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Abstract
AIM: To study the role of H pylori in chronic

hepatitis C.

METHODS: Serum anti-H pylori-IgG was de-
tected by ELISA to determine whether there is
H pylori infection according to the diagnostic
criteria of H pylori epidemiology. Serum HCV
RNA level was detected by real time fluores-
cence quantitative polymerase chain reaction
(FQ-PCR). HCV genotypes were identified by
polymerase chain reaction-microplate hybridiza-
tion-enzyme linked immunosorbent assay (PCR-
MPH-ELISA).

RESULTS: H pylori infection was more preva-
lent in patients with chronic hepatitis C, cirrho-
sis due to chronic hepatitis C and HCC than in
healthy controls (55.5%, 76.5%, 78.6% vs 43.4%,
P < 0.05). H pylori infection aggravated with the
extent of hepatic lesions and the load of hepati-
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tis C virus. H pylori infection was 59.5%, 66.7%,
65.0% and 59.2% in patients with genotypes 1a,
1b, 2a and 2b, respectively. However, there was
no significant difference in these genotypes.

CONCLUSION: H pylori infection is higher in
patients with chronic hepatitis C than in healthy
controls. H pylori might play a role in the prog-
ress from chronic hepatitis C to cirrhosis and
hepatocellular carcinoma.
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