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Effects of Stably Expressing shRNA - targeted Autotaxin on Proliferation, Migratory and Invasive Capability of Gastric Carcinoma AGS
Cells. Chen Zhouxun, Guo Jian, Liu Naxin, Zhu Guanbao. Department of Gastrointestinal Surgery, The First Affiliated Hospital of
Wenzhou Medical College, Zhejiang 325000, China

Abstract Objective To explore the effect of shRNA targeting autotaxin on the migratory and invasive capability of human gastric
cancer cell AGS. Methods The pSUPER - ATX and pSUPER — mock ( non — specific) , which were constructed in corresponding to the
ATX - shRNA and negative control mock — shRNA synthesized on basis of gene sequence, were transfected with blank plasmid pSUPER -
control into human gastric cancer cell AGS by Lipofectamine. At 24h, 48h and 72h post — transfection, the cells were harvested and ana-
lyzed. The endogenous ATX mRNA and protein of different group AGS cells were detected by RT — PCR and western blot assays. The cell
proliferation was measured by MTT assay. In vitro transwell test and matrigel test were used to detect the cell migratory and invasive capa-
bility. Results PCR and Western blot analyses confirmed that the recombinant plasmids pSUPER — ATX, pSUPER - mock have been
successfully constructed. The mRNA and protein level of ATX in pSUPER - ATX group were both significantly down — regulated (P <
0.01), and the cell proliferation, migration and invasive capability were significantly deceased as well. Conclusion The specific shRNA
targeting ATX down - regulated the endogenous ATX of human gastric cancer AGS cells, and could inhibite the AGS cell proliferation, mi-
gratory and invasive capability.
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