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Abstract

Project Code : TRG5680032
Project Title : Role of Helicobacter spp. infection in opisthorchiasis viverrini-
associated cholangiocarcinoma
Investigator : Assist.Prof.Dr.Portip Pinlaor, Faculty of Associate Medical technology,
Khon Kaen University, Thailand

E-mail Address : porawa@kku.ac.th
Project Period : 2 years, from 15 June 2013 to 14 June 2015

Infection with Opisthorchis viverrini and bacteria including Helicobacter spp. are risk
factor for cholangiocarcinoma (CCA). However, their role in co-infection contribution risk to CCA
is unclear. The aim of this study was to i) identify Helicobacter spp. and other bacterial infection
in chronic opisthorchiasis in hamsters, and ii) investigate the effect of co-infection of
Opisthorchis viverrini (OV) and H. pylori (HP) on the alteration of hepatobiliary system. (1)
Bacterial genomic DNA was investigated in hamster liver infected with O. viverrini at 8, 12 and
15 months post-infection using metagenomics analysis. The results revealed that in chronic OV-
infected group, the most common of bacteria were Escherichia coli (10.18%), Streptococcus
luteciae (10.76%), Bifidobacterium spp. (0.58%), Fusobacterium spp (13.81%), which were
higher in the population and the frequently of bacteria spp. compared to the normal group.
Genomic DNA of Helicobacter pylori (0.17%) and Helicobacter spp. (0.82%) were also found
and the presence of H. pylori in the liver was confirmed by immunohistochemistry. (2) H. pylori
was co-infected with O. viverrini, genomic DNA of H. pylori was investigated in the gastric, gall
bladder and liver in relation to the histopathological changes i.e., periductal fibrosis and
cholangitis compared to either H. pylori or O. viverrini infection alone. The results revealed that
identification of H. pylori DNA in the normal, HP, OV and HP+OV groups for the gastric were
20%, 40%, 50% and 62.5%; in the gall bladder were 0%, 0%, 12.50% and 12.50%; and in the
liver were 0%, 40%, 25% and 50%, respectively. In HP+OV groups, especially in H. pylori DNA
positive in liver, the histopathological changes including cholangitis, inflammatory cells and
periductal fibrosis were higher than in other groups, which was similar to the level of ALT and
AST in the serum. Indeed, O. viverrini infection enhances the population of bacterial growth in
the liver and in co-infection with H. pylori increases the severity of hepatobiliary diseases in
experimental opisthorchiasis which may be useful for a therapeutic approach outcome.
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