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INTRODUCTION OBJETIVE

To determinate CYP51A gene mutations

Escuela de Microbiologia La ciencia al servicio de la vida

Aerobiological studies have found an increasing number of Aspergillus spores In

intrahospital environments'. There is a gap in knowledge on drug-susceptibility and  antifungal susceptibility i
Aspergillus circulating intrahospital environments2. In this work, we evaluated the environmental and  clinical Aspergillus
CYP51A genome alterations and isolates susceptibility to antifungal drugs. fumigatus  isolates  from intrahospital

environments in Medellin, Colombia.
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CONCLUSIONS

O: oncology; T: transplants; |- ICU; SDA: Sabouraud dexirose agar; BAL: Bronchoalveolar lavage; TA: traqueal aspirate

RESULTS

EIEI 40 Aspergillus section Fumigati isolates: 25 intrahospital, 12 clinical and 3 outdoor environments.

|dentification of A. fumigatus at species
level was achieved through whole
genome sequence.

Macromorphological characterization Micromorphological characterization
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Described mutations had been related
with resistance to  voriconazole,
itraconazole and had not been tested
with posaconazole. In this work, Isolates
presenting non-synonymous mutations
were susceptible to all tested azoles with
breakpoints >1 mg/L.

Figure 1. Morphological characterization of Aspergillus
section fumigatus isolates. Culture in Sabouraud Dextrose

Agar ; SDA, Malta Extract Agar; MEA and Czapek Yeast
Agar; CYA and. Potato D_extrose Agar; PDA. The images Mutation N248K3 was previously
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pm— Figure 3. Antifungal susceptibility profile of cyp51A
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Figure 2. Phylogenetic tree based on combined data set of ITS,
BenA, CaM and RPB2 sequences showing the relationship
of Aspergillus section Fumigati. The probability values and
bootstrap percentages of the maximum likelihood analysis are
represented at the branches. A. clavati was used as outgroup.
|solates from this study are colored in green (susceptible) and
red (resistance).

mutant isolates.

05‘7025 032 0,06 0,03 0,15

0

vVCz
mg/L
N

¥EUCAST

Figure 4. CMA14 clinical isolate, antifungal susceptibility
profile showed resistance to VC/Z.
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