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1. Background:

2. Methods: Patient Friendly Lay Summary Panel

The efficacy of pharmacological treatment for cholangiocarcinoma (CCA) is very limited - Chemoresistant cells were generated by prolonged exposure to increasing concentrations of

due to the presence of effective chemoresistance mechanisms. Therefore, there is an the drugs. Aim:

urgent need to improve therapeutic options, which requires the identification of new - Revertant cells were obtained by withdrawal of drug pressure. . o

molecular targets. The development of novel 2D and 3D cellular models sensitive and . Cross-resistance was assessed by viability assays (MTT). CCA is difficult to treat because cancer cells often become
resistant to chemotherapy enables progress in understanding the resistome and - Proliferation, migration, colony formation, and cell cycle distribution were analyzed using resistant to chemotherapy drugs such as cisplatin and 5-
contributes to the search for new therapeutic tools. This study aims to generate and holographic microscopy and flow cytometry. fluorouracil over time. This study aimed to better understand how
characterize the resistome of chemoresistant sublines derived from human CCA cells - Tumorigenic capacity was evaluated in immunodeficient athymic (nu/nu) mice. this resistance develops by creating laboratory models of cancer
(EGI-1) resistant to cisplatin or 5-fluorouracil (5-FU), for their use in 2D and 3D cultures - Resistome gene expression was determined by RNA-seq. cells that no longer respond to these treatments and by
and the identification of new therapeutic targets. - Tumor-derived organoids were generated from xenograft tumors. identifying possible new targets for future therapies.
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These new laboratory models will help researchers better
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