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Antikeratin anlibody is an autoantibody to the superficial layers of comified epithelium of rat
esophagus and present in rheumatoid arthritis. Human filaggrin was known to be the epidermal target
of antikeratin antibody. The titers of IgG and IgM autoantibodies to purified recombinant human filaggrin
{40Kd protein) were assayed by ELISA in the sera from 229 patients with various connective tissue
diseases (rheumatoid arthritis, osteoarthritis, ankylosing spondylitis and lupus) and 70 normal contrals,

IeG_antifilaggrin, unit (mean+3E) p-value

normal controls (n=70) 0.179 +0.028

rheumatoid arthritis {n=79) 0.398 +0.093 0.0338
osteoarthritis (n=50) 0.139 +0.028 0.8073
ankylosing spondylitis {n=50) 0.250 +0.043 0.1544
lupus_(n=50) 0.266_+0.053 01163

Titers of 1gG antifilaggrin antibody were higher in RA patients compared to normal controls {p<0.05 by

Student t-test), but not in osteoarthritis, ankylosing spondylitis or lupus. 1gG antifilaggrin antibodies were

more frequently found in patients with RA compared to normal controls (11.4% vs 1.4% respectively,

p=0.015 by X? test). Antifilaggrin antibody titer was correlated with visual analogue scale of pain, tender

joint count, Richie index or CRP, but not correlated with antinuclear antibody or rheumatoid factor. There

was no difference of IgM antifilaggrin antibody titers between normal control and rheumaloid arthritis.
Qur results suggest that antifilaggrin antibody is increased in patients with rheumatoid arthritis,
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