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The tumor suppressor gene BAP1 is known to be mutated in many cancers,
including malignant mesothelioma. When the oncogenic gene is a tumor-suppressor gene, it is
generally difficult to develop drugs that activate them. Therefore, we searched for a new molecular
target for BAP1 mutation, one of the causative genes of malignant mesothelioma, by focusing on DNA
damage response factor using synthetic lethal phenotype. As candidate genes, gene A encoding
deubrquitination enzyme and gene B encoding kinase involved in DNA damage repair were obtained.
This suggests that these genes are likely to be novel molecular targets for BAP1-mutant cancers.
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