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Fundamental research for the development of new immune response regulation
methods targeting Foxp3 binding factor lkzfl
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To develop the new immune disease therapies targeting regulatory T cells
(Treg), we examined the role of the interaction between the transcription factors Foxp3 and lkzfl in
Treg function. The disruption of the interaction between Foxp3 and lkzfl in Treg resulted in
induction of epigenomic changes around Treg-related genes, which in turn disrupts Treg-specific gene
expression patterns and Treg functional stability, leading to excessive immune responses and
ultimately to the development of lethal autoimmune disease-like inflammation. Furthermore, lkzfl
also played an important role in maintaining functional stability of human Treg.
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Exon 5 of 1kzfl is required for Foxp3-dependent gene suppression to maintain the homeostasis of regulatory T cells.
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