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Commentary on invasive fungi infection and host immune response
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Abstract The infections and mortality of human fungal infections have been on the rise in recent years. Never-
theless, the invasive fungi can cause a wide range of syndromes of immune response from host. The innate immune
system play a crucial role in the innate immune response by recognizing pathogen—associated molecular patterns
(PAMPs), protecting against infection, and mediating the adaptive immunity. Recent studies have confirmed that
adaptive immunity also play an essential role in response to the invasive fungi. On the one hand, invasive fungi have
developed many strategies to evade the host immune system. On the other hand, recognition of microbial pathogens
and commissioning the wide range of syndromes of immune response by specialized immune cells are essential to
maintain host homeostasis. To avoid the occurrence of microbial pathogens, the host should keep the immune homeo-
stasis. To understand the balance between immune surveillance, host invasion and immune evasion, this commentary
will outline the status of research on the interplay of invasive fungi and host immune response mechanism.
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