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Cell morphology, migration, proliferation and tu-
mor-growth by INI 1 knockdown in esophageal
cancer cell lines
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(Background) SMARCBI / INI1 (hereinafter INI1)

gene is a cancer suppressor gene and it is inactivated in
mesenchymal tumors such as malignant epithelioid
tumors and rhabdoid tumors. In contrast, INI 1 is not
inactivated in cancers. Recently, epithelial
mesenchymal transition and rhabdoid -like feature were
reported as the more malignant structural variants of
cancer. Therefore, we observed the structural changes
of the cells by knocking down the INIl gene using
esophageal cancer cell lines.

(Materials and Methods) Cells : KYSE150 : poorly
differentiated, KYSE30 : well differentiated. INI
knockdown was performed using a viral vector to the
cells. Examination: HE stain, cell migration,
proliferation, tumor-growth.

(Result) In both strains KYSE 150 and KYSE 30, the
proliferation, migration and tumor-growth of INI 1
knockdown cells were lower than those of controls. No
significant change in cell morphology was showed by
INI 1 knockdown.

(Conclusion)  The cell morphology did not change by
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