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Fig. 1 The programming of parental DNA methylomes during embryogenesis and gametogenesis
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The Programming of DNA Methylation During
Vertebrate Embryogenesis and Gametogenesis

WANG lJing-Jing?, LIU Jiang?”
(Ynstitute of Basic Medical Sciences, Chinese Academy of Medical Sciences, Beijing 100005, China;
YBeijing Institute of Genomics, Chinese Academy of Sciences, Beijing 100101, China)

Abstract 5-Methylcytosine is one major epigenetic modification which plays critical roles during development,
cell differentiation and organogenesis. Recently, remarkable progress has been achieved in understanding the
programming and inheritance of DNA methylation during early embryogenesis and gametogenesis in vertebrates.
Studies have revealed that sperm DNA methylome can be stably inherited by early embryos in zebrafish. However,
both paternal and maternal methylomes undergo dramatic demethylation and reprogramming during mammalian
embryogenesis and germ cell development. Most germ-line imprinting control regions escape from demethylation
during mammalian embryogenesis, but these regions are demethylated during primordial germ cell development.
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