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population-based study conducted to assess the burden of CA-MRSA disease reported an annual incidence of 25.7 cases/100 000 population in Atlanta,
Georgia, and 18.0 cases/100 000 in Baltimore, Maryland [1]. Children aged <2 years at both geographic
locations and blacks in Atlanta had substantially
higher incidence of disease, compared with persons
aged >2 years and whites, respectively.
In the majority of the studies conducted to assess
asymptomatic carriage of MRSA in otherwise healthy
persons, cultures were not obtained from sites outside the healthcare environment, possibly because of
the lack of a clear deﬁnition of what should be labelled community-associated or community-acquired
[12–15]. A pooled analysis of the studies that performed surveillance cultures for community-acquired
MRSA carriage demonstrated that persons from
whom samples had been obtained within the healthcare environment (e.g. emergency departments, clinics, or hospitals) were 2.35 times more likely to be
colonized with MRSA, compared with those from
whom cultures had been obtained outside the healthcare environment [15].
In this study, we identiﬁed a low overall prevalence
of 1.2% in these subjects, which is contrary to the
common belief among healthcare practitioners. Because of the detection of nasal carriage in only three
subjects, we were unable to identify any risk factors
for colonization with MRSA in this study. Interestingly, however, MRSA colonization was detected in
one of the two subjects who reported i.v. drug use
during the previous year. Injecting drug use has been
cited as a risk factor for both colonization as well as
disease with CA-MRSA [14].
We explored multiple factors that have been associated with colonization or infection with CA-MRSA.
Investigators have examined previous antibiotic use
and have identiﬁed conﬂicting results. Multiple studies have reported previous antibiotic use as a risk
factor for MRSA colonization and infection [19].
Conversely, others have identiﬁed no association with
prior antibiotic use [8]. Approximately one third of
our subjects reported having taken an antibiotic in the
previous year. In the worldwide dissemination of CAMRSA, the relative signiﬁcance of prior antibiotic
therapy might be minimal.
Outbreaks of MRSA infections have occurred in
persons participating in competitive and team sports,
and team members have been identiﬁed as having
asymptomatic colonization with MRSA [7]. Approximately half of the subjects in this study were

enrolled at the sports recreation centre, and one
ﬁfth had participated in team sports at least once a
week. Of the 55 subjects who reported participating in team sports at least once a week, two (3.6%)
were colonized with MRSA, a rate lower than the
8 % that had been reported in a previous study of
professional football players [7]. Possibly, the close
clustering and speciﬁc practices of sharing utensils did
not exist in our population, who would be expected
to participate in team sports in a less structured
environment.
Using a stringent screening criterion enabled us
to estimate with greater authority the prevalence of
MRSA that might have been acquired with contact
in the community. Conversely, we might have underestimated the true prevalence of CA-MRSA or community-acquired MRSA by excluding approximately
half of the subjects in this study.
Another explanation for a low prevalence of
MRSA in our study might be inappropriate culture
technique employed in the study. Broth enrichment
along with agar plating might have increased detection rates of MRSA from swab specimens. Culturing
sites in addition to nares might have increased detection rates of MRSA colonization [20]. Although we
did not culture for methicillin-susceptible S. aureus,
we identiﬁed 27.8 % of subjects to be colonized with
methicillin-resistant CNS. This is consistent with
the results of a limited number of studies assessing
methicillin-resistant CNS colonization rates [21].
This study had certain limitations. First, conﬁrmation of resistance to methicillin and other b-lactam
antibiotics by testing for the mecA gene on isolates
was not performed in the study. Approximately half
of the subjects were enrolled at the sports recreation
centre, thereby representing young adults who were
mainly college students, a group that might not be
representative of the general population. Second, we
enrolled subjects from clinics ; however, only 10 adults
and 33 children were enrolled from clinic sites.
A paediatric clinic was chosen as an enrolment site
for convenience and to avoid logistic and legal hurdles associated with enrolling children at more open
sites, where identiﬁcation and veriﬁcation of subjects
legally authorized to sign consent for minors may not
be entirely possible. Using strict screening minimized
the possibility of enrolling subjects with hospital exposure. On the basis of previous experience, we had
expected to identify a higher colonization rate in persons enrolled in the study at the clinics. Last, a larger
sample size might have enabled us to narrow the
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conﬁdence interval of our results ; however, this was
beyond the resources available for this study.
In conclusion, we identiﬁed a low prevalence of
asymptomatic colonization in healthy children and
adults in New Orleans prior to hurricane Katrina.
The Louisiana Oﬃce of Public Health plans to continue with similar studies in speciﬁc population groups,
at potentially elevated risk (e.g. prison inmates, police
oﬃcers, armed forces, school personnel) to more accurately describe the prevalence of MRSA in New
Orleans. Additional population-based sampling from
other geographic locations is needed to elucidate the
diﬀerences in regional prevalence.
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