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Coeliac disease in children of West Indian origin

J C C Hung, A D Phillips, J A Walker-Smith

Abstract
Coeliac disease is uncommon in popula-
tions of non-European origin. Two
English born West Indian children with
coeliac disease are presented. The diag-
nosis should be considered in children of
West Indian origin with chronic diarrhoea.
(Arch Dis Child 1995; 73: 166-167)
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The development of coeliac disease requires
exposure to gluten and it is strongly influenced
by genetic factors. Coeliac disease, that is, per-
manent gluten intolerance, predominantly
affects populations of European origin. There
are now reports of the disease in children from
the Indian subcontinent, Lebanon, Iraq,
Kuwait, Sudan, and Cuba but it appears to be
very rare.1-6 Presentation in these patients is
generally delayed to the second or third year of
life. This may be due to prolonged breast feed-
ing and late introduction of gluten in their diet.

Transient gluten intolerance has been
described in children presenting at less than 2
years of age who eventually return to a normal
diet.7 It is important to distinguish it from
coeliac disease to avoid overdiagnosis, espe-
cially in the low risk population.
We report coeliac disease in two English

born children ofWest Indian origin.
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Case reports
CASE KM
This girl was initially seen at 22 months of age
for poor feeding, chronic diarrhoea for two
months, protuberant abdomen, and irritability.
Her blood film showed microcytosis and
hypochromia. Low serum iron and ferritin (7
mmol/l and <5 mg/l) confirmed the presence
of iron deficiency. Her small intestinal histol-
ogy showed moderate to severe villous atrophy
with increased intraepithelial lymphocytes and
crypt hyperplasia. Gluten-free diet was

advised. Due to social circumstances, she did
not keep to her exclusion diet and failed to
attend follow up appointments for 15 months.

She was seen again aged 3-8 years when her
gliadin, reticulin, and endomysial antibodies
were strongly positive on a gluten containing
diet. She was still iron deficient (ferritin <5
mg/l) and her stool culture was negative for
pathogens. Small bowel biopsy was repeated
and the histology showed an almost flat
mucosa with crypt hyperplasia and increased
intraepithelial lymphocytes. Advice was given
again that she should return to the gluten-free
diet. Subsequent review found that she had

maintained her gluten exclusion diet and
showed good weight increment. Her serum
iron and ferritin had improved (9 2 mmol/l and
20 mg/l) and her gliadin, reticulin, and
endomysial antibodies were all negative.
Both her parents were black Jamaicans.

However, her maternal great great grand-
mother was white. Class II HLA typing
showed that she was positive for DQw2, DR3,
and DRw52.

Although this case does not fulfil the original
guidelines of the European Society of
Paediatric Gastroenterology and Nutrition
(ESPGAN),8 it satisfies the later revised
criteria for the diagnosis of coeliac disease.9

CASE WP
This boy presented in 1974, aged 6 months,
with failure to thrive and persistent diarrhoea.
Small bowel histology showed a flat mucosa
with severe villous atrophy and crypt hyper-
plasia. He was started on a gluten-free diet and
he began to thrive. A pre-gluten challenge
small bowel biopsy was normal at three years
of age. He was then challenged with gluten for
three months. His post-gluten challenge biopsy
showed only mild villous atrophy. He
remained on a gluten containing diet and
continued to thrive.
Another small bowel biopsy was carried out

at 4-5 years of age and it appeared normal. At
that stage, he was thought to have transient
gluten intolerance.
He was monitored from the age of 6 years

for gliadin and reticulin antibodies. Both anti-
bodies became positive at 9 years of age and,
although he remained well and thriving, a
small intestinal biopsy was repeated. On this
occasion, it showed a flat mucosa with severe
villous atrophy and crypt hyperplasia. This
confirmed the diagnosis of coeliac disease and
he was advised to return to gluten-free diet. He
remained well on subsequent review.

His mother was white and his father was a
black Jamaican. HLA class II typing showed
that he was positive for DQw3, DR4, DRw52,
and DRw53.

Discussion
Although histology is crucial for the diagnosis,
gliadin, endomysium, and reticulin antibodies
have been shown to be very useful adjuncts for
diagnosing and monitoring coeliac disease.10
As in patient WP, who was mentioned in a pre-
vious paper,7 histological relapse was heralded
by the appearance of these antibodies and
during that time he was in good health. This
case illustrates the importance of long term
follow up in children with the presumed
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diagnosis of transient gluten intolerance.
Indeed, it is difficult to make a final diagnosis
of transient gluten intolerance, as children may
take many years to relapse.7

