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/ INTRODUCTION

The factor was firstly identified as a protein interacting with three repeats of the CCCTC motif within the c-myc promoter and was therefore named CTCF (CCTC-binding factor). CTCF is highly conserved from Drosophila to humans. The

CTCF gene encodes an 11 zinc-finger (ZF) transcription factor, which is ubiquitously expressed and located in the nucleus. There, CTCF tethers diverse and uncommonly long DNA sequences (~50 bp) using different combinations of zinc
fingers. Due to its ability of recognizing multiple target sites, CTCF is called a multivalent transcriptional factor mediating many diverse functions in gene regulation. (1, 2). Our previous data suggest a possible role of CTCF in the regulation of
erythroid cell differentiation. It could be shown that CTCF was differentially expressed and post-translationally modified, comparing several human myeloid cells depending on the particular differentiation pathway. Furthermore, it could be
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shown that overexpression of CTCF promotes differentiation into the erythroid lineage (3). Previous results of Affymetrix microarrays comparing the transcriptome
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markers). C) ENCODE analysis (left) and ChIP analysis (right) of CTS upstream of ETS1. Increased occupancy was found upon induction of differentiation.

D) ENCODE analysis (left) and ChIP analysis (right) of CTS upstream of KLF1. Increased occupancy was found upon induction of differentiation.

/ CONCLUSIONS and FUTURE WORK

« Treatment with Ara-C and Imatinib reduce proliferation and induce differentiation along the erythroid pathway in K562 cells.
« CTCF constitutive downregulation inhibits erythroid differentiation induced by Ara-C or Imatinib. REEERENCES
* Inducible downregulation of CTCF confirms inhibition of erythroid differentiation.

« CD34* primary cells differentiate along the erythroid pathway upon treatment with EPO.

« CTCF in vivo binding to erythroid genes (ETS1, KLF-1) is demonstrated and differential CTCF occupancy of erythroid genes
Is found upon erythroid differentiation.
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