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Advances in multidrug resistance and autophagy of antitumor drugs
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Abstract: Tumor multidrug resistance (MDR) has seriously affected the efficacy of drug therapy on tumors. The occurrence of
multidrug resistance has a very complex mechanism. In this paper, we discuss the relationship between autophagy and drug anti-tumor,

aiming to elucidate the relationship between autophagy and multidrug resistance in tumor cells, and provide new ideas for the clinical

application of anticancer drugs.
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Fig.1 Classification and formation of autophagy
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Fig. 2 signaling pathways regulating autophagy
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Fig.3 Formation mechanism of MDR
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