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Prognostic-Related Biomarkers in Meningioma
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Abstract : Meningiomas are common primary intracranial tumors, with the incidence of about 30%~40% of adult
intracranial tumors. Most benign meningiomas have a good prognosis after surgical resection, but
some malignant meningiomas are highly invasive and easy to relapse, and it is difficult to treat.! At
present, clinical prognosis evaluation of meningioma mainly relies on traditional indicators such as
histological grade, surgical resection degree, tumor growth site and size, which is difficult to fully reflect
the individual differences of patients and tumor biological characteristics. Therefore, finding more
accurate and reliable prognostic biomarkers has become the focus of meningioma research. In recent
years, molecular biology technology have promoted breakthroughs in the study of molecular typing
and prognosis biomarkers of meningioma. This paper systematically reviews the research progress
of prognosis—related biomarkers of meningioma, and discusses its application value in prognostic
evaluation, individualized treatment and clinical decision—-making, so order to provide new ideas for
the clinical diagnosis and treatment of meningioma.
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