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ABSTRACT: Histone or transcription factors or their co-factors, which are able to carry out the process of some physiological and
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Fig. 1 A schematic diagram of ubiquitination and de - ubiquitination
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Table 1 Histone ubiquitination sites

Histone
o Modification site Enzyme Biological function
ubiquitination type
H1 RNF8,RNF168 DDR

RNF8 . RNF168 . RINGIA RING1B/RNF2 Recruitment of damage repair factors,

H2A K13-15,K119,K120,K127-129
RING2.TRIM37 .BRCA1/BARDI1,CUL4B Regulation of gene expression

BAF250B MSL2  Brel ,RNF20/hBrel |
H2B K34.K120 Regulation of gene expression

RNF40
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Table 2 Histone deubiquitination

Histone deubiquitination type Enzyme

Biological function

H2A

Cell cycle, transcriptional inhibition, DDR, ESC

USP7,USP11,USP16,USP22,USP44

differentiation

USP3,USP7,UBP8,UBP10,USP12,USP22,

H2B

UBP44,UBP46,UBP49

Cell cycle, transcriptional inhibition, cell differentiation
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Fig. 2 Regulation of ubiquitination of histone H2A on developmental genes
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