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Abstract: Objective To study the inhibitory effect of polyporus polysaccharides (PPS) on mesenchymal transformation of gastric
epithelial cells (GES-1) and its preliminary mechanism. Methods GES-1 cell mesenchymal transition model was induced by N-
methyl-N'-nitro-N-nitroso (MNNG, 40 pmol-L™"). The model was established and treated with PPS (1.25, 2.50, 5.00, 10.00 mg-mL™") for
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24 and 48 h. The cell proliferation abilitywasmeasuredusingthe CCK 8 method. After48 hoursoftreatmentwithPPS(5.00 mg-mL™"), the
effects of PPS on N-cadherin, Snail, Twist, Fibronection, and Vmention mRNA expression were detected using real-time quantitative
PCR (qRT-PCR), and Western blotting was used to detect the expression of E-cadherin, N-cadherin, Snail, Twist, Fibronetin,
Vimentin, STAT3, p-STAT3, JAK2, and p-JAK?2 proteins. Nude mice were subjected to GES-1 cells (5X10™mL™, 0.2 mL) treated
with MNNG 40 pumol-L™ for 48 hours and gastric cancer cells SGC7901 (5X10”-mL™", 0.2 mL, positive control), after one month,
observed the tumor and body mass of each component, and observed the histopathological changes after HE staining at the injection
site to verify whether GES-1 cells had reached the tumor stage after MNNG treatment. Results Compared with the model group, as
the concentration of PPS increased, the proliferation ability of GES-1 cells gradually increased, reaching the highest proliferation
ability at 5 mg-mL™', with significant differences (P < 0.01, 0.001); The mRNA expression of N-cadherin, Snail, Twist, Fironeton,
and Vimentin in the PPS group was significantly reduced (P < 0.05, 0.01, 0.001); The expression of E-cadherin protein was
significantly increased in the polyporus polysaccharides group (P < 0.05), while the expression of N-cadherin, Snail, Twist,
Fibronection, Vimentin, and pathway proteins STAT3, p-STAT3, JAK2, and p-JAK2 were significantly decreased (P < 0.05, 0.01,
0.001). The control group and MNNG treated GES-1 group showed no tumor formation, while the positive control SGC7901 group
showed local tumor formation around one week after injection, and the tumor grew to about 6 cm in length after one month; The
GES-1 group of nude mice treated with MNNG showed poor mental state and significantly reduced body mass, while the SGC7901
group showed poor state and significantly reduced body weight. The pathological staining of the control group and MNNG group

showed normal skin tissue, while the positive control group showed tumor tissue. Conclusion PPS may interfere with MNNG-

induced epithelial mesenchymal transition of GES-1 cells by inhibiting JAK2-STAT3 pathway.
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