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ABSTRACT:

BACKGROUND:

Celiac disease is an immune-mediated enteropathy triggered by the ingestion of gluten in genetically
susceptible individuals. Gluten is the major protein component of wheat, rye, and barley, the major
predisposing genes are the HLA-DQ2 and DQS8 genotypes found in at least 95% of patients.
OBJECTIVE:

To demonstrate the profiles of coeliac disease (the way in which coeliac disease present, age and sex
distribution, endoscopical and histopathological finding) and to analyze the correlation of HLA
haplotypes with clinical and laboratory profiles of coeliac disease in children.

PATIENTS AND METHODS:

A retrospective study was done on a group of children and adolescents of <14 years old of age, with
clinical diagnosis of celiac disease, whom attended the pediatric gastroenterology outpatient clinic of
Children Welfare Teaching Hospital in Baghdad city from January 2014-2018.

A records of forty patients were collected and analyzed including clinical examination, blood tests for
serum IgA level, Anti-tTG IgA and IgG, HLA typing, and upper gastrointestinal endoscopy and
duodenal biopsy.

RESULTS:

The mean age was 8.1 year. Female were 21(52.5%), male were 19(47.5%). Short stature was
the commonest chief complaints in 20 patients (50%) , followed by diarrhea and abdominal pain each
in 10 patients (25%). The commonest endoscopy finding was normal in 28 patients (70%),
histopathological finding Marsh 3 was the commonest in 27(67.5%) patients.

HLA typing system: 15 patients labeled as DQ2 (37.5%), 12 patients labeled as DQS8 (30%) , 12 patients
were having both DQ type (30%). The dominant haplotype was DQB1*02 , Anti_tissuetransglutaminase
IgA was positive in all of those having both DQ2 and DQS8 100%.

CONCLUSION:

This result showed that patient with severe histopathology ( Marsh 3 ) carried HLA -DQ risk alleles and
in other side Marsh 1 or 2 carried low or no HLA-DQ risk alleles, patient with at least one DQB1*02
allele showed high expression of clinical and histological presentation of coeliac disease.
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INTRODUCTION:

Celiac disease (CD) is an immune-mediated
enteropathy triggered by the ingestion of gluten
in genetically susceptible individuals. Gluten is
the major protein component of wheat, rye, and
barley, the major predisposing genes are
the HLA-DQ2 and DQS8 genotypes found in at
least 95% of patients. )

CD is characterized by the presence of a variable
combination of gluten-dependent clinical
manifestations, CD- specific antibodies, HLA-
DQ2, DQ8 haplotypes and enteropathy. ®

It can occur at any age, including in babies when
weaning once gluten has been introduced to their
diet, in children and in adolescence. When a
child with celiac disease eats gluten, his or her
immune system reacts by damaging the lining of
the small intestine. ©

PATHOGENESIS CD is a multifactorial
disorder that depends on both genetic and
environmental factors for expression. Ninety-
five percent of patients with CD have the HLA-
DQ2 heterodimer, which is encoded by alleles
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DQA1x05 and DQBI%02, either Cis
configuration or Trans, and most of
the remainder have the HLA-DQS8 heterodimer,
encoded by the DQB1%0302 allele. ©

HLA-DQ2 and DQS8 in Celiac Disease

Pathogenesis
HLA-DQ?2 and DQS play crucial roles in celiac

disease pathogenesis. HLA-DQ molecules are
responsible for presentation of peptide antigens
to CD4" T cells. Peptides presented by class II
HLA molecules are derived from degraded
proteins found in the microenvironment. ©
HLA-DQ2 and DQ8 are uniquely able to present
specific gluten-derived peptides, where as other
HLA types cannot. Before binding to DQ2
or DQS, though, native gluten peptides are
converted to negatively charged particles in
the intestine. Tissue transglutaminase 2(TTG2)
is responsible for this modification, which is
termed deamination.

