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NSCLC immunotherapy study (Prospective) 57-plex Spatial Phenotyping Identified 13 Immune Cell Populations

Lung cancers are the leading cause of cancer incidence and mortality, A) 57-plex Whole-slide Imaging and spatial phenotyping of 3.4 million cells of pretreatment biopsies
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unraveling the complexities of macrophage polarization states and

metabolism dynamics and their influence on treatment response.
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> 3 4 © ¢ - s ranges. « This study shows how Akoya’s solutions are uniquely positioned to enable discovery to translational workflows thereby accelerating the
development of clinically relevant and highly predictive spatial signatures.
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