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Circulating H3K27Me3-nuclesome levels is associated
with cancer stages and mortality
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Circulating H3K27Me3-nuclesomes levels increase with cancer disease stages and is associated to survival outcome
« H3K27Me3-nucleosome is a non-invasive biomarker, that complements ctDNA

« Circulating H3K27Me3-nucleosome at diagnosis emerges as an independent prognostic biomarker for overall survival, offering a practical approach to refine risk assessment -
particularly within the ctDNA-negative subgroup and to inform clinical decision-making in the context of personalized therapeutic strategies
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