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Spatial and temporal heterogeneity of predictive and prognostic signatures in triple-negative breast cancer
treated with neoadjuvant combination immune-chemotherapy
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A: durvalumab-induced changes (comparison of core biopsy before therapy and after one dose of
durvalumab) B: chemotherapy-induced changes: comparions of core biopsy before therapy and
after 4 cycles of chemotherapy)

different tumor regions: Tumor cell
areas vs. stromal areas (GeoMx platform)
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