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MERERL (EX) Study of Peptidylarginine deiminase type 4 (PADI4) as a
susceptibility gene of rheumatoid arthritis (RA)
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PADI4 gene was identified as one of susceptibility genes for RA using case-control
association study. To investigate relationship between PADI4 and RA, we generate
Padi4-knockout (KO) mice by the deleting exon 1 and 2. Significant decrement was
found in the severity score of the arthritic mice between wild type and Padi4 KO mice
in the development of CIA. However, no significant difference was detected in the
incidence of the CIA. Padi4 KO mice showed significantly lower levels of anti-CII IgG

than that wild type. These data suggested that the function of PADI4 gene is important
for RA.
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Regulation of histone modification and
chromatin structure by the p53-PADI4 pathway
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K., et al. Nature Communications in press.
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Functional study of Peptidylarginine deiminase
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