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[Abstract] Glioma is the most common malignant primary brain tumor in adults, characterized by rapid malignant
progression, high recurrence rates, and high mortality. The main treatment methods are surgery followed by radiotherapy
and chemotherapy. Temozolomide, as the first—line drug for glioma treatment, is exposed to increasingly severe issues with
drug resistance, which significantly impacts the efficacy and prognosis for glioma patients. With advancements in
molecular biomarker detection and the emergence of precision medicine, targeted and individualized treatment strategies

for glioma patients are evolving rapidly. The discovery of new glioma biomarkers, such as long non—coding RNA HOTAIR
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(HOX antisense intergenic RNA), polymerase I and transcript release factor (PTRF/Cavinl), and MET, along with the

application of new technologies like computer—aided drug design (CADD), has ushered in a new era for the design and

development of targeted drugs for glioma. Due to the heterogeneity of glioma, the effectiveness of single—target drugs is

limited. In the future, a combination of physical, chemical, and biological interventions will be the breakthrough direction

for glioma treatment.
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