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Research progress on immune escape and survival strategies of Candida spp.
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Candida spp. is the most common pathogen of fungal infection. Because of its high incidence rate and
harmfulness it has become a public health problem threatening the health of millions of people worldwide. After Candida
invades the human body., it will inevitably be defended by the immune system, and the interaction between the two
determines the severity of Candida infection. This review provides an overview of the mechanism of the interaction
between the immune system and Candida ,and elaborates on the multi-dimensional immune escape and survival strategies

of Candida spp. from various aspects such as the morphological changes, adhesion factors and biofilms, secretory

enzymes,nutrient acquisition systems,and programmed cell death induction capabilities, aiming to provide a systematic

introduction to how Candida spp. responds to the human immune system and related biological mechanisms.
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