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Gallic acid inhibits astric cancer cell lines MGC—-803 invasion via PI3K/AKT signaling pathway

Li Muhan, Cheng Haibo, Li Li, Zhao Fengming, Chen Haibin, Zhou Hongguang, Wu Mianhua ( Nanjing
University of Chinese Medicine, Jiangsu Collaborative Innovation Center of Prevention and Treatment of Tumor with
Traditional Chinese Medicine, Nanjing, Jiangsu 210023, China)

Abstract: Objective To investigate whether gallic acid can inhibit the invasion of astric cancer cell lines MGC-803 and
the underlying mechanisms. Methods MGC-803 cells were cultured with different concentrations of gallic acid, and
MTT assay was used to evaluate the cell inhibition rates. Cell invasion capabilities were evaluated by means of
transwell matrix penetration assays. Activities and expressions of P13K/AKT signaling pathway-related factors (PI3K .
p-PI3K. AKT. p-AKT) and invasion-related proteins matrix—metallopeptidase ~( MMP-2) and MMP-9, were
analyzed by Western blotting. Results Gallic acid caused concentration— dependent inhibition of proliferation of
MGC-803cells ( P <0.05)
capabilities (P <0.05) . Western blotting demonstrated that Gallic acid inhibit the expression of p—PI3K, p—AKT,
MMP-2, MMP-9 were suppressed by gallic acid in MGC-803 cells. Moreover, P13K inhibitors can inhibit the
expression of MMP2 and MMP9. Conclusion Gallic acid play a role to inhibit astric cancer cell lines MGC-803

. MGC-803cells treated with gallic acid showed significantly decreased invasion

invasion through suppressing the expressions of MMP2 and MMP9 via P13K/AKT signaling pathway.

Keywords: Gallic acid; Astric cancer; Invasion; P13K/AKT signaling pathway
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Figure 2 The expressions of relevant proteins in MGC-803 cells

after treated with different groups( Western blotting)
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