©
2011 2013

The role of Necl-5 in the invasive activity of lung adenocarcinoma
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In this study,we used a bronchioloalveolar carcinoma (BAC) cell line and fibroblas
ts to assess the expression of Necl-5 in the development of canceré#8211;stroma communication by using an
easy-to-prepare_double-layered collagen gel hemisphere (DL-CGH) systemthat enables visualization of cellmi
gration during invasion. The expression of Necl-5 was higher in BAC cells than in fibroblasts. This tenden
cy didn"t change even when the BAC cells were mixed with fibroblasts. To assess the role of Necl-5 in the
invasive activity of the BAC cells, we knocked down its expression using RNA interference (RNAi). The inva
sion assay with DL-CGH revealed that inhibition of Necl-5 expression in the BAC cells was associated with
suppressed invasiveness. Necl-5 expression in lung cancer cells is crucial for their invasiveness in the c
anceré&#8211;stromal interaction, suggesting that Necl-5 could be a favorable molecular target for the supp
ression of invasiveness in lung adenocarcinoma.
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