Antigen-presenting cells then present deamidated

gluten bound to HLA-DQ2 or DQS to elicit

a gluten-specific CD 4" T-cell response,

initiating inflammation. ®

So patient of coeliac disease could be:

» SYMPTOMATIC: Frank malabsorption
symptoms and signs (e.g., chronic diarrhea,
failure to thrive, weight loss) or
Extraintestinal symptoms and signs (e.g.,
anemia, fatigue, hypertransaminasemia,
neurologic disorders, short stature, dental
enamel  defects, arthralgia, aphthous
stomatitis)

» SILENT: No apparent symptoms in spite of
histologic evidence of villous atrophy in most
cases identified by serologic screening in
at-risk groups.

» LATENT: Subjects who have a normal
intestinal histology, but at some other time
have shown a gluten-dependent enteropathy.

» POTENTIAL: Subjects with positive celiac
disease serology but without evidence of
altered intestinal histology. Patients may or
may not have symptoms and signs of disease
and may or may not develop a gluten-
dependent enteropathy later. @

DIAGNOSIS

Achieving early diagnosis of coeliac disease is

critical to ensuring good lifelong health and

providing children with the ability to thrive. ®

The diagnosis of CD is based on a combination

of symptoms, antibodies, HLA status, and

duodenal histology.®

The initial approach to symptomatic patients is

to test for anti-tTG IgA antibodies and for total

IgA in serum to exclude IgA deficiency.

If IgA anti-tTG antibodies are negative, and
serum total IgA is normal for age, CD is unlikely
to be

the cause of the symptoms. If anti-tTG IgA
antibody testing is positive the patients should be
referred to a pediatric gastroenterologist for
further diagnostic workup, which depends on
the serum antibody levels. IgA anti-tTG decline
if the patient is on a gluten free diet. In patients
with selective IgA deficiency, testing is
recommended with IgG antibodies to tTG.
Patients with positive anti-tTG antibody levels
<10 times the upper limit of normal should
undergo upper endoscopy with multiple
biopsies.?

In patients with positive anti-tTG antibody levels
at or >10 times the upper limit of normal,
blood should be drawn for HLA and EMA
(endomyeal) testing. If the patient is positive for
EMA antibodies and positive for DQ2 or DQ8
HLA testing, the diagnosis of CD is confirmed,
a life-long gluten-free diet is started and
the patient is followed for the improvement
of symptoms and the decline of antibodies.
HLA testing is almost always positive; thus, it is
possible that HLA testing will not be necessary
in the future to establish diagnosis. In the rare
case of negative results for HLA and/or anti-
EMA in a child with tTG antibody titers >10
times the upper limits of normal, the diagnostic
workup should be extended, including repeated
testing and duodenal biopsies. *”

In asymptomatic persons belonging to high-risk
groups, CD should always be diagnosed using
duodenal biopsies. When biopsies are indicated,
at least 4 fragments should be obtained from
the descending part of the duodenum and at least
1 from the duodenal bulb. The diagnosis is
confirmed by an antibody decline and preferably
a clinical response to a gluten-free diet. CD is not
the only cause for villous atrophy. Gluten
challenge and biopsies will only be necessary
in selected cases in which diagnostic uncertainty
remains.""

The serological tests are only reliable if the child
is regularly consuming gluten. If gluten has been
removed from the diet for more than a month
prior to testing, the blood test and small bowel
biopsy results may be inaccurate or hard to
interpret. ¥

The subject with normal serum IgA and normal
tTG-IgA do not need to be considered celiac,
given the high sensitivity of the test; however,
since it would appear that in the infant and
toddler tTG-IgA may not be as sensitive as in
later ages, DGP-IgA and DGP-IgG can be
measured additionally.
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More recently, deamidated gliadin peptides (DGP)
antibodies of IgG class have been introduced with
a sensitivity and specificity close to IgA anti-tTG.
Measurement of IgG-DGP is useful in subjects
with IgA deficiency and in young children as this
antibody maybe the first celiac marker to become
positive. @

