561

Archives ofDisease in Childhood 1991; 66: 561

R A HIRASING
R P BOONTJE
TNO Institute of Preventive Health Care,
PO Box 124,
2300 AC Leiden,

Wassenaarseweg 56,
2333 AL Leiden,
The Netherlands

1 Tamhne RC, Jarvis SN, Waterston AJR. Auditmg community screening for undescended
testes. Arch Dis Child 1990;65:888-90.
2 Muinck Keizer-Schrama De SMPF. Consensusbeleid bij de niet in het scrotum gelegen testis.
Ned Tijdschr Geneeskd 1987;131:1817-21.
3 Snick HKA. Sterke daling van de orchidopexie
frequentie op Walcheren. Ned Tijdschr
Geneeskd 1988;132:777-80.
4 Scorer CG. The descent of the testis. Arch Dis
Child 1964;39:605-9.

Revised criteria for diagnosis of coeliac
disease and medical audit

SIR,-In the recently published revised
criteria from the European Society for Paediatric Gastroenterology and Nutrition
(ESPGAN) for the diagnosis of coeliac
disease,' emphasis has shifted from the need
for repeated biopsies to the response to dietary
gluten withdrawal, combined with initial
histological appearance of the jejunal biopsy.
It might be thought that this could decrease
the use of this unpleasant and time consuming
diagnostic procedure. However this may not
be the case.
As part of a medical audit programme the
clinical and histological details of jejunal
biopsies performed in the Royal Liverpool
Children's Hospital between January and May
1990 were reviewed.
Analysis of the data showed: (1) Out of 46
attempted biopsies, 10 were initially unsuccessful. (2) Of the 36 children biopsied,
only four biopsies were performed after a
gluten challenge, the rest were for initial diagnosis. (3) The number of jejunal biopsies for
the first five months of 1990 was similar to the
whole of 1989 (36 v 39) yet proportionately
more children started a gluten free diet (11/36
(30%) v 10/39 (25%)). (4) Children referred
from an outlying hospital were more likely to
have a biopsy specimen compatible with
coeliac disease (50%h v 25%). (5) Eleven children commenced a gluten free diet, but only six
had the characteristic 'flat' small intestinal
mucosa of coeliac disease.

It was concluded that: (1) There was a significant chance of procedural failure with jejunal
biopsy in children. (2) Few biopsies were
performed after gluten challenge indicating
that the practice of diagnosing coeliac disease
by repeated biopsies had already lapsed.2
(3) The increased number of biopsies in 1990
reflected a more aggressive diagnostic
approach. (4) Gluten free diet was often
commenced in the absence of characteristic
histological criteria. With the new criteria
these children would require gluten challenge.
It is therefore to be hoped that the use of the
revised ESPGAN criteria will reduce dependency upon multiple jejunal biopsies and the
inappropriate use of gluten free diet as highlighted by our medical audit.
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Crohn's disease

SIR,-Dr Puntis and colleagues have reported
in this journal the first case of granulomatous
lung involvement in a child with Crohn's
disease.' It is clear from many previous
reports that pulmonary involvement is
actually common in chronic inflammatory
bowel disease, although only a minority of
patients have symptoms or overt signs.
Bonniere and colleagues have demonstrated,
in 22 adults with Crohn' disease who had no
pulmonary symptoms, reduced serum activity of angiotensin converting enzyme,
lymphocytosis on bronchoalveolar lavage,
increased superoxide anion production from
activated alveolar macrophages, and abnormal
pulmonary function tests.2 They concluded
that most patients with Crohn's disease have
latent pulmonary involvement. After recent
findings in this unit, we are now able to
suggest a mechanism for this previously un-

explained phenomenon.
We have demonstrated production of the
cytokine tumour necrosis factor-a (TNF-a)
by single macrophages in colonic biopsies
from patients with both Crohn's disease and
ulcerative colitis,3 and have found raised
serum concentrations of TNF-a in patients
with relapsed colonic disease4: we consider
that chronic TNF-ca elevation may contribute
to anorexia and growth failure. TNF-a has
also been implicated in granuloma formation5:
granuloma epithelioid cells are in fact activated and transformed macrophages. TNF-a
mRNA was found in large quantities within
these experimentally induced hepatic granulomas and anti-TNF-ca monoclonal antibodies
caused both rapid granuloma regression and
reduction of TNF-a mRNA content.
TNF-ct production is actually increased by
exposure of macrophages to TNF-a itself,5 6
so that chronic elevation of serum TNF-a
might lead to TNF-a production by tissue
based macrophages. Pulmonary alveolar
macrophages produce several times more
TNF-a on stimulation than do circulating
monocytes,7 adwe suggest that raised serum
TNF-a concentrations in chronic inflammatory bowel disease could stimulate alveolar
macrophages to produce more TNF-, which

