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Correlation analysis of anti-HCV and serum HBV-M by electrochemiluminescence
Song Lin ,Gu Jian
(Department of Clinical Laboratory,Renmin Hospital of Wuhan University ,Wuhan 430060)

Abstract: Objective  The situation of HBV-M were detected through retrospective analysis of patients with anti-HCV to inves-
tigate the relationship between HCV and HBV co-infection. Methods Use the ECL method to replace the ELISA method,compara-
tive analysis of 196 cases of anti-HCV positive serum and 30,026 cases of anti-HCV negative serum HBV infection and its detection
rate and HBV-M individual detection rate of different modes. Results anti-HCV positive group with HBVM detection rate of 73.
47% santi-HCV positive group and individual HBV surface antibody positive (2 +) mode detection rate was significantly lower
than the anti-HCV antibody negative group; HBV core antibody alone (5 +) mode, HBV e antibody, HBV core antibody positive
(4 +5 +) mode and the HBV surface antigen, core antibody positive (1 + 5 +) mode was significantly higher than the detection
rate of HCV antibody negative group;anti-HCV positive group and individual HBsAg. HBeAg and anti-HBs detection rate of HCV
antibody negative group with no significant difference.while the single anti-HBe and anti-HBc positive rate was significantly higher
than HCV antibody negative group. Conclusion HCYV and HBYV infection in the population distribution of overlapping covers more
overlap there is interference inhibition after infection, mainly for the anti-HBc, anti-HBe production.and the Protective anti-HBs
production process and the suppression of interference.
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