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Abstract: Glioma is a common tumor in the central nervous system,with high degree of malig-
nancy and poor prognosis. The histopathological classification based on tissue morphology is
not sufficient for clinical treatment and prognosis estimation of glioma. Recent researches have
discovered new genetic molecular markers,which have the application value in prognosis esti-
mation and the treatment guidance of gliomas. This article reviews the current progress on the
genetic molecular markers related to the prognosis of gliomas.
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