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Supplementary Figure S4: ChIP-seq analysis of primary AML patient samples. (A) Principal
Component Analysis of the primary AML patient samples. (B) Correlation heatmap based on all
normalized data from the primary AML patient samples. (C) Tornado plots of the trimethyl-H3K4

ChIP-seq signals at all trimethyl-H3K4 peak sites in the primary AML patient samples.



