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WFZER R OEEE (L) : The aim of the present study was to elucidate the role of
Integrin-linked kinase (ILK) in bladder cancer progression, and to explore the possibility of
ILK as a therapeutic target for invasive bladder cancer. ILK was up-regulated with tumor
progression in chemically induced mouse BBN bladder cancer model, and also in invasive
bladder cancer cell lines. ILK increased migration and invasion of bladder cancer cells in
vitro, which was associated with down-regulation of E-Cadherin via GSK3 3 -Zeb1 pathway
or up-regulation of MMP9. ILK was up-regulated in invasive bladder cancers in clinical
specimen. These data indicate that ILK is associated with bladder cancer progression by
inducing epithelial-mesenchymal transition, and that ILK can be a novel therapeutic
target in invasive bladder cancer treatment.
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