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patients classified as chemotherapy-sensitive (CSen) and chemotherapy-
resistant (CRes), enabling tumor-intrinsic analysis at unprecedented cellular
resolution. This work provides a framework for mechanistically dissecting
chemotherapy response heterogeneity in TNBC at the single-cell level and lays
the foundation for future precision oncology strategies that stratify patients
based on tumor-intrinsic vulnerability rather than histopathologic subtype alone.
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