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[ Abstract] Human glioblastoma multiforme is an extremely malignant neuroepithelial neoplasm charac-
terized by rapid growth, high cell invasiveness and a poor prognosis. Currently,a variety of active molecules
have been extracted from ginseng, of which ginsenoside Rh2 (GRh2) is a steroid compound. Studies have
shown this molecule exerts anti-cancer activities by inhibiting glioma cell growth and invasion,and inducing
cell apoptosis and other anti-cancer biological behaviors. According to the literature, the evidence suggests
GRh2 inhibits epidermal growth factor receptor (EGFR)/phosphatidylinositol kinase (PI3K) /protein kinase B
(Akt)/mammalian target of rapamycin (mTor),c-Jun amino terminal kinase (JNK) ,extracellular regulation
Kinase (ERK)/mitogen-activated protein kinase (MAPK) signaling pathways,increases microRNA-128 (mi-
RNA) expression levels and inhibits RNA-21 expression. , which inhibit glioma growth and promote apopto-
sis. Besides, GRh2 might decrease metalloproteinase (MMP) and vascular endothelial growth factor (VEGF)
expression levels to weaken the invasion ability of glioma. It also might inhibit over-expression of protumor
factors via regulating nuclear factor-kB (NF-kB) signaling pathway and immune microenvironments. This pa-
per reviews the molecular mechanisms that underpin the GRh2 inhibitory role in glioma tissue, and provide
references for further studies and clinical pharmacological experiments.
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