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Figure S1. Correlation analysis for growth performance and motility. Pearson r values and p-

values were determined using GraphPad Prism.    
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Figure S2. Cluster quality assessment. Phenotypic data were z-transformed and used to identify 

clusters using the TwoStep method. The quality of the clusters received the highest grade (“good”). 

Mean and standard deviations for each cluster are provided.    

  



 

 

Figure S3. Sequence read mapping statistics. Sequence reads were mapped to the complete 

genome of H25883 (accession: CP033686). (A) The number of reads that were mapped for each 

isolate, and the depth of coverage. (B) The percent of the H25883 genome that was covered by reads 

for each isolate, and the mean pairwise identity for the reads. Each symbol represents an 

independent isolate, and the data is summarised by the mean.     
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Figure S4. Resistant isolates across different anti-Pseudomonal antibiotic classes. The 

percentage of resistant isolates is shown across different, relevant classes of antibiotics commonly 

used to treat P. aeruginosa infections. Resistance to a class was defined as the resistance to at least 

one antibiotic belonging to the class. Carbapenems: meropenem and imipenem (n=39); penicillins: 

piperacillin/tazobactam (n=39); cephalosporins: ceftazidime and cefepime (n=39); quinolones: 

ciprofloxacin and levofloxacin (n=39); colistin (n=23). 

  



 

 

Figure S5. Phenotypic data for P. aeruginosa from each of four clusters (classed A-D). (Panel 

A) Growth performance. (B) Motility. (C) Meropenem minimum inhibitory concentration (MIC). Data 

are summarised by the mean.   
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Figure S6. Additional pathoadaptive traits evolving during the ICU infection outbreak. (A) 

Isolates with lasR mutation were identified repeatedly (n=4 independent mutations) which correlated 

with overproduction of blue-green pigment and colony autolysis. (B) A single introduction of mucA 

mutation was identified which correlated with the mucoidy phenotype. 

 


