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Mutational Landscape of Primary and Metastatic Tumors ATRX and DAXX Mutations are associated with Nodal Involvement
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(A) Patient Demographics by sample type. Statistical testing by association performed using Wilcox Rank Sum Test.

found to co-occur with ATRX and DAXX mutations, indicating a shared molecular pathway.

- ATRX and DAXX mutations are mutually exclusive in primary tumors, exclusivity is lost in metastatic tumors, reflecting - ATRX and DAXX variants are nearly mutually exclusive in primary tumors and loss this mutual
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