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1. Introduction 2. Methods

Atypical neurofibroma (ANF) are at risk for progression to highly aggressive malignant Global DNA methylation profiling, which has emerged as a powerful tool for the classifi-
peripheral nerve sheath tumors (MPNST). Therefore, the identification of such lesions is cation of nervous system tumors, was performed in a series of 42 histologically defined
of high importance for risk adapted patient care and could help reduce the mortality of ANF and integrated with clinical data. Data from 41 MPNST, 11 plexiform neurofibromas,
NF1 patients. Based on small series, different histological criteria have been proposed to 14 dermal neurofibromas, 68 schwannomas and 10 melanotic schwannomas served for
identify “atypical neurofibroma” (ANF) or “atypical neurofibromatous neoplasms of un- comparative purposes.
certain biological potential” (ANNUBPs), but a satisfying consensus definition has not
vet been reached. Most importantly, a thorough molecular and clinical characterization Tumor Microdissection Array Hybridization
is missing. We aim to identify robust diagnostic markers for ANF and indicators for lesi-
ons at risk for malignant transformation. NH,
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3. Results
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