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[Abstract] Objective To analyze the value of anti-CCP antibodies to RA and relationshipof rheumatoid factor
(RF). Methods CCP antibodies were determined by chemiluminescence, rheumatoid factor was determined by im-
mune nephelometry,and the sensitivity, specificity and relationship were analyzed by SPSS20. 0. Results Anti-CCP
antibodies for RA diagnostic sensitivity was 73.5% (83/113) ,specificity was 97. 6% (81/83). There was no signifi-
cant correlation between anti-CCP and RF antibodies (P>>0. 05). Sensitivity of RF combined with anti-CCP was
84. 1% ,specificity was 98. 8%. Conclusion Anti-CCP antibodies for RA diagnosis with high specificity and sensitivi-

ty;there was no correlation between anti-CCP and RF. Combined detection can improve the diagnostic sensitivity and

%- L]

specificity of RA.
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