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Efflux transporters and multidrug resistance in tumors
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Abstract: Multidrug resistance (MDR) is one of the major causes of tumor chemotherapy failure. There are many mechanisms of
MDR in tumors, in which the overexpression of efflux transporters is the main mechanism leading to MDR. Therefore, it has become a
research hotspot at home and abroad to study the mechanisms of tumor MDR mediated by efflux transporter and to find out inhibitors
which can reverse the tumor MDR. The current studies on the three kinds of adenosine triphosphate binding cassette transporters:
P-glycoprotein, multidrug resistance-associated protein, breast cancer resistance protein-mediated MDR, and reversal mechanism of
MDR were reviewed in order to provide basis for improving the therapeutic efficacy of cancer.
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