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[ Abstract] Objective
cleic acid (HCV RNA) for the diagnosis of hepatitis C. Methods
chain reaction (FQ-PCR) was used to detect HCV RNA, enzyme-linked immunosorbent assay (ELISA) and colloidal
gold labeled method was used to detect HCV Ab, and the rate method was used to detect alanine aminotransferase

(ALT) in 116 patients with hepatitis C. Results The positive ratios of HCV Ab detected by ELISA, HCV RNA,

To explore the value of hepatitis C virus antibody (HCV Ab) and hepatitis C virus nu-

Real-time fluorescence quantitative polymerase

HCV Ab detected by colloidal gold labeled method and ALT were respectively 83. 6% ,73.3% ,66.4% and 59.5%.

Positive rated of joint determination of HCV Ab and HCV RNA was 100. 0%. Conclusion

Combined detection of

HCV Ab and HCV RNA could be conducive to the diagnosis of hepatitis C.
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