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In this study, we identified a chemical agent capable of promoting mitochondrial
respiration of glioma cells and also confirmed that the chemical agent overcomes
temozolomide resistance of glioma cells in vitro. In vivo, the chemical agent synergized
with temozolomide to inhibit tumor growth in the subcutaneous xenograft model.
However, the synergistic anti-tumor effect of these drugs remains to be demonstrated
in the intracranial xenograft model.
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