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The impact of autophagy during the development and survival of glioblastoma
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Abstract: Autophagy is a process of maintaining homeostasis and protecting cells from death under
stress. It can degrade damaged organelles and misfolded proteins through lysosomal pathway. Autophagy not
only occurs frequently in glioblastoma, but also easily leads to multidrug resistance ( MDR ) after long-term
chemotherapy. Autophagy plays a dual role in tumor and MDR cells as it can not only participate in its occur-
rence and development,but also eliminate apoptosis inhibitory cells. This paper reviews the role of autophagy
in the occurrence and development of glioblastoma,summarizes the related signal pathways affecting autoph-
agy,and discusses the feasibility of autophagy regulation as a tumor treatment strategy.
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