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Abstract: Objective To investigate the effect of high expression of GKN2 on the proliferation, migration and invasion of CD44 (+)SGC7901 gastric
cancer stem cells (GCSCs).Methods CD44(+)SGC7901 GCSCs were isolated from human gastric cancer cell line SGC7901 by magnet—activated cell
sorting (MACS), and the sorting efficiency was tested by immunofluorescence. The GKN2 high expression adenovirus vector was transfected into
GCSCs, and the expression of GKN2 after transfection was verified by Western Blot. The effects of high expression of GKN2 on the proliferation,
migration and invasion of human GCSCs were observed by CCK8 and Transwell migration and invasion experiments.Results Immunofluorescence
results showed that the number of CD44 (+)SGC7901 GCSCs increased significantly after magnet—activated cell sorting. CCK8 proliferation assay
showed that the OD value of GKN2 transfection group at 450 nm was lower than that of non—transfection group and empty vector group (P<0.05).
Transwell migration assay showed that the number of cells migrating and invading to the lower chamber in the GKN2 high expression group was lower
than that in the non-transfection group and the empty vector group (P<0.05).Conclusion High expression of GKN2 can inhibit the proliferation,
migration and invasion of CD44(+)SGC7901 GCSCs.
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