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Progression about epigenetic regulation of multidrug resistance gene 1
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[ Abstract] Multidrug resistance genes 1 ( MDR1) is involved in drug efflux, and their regulation
have been the subject of intense research efforts in the past 10 years. Many factors and cellular signaling
pathways play a role in the regulation of MDR1 gene expression. Recent evidence points to an important
role for the epigenetic regulation of MDR1 gene expression. Epigenetics can regulate the transcription of
MDR1 gene through the DNA methylation and histone modification, which lead to the high expression of
P-gp, causing drug resistance. Using chemical factors to intervene in the epigenetic modification can re-
verse the MDR1 gene dependent multidrug resistance ,and improve the sensitivity of chemotherapy. It pro-
vides the novel strategy for treatment of malignant tumors.
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