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Anti-CCP antibody reagent performance verification of latex enhanced immunoassay *
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Abstract:Objective To evaluate the detection performance and clinical diagnosis and application of latex
enhanced immunobiturbidimetry (PETIA) anti-cyclopanine peptide antibody (anti-CCP) reagent and the clini-
cal diagnosis of rheumatoid arthritis (RA). Methods The precision,accuracy,linearity, stability and specificity
of anti-CCP antibody kit were evaluated by PETIA with reference to measurement conditions. At the same
time,63 RA patients with positive serum rheumatoid factor (RF) were selected as the patient group and 61
healthy people as the control group. The serum anti-CCP antibody was determined and the results were statis-
tically analyzed. Results The maximum CV in the day was 6. 73% and the maximum CV during the day was
7.36%. The maximum deviation absolute value of experiment on the accuracy of different concentrations was
6.10%. The concentration was linear in 0—1 020, 00 U/L (Y=0. 950 3X+1.117 5,7 =0. 999 9). The abso-
lute deviation of test results in the 27th day test was<C10. 00%. The level of TG was 12. 5 mmol/L,and the
level of BIL was 420 pmol/L. When the Hb level was 49 g/L,there was no significant interference. The serum
anti-CCP antibody level of RA patients was (52. 31437, 53) U/ml.,and that of control group was (20. 48%+
6.48) U/mL,the positive rate of control group was significantly lower than that of RA patients (P<C0. 05).
Conclusion PETIA has good repeatability, wide linearity, high accuracy and strong anti-interference ability.
The results of PETIA can be used as an important basis for the diagnosis of RA.
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