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Temozolomide Reverses Doxorubicin Resistance by Inhibiting P-glycoprotein in Glioma Cells
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Introduction

Although temozolomide is utilized as standard
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treatment represents one of the most formidable
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e P-glycoprotein (P-gp) expression: Western-blot

e P-glycoprotein activity: ATPase-assay

¢ Intracellular accumulation of doxorubicin: FACS
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Result 3. Establishment of the 9L/ADR cell line.
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chemotherapeutic agents may be effective against

gliomas in clinical applications.




