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[ Abstract |

nosocomial infections. Staphylococcus epidermidis often adheres to the surface of biomaterials, causing im-

Staphylococcus epidermidis and Candida albicans are common opportunistic pathogens of

plant-related infections and forming bacterial biofilm (BF),while the BF is extremely drug-resistant and clini-
cally difficult to cure. The immunocompromised patients are often suffered from mixed infection of Candida al-
bicans with the development of bacterial-fungal hybrid biofilms, which reduces the cure rate of infection and
increases the mortality. It is important to clarify the structure and drug resistance mechanism of Candida albi-
cans-Staphylococcus epidermidis mixed biofilms. This review summarized recent advances in research on the
structural characteristics and mechanism of drug resistance of the Candida albicans-taphylococcus epidermidis
mixed biofilms from the aspects of formation, signal transduction and gene regulation, so as to provide refer-
ences for studies of the mechanisms of the biofilm formation and clinical prevention and treatment.
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