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The Effects of Long-term and Repeated Helicobacter pylori
Infection on the Ultrastructures of Mongolia Gerbil’s

Gastric Mucosa Cells
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Abstract: [ Purpose | To study the long-term and repeated infection of Helicobacter pylori (H. pylori)
on Mongolia gerbil’s gastric mucosa cells. [ Methods ] Twenty 4-week-old Mongolia gerbils were ran-
domly divided into experimental group and control group. In the experimental group,the gerbils were
reinfected at 4 weeks after H. pylori colonization infection,and repeated for 6 times,while the ger-
bils of control group were treated with sterile broth. All gerbils were sacrificed at the 100th week after
the first time of H. pylori colonization,then the gastric mucosa were aseptically obtained immediately
and processed for transmission electron microscopy observation. [ Results] The gastric mucosa in the
experimental group showed the ultrastructural changes of chronic gastritis,appeared different degree
of atrophy,the number of gastric glands reduced,glandular cells arranged irregularly,connections
between cells loosed , vacuolar degeneration and even necrosis in some cells. The majority of gastric
parietal cell secretion of tubular dilatation, microvilli sparse,the quantity of mitochondria decreased,
some vacuolated; chief cell’s endoplasmic reticulum dilation,nuclear pyknosis,secretory granules
are pale or vacuolization, mitochondrial swelling. Four of the experimental gerbil’s gastric mucosal
cells became atypically,with larger and irregularly nucleus,derangement arranged of cells, offset nu-
cleoid secretory granules,loosed cells connections,similar to adenocarcinoma cells. Most of gastric
interstitial were infiltrated with eosinophils. [Conclusions] The long-term and repeated H. pylori in-

fection may cause the ultrastructure pathological changes abnormal changes,and even tumorigenesis
of Mongolia gerbil gastric epithelial cells.
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Figure 3 Normal gastric epithelial
cells,the microvilli arranged neatly,
with tight cell junction,and rich in
mitochondria,free ribosomes and
rough endoplasmic reticulum

Figure 4 Normal parietal cells,
with abundant of secretory tubules
and mitochondria which showed
limpid mitochondrial crista,and
with tight cell junction

Figure 5 Normal gastric chief
cells,with normally nucleus,and
rich in rough endoplasmic retic-
ulum which appeared lamellar
arrangement
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Figure 6 Gastric epithelial cells with
parce microvilli, mild swelling of mito-
chondria, slight expansion of the endo-

Figure 7 In the parietal cells,the
secretory tubule ecpanded,the mi-
crovilli became sparse,the mito-
chondrial crista mild expanded

Figure 8 In the gastric chief
cells,the endoplasmic reticulum
expanded slightly,the secretory

plasmic reticulum,decreased in free
ribosomes, and slight expansion of cell
conection

Figure 9 Part of the epithelial cell
necrosis, cells arranged in abnormali-
ty,karyopyknosis appeared,the nu-

clear membrane gap expanded,and
visible of cell debris (arrow)

and showed tubuloalveolar

Figure 10 Gastric stromal infil-
trated of eosinophils

granules stained lightly and
showed vacuolization,and with
irregular nucleus

Figure 11 In the gastric atypical cells,
parce microvilli on the cell surface,cell
conection appearded un-clearness,ob-
served intracellular micro glandular
cavity (arrow),and with irregular nu-
cleus which nucleolus enlarged

Figure 12 In the gastric atypical cells,
observed offset nucleoid-like secretory
granules (arrow),few cell microvilli,ab-
normaly arranged endoplasmic reticulum
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