(®)
2015 2016

Mutational landscape and clonal architecture in secondary glioblastomas
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Lower grade glioma (WHO grade Il and 111 glioma) is slowly progressive but

incurable disease. Recently, our group revealed that lower grade glioma is divided into three
subgroups based on genetic alterations. In this study, we identified subgroup-specific genetic
alterations that affected the tumor progression in lower grade glioma. The subset of patients with
identified genetic alterations had poor survival, which will lead us to the better management of LGG

patients.
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