Azole-resistant Aspergillus fumigatus at a university hospital in Belgium:
A laboratory-based surveillance

TABLE 1 cyp51A mutations, MICs results and demographic data from patients harboring azole-resistant A. fumigatus
isolated at Erasme Hospital from June 2015 to October 2016.
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isolated from 109 patients hospitalized at Hépital
Erasme were screened by VIPcheck™., All isolates able
to grow on at least one of the azole-containing wells
were further investigated for their minimal inhibitory
concentrations (MICs) by Sensititre YeastOne
Epidemiological cutoff’s based on CLSI guidelines were
used for interpretation of the MIC values (0.5pug/mL
for posaconazole, and 1 pg/mL for both voriconazole
and itraconazole). Resistance genotyping were
performed by cyp51A, cyp51B and hapE sequencing.
Demographic and clinical data were collected from
patient’s charts..

TR,,/L98H was the most prevalent mutation (58%), followed
by TR,/Y121F/T289A (33%). Seven A. fumigatus isolates with
mutations at the cyp51A gene were recovered from one
patient, and they carried either the mutation TR;,/L98H (n=5)
or G448S (n=2). An isolate with a TR;,/L98H mutation from
another patient showed also a deletion of eight nucleotides
in the cyp51B promotor. No isolates showed mutations at
hapE. MICs, resistance genotyping results and clinical and
demographics data from patients harboring azole-resistant A.
fumigatus are summarized in Table 1. Prevalence of azole-
resistance among cystic fibrosis and lung transplant patients
was 16% and 17%, respectively.

3 COPD, chronic obstructive pulmonary disease.
b BA/S, bronquial aspiration or sputum; BAL, Bronchoalveolar lavage.
¢ |A, invasive Aspergillosis.

d MIC, Minimal inhibitory concentration; ITC itraconazole; VRC, voriconazole; POS, posaconazole.
¢ A deletion of eight nucleotides in the cyp51B promotor was also observed for this isolate.

Conclusions:

This laboratory-based surveillance of unselected A. fumigatus and screening with VIPcheck " identified a high
prevalence of azole-resistance among all patients (approximately 13%), and among patients with probable or
proven IA (approximately 11%). High prevalence was observed among cystis fibrosis and lung transplant patients.

Further surveillance of azole-resistance in A. fumigatus at Erasme hospital is warranted.
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