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Molecular characteristics and prognostic biomarkers of central neurocytoma
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Background

Central neurocytomas (CNs) are rare neuroepithelial tumors mainly affecting young adults. Although associated with a favorable prognosis in many cases, they potentially recur, particularly when resection is incomplete. Occasionally, aggressive behavior and rapid progression with multiple recurrences and
dissemination is observed. An increased risk for progression is currently assessed morphologically based on the presence of atypical features and an elevated Ki67 proliferation index. The histomorphological and immunhistochemical criteria are inconsistently defined and applied. Molecular biomarkers for risk
stratification or tumor progression are not known. Hence, we want to elucidate the molecular background and clinical characteristics of the entity in a large retrospective and epigenetically pure cohort of n = 126 central neurocytoma.

A novel multi-institutional cohort of CN Interobserver and interlaboratory variability of the Ki67 proliferation index Epigenetic profiling reveals histological misdiagnosis CNs show distinct and homogeneous epigenetic profiles
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