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[ Abstract)

methyltransferase (HMT) and demethyltransferase. HMT mainly includes two families: lysine and arginine

Histone methylation/demethylation is a kind of epigenetic, and catalyzed by histone

specific methyltransferase. The histone demethylation enzyme is divided into two families: lysine-specific
histone demethylase 1 ( LSDI1), lysine-specific histone demethylase 2 (LSD2), and Jumonji histone
demethanase. HMT and demethyliransferase are associated with adipocyte differentiation and adipogenesis.
The perspective of histone methylation/demethylation may provide different ideas for exploring the pathogenesis
of obesity.
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