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Functiona abnormality and therapeutic possibility of histone methyltransferases
in rheumatoid arthritis
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In this study, we examined the involvement of epigenetics in the
pathogenesis of rheumatoid arthritis (RA) and new therapeutic target for RA. A hisotne H3K4
methyltransferase MLL1 was upregulated in RA synovial fibroblasts (RASFs). Upon inhibiting MLL1
expression, IL-6, IL-15, CCL2, CCL5, CXCL9, CXCL10, CXCL11l, and CX3CL1l expression was repressed and
H3K4me3 levels were decreased in their promoters in RASFs. Treatment of a MLL1 inhibitor MM-102
repressed gene expression and H3K4me3 levels of CCL2, CCL5, CXCL), CXCL10, and CXCL11l in RASFs.
These results suggest that MLL1 is a promising therapeutic target for RA.
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