HLA testing can be used to virtually exclude
celiac disease in symptomatic patients who have
self-started a gluten-free diet. HLA testing can
also be helpful to clarify a diagnosis.
For example, in those with equivocal serology or
biopsy findings and/or incomplete gluten
elimination, HLA testing can be used to rule out
celiac disease if HLA-DQ2 or DQ8 is absent and
would warrant further testing if DQ2 or DQ8 are
found .Genetic testing can be used to identify
at-risk individuals, particularly first-degree family
members of patients with celiac disease. If
a family member tests negative for DQ2/DQS,
further testing is not needed."?

Treatment

The only effective treatment for celiac disease is
complete removal of gluten from the diet (GFD).
Currently; patients with celiac disease should not
eat products containing wheat, rye, or barley.
Patients usually need to follow a strict GFD for
the rest of their lives. No foods or medications
containing gluten from wheat, rye, or barley or
their derivatives can be taken, as even small
quantities of gluten may be harmful.'>

Removal of gluten (with a reduction to below 20
mg/d gluten intake) from the diet of celiac disease
patients will result in symptomatic, serologic, and
histologic remission in most patients."®
PATIENTS AND METHODS:

Study design

A retrospective study was done on a group of
children and adolescents of <14 years old of age,
with clinical diagnosis of celiac disease, whom
attended the pediatric gastroenterology outpatient
clinic of Children Welfare Teaching Hospital
in Baghdad City from January 2014-2018.

The information were  collected from
the gastroenterology outpatient clinic files where
the patients have been treated and follow up.
Study sample

Forty patients were included as they were aged
<14 years with clinical diagnosis of celiac disease
depend on sign and symptoms and serology
written in files.

HLA typing: Done in Genetic Department of
AL-Karama teaching hospital in Baghdad .
Possible correlations between HLA haplotypes
and clinical and laboratory profiles were assessed.
The two sets of alleles , DQA1*05 - DQB1*02
which code for class | MHC DQ2 and the result

considered positive when any one of the two
alleles was present , DQA1*03- DQB1*03 which
code for class | MHC DQS8 and the result
considered positive when any one of the two
alleles was present @,

Upper Gastrointestinal Endoscopy and
Duodenal Biopsy were performed to all patients.
Done in Gastroeneterology and Hepatology
teaching hospital in Medical City in Baghdad.
Marsh Classification for histopathology was
considered as following:

Type 0 or pre- infiltrative stage (normal).

Type 1 or infiltrative stage (increased
intraepithelial lymphocytes).
Type 2 or hyperplastic stage (type 1+

hyperplastic crypts).
Type 3 or destructive stage (type 2 + villous
atrophy of progressively more severe degree,
denominated:

» 3a: partial atrophy.

> 3b: subtotal atrophy.

> 3c: total atrophy .
Statistical analysis
Statistical analysis was carried out using
Statistical package for social sciences version
(SPSS version 24). Categorical variables were
presented as frequencies and percentages.
Continuous variables were presented as (Means
+ SD). Pearson’s chi square (X2) test was used to
find the association between the -categorical
variables. Pearson’s independent sample t-test
was used to find the mean difference between
two continuous variables. P-value of < 0.05 was
considered as significant.
RESULTS:
This study enrolled 40 children as presumptive
cases for coeliac disease.
The mean age was 8.1 year there were 9 patients
(6 male, 3 female) 1-5 year (22.5%), 16 patients
(7 male, 9 female) aged 5-10 years (40%),
and 15 patients (6 male, 9 female) aged 10-14
years (37%).
Female were 21 (52.5%) and male were
19 (47.5%). (Table 1, 2).
Regarding the presenting chief complaint, short
stature in 20 patients (50%), diarrhea in
10 patients (25%), and abdominal pain in 10
patients (25%) (Tablel)
Concerning medical history:
Chronic diseases were encountered in two
patients (5.0%),(one patient had diabetes, other
had hypothyroidism).