Both children are a mixture of black West
Indian and white ethnic backgrounds. The first
case, with a distant Scottish relative, showed a
typical presentation and response to gluten
provocation, although the diagnosis was compli-
cated by social circumstances. In contrast,
patient WP, with mixed parentage, had a greatly
delayed response to dietary challenge, only
relapsing after six years of exposure to gluten.
The HLA status may be relevant, being the com-
monly associated pattern in patient KM, but of
less common association in patient WP. The
association of coeliac disease with DR4 antigen
has been reported in only a small number of
patients, and different gene alleles are believed to
be responsible."I 12 Furthermore, the degree of
gluten sensitivity may be different in DR3IDQw2
negative patients as their antigliadin antibody
titres are lower than in the DR31DQw2 positive
patients. 13
The lack of reports of coeliac disease in

children of West Indian origin may be partly
due to low gluten consumption in the West
Indies. However, the situation may change
when they move to another country such as the
United Kingdom where gluten consumption is
considerably higher. The HLA-DR3 and HLA-
DQw2 antigens'2 14 15 have a stronger associa-
tion with coeliac disease than HLA-B8 antigen
which has a low prevalence in the West Indian
population.'6 As both of our patients possess
class II HLA markers (DR3-DQw2 and
DR414) for coeliac disease, it would be interest-
ing to find out the prevalence of these antigens
in the West Indies. It is also possible that the
presence of coeliac disease in these cases is due
to their mixed ancestry and it may not develop
in West Indians of black African origin.

In conclusion, despite the uncommon
occurrence of coeliac disease in the West
Indies, the diagnosis should still be considered
in children ofWest Indian origins with chronic
diarrhoea.

1 Khoshoo V, Bhan MK, Jain R, et al. Coeliac disease as cause
of protracted diarrhoea in Indian children. Lancet 1988; i:
126-7.

2 Bitar JG, Salem AA, Nasr AT. Celiac disease from the
Middle East (report on ten cases seen at the American
University of Beirut Hospital). J Med Leban 1970; 23:
423-44.

3 Al-Hassany M. Coeliac disease in Iraqi children. J Trop
Pediatr Environ Child Health 1975; 21: 178-9.

4 Khuffash FA, Barakat MH, Shaltout AA, Farwana SS,
Adnani MS, Tungekar MF. Coeliac disease among child-
ren in Kuwait: difficulties in diagnosis and management.
Gut 1987; 28: 1595-9.

5 Suliman GI. Coeliac disease in Sudanese children. Gut
1978; 19: 121-5.

6 Rabassa EB, Sagaro E, Fragoso T, Castaneda C, Gra B.
Coeliac disease in Cuban children. Arch Dis Child 1981;
56: 128-31.

7 Walker-Smith JA. Transient gluten intolerance: does it
exist? Neth JtMed 1987; 31: 269-78.

8 Meeuwisse GW. Diagnostic criteria in coeliac disease. Acta
Paediatr Scand 1970; 59: 461-3.

9 Walker-Smith JA, Guandalini S, Schmitz J, Shmerling DH,
Visakorpi JK. Revised criteria for diagnosis of coeliac
disease. Arch Dis Child 1990; 65: 909-11.

10 Khoshoo V, Bhan MK, Unsworth DJ, Kumar R, Walker-
Smith JA. Anti-reticulin antibodies: useful adjunct to
histopathology in diagnosing coeliac disease, especially in
a developing country. J Pediatr Gastroenterol Nutr 1988; 7:
864-6.

11 Tosi R, Tanigaki N, Polanco I, De Marchi M, Woodrow
JC, Hetzel PA. A radioimmunoassay typing study of
non-DQw2-associated celiac disease. Clin Immunol
Immunopathol 1986; 39: 168-72.

12 Sollid LM, Thorsby E. HLA susceptibility genes in celiac
disease: genetic mapping and role in pathogenesis.
Gastroenterology 1993; 105: 910-22.

13 Bonamico M, Morellini M, Mariani P, et al. HLA antigens
and antigliadin antibodies in coeliac disease. Dis Markers
1991; 9: 313-7.

14 Tosi R, Vismara D, Tanigaki N, et al. Evidence that celiac
disease is primarily associated with a DC locus allelic
specificity. Clin Immunol Immunopathol 1983; 28:
395-404.

15 Keuning JJ, Pena AS, van Leeuwen A, van Hooff JP, van
Rood JJ. HLA-DW3 associated with coeliac disease.
Lancet 1976; i: 506-8.

16 McNeish AS, Rolles CJ, Nelson R, Kyaw-Myint TO,
Mackintosh P, Williams AF. Factors affecting the differ-
ing racial incidence of coeliac disease. In: Hekkens
WTJM, Pena AS, eds. Coeliac disease. Proceedings of the
Second International Coeliac Symposium. Leiden: Stenfert
Kroese, 1974: 330-7.

 on M
ay 19, 2023 by guest. P

rotected by copyright.
http://adc.bm

j.com
/

A
rch D

is C
hild: first published as 10.1136/adc.73.2.166 on 1 A

ugust 1995. D
ow

nloaded from
 

http://adc.bmj.com/

