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Research advances in the role of microglia/macrophages in glioblastoma multiforme
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Abstract:  Glioblastoma multiforme (GBM) is the most common intracranial malignant tumor in adults. It is characterized by strong
invasiveness. In addition, its prognosis is extremely poor due to the difficulty for chemotherapeutic drugs to pass the blood-brain barri-
er, drug resistance of GBM, and its low sensitivity to radiotherapy. Among other factors, changes in the tumor microenvironment play
a crucial role, and the role of glioma-associated microglia/macrophages (GAMs) in the microenvironment is attracting growing atten-
tion. GAMs include not only microglia from the central nervous system but also macrophages from the periphery. GAMs also involve two
distinct types of polarization, namely the M1 phenotype that inhibits tumor growth and the M2 phenotype that promotes tumor growth.
Furthermore, in addition to the association with tumor cells, GAMs also interact with non-cancerous brain cells in the microenviron-
ment. In this article, we elucidate the role of GAMs in GBM regarding their source, polarization, and interactions with various cells in
the tumor microenvironment, and discuss latest research advances from the perspective of targeted therapy.
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