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Neutrophil extracellular traps in Aspergillus fumigatus infection
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(G N A deadly disease, Aspergillosis presents a significant challenge to healthcare providers. The effectiveness of

existing antifungal treatments is limited for severe invasive infections. Researchers are exploring innovative approaches for
aspergillosis treatment,including enhancing the host's immune system’s antifungal capacity. One promising strategy in-
volves utilizing neutrophil extracellular traps (NETs) , web-like structures that can effectively combat fungal pathogens by
inducing NET formation. This review explores the interaction between Aspergillus and NETs,delving into the molecular
mechanisms behind Aspergillus-triggered NET formation and its defensive strategies. By understanding how Aspergillus
evades the immune system and how NETs can counteract these tactics,we aim to provide new insights into Aspergillosis
treatment, especially for drug-resistant strains, with the potential for more effective therapies and improved patient out-
comes.
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