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UHRF2 interacts with histone H3K9 acetylation through its PHD domain
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[Abstract Dbjective To investigate the association of ubiquitin-like with PHD and ring finger domains 2 GHRF2 with histone H3
Lys9 acetylation H3K9a¢) and to find the required domain for UHRF2 intemcting with H3K9ac, Methods 1.02 and HepG2 cells were
transfected with pCMV-FLAG-UHRF2 to observe the colocation between UHRF2 and histone H3 {'B} * H3K9ac’ histone H3 Lysl4

acetylation 1(131{1431:} by immunofluorescence assay and laser scanning confocal microscopy. The interaction between UHRF2 and
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H3* H3K9%ac’* H3K14ac in LO2 and HepG2 cells were detected
by immunoprecipitation. Then’ LO2 and Hep(G2 cells were tra—
nsfected with deletion mutants of UHRF2 to test the functional
binding region for UHRF2 interacting with H3K9ac. Results :

p UHRF2 colocalized with H3* H3K9ac and H3K14ac in LO2
and HepG2 cells. 5} UHRF2 interacted with H3K9%ac in LO2
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and Hep(G2 cells 8 In LO2 cells PHD domain was the key domain for UHRF2 to interact with H3K9ac’ while in HepG2 cancer cells’ not

only PHD domain but also YDG/SRA domain was the functional binding region for UHRF2 interacting with H3K9ac. Conclusion *

UHRF?2 interacts with H3K9ac through its PHD domain.
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