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abstract

Overexpression of TET2-FLAG into K562 allowed us to identify
candidate TET2 interacting partners such as EWSR1. PAPBC1. PFPR36,
ILF3. We then found EWSR1 enrichment at MTSS1 gene sites by chromatin
immunoprecipitation, but not a t MCCCl gene. Other candidate proteins
were not to be enriched with MTSS1 and MCCC1 genes for their genomic
localization. We did not find any change in cell proliferation when
EWSR1 gene expression was silenced by siRNA.

We identified EWSR1 to be TET2-interacting partner. We also

identified PAPBC1 and PFPR36 which are RNA-associated proteins.
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