR, pathologic complete
response; TPS, tumor proportion score; CPS, combined proportion score; MSI, microsatellite instability; MSS, microsatellite stable; TMB, tumor
mutation burden.
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