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Polyether ionophore antibiotics and tumor autophagy

QI Zhi-Min, ZHAO Yun-Feng*
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Abstract: Polyether ionophore antibiotics can form fat-soluble complexes with metal cations and transport them
across cellular membranes, which have been used as anticoccidial drugs for poultry and growth promoters for
ruminants. Recently, some polyether ionophore antibiotics exert their anti-tumor activities, at least partially, through
cell autophagy. In this review, the effects of polyether ionophore antibiotics on autophagy in different tumor cells
were reviewed, and various influencing factors and signaling pathways of the induction or inhibition of autophagy

were analyzed, aiming to raise exciting possibilities for the clinical application of polyether ionophore antibiotics.
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HiRir 2 E A A EASE. BN ME R KA
RIEBREE, 0[5 NEAWKE S BWR/DE
(autophagosome) FIJE i H W /M 5 5 Blg 1A 45 5 DA
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