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Research progress on the mechanism of drug resistance in glioblastoma
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Abstract : Glioblastoma ( GBM) is a malignant brain tumor with a high incidence. Although the treatment
of GBM has been continuously improved , the prognosis of patients is still poor. Chemotherapy is an important
measure in the comprehensive treatment strategy of GBM. Due to the presence of GBM chemotherapy resist-
ance,it will affect the improvement of clinical treatment effect. The drug resistance mechanism of GBM is de-
scribed in several aspects,such as multidrug resistance , GBM stem cell,, autophagy , epithelial to mesenchymal
transition, O°-methylguanine deoxyribonucleic acid methytransferase, deoxyribonucleic acid damage repair
and so on,which provides an important reference for improving the effect of chemotherapy on GBM.
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