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our case-control study could not find any evidence that the
patient population undergoing dialysis in the unit had
changed between 1995 and 1996. The decline in the bac-
teremia rate in June 1996 was associated with only slight
reduction in CVC use and was only transient. Because this
transient decline occurred at a time when multiple educa-
tional interventions occurred, we believe these to have
accounted for the decline. Subsequent to this study, the
dialysis bacteremia rate has remained largely stable, at
approximately twice the historical rate, and the CVC use
remains approximately 40%.

For these reasons, we believe that the rise in
hemodialysis-related bacteremia in our unit is attributable
to increased use of CVCs for vascular access, which in turn
was due to changes in healthcare delivery in our region
that have resulted in delays in creation of vascular grafts for
hemodialysis access. 

Health care in our region, as elsewhere in North
America, is undergoing radical redesign. While planning
is involved, the ultimate effect of any change process can-
not be predicted with certainty. There is evidence that
the structure of healthcare delivery, for example the
nurse-to-patient ratio, can affect the rate at which noso-
comial infections occur.10,11 In our case, it appears that
a series of changes in the regional public healthcare sys-
tem led to increased dialysis-related bacteremia, a result
that would have been difficult to predict in advance. As
health care across North America continues to be

restructured, nosocomial infection rates may provide one
reliable measure of the impact of changed processes of
care delivery.
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Infections caused by Stenotropho-
monas maltophilia in patients with cystic
fibrosis have been the subject of many
studies, and the role of the environment
has been puzzling. Denton and coinvesti-
gators from St James’s University Hospi-
tal, Leeds, United Kingdom, conducted a
study on this subject. S maltophilia was
isolated from the respiratory tracts of 41
(25%) of 163 children attending a pediatric
cystic fibrosis unit between September
1993 and December 1995. The extent of S
maltophilia contamination of environmen-
tal sites frequented by these patients were
investigated with a selective medium
incorporating vancomycin, imipenem, and
amphotericin B. 

Cultures of eighty-two isolates of S
maltophilia were obtained from 67 differ-

ent environmental sites sampled between
January and July 1996. The organism was
widespread in the home environment, with
20 (36%) and 25 (42%) of sampled sites pos-
itive in the homes of colonized and noncol-
onized patients, respectively. In the hospi-
tal setting, it was isolated from 18 (32%)
sites in the hospital ward and from 4 (17%)
sites in the outpatient-clinic area. The most
common sites of contamination were sink
drains, faucets, and other items frequently
in contact with water. All environmental
and clinical isolates were genotyped with
enterobacterial repetitive intergenic con-
sensus sequences as primers. 

A total of 33 of the 41 patients were
colonized with unique strains, and four
pairs of patients shared strains. Further
characterization by pulsed-field gel elec-
trophoresis after digestion with XbaI
found that there was no evidence of
patient-to-patient transmission; however,

there was some evidence that a small num-
ber of patients may have acquired the
organism from the hospital environment.
Resampling of environmental sites in the
hospital ward in January 1997 revealed evi-
dence of genetic drift, complicating the
accurate determination of environmental
sources for clinical strains. 

The source of the majority of S mal-
tophilia strains colonizing the respiratory
tracts of these patients with cystic fibrosis
remained uncertain but may have repre-
sented multiple, independent acquisitions
from a variety of environmental sites both
within and outside the hospital. 

FROM: Denton M, Todd NJ, Kerr
KG, Hawkey PM, Littlewood JM. Molecular
epidemiology of Stenotrophomonas mal-
tophilia isolated from clinical specimens
from patients with cystic fibrosis and associ-
ated environmental samples. J Clin Microbi-
ol 1998;36:1953-1958.

Stenotrophomonas maltophilia and Cystic Fibrosis

https://doi.org/10.1017/S0195941700005816 Published online by Cambridge University Press

https://doi.org/10.1017/S0195941700005816

