
HOMA of the relationships between IS and
typical correlates, such as obesity, insulin
secretion and glucose tolerance.2 Under these
conditions, the mathematical modelling
approach based on 24 h circadian rhythm of
glucose and insulin suggested by Nobili has a
different meaning to ‘‘stressing’’ glucose
homeostasis during an oral glucose test. This
test is more physiological and reflects the
effects of insulin throughout the day. Also,
measuring insulin secretion would add impor-
tantly to the understanding of the process,
but the test remains extremely cumbersome
and unsuitable for clinical studies.

The differential impact of basal and post-
load insulin resistance on liver fibrosis might
reflect the intrinsic difference in the physiolo-
gical meaning between HOMA-R and OGIS,
although the complex interplay between insu-
lin resistance and liver damage is still
unknown. In chronic hepatitis C (CHC),
insulin resistance may be attributed both to
host factors and to a possible interference of
hepatitis C virus with intrahepatic insulin
signalling. In genotype-1 CHC, we and others3

failed to identify an independent association of
HOMA-R with liver fibrosis. On the contrary,
this association was found in genotype-3 CHC
patients, with rare or no components of the
metabolic syndrome, where the low degree of
insulin resistance might reflect a virus-related
hepatic insulin resistance, quantitatively mea-
sured by HOMA-R.

In the analysis, we introduced both
HOMA-R and OGIS into the model without
evidence of collinearity. This is further
evidence suggesting that the two surrogate
indices, although statistically correlated
with each other and both with the clamp,
clearly measure two different processes.

Insulin sensitivity has a gaussian distribu-
tion in the general population. As such, for
each method a population reference is
needed, derived from subjects with similar
characteristics (ethnicity, BMI, etc).
Although investigators commonly use cut-
offs published in large studies, none of them
can be taken for granted. The cut-offs of
HOMA-R and OGIS we used are derived
from our personal experience (HOMA-R) or
from the large experience of the group that
described OGIS. We apologise for a mistake
in the reference of the HOMA-R cut-off of
2.7. The correct reference study for HOMA-
R in our setting was reported elsewhere.4
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Is ileocaecal Crohn’s disease L1
or L3 according to the Montreal
classification?
In a recent issue of the journal, Satsangi et al
reviewed the key issues that have emerged
from discussions of the Montreal Working
Party (Gut 2006;55:749–53). One problem
that I have encountered in my clinical
practice is to define ileocaecal Crohn’s
disease according to the Montreal classifica-
tion. In both articles on the Montreal
classification, terminal ileum involvement
is L1, colonic disease is L2, and ileocolonic
involvement is L3.1 Should we consider
ileocaecal Crohn’s disease as L1 or L3
according to the Montreal classification?

I decided to interview 27 French and
international experts in the field of inflam-
matory bowel disease via email asking them
‘‘What is ileocaecal Crohn’s disease accord-
ing to the Montreal classification?’’ Fifteen
out of 27 (55.6%) colleagues classified
ileocaecal Crohn’s disease as L1, while the
12 remaining experts (44.4%) responded L3.

What can explain such discrepancy
between the experts? Most experts who
answered L1 argued that the caecum is the
end of the small intestine and that caecal
involvement is not sufficient to be consid-
ered as colonic disease, while those who
classified ileocaecal Crohn’s disease as L3
explained that the caecum is an integral part
of the colon.

I think we forget that the Montreal
classification is based on the same defini-
tions as the original Vienna classification, as
it is a revised version of the Vienna
classification.1 2 Indeed, it is clearly stated
in the original paper on the Vienna classifi-
cation that the term ‘‘terminal ileum’’ covers
disease limited to the lower third of the
small bowel with or without spill-over into
the caecum.2 In this regard, the term
‘‘terminal ileum’’ used in both articles on
the Montreal classification may be mislead-
ing.1

