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Abstract;:  Temozolomide (TMZ) , as a new oral alkylating agent, is a first-line drug for glioma chemotherapy nowadays. The drug
resistance to TMZ involves multiple mechanisms, among which the DNA repair mechanism, including O6-methylguanine-DNA methyl-
transferase, mismatch repair, and base excision repair, can repair DNA damage caused by TMZ, thereby reducing the sensitivity to
TMZ; in addition, autophagy also has a complicated effect on the drug resistance to TMZ. This article reviews the latest research pro-
gress in the mechanisms of drug resistance to TMZ and various therapeutic strategies developed to reverse the resistance.
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