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Supplementary Figure 1. a Prevalent driver gene mutations across all patients. b. Kaplan—Meier Relapse Free
Survival curves for TP53 and PIK3CA mutations. c. Distribution of mutation signatures among good responders
to eribulin. d. Distribution of TILs across patients. For each box plot, the center line, the boundaries of
the box, the ends of the whiskers and points beyond the whiskers represent the median value, the

interquartile range, the minimum and maximum values, and the outliers, respectively.
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Supplementary Figure 2.

a. Trajectories of individual patients on therapy over time, colour-coded by their corresponding poor
response (red) or good response (blue) from baseline to surgery. b. Trajectories of individual patients on
therapy over time, colour-coded by their corresponding recurrence (purple) or nonrecurrence (grey) from

baseline to surgery.



Supplementary Tables

Supplementary Table 1. Distribution of mutations across samples.
Supplementary Table 2. Predicted neoantigens across samples.

Supplementary Table 3. Nanostring gene expression normalized data.
Supplementary Table 4. Upregulated genes across patients treated with eribulin.

Supplementary Table 5. Downregulated genes across patients treated with eribulin.