Family history of coeliac disease was
encountered in three patients (7.5%).
Family history of associated autoimmune

diseases was encountered in seven patients
(17.5%). (Table 1).
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This study found no significant association

between age and sex distributions (P> 0.05,
table 2) .

Table 1: Distribution of sampled patients according to inquired personal characteristics
and medical history.

Variable Category N=40 | 100.0%
1 Syr 9 22.5%
A = | |
Mgle(f;OZp: 8.1 year >-10yr 16 40.0%
867 SR Y 0 Tayr 15 37.5%
Se Male 19 47.5%
X | |
Female 21 52.5%
. Baghdad 34 85.0%
R | |
esidence Outside Baghdad 6 15.0%
Diarrhea 10 25.0%
Chief Complaint Short Stature 20 50.0%
Abdominal Pain 10 25.0%
Positive 2 5.0%
Chronic Di I I
TOmE IS Negative 38 95.0%
Family History of Autoimmune Disease |7 17.5%
Celiac Disease 3 7.5%

Table 2: Age and sex distribution of studied children.

Sex
Male Female
Age Group  N=19 | 100.0% N=21 100.0% | P value
1-5yr 6 31.6% |3 14.3%
5-10 yr 7 [368% |9 429% |0.416
| 10-14yr 6 31.6% |9 429% |

In regards to performed investigations (table 3),
the following were observed:

Serum IgA was deficient only in one patient
(2.5%), this patient had positive Anti-t TG IgG
and Marsh 3a histopathology.

Anti-tissue transglutaminase IgA found positive
in 33 patients (82.5%), and negative result in 7
patients, one of them IgA deficient mentioned
above, other six, they were included in this study
and diagnosed CD, we should depend on EMA
Ab and DGP IgG for their diagnosis but because
not available so depended on Anti-tissue
transglutaminase IgG which was positive in them
also depend on histopathology which was Marsh
3 for them and HLA typing which was either
DQ2 or DQS.

Anti-tissue transglutaminase IgG found positive
in half the sample (50%).

Histopathological
the following results:

examination revealed

Marsh 0 in 13 patients (32.5%) considered them
as potential CD, Marsh I and Marsh | were not
observed in any patients , Marsh 3 in 27 patients
(67.5%) {Marsh 3a in 18 patients (45%), Marsh
3b in 6 patients (15%), Marsh 3c in 3 patients
(7.5 %) }.

So Marsh 3
histopathological finding.

HLA-DQ typing system:

One patient showed negative result but this
patient had positive Anti-tTG IgA positive and
had Marsh 3a histopathology.

15 patients (37.5%) labeled as DQ2, 12 patients
(30%) labeled as DQ 8 and 12 patients (30%)
were having both DQ types.

The haplotype of all of DQ2 was DQB1*02 and
the haplotype of all of DQ8 was DQB1*03.

So the most common haplotype was DQB1*02.

was the most common
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Table 3: Distribution of sampled patients according to results of conducted investigations.

Variable Category N=40 |100.0%
Normal 39 97.5%
Serum [gA Level Deficient 1 12.5%
. . Positive 33 82.5%
Anti-tissue Transglutaminase IgA Negative 7 17.5%
111 0,
Anti-tissue Transglutaminase IgG POSltlYe 20 50.0%
Negative 20 50.0%
Normal 28 170.0%
Macroscopic appearance on OGD | Serrated mucosa 6 15.0%
Gastropathy 6 | 15.0%
Marsh 0 13 32.5%
Marsh | 0 0.0%
. . Marsh II 0 0.0%
Histopathology finding Marsh 3a 13 45.0%
Marsh 3b 6 | 15.0%
Marsh 3¢ 3 7.5%
None 1 2.5%
DQ2 15 37.5%
B Ly DQS8 12 30.0%
Both 12 30.0%
Haplotype of DQ2 DQB1*02 27 100.0%
Haplotype of DQS DQB1*03 24 100.0%

The higher frequency presenting chief complaint ~ while it was abdominal pain in 41.7% of those
of those having either DQ 2 or DQ 8 was short  having both DQ types (2&8). (Table 4 ).
stature (53.3%) in DQ2 and 53.1% in DQS8),

Table 4: Distribution of sampled patients according to observed DQ type and medical history.

