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Introduction:
Coeliac disease is not a common disorder usu-
ally the diagnosis is missed and the patients 
are being labeled as Irritable Bowel Symdrome 
(IBS). Usual symptoms are pain and discomfort 
in the digestive tract. Sometimes these patients 
may present with vitamen defi ciency and anae-
mia.

Now it is diagnosed in asymptomatic persons 
more frequently as a result of increased screen-
ing. Celiac disease is thought to aff ect 1 in 1750 
people in United States and 1 in 100 in the unit-
ed Kingdom. Th e celiac disease is caused by a re-
action to gliadin a prolamine (glutean protein) 
present in wheat and similar protein found in 
the crops of the tribe, Triticeae, which includes 
in other common grains such as Barley and Rye. 

Upon exposure to gliadin and three specifi c 
peptides found in the above protein the tissue 
enzymes transglutaminase modifi es the protein 
and the immune system cross reacts with the 
epithelium of small intestine and causes truncat-
ing of the villi of the small intestine results in vil-
lous atrophy. Th is causes interference with the 

absorption of nutrients and vitamens. Th e only 
treatment is life long gluten free diet.

Case report:
We present a case history of 54 years old male 
who presented with history of fatigue and al-
tered bowel habits. On clinical examination, pa-
tient was found anaemic. He also found to have 
dermatitis herpetiformis on anterior abdominal 
wall and in the axilla. His haematology revealed 
a haemoglobin of 10.3 gm, his serum ferritin was 
also 6 μg/L.

He had upper G.I Endoscopy and lower G.I En-
doscopy. Upper G.I Endoscopy revealed blunt-
ing of duodenal and small bowel mucosa, biopsy 
was taken suggestive of villous atropy with lym-
phocytic infi ltration suggestive of celiac disease.

Antiendomysial antibodies of immunoglobu-
tin A (IgA) and anti tTG antibodies performed 
which showed a very high serum levels. Th e di-
agnosis of celiac disease made and patient was 
kept on gluten (wheat) free diet. He showed im-
provement and put on weight.
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Discussion:
Celiac disease is not an uncommon disease in 
the western world, now it is being increasingly 
diagnosed in Saudi Arabia and in the Asian 
countries due to the increased facility of screen-
ing 1 . Th e condition is thought to aff ect between 
1 in 1,750 worldwide and 1 in 105 people in the 
United States, and 1 in 100 in the UK.2 Celiac 
disease is caused by reaction to wheat protein 
(gliadin or glutean protein) also commonly 
found in other grains like barley and rye3.

On exposure of glutean protein which has three 
peptides found in prolamine, the enzyme tis-
sue transglutaminase modifi es the protein and 
the immune system cross reacts with the small 
bowel tissues causing infl ammatory reaction 
which inturn leads to truncating of villous lining 
of small intestine (commonly called villous at-
rophy). Th us inturn results in interference of the 
absorption of iron, fat soluble vitamins and nu-
trients. Th erefore these patients develops anae-
mia malabsorption and stearorrhea. Th is disease 
is also known as glutean enteropathy. Th e term 
coeliac is derived from a greek word “Koliakas” 
abdominal with or without symptoms3,5 and 
coeliac disease introduced in 19th century in a 
translation of what is generally regarded in an-
cient greek description of the disease by Aretae-
us of Cappadocia.4,5 

Usual symptoms are stertorrheas and failure to 
gain weight. It is also possible to have coeliac 
disease without any symptoms3. Many adults 
may only have fatigue and anaemia like in our 
case.

Patients may present with chronic diarrhea with 
voluminous and abnormally malodorous stools. 
Patients may present with mouth ulcers.6 As this 
disease progress patient also develops lactose in-
tolerance. 

Coeliac disease leads to an increased risk of both 
adenocarcinoma of small bowel and lymphoma 
of small bowel.7 Th is risk is also higher in sib-
lings and fi rst degree relative of the patients.8 If 
disease untreated can lead to ulcerative jejunitis 
and stricture of the small bowel.9 

Th e disease also causes defi cient absorption of 
fat soluble vitamins ADEK10 weight loss due to 
inability to absorb carbohydrates. Anaemia will 
result as there is defi cient absorption of iron fo-
lic acid and vitamin B12. Defi cient calcium and 
vitamin D absorption will result in osteoporosis. 
A small portion have coagulative abnormalities 
due to defi cient vitamin D absorption.

Coeliac disease is also associated with bacte-
rial overgrowth of the small intestine which can 
worsen malabsorption11.

I gA defi ciency is present in 2.3% of people with 
coeliac disease, other features of this condition 
are an increased risk of auto-immune disease.12

Th e disease can also be associated with Der-
motitis herpetiformis itchy condition of the skin 
linked to transglutaminase enzyme in the skin 
and may respond to glutean with drawl thera-
py.13,14

Pathophysiologically, coelic disease appears to 
be multifactorial. All people with coeliac disease 

Figure 1: Endoscopic view of duodenum show-
ing blunting of duodenal mucosa

Figure 3: Dermatitis herpetiforms associated 
with coeliac disease

Figure 2: Villous atrophy of duodenal mucosa
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have either HLADQ2 allele or less commonly 
HLA DQ8 allele1. However 20-30% of people 
without coeliac disease may also be inherited 
with either of these allele.15

Anti-transglutaminase antibodies to the enzyme 
tissue glutaminase and tTG are found in over-
whelming majority of cases of coeliac disease.16 
Infi lamatory process is mediated by T lympho-
cyte will lead to distruction of the mucosal lin-
ing of small bowel causes defi cient absorbtion of 
nutrients, minerals and fat soluble vitamin A, D, 
E, K. Alternative cause of tissue destruction may 
be to release of interlenkin 15 and activation of 
immune system.

Th e diagnosis depends on history clinical exam-
ination. Th e endoscopic biopsy has a reported 
sensitivity of 100%. Th e endoscopic biopsy has 
specifi city of 61%. Th e sorological tests like an-
tiendomysial antibodies of the immunoglobulin 
A Ig A can detect coaliac disease with a sensitiv-
ity and specifi city of 90% and 99% respectively.17 
Serology for anti t TG antibodies have reported 
to have sensitivity 99% and specifi city more 
than 90%. 17 

Th e classic pathological change of coeliac dis-
ease in the bowel are categoroized by the Marsh 
classifi cation18 from stage 0 normal mucosa to 
stage 4 Hypoplastic small bowel mucosa.

Th e eff ective treatment is a life long glutean free 
diet.

Conclusion:
We conclude that the clinicians should have 
high index of suspicion to diagnose the condi-
tion like celiac disease which is inappropriately 
being labeled as infl ammatory bowel disease. 
We suggest that these patients should have up-
per GI Endoscopy and multiple biopsese fol-
lowed by Endoepimyseal antibodies against IgA 
& antitTG antibodies.
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