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FROM THE PAGES OF GASTROENTEROLOGY

Altered Fecal Bacteria of IBS Patients Characterized
he fecal microbiota is significantly altered in irritable bowel syndrome, and the microbial composition also differs among patients
with diarrhea-predominant, constipation-predominant, and mixed types of
the syndrome, according to an article
appearing in the July 2007 issue of
Gastroenterology.
Previous studies have linked irritable
bowel syndrome (IBS) with changes in
gastrointestinal fermentation patterns
and with quantitative alterations in
microbiota, wrote Dr. Anna Kassinen
of the University of Helsinki and her
colleagues.
To characterize these differences
more specifically, the researchers analyzed the microbial genomes in fecal
samples collected from 24 patients with
IBS and 23 gender- and age-matched
controls. The IBS patients were classified by their disease type, with 8 patients in the constipation-predominant
(IBS-C) group, 10 in the diarrhea-predominant (IBS-D) group, and 6 in the
mixed-type (IBS-M) group.
The genome preparations were
pooled, centrifuged, and fractionated
within 5% intervals based on their guanine and cytosine content. When differentiated by their percentage of guanine and cytosine, considerable
variations were detected among the four
pooled samples (IBS-D, IBS-C, IBS-M,
and healthy controls) in three distinct
fraction groups, which were further analyzed via high throughput cloning and
sequencing of the 16S rRNA gene to determine whether the differences were
significant. Some of the phylogenetic
differences were confirmed by quantitative polymerase chain reaction assays
on individual samples from each test
subject, the authors wrote.
Out of 3,753 high-quality sequences

T

identified, 53 operational taxonomic
units (OTUs) corresponding to 98 sequences were characterized as novel
relative to other publicly available sequences, with the majority of the novel OTUs included in phyla Firmicutes
and Actinobacteria. A comparison of the
sequence data with the Bayesian analysis of population structure confirmed
“significant divergences [among] control samples and various IBS subtypes,”
they wrote.
To assess the validity of the observed
differences at the level of the individual
samples, real-time quantitative PCR
(qPCR) analysis was used. “In the phylum Firmicutes, the real-time PCR assays for Coprococcus eutactus- and
Clostridium cocleatum-related sequences
revealed differences between the IBS
patients and healthy control subjects,
while the other assays for members of
Firmicutes remained statistically nonsignificant,” the authors wrote.
“In the phylum Actinobacteria, realtime qPCR analysis revealed significant
differences in the counts of C. aerofaciens.” While the latter bacterium was
found in 96% of all of the control samples, its prevalence was considerably
lower among IBS patients.
The high-resolution methods for
analyses of gastrointestinal microbiota
used in this study “provide a substantially more comprehensive view of the
diversity and alterations of this complex ecosystem,” the authors wrote. In
addition, the “striking observation”
that the gastrointestinal microbiota is
significantly altered in IBS “emphasizes
that additional research on the host
gastrointestinal microbiota interactions
in IBS is needed,” they concluded. ■
By Diana Mahoney, Elsevier Global
Medical News
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IBS. Even though the results are
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patients, classified and subdivided by symptom criteria (the so-called “Rome by the field), or are these differences really
criteria” which by themselves have been due to differences in GI motility patterns
changing about every 3-4 years), they clear- and associated transit times which can be
ly point the way of how to study the role of found in some IBS patients?
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bidirectional brain-gut-microflora axis.
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of a new chapter in IBS research.
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Abdominal Obesity May Be Linked to Barrett’s Esophagus
isk for Barrett’s esophagus may be associated with a
pattern of abdominal obesity, independent of body
R
mass index, investigators reported in an article appearing
in the July 2007 issue of Gastroenterology.
In an effort to identify potential risk factors for Barrett’s
esophagus, Dr. Douglas A. Corley of the division of research at Kaiser Permanente in Oakland, Calif., and his
colleagues examined the relationships among body mass
index (BMI), abdominal obesity, gastroesophageal reflux
disease (GERD), and incident diagnosis of Barrett’s
esophagus by conducting a nested, case-control study
within the Kaiser Permanente, Northern California
(KPNC) population.
The study included 320 KPNC members who received
an incident diagnosis of Barrett’s esophagus from 2002
to 2005, 317 KPNC members without a diagnosis of Barrett’s esophagus prior to the period of case selection (population controls), and 316 KPNC members with GERD;
all subjects were aged 18-79 years. Absolute abdominal
circumference (adjusted for BMI) was used as the primary
measure of abdominal obesity, and subjects completed an
in-person interview about GERD symptoms as well as a
validated symptom questionnaire.
Ethnicity, smoking status, recent alcohol use, aspirin or

NSAID use, a comorbidity index, total calorie intake, and
total antioxidant nutrient intake were evaluated as potential confounders.
Individuals with a larger waist circumference (above 80
cm) were more than twice as likely (odds ratio, 2.24) as
those with a waist circumference less than 80 cm to have
Barrett’s esophagus, compared with population controls,
Dr. Corley and his associates reported. No trend was observed for a further increase in risk with larger waist circumferences, suggesting a possible plateau effect. There
was also no substantial difference in risk for short-segment
vs. long-segment Barrett’s esophagus.
An evaluation of waist/thigh ratio showed similar associations to that of the waist circumference in individuals with Barrett’s esophagus, who “were more likely to
have a high waist/thigh ratio” compared with that of population controls, the authors observed. “In contrast, the
waist/thigh ratio was not significantly higher in Barrett’s
esophagus patients compared with GERD patients.”
However, after adjustment for GERD symptoms, “the
association between Barrett’s esophagus and abdominal
girth was somewhat attenuated and lost statistical significance,” the authors wrote. This suggests that the link
between Barrett’s esophagus and abdominal girth may be

mediated to some degree by GERD symptoms.
When the average BMI of Barrett’s patients was compared with that of population controls, BMI was not associated with the risk of Barrett’s esophagus. The findings
of this study extend those of previous investigations that
found links between BMI and GERD and between GERD
and esophageal adenocarcinoma, according to the authors.
“Our current study now suggests that among a large, community-based sample, some of the risk for Barrett’s esophagus and GERD may be associated with a pattern of abdominal obesity, independent of BMI,” they wrote.
While the findings provide “some support” for the hypothesis that increased abdominal girth may be linked to
esophageal adenocarcinoma through GERD and Barrett’s
esophagus, “the associations, in our population, were
modest, somewhat conflicting, and the data are not inconsistent with GERD-independent associations between
obesity and esophageal adenocarcinoma,” suggesting the
need for further studies to confirm the associations and
to determine whether decreasing abdominal obesity attenuates the risk of developing GERD and Barrett’s
esophagus, the authors concluded.
■
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