DQ Type
'DQ2 DQ8 Both
Variable Category N=15 | 100% |N=12 |N-=100% | N=12 | 100%
Diarrhea 4 267% |3 |25.0% 30 25.0%
Chief Complaint | Short Stature |8  |533% |7 |583% |4  |333%
Abdominal Pain |3 200% |2 16.7% 5 417%

Anti-tissuetransglutaminase IgG was positive in  Anti-tissue transglutaminase IgA was positive in
40.0% of DQ2, 33.3% of DQ8 and in 83.3% of  66.7% of DQ2, 83.3% of DQS and in all of those
those with both DQ types. (Table 5). with both DQ types. (Table 5).

Table S: Distribution of sampled patients according to observed DQ type and to results of serology tests.

| DQ Type
DQ2 DQS Both

[Variable Category |N=15 [100% |N=12 N-=100% N=12 |100%
Anti-tissue TeA Positive | 10 | 66.7% | 10 | 83.3% 12 100.0%

: Negative |5 333% |2 16.7% 0 0.0%
Antictissue TG Positive |6 40.0% 4 33.3% 10 83.3%

& Negative |9 60.0% |8 66.7% 2 16.7%
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In regard to histological finding according to DQ
type, Marsh 3 in this study was prevalent as
73.3% in patients having only DQ 2 type, 41.7%

in patients having only DQ 8 and 83.3 % if
having both types together.

Marsh 1 and 2 were not observed regardless
the DQ type. ( Table 6 ).

Table 6: Distribution of sampled patients according to observed DQ type
and to observing Mach3 on histopathology.

DQ Type

Histopathology DQ2 DQ8 Both

finding N=15 ]100% | N=12 100% |N=12 | 100%
e March0 |4 26.7% |7 583% 2 | 16.7%
e Marsh I 0 0.0% |0 0.0% 0 0.0%
e MarchIl |0 0.0% |0 0.0% 0 10.0%
e March3a |5 333% |5 41.7% |7 58.3%
e March3b |3 20.0% |0 0.0% 3 25.0%
e March3c |3 20.0% |0 0.0% 0 0.0%

The association with having which DQ type
could not be verified using statistical tests
(Chi- square) as it does not operates optimally in
presence of small expected cell size.

Observing Marsh 3 on histopathological
examination is significant (P-value 0.045)

associated only with having DQ 2 HLA type
that 78% of Marsh 3 cases has DQ 2 type against
46% in non-Marsh 3 cases (P <0.05).
Other studied associations with Marsh 3 were
found not significant in this study (P >0.05)
(table 7).

Table 7: Distribution of sampled patients according to of presence of March 3 stage
in histopathology and other studied factors.

The distribution of type of DQ (2 or 8 or both)
was observed as follow:
The higher proportion of all types of DQ (2, 8, or

Stage on histopathology

Marsh 3 Other findings
Variable Category N=25 100.0 |N=15 100.0
Anti-tissue Transglutaminase IgA | Positive 21 77.8% 112 192.3%
P=0.257 | Negative 6 222% |1 | 7.7%
Anti-tissueTransglutaminase IgG | Positive 16 593% |4 30.8%
P=0.091 Negative 11 40.7% |9 69.2%
DQ2 Positive 21 77.8% |6 46.2%
P=0.045 | Negative 6 222% |7 | 53.8%
DQ8 Positive 15 55.6% |9 169.2%
P=0.408 Negative 12 44.4% |4 30.8%
DQ both 2 &8 BothDQ2 &8 |10 385% |2 15.4%
P=0.141 Anyof DQ2 & 8 | 16 61.5% |11 84.6%

both) found in age group 5-10 years as
following 46.7%, 41.7%, 50.0% respectively
(Table 8).

