Aspergillus fumigatus persistence in Cystic Fibrosis: adaptation to hypoxia and osmotic stress
through in-host HOG pathway mutation
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lllumina MiSeq whole-genome sequencing (WGS) generated genome data for 30 AF100 isolates. We compared
these to ~60 non-CF clinical and environmental isolate genomes to generate this phylogenetic tree. AF100 isolates
occupy ~15 distinct positions, indicating genetic diversity. Analysis also identified two clades of closely related

Aspergillus fumigatus is a ubiquitous fungus that can cause chronic infections in
patients with Cystic Fibrosis (CF)
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