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Icariin inhibits proliferation,invasion and migration of gastric cancer cells by
activating endoplasmic reticulum stress

YANG Bingxin,GUO Ertao,TAN Lixia , WANG Hangyu ,XU Lingyao, WU Liping
Department of Gastroenterology , The First Affiliated Hospital of Henan University , Kaifeng 475000, China

[Abstract] Objective To research the effect of icariin (ICA) on the malignant progression of gastric cancer (GC). Methods
The survival rate, proliferation , migration, invasion and apoptosis of AGS cells were evaluated by cell counting kit—-8 (CCK-8) , colony
formation, scratch closure, Transwell test and flow cytometry , respectively. Then, the expression levels of apoptosis—related proteins and
endoplasmic reticulum (ER) stress—related proteins in AGS cells treated with ICA were detected by Western blotting (WB). Subse-
quently, the above functional tests were performed again in AGS cells exposed to ICA and ER stress inhibitor 4—phenylbutyric acid (4-
PBA) to confirm the effect of ICA on ER stress. Results ICA significantly reduced the viability , proliferation , migration and invasion of
AGS cells and induced apoptosis of AGS cells. In addition, ICA treatment increased the markers of ER stress in AGS cells. However,4—
PBA reversed the effects of ICA on the viability, proliferation, migration, invasion and apoptosis of AGS cells, accompanied by de-
creased expression of ER stress markers. Conclusion ICA induced GC cell apoptosis by activating ER stress and inhibits GC cell prolif-
eration , migration and invasion.
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