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ate Helicobacter Pylori Inducing Gastric Cancer
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Abstract: Helicobacter pylori infection, as a class | carcinogen of gastric cancer, causes chronic
inflammation evolving to atrophic gastritis, intestinal metaplasia, dysplasia, and eventually to
gastric cancer. IL-17, as one of the key pro-inflammatory cytokines, is involved in the occurrence
and progression of gastric cancer; and IL-17+ cells and related signaling pathways are closely as-
sociated with poor prognosis of gastric cancer. This paper reviews the possible mechanisms by
which IL-17 mediates the progression, metastasis and treatment resistance of gastric cancer, in-
cluding promoting cell proliferation, inhibiting cell apoptosis, creating an immune-tolerant mi-
croenvironment, causing T cell exhaustion, sustaining angiogenesis, and inducing epithelial-mes-
enchymal transition.
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77 A CXCL12, TME & 3k 9 CXCL12 5 i 5 4
Jifg | %) CXCR4 F1(2%)CXCR7 454 )5 i1+ RhoROCK
AR WO I 0 A A M TR) ) % i, 2 5 TGF-BI
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