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Research progress on drugs for treatment of nasopharyngeal carcinoma
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Abstract: Nasopharyngeal carcinoma (NPC) is a highly prevalent malignant tumor in southern China. It is found a low survival rate
and more likely to recur after radiotherapy for patients with advanced nasopharyngeal carcinoma. Treatment of NPC remains one of
the big challenges. Medical therapy has been crucial to the treatments of NPC. The drugs of induced apoptosis, radiosensitization,
multidrug resistance and molecular target according to the mechanism of action are reviewed in this paper, in order to provide
theoretical basis for drug development and use.
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