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The role(s) of UTX, histone demethylase for H3K27me3, in B cell regulatory
mechanisms and autoimmune disease pathogenesis
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UTX is a demethylase for trimethylated 27 on histone H3. The patients with
Kabuki syndrome have congenital loss-of-function mutations in UTX. Since patients with this disease
frequently develop autoimmune diseases, it is expected that the deletion of UTX in immune cells
contributes to their pathogenesis, but the details are not clear. To investigate the role(s) of UTX
in B cell regulatory mechanisms and autoimmune diseases, we generated B cell-specific UTX-deficient
mice. This mice showed various abnormalities in B cell subsets of the innate immune system, such as
B-1 cells and marginal zone B cells, which are involved in the pathogenesis of autoimmune diseases.
Transcriptome analysis of those cells suggested that BCR signaling might be attenuated.
The results of this study may provide a basis for elucidating the pathogenesis of autoimmune
diseases caused by congenital UTX deletion or epigenetic deregulation and for developing therapeutic
strategies.
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