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tumour signature. (I) ROC curve to evaluate component 1 stroma signature. (J) ROC curve to
evaluate component 2 stroma signature. Colour of component loadings indicates patient group in
which feature was maximally expressed. Positive or negative values in bar chart indicate
positive or negative contribution to the discriminant signature. Blue = Non-responder, Orange =

Responder.

Conclusion.
Through multi-modal approaches, we have dissected the characteristics of NSCLC treatment groups and provide evidence for the role of several
markers including 1L2, CD25, CD44 and SPP1 in the efficacy of current generations of ICI therapy. Whilst further validation of putative markers is
needed, our findings provide early insights into predictive biomarkers associated with response to immunotherapy in NSCLC.
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