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Functional analysis of ARID1A and development of therapeutic agents for
cholangiocarcinoma
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When immunohistochemistry was performed using a clinical specimen of
intrahepatic cholangiocarcinoma, the prognosis was poor in the ARID1A negative group. ARID1A
knockout intrahepatic cholangiocarcinoma cell line was established and the molecular oncological
mechanism was analyzed. As a result, we discovered that ARID1A exhibits a tumor suppressive effect
on ICC through the regulation of ALDHI1Al and it contributes to the deterioration of prognosis.
Furthermore, using the CRISPR / Cas9 system used in its knockout process, we established CTNNB1

knockout cell line for hepatocellular carcinoma cell lines, promoted intrinsic activation of 3
-catenin, and showed its association with immune response.
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