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Abstract : Objective
test. Methods

electrochemiluminescence immunoassay(ECLIA). Results

To evaluate the weak reactive results of hepatitis B surface antigen(HBsAg) by neutralization confirmatory
Twenty six weak reactive samples for HBsAg were detected again with HBsAg neutralization confirmatory assay by

Among the 26 weak reactive samples, 22 (84. 6 %) were true positive, 2

(7.7%) were false positive and 2(7. 7% ) were uncertain. Conclusion The confirmatory assay to weak reactive sample for HBsAg is

necessary.
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