Table 8: Distribution of sampled patients according to observed DQ type and to their demographic factors.

DQ Type
DQ2 DQ8 Both
[Variable Category N=15 | 100% |N=12 |N-=100% N=12 |100%
[1 5yr 4 26.7% |3 250% |2 |16.7%
Age Group | 5-10yr 7 46.7% |5 41.7% 4 33.3%
10 14yr |4 267% 4 333% 6 50.0%
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DISCUSSION:

This study showed that the mean age of children
with coeliac disease was 8.1 years, this is
supported by Nelson pediatric textbook® that
reported the age at presentation of the disease
shifts to later in childhood, also approximate
the result (8.2 years = 4.6months) found by
Haluk @, also approximate the result found by
Paul® mean age was 8.8 years, and approximate
the result (9 years) found by Desilvestri ).
Female 21 (52.5%) were more affected than male
19 (47.5%), this agree with the result found
(female 24, male 19) by Haluk ®” also what
found by Zubillagam) (59 (44%) were male
and 74 (56%) were female}, also what found by
Gaiani ® female 98 and male 57, Martinez *®
found female predominance (62%), and Murry
@D found female predominance (73.8%) male
(58.6%).

This study found short stature was the most
frequent presenting clinical feature 20 patients
(50%), then diarrhea in 10 patients (25%),
then abdominal pain in 10 patients (25%), which
is supported by what found in pediatric Nelson
textbook® extraintestinal manifestations
increasingly become recognized, this also found
by Haluk “” but in this study considered short
stature (61%) as part of classical form of coeliac
disease, this finding supported by what found by
Zubillaga ® but in this study considered short
stature(38%) as part of atypical presentations.
Concerning medical history:

Found two patients had history of chronic
diseases (5.0%), one had hypothyroidism and
other had diabetes, this similar to what found in
result by Haluk @ one patient hypothyroidism
and three patients diabetes .

Family history of autoimmune disease was
present in seven patients (17.5%) which was
nearly close to the result of study done by Gaiani
@) showed (13.9 %) of selected patients have
positive familiarity of autoimmune diseases.
Family history of coeliac disease in this study
was present in three (7.5%) of selected patients,
this result is less than Gaiani study @9 which
showed appositive familiarity for coeliac disease
in 20.4% of her patients , but nearly close to
Martinez ®® study which showed family history
of coeliac disease in 4.8% of her patients .

IgA deficiency found in one patient (2.5%)
which near to what found in result of Zubillaga
@ [gA deficiency in two patients.

This study showed positive Anti-
tissuetransglutaminase IgA in 82.5% of patients,
this result is higher than Gaiani ®* study in
which 69.7% of patients had positive Anti-t TG

IgA, but less than Martinez "® study which

revealed positive Anti-t TG IgA in 97% of her
studied patients. While Anti-
tissuetransglutaminase IgA negative in seven
patients, this approximate what found by
Colombe 17 the result negative in four patients
of 28 patients included in her study.
Histopathological finding showed the majority
67.5% of our patients had Marsh 3 (3a 45% , 3b
15% , 3¢ 7.5%) of done biopsies , this result is
similar to Gaiani ®* study which showed
majority (51.1% ) have Marsh 3 and also similar
to Martinez ™ study which showed villous
lesions ( Marsh 3b, 3¢ ) was observed in majority
of her patients (90%). We found the majority
(97.5%) of patients diagnosed with coeliac
disease were either HLA_ DQ2 positive (37.5%)
the haplotype of all DQ 2 was DQBI*02,
HLA_DQ8 positive (30% ) the haplotype of all
DQ 8 was DQB1*03, and both are positive
(30%), this result is similar to study done
Rostami Nejad ®” which showed 96% of cases
were carrying DQ 2 and/or DQ 8, also similar to
study done by Marginean ® which revealed
93.8% of patients diagnosed with coeliac disease
were either HLA -DQ 2 or DQ 8 positive
and similar to Zubillaga ®® study showed over
all DQ 2 and DQ 8 comprised 97% of the whole
cohort study.

