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Effect of WISP2 on epithelial-mesenchymal transformation in
gastric cancer cells*

Chun-mei Ren', Bin Xu’, Wen-rong Zou’, Peng Peng’, li-ming Wen'
(1. Department of Gastroenterology, 2. Department of infection, 3. Department of Hematology and
Oncology, Sichuan Mianyang 404 Hospital, Mianyang, Sichuan 621000, China)

Abstract: Objective To investigate the expression of Wnt-inducible secreted protein 2 (WISP2) in gastric
cancer and its effect on epithelial-mesenchymal transition. Methods A total of 85 specimens of tumor tissues and
adjacent tissues of gastric cancer patients from March 2016 to May 2018 were selected. The WISP2 expression in
gastric cancer tissues and adjacent tissues was detected by immunohistochemistry. The WISP2-shRNA and NC-
shRNA stable cell lines were constructed, and the effect of WISP2 down-regulation on migration of gastric cancer
cells was analyzed by scratch wound healing assay. Transwell was used to detected the effect of WISP2 down-
regulation on the invasion of gastric cancer cells. The effects of WISP2 down-regulation on the expression of
E-cadherin, N-cadherin and Vimentin in gastric cancer cells were detected by western blotting. Results The positive
expression rate of WISP2 in gastric cancer tissues (61.2%) was significantly higher than that in adjacent tissues
(11.8%) (P < 0.05). Compared with the NC-shRNA group (84.74 + 9.61) %, the degree of cell healing in WISP2-
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shRNA group was significantly decreased (57.18 £ 6.05) % (P < 0.05). The number of cell invasion in the WISP2-
shRNA group (195.36 + 23.45) was significantly lower than that in the NC-shRNA group (404.91 + 38.16) (P < 0.05).
Compared with NC-shRNA group, the expression of E-cadherin was significantly increased in WISP2-shRNA group,

while the expression of N-Cadherin and Vimentin was significantly down-regulated (P < 0.05). Conclusion WISP2

is highly expressed in gastric cancer tissues, and down-regulation of WISP2 expression can significantly inhibit EMT,

invasion and metastasis of gastric cancer cells.
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