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Bowel rest and nutritional support in the management
of Crohn's disease
SIR,-Wc read with interest the paper by Dr Green-
berg and colleagues (Gut 1988; 29: 1309-15) who
report a trial of bowel rest and nutritional support in
the management of Crohn's disease. Remission rates
were similar in groups of patients treated by bowel
rest and total parenteral nutrition (TPN), oral diet
(OD) with supplemental parenteral nutrition and
enteral diet. Consequently it was concluded that any
benefit was derived from nutritional support and not
bowel rest. Unfortunately both the TPN and OD
groups received part of their non-protein energy
as intralipid. Intralipid has an immunomodulatory
effect, impairing monocyte and phagocyte function.'
The possibility that such an influence may mask any
impact of oral feeding on disease activity does not
appear to have been considered either in this paper
or in the accompanying editorial (Guit 1988: 29:
1304-8). Contrary to the views expressed in this
editorial we believe the case against bowel rest
remains unproven. Furthermore our own group has
found very high levels of antibody to Saccharomvces
cerv'isiae (baker's yeast) in patients with Crohn's
disease, but not in patients suffering from ulcerative
colitis.2 The presence of mannans in cell wall struc-
tures in both yeast and atypical mycobacteria-& raises
the possibility that Crohn's disease develops when
predisposed individuals become sensitised to such
dietary components after infection with atypical
mycobacteria. In the light of our findings, it would

seem important that the effect of oral intake is not
obscured by other manipulations. Further work is
required to determine the effect, if any, of dietary
components on disease activity.
C'R PE.NNINGrON, H McKENZIE, J MAIN, AND D PARRAIF

Departments of Medicine and Microbiology,
Ninewells Hospital and Medical School,
Dlundee
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Reply
SIR,-We thank Dr Pennington and colleagues for
their interest in our study. Remission rates were
comparable in groups of patients treated by a defined
formula diet (polymeric feeding without Intralipid)
and by TPN (nil per os with Intralipid). Thus, it is
unlikely that Intralipid masked an effect by feeding
on disease activity. Although specific and direct
immunomodular reactions by intravenous fat pre-
paration on the activity of Crohn's disease were not
examined in our study, proof of such a phenomenon
would only add to the contention that provision of
nutritional support, rather than bowel rest was the
major factor contributing to remission in our patients.
It is also noteworthy that effects reported by Fischer
et al (quoted in your letter) are achieved at lipid
concentrations that are three-fold greater than occurs
in our patients receiving TPN and 15 fold greater than
in patients receiving PPN. Moreover, subsequent
studies by others'" have shown no immunosup-
pressive effect after lipid. The yeast hypothesis is
intriguing; we look forward to any findings that
provide insight into the pathogenesis of Crohn's
disease.

G R GREENBERG ANI) K N JEEJEEBHOY
Diviision ofJGastroenterology',
'orornto Geeneral Hospital,
University of Tor-onito, Toronito,
Ontario, Canada MSC 2C4
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Lymphocytic gastritis: a newly described entity
SIR, - Haot et al in the discussion of their recent paper
(Gut 1988; 29: 1258-64) state that in connection
with varioliform gastritis, chronic erosive gastritis,
chronic verrucous gastritis 'some well known pathol-
ogy textbooks do not even mention it' and give
reference to Morson and Dawson's book' and my
own on mucosal biopsy.' I would ask Haot et al to
turn to page 81 of that text for a description of that
very same condition in as much detail as was current
in 1984 when the manuscript went to the publishers.

R WHITEHFAD

Department of Pathology,
Flinders Medical Centre,
Bedford Park,
South Australia 5042
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Cytomegalovirus associated gastroduodenal
ulceration
SIR,-The case report by Spiller et al' rightly draws
attention to the need to bear CMV in mind as
a potential pathogen in cases of gastrointestinal
ulceration.

Certain points, exemplified by a case previously
reported by us,' are worthy of re-emphasis. Although
the patient reported by Spiller and colleagues devel-
oped only superficial ulceration and made a good
recovery, the more usual at risk patient in CMV
associated gastrointestinal ulcerative disease (organ
transplant patients,' patients with AIDS3 or with
other causes of immune compromise4) are likely to
develop deeper ulcers with the attendant risk of
serious haemorrhage and/or perforation. The patient
we described died from massive upper gastro-
intestinal haemorrhage from a CMV-associated
duodenal ulcer, refractory to medical and surgical
management, 50 days after a heart transplant. An
important feature of this case was the deep seated
nature of the tissue damage and its vasculitic
features, which impaired healing of the attempted
surgical procedure (oversewing), leading to renewed
- and fatal - haemorrhage.

Gastrointestinal ulceration, haemorrhage.and per-

foration thus joins the protean potential manifesta-
tions of CMV infection,4 with the suggestion that
immune-competent subjects tolerate, contain and
repair the mucosal damage more effectively than
immunodeficient patients.

NIGH. H1 BRAMWFI.A
Department of Pathology,
McMaster Univ'ersitv,
1200 Main Street West,
Hamilton, Ontario,
Canada L8N 3Z5
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Books

Classic papers in viral hepatitis. Edited by Christine
L Lee and Howard C Thomas. (Pp. 295; not illus-
trated; £42.50.) Cambridge: Cambridge Medical
Books, 1988.
This is one of a series of books designed to provide 'a
valuable collection of classic(al) and historical papers
that report ideas and work that has had an impact on
knowledge'. Viral hepatitis, which is caused by at
least five different viruses, is a major public health
problem throughout the world. An enormous litera-
ture has accumulated on the subject since its dis-
covery in Australia in 1965-1968. This volume is an
authology from many thousands of publications.
The translation by Professor G Giangrande of the

University of London of the description of hepatitis
by Hippocrates is an important contribution, and
there are many other gems in this volume. But of
course with such a vast field it is impossiblc to givc
equal weighting to all aspects of viral hepatitis and
its important complications, and it is inevitablc that
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