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ABSTRACT: The incidence of life-threatening fungal infections has increased gradually in recent years due to the widespread use of
broad-spectrum antimicrobial agents, immunosuppressants, anti-tumor drugs, the extensive development of organ transplantation, and the
increasing number of patients with AIDS. Resistance to antifungal agents is becoming an increasingly significant clinical problem.
Over-expression of efflux transporters at the plasma membrane may be responsible for the high-level drug resistance. There are two main
superfamilies of efflux transporters, the ATP-binding cassette (ABC transporters) and the major facilitator superfamily (MFS

transporters). This review focuses on the structure and function of ABC and MFS transporters of different fungal species to emphasize the

recent advancement in this field.
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Fig. 1 Schematic representation of the ABC and MFS transporters
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