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Elucidation of expression mechanisms of integrin alphavbeta6 in
cholangiocarcinoma and development to therapeutic application
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ITGB6 knockout (ko) cell lines were generated by the CRISPR/Cas9 system
using the cholangiocarcinoma (CCA) cell line HuCCT1l. ITGB6-ko CCA cells showed reduced migration,
invasion, and colony-forming ability, indicating that integrin beta6 is useful as a therapeutic
target and marker of CCA malignancy. RNA-seq analysis of genes differentially expressed in ITGB6-ko
revealed that PODXL2 is the most significantly downregulated gene. Immunohistochemical analysis of
PODXL2 is associated with clinicopathological characteristics such as localization, growth type,

serosa invasion, and bile duct invasion of intrahepatic CCA, and correlated with integrin beta6
expression.
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