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[Abstract] Objective To investigate the effect of Helicobacter hepaticus (H.h) infection on chronic colitis
induced by dextran sulfate sodium (DSS). Methods Forty male interleukin (IL)-10" mice were randomly
divided into control, H.h, DSS, and H.h + DSS groups. Mice in the H.h group and H.h + DSS group were
infected with H.h by gavage. Five days later, the mice in DSS group and H.h + DSS group received two 7-day
cycles of a 2% DSS drink with a 5-day withdrawal time between them, while the other groups received
sterilized water. At the end of the experiment, al groups of mice were sacrificed and the colon of each mouse
was excised, the colon length was measured, and the colon divided into three parts for histopathological
examination, cytokine mRNA transcription detection, and phosphorylation detection of signal transducer
and activator of transcription 3 (STAT3). Results The pathological results showed that lymphocytes
infiltration, loss of epithelium, degree of fibrosis, and crypt atrophy were more obvious in the H.h + DSS
group than those in the DSS group. In addition, the transcription levels of the cytokines IL-6 and tumor
necrosis factor-o. (TNF-o.) were upregulated, while STAT3 was activated. Conclusion  H.h infection can
aggravate DSS-induced chronic colitis in mice.
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Figure 1 Pathological observation of the colon tissues of mice (HE staining, X 100)
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Figure 2 Masson’s trichrome staining of the colon tissues of mice (X 100)
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Table4 Transcriptional levels of IL-6 and TNF-a in the
colon tissues of mice
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PCR (A) and Western blotting (B)
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