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Research progress on multidrug resistance of esophageal carcinoma
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Abstract: Chemotherapy is one of the main methods in treatment of esophageal carcinoma. However, multidrug resistance (MDR) is
the greatest barrier during the chemotherapeutic process. MDR means that after treatment for a long period with some
chemotherapeutic agents, patients resistant not only to this chemotherapeutic drug, but also to other structurally and functionally
drugs. MDR is a complicated procedure involving multiple stages and multiple factors, including exocytosis of drug transporters,

changes of target enzyme, and other involved factors. MDR mechanism of esophageal carcinoma and reversal agents are summarized

in this brief review.
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