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N Product Abbreviations

Cluster I promoters Cluster | promoters JMUID 1A: jumonii domain containing 14; jumonii C domain-containing histone demethylase 2A; testis-specific profein A
| I | JMJD3: jumonii domain containing 3; histone lysine demethylase
a b C a b C JMJD 1C: jumoniji domain containing 1C; thyroid hormone receptor interactor 8; thyroid receptor interacting protein 8
HDAC9: histone deacetylase 9; MEF-2 inferacting transcription repressor (MITR) protein; histone deacetylase 7
Hdac (pan) Dnmt3a: DNA (cytosine-5-)-methyltransferase 3 alpha; DNA MTase HsalllA; DNA cytosine methyltransferase 3 alpha
H4K120c AURKC: aurora kinase C; aurora-C; aurora/IPL1-related kinase 3; serine/threonine kinase 13
H4K16ac MSK2: mitogen- and stress-activated protein kinase 2; ribosomal protein S6 kinase alpha 4
H2AKSac JMJD2D: jumoniji domain containing 2D
H4K9Tac PRMTS5: protein arginine methyltransferase 5; HMT1 hnRNP methyltransferase-like 5; SKB1 homolog; HRMTIL5
H2AZac MLL3: myeloid/lymphoid or mixed-lineage leukemia 3; ALR-like protein; histone-lysine N-methyltransferase
H2AZ CBX5: chromobox homolog 5 (HP1 alpha homolog, Drosophila); HP1-ALPHA: HP1Hs alpha; antigen p25
H3ac (pan-)
H3K18ac
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