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Development of novel molecular diagnostic and therapeutic tools based on genomic
information of malignant mesothelioma
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Malignant mesothelioma (MM) is a very aggressive tumor. The underlﬁing key
genetic mutations in MM cells mainly occur in several distinct tumor suppressor genes, which include
the NF2 and BAP1 genes. In this project, we found that the inactivation of NF2 activates TAZ
transcriptional coactivator, which results in expression of interleukin 1B. We also demonstrated
that the suppression of IL1B inhibits MM cell proliferation. Meanwhile, we found that synthetic
lethal phenotype is inducible in BAPl-mutated MM cells by targeting the other specific genes. These
findings strongly suggested that different molecular approaches may be applied to develop new
therapeutic modalities against MM.
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