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Investigation on best cut-off values of hepatitis C virus antibody detected by ELISA*
Lu Xiangyun ,Cheng Jiang”
(Medical College of Shihezi University ,Shihezi,Xinjiang 832000,China)

Abstract: Objective To investigate the best cut-off value of hepatitis C virus (HCV) antibody positiv detected by enzyme-
linked immunosorbent assay(ELISA). Methods

45 negative serum samples of close to cut-off value (OD = 0.15—2.0) from the inpatients or individuals undergoing the physical

130 serum samples of HCV antibody positive preliminarily screened by ELISA and

examination in our hospital were chosen and the recombinant immune blot assay (RIBA) was used to confirm their positive or nega-
tive. The receiver operating characteristic(ROC curve) was drawn by SPSS17. 0 for determining the best cut-off value. Results The
Kappa value of the qualitative method coincidence by ELISA and RIBA was 0. 676 according to the cut-off value by the current rea-
gent instructions. While the Kappa value was 0. 829 with the cut-off value of 0. 251 3 determined by the ROC curve. Conclusion

Analyzing the clinical laboratory by means of the ROC curve can more scientifically find out the best cut-off value which is suitable

for the clinical laboratory.
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