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Research progress on drug resistance mechanism of Aspergillus fumigatus and the intervention effect of
herbal monomer

LI Tong', LU Fangguo'’® (1. Medical College s Hunan University of Traditional Chinese Medicine » Changsha
410208 ,China ;2. The First Affiliated Hospital s Hunan University of Traditional Chinese Medicine)

Invasive aspergillosis (IA) refers to a variety of diseases caused by Aspergillus,and Aspergillus fumiga-
tus is the most common species of Aspergillus causing IA and allergic diseases. At the same time, the clinical use of large
doses of antifungal drugs, resulting in the number of drug-resistant strains is increasing, bringing difficulties to clinical
treatment. In recent years, traditional Chinese medicine has had some advantages in antifungal treatment because of its
low toxic side effects and low drug resistance rate. Therefore,studying the drug resistance mechanism of A. fumigatus
and exploring the effect of the monomeric intervention of traditional Chinese medicine is important for finding the targets
related to the drug resistance mechanism of A. fumigatus and the antifungal research of traditional Chinese medicine and

reducing the formation of drug-resistant strains.
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