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EpiDyne® remodeling assay and genomic

approaches in remodeler research

Chromatin remodeling is mediated by ATP-dependent enzymes that play key roles
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remodeler substrate preference remodeler studies
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Remodeler mapping optimization by CUTANA CUT&RUN
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Figure 4. CUT&RUN validation of CUTANA compatible antibodies against remodelers. (A,B) Heatmaps for K562 & H1299
cells showing anti-SMARCAZ2 (EpiCypher 13-2006), INO80, CHD1 signal enrichment aligned at transcription start sites (TSS) of
protein coding genes. Rows in IgG, SMARCAZ2, INO80 and CHD1 heatmaps are ranked and scaled by SMARCAZ2 intensity (top
to bottom). H3K4me3 is auto-scaled and ranked. Red indicates high localized enrichment and blue denotes background
signal. (C) Representative gene loci showing enrichment, peak structure, and overlap for SMARCA2, INO80, CHD1 with
H3K4me3 and H3K27me3 peaks, consistent with their reported functions as families of chromatin remodeler complexes’.
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Open chromatin mapping as a remodeling readout by NicE-seq
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Figure 5. NicE-seq®® measures chromatin response to SMARCA2/4 remodeling inhibitor. Peaks were called from 100k
formaldehyde-fixed NCI-H1299 cells (untreated / DMSO / + BRM014°° for 24Hr) & 100K formaldehyde-fixed K562 cells
(DMSO / +BRM014 / +AU-15330%° / +ACBI1 for 24Hr) . (A) Volcano plots of differential peak occupancy between untreated
and H1299 drug treated cells. (B) Representative biomarker (KRT80; locus functionality is reliant on SMARCA2/BRM
function®) showing open chromatin changes in response to BRM014 treatment. (C) Volcano plots of differential peak
occupancy between DMSO- and drug- treated K562 cells. (D) Gene loci showing open chromatin changes in response to
compound treatment.
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