Recently, Offerlbauer-Ernst et al con-
firmed that discrepancies in the Vienna
classification existed mainly for L1 and L3,
and concluded that the presence of coexist-
ing colonic lesions may lead to disagreement
between observers.3 The authors proposed
an alternative, segment-wise description of
Crohn’s disease as ileal, right colonic, trans-
verse colonic, left colonic or rectal disease.3

This might result in an improvement of L1
and L3 interobserver agreement to 85%.3

In conclusion, because it is well estab-
lished that diagnostic misclassification
reduces the ability to detect linkage in
inflammatory bowel disease genetic studies,4

we should keep in mind that, similarly to
the Vienna classification, L1 corresponds to
pure ileal or ileocaecal Crohn’s disease
according to the Montreal classification.
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CORRECTIONS

Osonnaya C, Osonnaya K, Abdi M, et al.
Effect of Helicobacter pylori eradication on
dyspepsia, quality of life and utilisation of
health care resources in the Eastern England
Helicobacter Pylori project: randomised con-
trol trial (Gut 2007;56(Suppl II):A16.

It has come to the editor’s notice that the
wording of this abstract closely resembles
that of an article published in the BMJ (Lane
J A, Murray L J, Noble S, et al. Impact of
Helicobacter pylori eradication on dyspepsia,
health resource use, and quality of life in the
Bristol Helicobacter project: randomised
controlled trial. BMJ 2006;332:199–204).
We therefore wish to withdraw the abstract
by Osonnaya et al.

We also wish to withdraw the following
abstracts, which closely resemble previously
published articles by other authors.

Osonnaya C, Osonnaya K, Swain P.
Investigating the link between mast cell
density and severity of Helicobacter pylori
gastritis in the corpus and antrum. Gut
2005;54(Suppl II):A85. This abstract
withdrawn at the request of Professor
Swain.
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Osonnaya C, Swain P C, Sanderson I R.
Mast cell density in the antrum and corpus:
increase in Helicobacter pylori gastritis. Gut
2003:52(Suppl V1):A153. This abstract with-
drawn at the request of Professor Sanderson.

doi:10.1136/gut.2007.126771corr1

P Abdulhannan, J W L Puntis. Iron deficiency
anaemia and perianastomotic ulceration as a
late complication of ileal resection in infancy

(Gut 2007;56:1478–9). The first author’s name
for this letter was published incorrectly and
should be Peshang Abdulhannan. Further-
more, the letter should have read ‘‘We were
interested…’’ not ‘‘I was interested …’’.

Committee on Publication Ethics (COPE) – Seminar 2008

9.30am–4.30pm Friday 4 April 2008, Woburn House, London, UK

This year’s seminar will focus on three key topics: (1) How does patient privacy legislation affect an
editor’s ability to publish? (2) What is publication? — the changing definitions of publication. (3) COPE’s
new Best Practice Guidelines. There will also be a short demonstration of an anti-plagiarism system as
it is working in a publishing house.

Invited speakers will discuss legislation on privacy and data protection that editors need to be aware of;
how editors should respond to more and more data being available online prior to formal peer-reviewed
publication; and what happens to a publication after it appears in print.

The newly designed COPE website will be demonstrated, and there will be interactive workshops on
common ethical and editorial dilemmas.

Editors, authors and all those interested in improving the standard of publication ethics are welcome.

The seminar will include invited talks:
c A Pandora’s box of tissues—legislation in relation to tissues and cells
c The promise and perils of patient privacy
c Pre-publication or duplicate publication? How to decide
c What really happens to a publication after it appears in print
c Screening for plagiarism: the CrossCheck initiative

In addition:
c Discussion of COPE’s new Best Practice Guidelines with experiences from journals who have piloted

the audit
c COPE’s new website unveiled
c Interactive workshops on the key topics of the seminar.
c Opportunities to network with other editors and share your experiences and challenges

The seminar is free for COPE members and £50.00 for non-members. Numbers are limited and early
booking is advisable. For registration or more information please contact the COPE Administrator at
cope@bmjgroup.com or call 020-7383-6602.

For more information on COPE visit www.publicationethics.org.uk/
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