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Figure S1: A. GII in untreated tumors within the two therapy arms. B. Frequency plots of 

genome wide aberration score for tumors at the time of diagnosis in the Combination-arm 

(top) and the Chemotherapy-arm (bottom). 

 



Figure S2: Number of patients showing an increase (green) or a decrease (red) in the 

clonality of copy number changes genome wide between diagnosis and 12 weeks after 

treatment: copy number losses in responders (A) and non-responders (B); LOH in responders 

(C) and non-responders (D); gains in responders (E) and non-responders (F). 


