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Identification of targeted gene mutations for precision based medicine in
malignant meningioma
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We designed this study based on the hypothesis that a gene panel could be
used to identify driver mutations of unique to malignant meningiomas. Tumor cell culture lines for
meningioma were relatively culturable if continuous passage was not expected. However, it was
difficult to establish a continuously passaged strain that could be used for stable therapeutic
experiments. In some cases, we attempted to conduct therapeutic experiments by introducing the TERT
gene, but were unable to establish cell lines using this method. As a result, tumor cell lines were
established in malignant meningiomas and rare malignant brain tumors. However, no driver gene
abnormalities common to malignant meningiomas were identified.
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