Investigation of leptomeningeal disease in high grade glioma
and characterization of molecular alterations
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Background/Methods:

LMD is more common in male patients and may be [JRAILEXCI

associated with various genomic alterations and
tumor microenvironment differences. Overall

 Leptomeningeal disease (LMD) is a challenging
complication of high grade glioma (HGG) and
guestions remain regarding risk factors,

Molecular Alterations
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survival does not differ from patients without LMD,
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molecular associations, and optimal treatment. but these differences may provide clues to the
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e Patients with molecularly-profiled HGG (Caris
Life Sciences; Phoenix, AZ) with LMD at 3
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