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Abstract

TRANSLATIONAL RESEARCH FOR MALIGNANT BRAIN TUMORS

Kensuke TATEISHI

Department of Neurosurgery, Yokohama City University School of Medicine

Although central nervous system tumors are relatively rare, these tumors frequently have a poor prognosis and
cause critical brain dysfunction. For instance, glioblastoma, one of the most common malignant brain tumors, is
extremely difficult to treat, with patients having an average survival of less than 15 months, although there is a
standard therapy. In addition, tumor characteristics, such as a highly proliferative and invasive nature, cause severe
brain dysfunction, such as hemiparesis. To improve the outcomes of treatment for such intractable tumors, innovative
treatment methods that are distinct from current therapeutic approaches are necessary. We have opened a research
laboratory and have been doing translational research for malignant brain tumors to improve the treatment results of
current and future brain tumor patients. In this paper, I introduce and discuss the current activities and challenges of

our translational research for malignant brain tumors.
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