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EPIDEMIOLOGY Gluten peptides and anti-TG2 antibodies lymphocytes to kill intestinal Moreover, some seropositive individuals are
presented by HLA on antigen- epithelial cells, thus contributing asymptomatic. As such, a diagnosis of coeliac
presenting cells activate to enteropathy disease is based on serological tests and small

Before the 1990s, coeliac disease was considered gluten-specific intestinal morphology. Serological assays
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include those to detect TG2-autoantibodies

and antibodies against deamidated gliadin
peptide. Individuals who are seropositive and
symptomatic can undergo gastroscopy to
obtain a small intestine biopsy. The diagnosis is
confirmed upon histological demonstration of
villous atrophy, crypt hyperplasia and infiltrates
of intraepithelial lymphocytes.

an uncommon disorder, limited largely to children
in western Europe. Since then, the implementation
of specific serological tests has led to the
recognition that coeliac disease is a major global
public health problem, and that the prevalence

of coeliac disease is increasing. Screening studies
indicate that coeliac disease affects ~1% of the
European population. Similar studies performed in
areas with high levels of European ancestry have
yielded comparable prevalence figures. Coeliac
disease remains

rare in far east \Wr ﬁé ’

Asia and sub-
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however, large
epidemiological

studies are \Wr
lacking from

these regions.

Notably, screening

data suggest that

for each clinically
diagnosed patient there
are 5-10 undiagnosed
seropositive individuals.

MANAGEMENT

Coeliac disease can be effectively managed in most
patients by life-long adherence to a strict gluten-
free diet. However, in practice, this diet is difficult
to maintain and requires a lot of knowledge and
motivation from patients, and their friends and
families. Dietary lapses may prevent normalization
of smallintestinal morphology; therefore, patient
follow-up is important. A small proportion

of patients with coeliac disease can develop
complications, such as refractory coeliac disease
(defined as villous atrophy and ongoing
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