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Epigenetics and Myelodysplastic Syndrome
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Histone acetylation Histone methylation

HAT HMT
Acetyl Methyl
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Transcriptionally active
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Histone deacetylation

HDAC

Transcriptionally inactive
chromatin

gﬂ‘ﬁ 3 Various mechanisms of histone modification (Modified from reference 4)
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gﬂ]ﬁ 4 The model demonstrating the pathogenesis of myelodysplastic syndrome (Modified from reference 4)
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;a‘l‘.dﬁ 5 Epigenetic changes in MDS both inDNA methylation and histone modification (modified from reference 21)
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