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Introduction Clinical sample preparation workflow QC analysis shows comparable metrics in FF and FFPE samples
High-Grade Serous Ovarian Carcinoma (HGSOC) is a highly aggressive and Single-shot data independent acquisition (DIA) analysis of tumor enriched and tumor Comparison of matched FF and FFPE samples coming from the same patients show a large overlap on both proteome and phosphoproteome levels.
heterogeneous cancer with variable treatment response. microenvironment (TME) enriched tissue areas from archived samples result in quantification of Integration with Protai's clinical atlas? and comparison to pan cancer proteomic datasets shows enrichment of core ovarian cancer proteome.
more than 9,000 proteins in each clinical specimen.
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Global analysis highlights distinct proteomic subgroups Macrodissection-based proteomics captures tumor & tumor microenvironment diversity Proteomic markers associated with BRCA status
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