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In this study, we evaluated the mechanism of EMT of Human PeritonealMesothelial C
ell(HPMC) in in peritoneal environment of gastric cancer. We also investigated the inhibitory effect of P
SK on the TGF/Smad signalling pathway and TGFb induced EMT in human HPMCs and gastric cancer cells. In vit
ro, TGFb increased the expression of E cadherin and decreased the expression of mesenchymal markers in HP
MCs and which was suppressed by PSK. PSK suppressed TGFb induced Bhosphorylation of Smad2 in HPMCs in west
ern blot analysis.In mouse subctaneous xenograft models, PSK inhi
oculation of gastric cancer cells and HPMCs. PSK might have the potential to reduce TGFb induced activatio

n of HPMCs in the peritoneal microenvironment of gastric cancer.
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Fig.1 Morphological changes of HPMCs
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Fig.2 The expression of EMT markers in HPMC

(immunofluorescence assay)
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Fig.3 The expression of EMT markers in HPMC

(western blot analysis)
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Fig.4 Effect of PSK on Smad2 phosphorylation in
HPMCs
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Fig.5A The transition of the volume of

OCUM-2MD3

subcutaneous tumor
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(magnification, x200)

Fig.5B The expression of collagen and EMT
markers in subcutaneous tumor
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Fig.5C Quantitative analysis of the area of

fibrotic tissue in AZAN staining
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