So alleles conferred a significantly increased
risk for coeliac disease: HLA_  DQBI1*02
and HLA-DQB1*03 present in more than 90%
of coeliac disease children as what reported
in meta-analyses of Desilvestri @ showed
the strongest genetic association with pediatric
cocliac disease for those alleles encoding
the B-chain of susceptibility heterodimer and
particularly for DQBI1*02 have a high risk
for developing coeliac disease, also Megiorni F
en Bjorcks @D Morina ©®, Gudeta ©V, and
Molina ®?, support this and found that children
having only one HLA DQB1*-2 allele without
any other DQ 2 or DQ 8 allele show the same
risk to develop coeliac disease as children carry
heterozygous HLA DQ2 and /or HLA DQ 8
full genotype .

HLA haplotypes result in coeliac disease patients
were compared to histopathological findings of
Marsh classification, the results of this study
showed a statistical significance, with P-value of
0.045 Marsh 3 with DQ 2 so this result showed
that patient with sever histopathology (Marsh 3)
carried HLA-DQ risk alleles and in other side
Marsh 1 or 2 carried low or no HLA-DQ risk
alleles, which was similar to what found by
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Kazem® and Rostami ®*, they found patient

with at least one DQB1*02 allele showed high
expression of clinical and histological
presentation of coeliac disease .

In this study we found higher proportion of those

with DQ 2, DQS8 or both aged 5-10 years, but

HLA-DQ had no statistical significance which

was similar to what found in Haluk ®® no

statistical significance among the age group and

HLA-DQ, also similar to Murry @7 found lack

of gene dosage effect on age at diagnosis.

The higher frequency presenting chief compliant
of those having either DQ 2 or DQ 8 was short
stature while it was abdominal pain of those
having both DQ 2 and DQ 8 but we found no
statistically significant correlation between HLA-
DQ and clinical presentation which was similar
to what found by Marginean®, Haluk @7,
Zubillaga ® and Gaiani @Y, no statistically
significant correlation between clinical data and
HLA-DQ types.

Anti-tissue transglutaminase IgA was positive in

66.7% of DQ 2, 83.3% of DQ 8 and in all of

those with both DQ types, Anti-tissue
transglutaminase IgG was positive in 40% of
DQ 2,33.3% of DQ 8 and in 83.3 % of both DQ
types, but are statistically not significant,
this similar to what found by Tuysuz BI @9,
Murry @7, Agardh D.%¥, they found the evidence
of a correlation between genetic background
and serological manifestation of coeliac patient
not statistically significant .
CONCLUSION:
1.Most common age at presentation 5-10 year
with female pre dominance.
2.Short stature is the commonest presenting
feature.
3.HLA correlation:
- Mainly with age 5-10 year.
- With short stature.
- With anti-tTG-IgA.
- OGD mainly normal.
- With Marsh 3 on histopathology.
4.Children having only one HLA DQB1*02
allele without any other DQ2 or DQS8 alleles
show the same risk to develop coeliac disease
as children carry heterozygous HLA DQ2
and/or HLA DQS8 full genotype.

5. This result showed that patient with severe
histopathology (Marsh 3) carried HLA-DQ
risk alleles and in other side Marsh 1 or 2
carried low or no HLA-DQ risk alleles,
patient with at least one DQBI1*02 allele
showed high expression of clinical and
histological presentation of coeliac disease .
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