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Associations between blood anti-CCP antibody and saliva anti-CCP antibody with DBA mouse
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Abstract

Rheumatoid arthritis (RA) is known as systemic autoimmune disease, and early diagnosis is important, because
early treatment can be suppressed deformation of joint. Anti-CCP antibody (anti-cyclic peptide antibodies) is as an
exceed both sensitivity and specificity in diagnosis of RA. Therefore, we investigated whether anti-CCP antibody is
secreted in saliva dependent on concentration blood, and saliva test is useful to diagnosis.

This is arthritis-inducing model was used which was administered bovine type II collagen to DBA mice(n=6-9).
Blood and saliva aspirated from mice, and was measured antibody amount by ELISA method, statistically analyzed
correlation between blood and saliva as used Pearson’s correlation. As a result, anti-CCP antibody was detected
from both blood and saliva, and correlation was found between both(r=0.981, p=0.002). Therefore, using saliva
screening test was suggested possibility for useful diagnosis of RA.
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