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ABSTRACT: Objective To investigate the prevalence rate of H. pylori in hepatitis B virus-rel-
ative liver disease patients, including chronic hepatitis B, hepatic carcinoma and cirrhosis. Methods
A total of 273 patients with liver disease were selected and anti-H. pylori IgG was detected in their
serum. Positive results meant that the patients were infected with Hp. Results The prevalence
rates of H. pylori infection in patients with hepatitis B, HBV-related hepatic carcinoma and HBV-re-
lated liver cirrhosis were 62.7%, 77.0%, 79.7% respectively. Significant difference was found
between two groups(P<0.001), compared with healthy people. The prevalence rate of H. pylori
infection in patients with HBV-related hepatic carcinoma and HBV-related liver cirrhosis was higher
than that of H. pylori infection in patients with chronic Hepatitis B{P<0.05). The prevalence rate
of H. pylori infection in positive patients with HBV DNA was higher than those negative patients,
but the prevalence rate was similar in patients with different levels of HBV DNA. The prevalence
rates of H. pylori infection in patients with Child-Pugh classes A, B, and C liver cirrhosis were 51.
9%, 63.4%, 65.6% . There was no significant difference in patients with different grades of liver
cirrhosis. Conclusion The prevalence rate of H. pylori infection in patients with chronic liver dis-
ease led by HBV is higher. The patients with hepatitis B who also have hepatic carcinoma or liver
cirrhosis are more easily infected by Hp. The infection of Hp may have relationship with the compli-
cation of HBV-related liver diseases and Hp may have toxicity for hepatocyte.
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1.1.1 fRFIEEE.: %% 5135 R 4 Bk AR
2010 4F 3 §—2011 4E 12 B WA A AP R 1 B
BE 23 B P B B R B E 83 H,Z
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sr4 n  HEI(E A Fig/%  HBV
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1.2.2 HBV DNA &1l : fixE & PCR K
HBV DNA, i %I 4 ) TR BB BRA 7 R4t
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RIFF & AP P EEAL . 2 BF G B9 ) R % R Hp &
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%2 5 HpIeG ARG R
# 5 n HoIgG Bt B /%
EHZF 83 52 62.7
LI sk 126 97 77.0
TG 64 51 79.7
IEWAB4 60 24 40.0

2.2 A HBVDNA #%5 Hp A &% 4
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184 Z i i 5% B % 7 HBV DNA < :9°
copies/mL 3t 69 %], Hp /BZL3 50.7% (35/69),
HBV DNA>>10° copies/mL 204 %7, Hp B3
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HBV DNA/(copies/mL.) n
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Bt B . BT RGBT 48 mD,
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