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• BRPF1 mutations result in epigenetic and transcriptional dysregulation of the HOXA cluster of
genes, SEPR2, and GJA5, involved in key developmental pathways.

• Pilot assay validates H3K9ac and H3K14ac antibodies for CUT&RUN.
• BRPF1 mutations alter H3K9ac and H3K14ac at HOXA3, suggesting impaired reader
function.

• Future directions include the optimization of additional antibodies for CUT&RUN.
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BRPF1 mutations dysregulate the epigenome and transcriptome


