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Abstract:

and its pathogen Aspergillosis widely exists in nature. Polyene, Azole and Acanthomycin are the main drugs for the treatment of

Invasive aspergillosis (IA ) is an opportunistic infectious disease with high mortality, low early diagnosis rate,

invasive Aspergillosis Epidemiological survey found in recent years, not only the increasing incidence of invasive Aspergillosis,
and Aspergillus of azole drug resistant rate also increased gradually, the situation of drug resistance is becoming increasingly
serious, caused a great threat to human health. Among them, the efflux system of Aspergillus, the generation of biofilm, the change
of gene and the selective action of environment are all involved in the resistance of Aspergillis to azole drugs. Therefore, this paper
briefly reviewed the latest progress in the research on the mechanism of Aspergillus resistance to azole drugs, in order to provide a
theoretical basis for the monitoring of Aspergillus resistance strains and the development of new therapeutic drug targets.
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