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Chemoradiotherapy resistance and clonal evolution of esophageal cancer genome
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Focusing on spatial and temporal intratumor heterogeneity and immune
reaction in esophageal cancer, we revealed the mutation process in chemoradiotherapy (CRT)-resistant
clones and the clinical relevance of genetic alterations. In multi-region sequencing of
pretreatment and locally recurrent lesions from five cases, most driver gene-altered clones remained
after CRT, while few driver gene alterations were acquired at recurrence. When comparing the
genetic profile of responders (n = 17) with non-responders (n = 16), we demonstrated that focal
copy-number gain at the MYC locus was associated with resistance to CRT.
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