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Research progress on drug resistance mechanism of temozolomide in treatment
of glioma
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Abstract: Temozolomide (TMZ) is a new oral chemotherapy agent to be approved for the treatment of high-grade malignant gliomas.
Glioblastoma multiform (GBM) is a grade IV brain tumor characterized by a heterogeneous population of cells that are highly
infiltrative, angiogenic, and resistant to chemotherapy. The current standard of care, comprised of surgical resection followed by
radiation and the chemotherapeutic agent TMZ, only provides the patients with a 12—14 month survival period post-diagnosis. In this
review we will describe several DNA repairing mechanisms of drug resistance and other relevant factors. Revealing a growing number
of molecular mechanisms contributing to TMZ resistance and a broad range of potentially novel targets for therapy, at the same time we
discuss some possible solution.
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