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Progress of epigenetic regulation in the differentiation of oligodendrocyte
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Abstract: The development of oligodendrocyte is a dynamic process that is regulated by genetic and epigenetic

program. In the past years, great progresses have been made in the studies of relative gene transcription and

expression in oligodendrocyte development. However, epigenetic regulation of gene expression in the differentiation

of oligodendrocyte has not been elucidated. Recent studies on addressing histone modifications have increased our

knowledge and found new targets regarding the differentiation of oligodendrocyte and aging of brain. These results

will provide us with new idea regarding the mechanisms underlying the decreased efficacy of endogenous

remyeliation in response to demyelinating injuries with age increasing, and further suggest new strategies for

treatment of these problems.
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AN S LAY B e LRSI Al L K Atk R B
TERE R, AS[R] A xR Il S, AT I 45
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P ps o BT A3 WF T S R A /D SR T AR i R Ak
H, B/MAH LT DNA HUEAGRIZ & 1 S WA 56
EMRAR . HeAh, D S A i A 53¢ s B PRl A
I miRNA [R5 20 15

2 HERERIRED REREMRS P RER

/IR R 3 s e A8 M B 4L 1 B R R PR R 1 2
AR, RAEA KL DNA JF 21 5L il 5 DNA
e, HEEUR OB, &£ OB, HHEAL.
WA 2 F M. SUMO WA IR . X L&
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PRC it it Ezh2 A HELANHIAEH, RIN A 7EFE L D
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