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We announce here the complete genome sequence of the Pseudomonas aeruginosa mucoid strain FRD1, isolated from the spu-
tum of a cystic fibrosis patient. The complete genome of P. aeruginosa FRD1 is 6,712,339 bp. This genome will allow comparative
genomics to be used to identify genes associated with virulence, especially those involved in chronic pulmonary infections.

Received 6 February 2015 Accepted 10 February 2015 Published 19 March 2015

Citation Silo-Suh LA, Suh S-J, Ohman DE, Wozniak DJ, Pridgeon JW. 2015. Complete genome sequence of Pseudomonas aeruginosa mucoid strain FRD1, isolated from a cystic
fibrosis patient. Genome Announc 3(2):e00153-15. doi:10.1128/genomea.00153-15.

Copyright © 2015 Silo-Suh et al. This is an open-access article distributed under the terms of the Creative Commons Attribution 3.0 Unported license.

Address correspondence to Laura A. Silo-Suh, silo-suh_l@mercer.edu.

The Gram-negative bacterium Pseudomonas aeruginosa is the
major etiological agent responsible for pulmonary infections

in cystic fibrosis (CF) patients leading to morbidity and mortality.
CF patients are frequently colonized by environment-borne
P. aeruginosa, which initially causes intermittent infections (1).
Chronic infections are associated with significant genetic changes
in the bacterium that appear to facilitate the persistence of the
pathogen in this niche (2, 3). One such change is the acquisition of
the mucoid phenotype caused by mutations in the mucA gene
leading to overproduction of the exopolysaccharide alginate (4,
5). Alginate is a major component of the P. aeruginosa biofilm
matrix responsible for increased tolerance to antibiotics (6). A
mucoid strain of P. aeruginosa, designated FRD1, was isolated
from a sputum sample from a chronically infected CF patient in
1979 by Barbara Iglewski (Portland, OR) and first reported in
1981 as a strain that can be readily manipulated genetically (7).
This isolate is arguably the best characterized CF P. aeruginosa
isolate and has provided the basis for much of the information
assembled on alginate biosynthesis and regulation in P. aeruginosa
(8–11). The complete genome sequence of P. aeruginosa FRD1
was determined in this study in order to augment and facilitate a
further investigation of the microevolution process of P. aerugi-
nosa adaptation in the CF lung.

Genomic DNA was isolated from an overnight broth culture of
P. aeruginosa FRD1 using the Wizard genomic DNA purification
kit (Promega) and sequenced using the Pacific Biosciences RS II
platform. HGAP3 was used to de novo assemble a total of 117,765
sequence reads, with an average length of 4,559 bp. The whole
genome of P. aeruginosa FRD1 is 6,712,339 bp, with a G�C con-
tent of 66.1% and 6,439 predicted open reading frames. The con-
tigs of the de novo-assembled genome of P. aeruginosa FRD1 share
99% identity with those of the genome of P. aeruginosa strain
PA38182 (GenBank accession no. HG530068), a major epidemic
strain throughout Europe (12). The annotation of the genome by
Manatee detected the following breakdown within subsystems: 91
open reading frames in amino acid biosynthesis, 82 in fatty acid

and phospholipid metabolism, 58 in central intermediary metab-
olism, 320 in energy metabolism, 1,030 in transport and binding
proteins, 117 in DNA metabolism, 90 in transcription, and 273 in
cell envelope.

Nucleotide sequence accession number. The complete ge-
nome sequence of P. aeruginosa FRD1 was deposited in GenBank
under the accession no. CP010555. The version described in this
paper is the first version.
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