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[Abstract] The molecular mechanisms related to drug metabolism of tumor
resistance include drug inactivation, increase of drug efflux, and decrease of drug
uptake, The epigenetic regulation mechanism of drug metabolizing enzymes and drug
transporters, such as DNA Methylation, histone modification and non-coding RNA
may design therapies aimed at preventing or reversing drug resistance. This paper
reviews epigenetic changes of drug-metabolizing enzymes and drug transporters to
overcome tumor multidrug resistance.
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Table 1. Abnormal epigenetic modifications of drug transporters
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