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Research progress on atypical tumor multidrug resistance reversal agents
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Abstract: Chemotherapy plays an essential role in the combined therapy of tumor, while the emergence of multidrug resistance in

tumor cells can always lead the therapy to failure. The development of multidrug resistance reversal agents is a promising approach to

overcome the resistance of current chemotherapeutic agents. Presently, various kinds of reversal agents have already been in basic and

clinical study. The research progress of atypical multidrug resistance reversal agents are summarized from glutathione S-transferases,

protein kinase C, block of apoptotic pathways, topoisomerase, and enhancement of DNA repair in this brief review.
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