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Patient 5/10 (50%) patients with molecular responses showed a reduction in sum of tumor diameter, compared with 5/16 (31%)

of those without MRs. MR, molecular response
MR per patient. Reduction of somatic allele frequencies from baseline by more than 50% is highlighted in blue.
TP53 mutation status (red) is shown below. MRs were observed in 11/34 (32%) patients treated with more than
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