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Background & Aims
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detecting tumor-derived DNA in the cfDNA samples. We associated with cytokines and
By leveraging ctDNA analysis, here we aim to  identified two distinct clusters, one with a fragmentation @ B. Patients in the submono-nucleosomal cluster chemokines that are known for being
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We sequenced 202 cHL patients targeting ~344
kb of genomic space. Length of ctDNA mapped

reads was extracted and unsupervised Conclusions
clustering was performed.

PET/CT scan and 71 plasma cytokines were  Qur observations indicate that cHL belonging to the submono-nucleosomal cluster have a more aggressive disease, a higher mutation load and more neoantigens likely due to denser ASHM, and an immune-suppressive

obtained for clinical correlation. microenvironment. Instead, cHL belonging to the mono-nucleosomal cluster have a less aggressive disease, a lower mutation load and lower neoantigens likely due to liter ASHM, and a tumor-suppressive
Single-cell RNA-sequencing was performed for microenvironment

8 patients.