would then act within the pulmonary microenvironment.
It is now clear that TNF-ca can cause lung
damage, and it is viewed as an important
mediator in the adult respiratory distress syndrome (ARDS), which frequently supervenes
in conditions such as septicaemia where serum
TNF-a concentrations are grossly raised.
Alveolar lavage fluid contains measurable
TNF-a of pulmonary origin in ARDS.'
Lesser elevation of serum TNF-ca produces a
more subtle derangement of pulmonary function, demonstrated well by the abnormal lung
function tests found in patients treated for
malignancy with recombinant TNF-a.9
We think that this mechanism would
account for the activated alveolar macrophages
found by Bonniere et al,2 for the subtle lung
function abnormalities found in many patients
with active disease, for pulmonary granuloma
formation, and for the more florid ARDS like
picture found in many patients with life
threatening toxic dilatation, where serum
TNF-a may be much higher.4
S MURCH
J A WALKER-SMITH
Academic Dartment of
Paediatric Gastonterology,
Medical CoUege of St Bartholomew's Hospital,
Dominion House, St Bartholomew's Hospital,
London ECIA 7BE

1 Puntis JWL, Tarlow MJ, Raafat F, Booth IW.
Crohn's disease of the lung. Arch Dis Child
1990;65:1270-1.
2 Bonniere P, Wallaert B, Cortot A, et al. Latent
pulmonary involvement in Crohn's disease:
biological, functional, bronchoalveolar lavage
and scintigraphic studies. Gut 1986;27:919-25.
3 MacDonald TT, Hutchings P, Choy M-Y,
Murch S, Cooke A. Tumour necrosis factoralpha and interferon-gamma production
measured at the single cell level in normal and
inflamed human intestine. Clin Exp Immunol
1990;81:301-5.
4 Murch SH, Lamkin VA, Savage MO, WalkerSmith JA, MacDonald TT. Serum levels of
tumour necrosis factor-alpha in childhood
chronic inflammatory bowel disease. Gut (in
press).
5 Kindler V, Sappino A-P, Grau G, Piquet P-F,
Vassali P. The inducing role of tumor necrosis
factor in the development of bactericidal
granulomas during BCG infection. Cell 1989;
56:731-40.
6 Tracey KJ, Vlassara H, Cerami A. Cachectin/
tumour necrosis factor. Lancet 1989i:1 122-6.
7 Martinet Y, Yamauchi K, Crystal R. Differential
expression of the tumor necrosis factor/
cachectin gene by blood and lung mononuclear
phagocytes. Am Rev Respir Dis 1988;138:
659-65.
8 Millar AB, Foley NM, Johnson N Mcl, Meager
A, Rook GAW. Tumour necrosis factor in
bronchopulmonary secretions of patients with
adult respiratory distress syndrome. Lancet
1989;i:712-4.
9 Kuei JH, Tashkin DP, Figlin RA. Pulmonary
toxicity of recombinant tumor necrosis factor.
Chest 1989;96:334-8.

VIDEO
REVIEWS
The Six Week Check of Infants. A video
training package. Commissioned by: Nottingham Health Authority. Production Company:
Chrysalis Television Midlands. Cost of training
package (video and manual): £195; additional
trainer's manuals £6 each. For details contact:
Mrs B Whitchurch, Training Office, Notting-

Arch Dis Child: first published as 10.1136/adc.66.4.561 on 1 April 1991. Downloaded from http://adc.bmj.com/ on September 27, 2022 by guest. Protected by copyright.

that time. Because of this reflex we doubt the
efficacy of screening boys for undescended
testes at 1 year and at school entry. The
figures from Tamhne et al confirm our opinion
that too many boys will be operated on
unnecessarily because of retractility of the
testes.
In 1989 a retrospective cohort study concerning the localisation of the testes from birth
until puberty of 853 boys born in 1973 and living in West Friesland (The Netherlands) was
done. In this study, which has been submitted
for publication, we found a considerable number of boys with one or two undescended
testes, that when previously measured, had
been registered as scrotal. In all these boys the
testes had assumed a normal scrotal position at
puberty. This supports our advice that if the
testes were descended no further screenings
are necessary.
We agree with Tamhne et al that there is a
need to set clear guidelines for the diagnosis of
undescended testes and for referral pathways.
This is important especially to prevent
unnecessary operations.

