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Functional analysis of IL-17 producing cells in peritoneal metastasis of gastric
cancer and examination of its tumorigenecity
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Peritoneal metastasis of gastric cancer induce organ fibrosis, which is
reason for poor delivery of chemotherapeutic drug and immunocompetent cells. On the other hand,
IL-17A is thought to be involved fibrosis in scleroderma. This study identified which cells produce
IL-17A and clarified how IL-17A works in cancer microenvironment. Seventy gastric cancer tissues
were immuno-stained using anti-IL-17A Ab and anti-mast cell tryptase (MCT) Ab. The degree of tissue
fibrosis was also assessed using Azan staining. As in vitro analysis, the effect of IL-17A on human
peritoneal mesothelial cells (HPMCs) was examined. Most of IL-17A positive cells also expressed
MCT. There was a significant correlation between double positive cell counts and degree of fibrosis.

IL-17A decreased E-cadherin expression, increased alpha-SMA expression and invasion ability in
HPMCs through enhancement of STAT3 phosphorylation.
IL-17A contributes EMT in gastric cancer progression and tumor fibrosis.
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