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« We assessed RNA-seq on core-biopsies obtained pre-treatment [n=53/58 (91.4%)], at week 2
[n=49/58 (84.5%)], and on residual disease at surgery [SX, n=42/45 (93.3%)].

*  We investigated curated gene sets from Hallmark (n=50), KEGG (n=186) and Reactome (n=1520) at PROCESSING OF ENDOSOMAL TLR gene set scores evaluated at week 2 in pCR and RD patients.
the single sample level.
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