Genome-wide analysis of vestibular schwannomas: is medical management possible?
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clinical significance), tier VI (benign or likely benign variants)
The electronic medical record of each patient was retrospectively reviewed
for prior NF2 diagnosis, previous VS resection/recurrence, tumor location,

 The efficacy and response of several of the therapeutic agents have already been studied in VS, both in vivo and in vitro
 The use of chemotherapeutic agents to treat VS is a promising approach to limit risks associated with radiation and surgery
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