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Expression analysis of NLRP3 inflammasome and mitophagy-related indexes in gastric tissue of
Mongolian gerbil infected by Helicobacter pylori
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XIE Yuan (Key Laboratory of Endemic and Minority Diseases of the Ministry of Education s Guizhou Medical
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University s Key Laboratory of Molecular Biology sGuiyang 550004 ,China)

Objective The purpose of this study was to see how Helicobacter pylori (Hp) infection affected the
expression of NLRP3infammasome-related factors and autophagy-related proteins in Mongolian gerbil gastric tissues.

Methods Mongolian gerbils were gavaged with Hp international standard strain 11637 once every other day for five
times, while control gerbils were gavaged with the same volume of sterile brain heart infusion broth. The gerbils were
sacrificed 3,6, 12, and 24 months after infection, and the gastric mucosa tissues were sliced and stained with HE for
pathological examination,immunohistochemical staining was performed to observe Hp colonization,and reagent kit assays
were used to detect the expression of gastric NLRP3 infammasome associated factors NLRP3,11.-18,1L.-18 and autophagy-
associated proteins P62 and LC3. Results HE staining revealed that the gastric mucosa of the Hp infected gerbils at
different times presented chronic gastritis pathological changes of varying degrees, including edema of the submucosal
tissue, local superficial erosion of the mucosa, and lymphoplasmic cell infiltration. Atypical hyperplasia or even cancer
appeared in some areas of gerbils infected with Hp for 24 months. The gerbils in the control group lacked histological
lesions and Hp colonization. The expression levels of NLRP3,1L.-18,11.-18, LC3 and P62 in the gastric tissues of Hp-
infected Mongolian gerbils were significantly increased compared to the uninfected control group (all P <C0. 05). The
expression of NLRP3, IL-18, and LC3 increased gradually during 3-12 months as the Hp infection was prolonged, but
decreased gradually during 12-24 months. The expression of 11.-13 showed no significant change,whereas P62 showed an

increasing trend. Conclusion Mongolian gerbils infected with Hp can exhibit pathological histological changes in the
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gastric mucosa that are very similar to those seen in humans.as well as promote NLRP3 infammasome activation and

elevated levels of autophagy in Mongolian gerbil gastric tissues, which may be one of the reasons for Hp-induced

pathological changes in the stomach.
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