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17 Kkinds of auto-antibodies in patients with hepatitis C virus infection
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Abstract : Objective To assess the prevalence of auto-antibodies in patients with HCV infection and observe the significance of
ANA profile prevalence in HCV infected severity. Methods Indirect enzyme-linked Immunosorbent assay (ELISA) was used to de-
tect anti-HCV antibody. Line immunoassay (LLIA) was used to detect 17 auto-antibodies in 123 patients with HCV infection. Results

58 of 123 patients with HCV infection had one autoantibody at least, whose prevalence (47. 2% ) was statistically higher than
control group (9.6%). The prevalence of 17 kinds of auto-antibodies in patients respectively showed 29 (23.6%) of HCV infected
patients had anti-SSA/Ro52kD. 8 (6.5%) had anti-SSB/La. 7 (5.7%) had anti-Mi-2. 6 (4.9%) had anti-PCNA. 4(3. 3%) had an-
ti-Nucleosome and anti-Ku. 2 (1. 6%) had anti-dsDNA, anti-SmD1 , anti- AMA-M2, anti-PM-Scl. 1 (0. 8%) had anti-CENP-B, anti-
SSA/Ro60kD,anti-Ul snRNP,anti-Jo 1,none had anti-Scl 70. The presence of antibodies in ANA profile were not associated with
subject’s gender or age( P=>0. 05) , the prevalence of ANA profile in patients with acute hepatitis C, chronic hepatitis C, cirrhosis
were 47.1% ,40. 6% and 57. 1% respectively,showing no significant differences. Conclusion Several specific antibodies in autoim-
munity diseases are at present in patients with HCV infection. The prevalence of ANA profile has no correlation with sex.and age.
and liver disease severity.
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