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HEEEL (FEX) A comprehensive association study of IRF family genes in genetic
predisposition to connective tissue diseases.
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WFZER R OMEEE (3230) : We examined whether IRF and TLR related genes contribute to the
susceptibility to systemic lupus erythematosus (SLE). Association of JRF7 and TLR7
essential for the induction of type I interferon was detected in Japanese. A single
nucleotide polymorphism (SNP) located closely to /RF7 was associated with the presence
of anti—Sm antibodies and renal disorder in SLE. In addition, SNPs in 7LR73’ untranslated
region and intron were associated with SLE independently. Association of 7NFAIP3 and TNIPI
was also observed.
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