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(Supporting evidence:

( Nonresponsive celiac disease' ) Confirmation of small bowel histology findings
consistent with celiac disease
Positive EMA, tTG, or DGP serology at some
Confirm accuracy of time during clinical course
celiac disease diagnosis B — Presence of HLA-DQ2 or HLA-DQ8

Biopsy-proven dermatitis herpetiformis

Clinical and/or histologic response to GFD

Strong family history of celiac disease

Presence of associated autoimmune
L disorders )
(Evaluate for other causes of villus atrophy?
m —— | and/or other conditions with celiac-like clinical

| presentations®

Celiac serologies# and
Expert dietician evaluation:
Gluten ingestion and/or
other food intolerances identified?

[ Adjust diet and ] Small bowel biopsy

monitor progress (with colonic biopsies
if persisting diarrhea)

Enteritis with
villus atrophy?

Reconsider and execute other Consider alternative etiologies
etiologies for villus atrophy? for ongoing symptoms3

( Refractory celiac disease (RCD)> j

( Abnormal or clonal intestinal T lymphocytes?6 J

]
(No )
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%46.5 59 4k
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%8.7 11 it o b
%1.6 2 il () gesa
%0.8 1 bugia o8 saa
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%18.1 23 S5 Y Gledl
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% N.
%91.3 116 A el Y
%8.7 11 A #1a
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Prevalence| P e R U elaY
StD | Mean | St.D | Mean
= 0.439 7.8 329 12.7 35.9 saad) Jaugia
Prevalence| P % N. % N.

%0 %0 0 %3.4 4 Ll 20 >
%8.5 %36.4 4 %37.1 43 Lle 29-20
%15.4 %36.4 4 %19 22 Lle 39-30
%9.4 0609 %27.3 3 %25 29 Lle 49-40
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% N. % N.
%11.4 0104 %90.9 10 %67.2 78 &Ly
Nl
%2.6 %9.1 1 %32.8 38 LS

ST LY daads (LYY e i ganall (3 el dalle o 2aadl (11-2) Jsaadl e
Ailas) Lage e gend) G Gl (5 o) (S BV el e gana B

:oaleY) e AV ol dBdle Aus ~12-2-2

aleY) e (AN olal) dBde Auls (12-2) sl

) el N ey
Prevalence, P = .
% N. % N.

%14.3 | 0586 | %9.1 1 %5.2 6 oalll (s alffe
%18.9 0.008 | %63.6 7 %25.9 30 Y all

%14 0.052 | %72.7 8 %42.2 49 Ol ¢ L)
%20.6 0.004 | %63.6 7 %23.3 27 Craie Jlged
%10.3 0.482 | %63.6 7 %52.6 61 dagd yaki
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A piiall Jallasl) zilii ga AU slall ABS duafya 1(13-2) Jgaal)

P gé‘i} g)a gé‘i} gla ¥y
St.D Mean St.D Mean
0.022 0.6 8.9 0.9 9.5 HGB g/dL
0.001 3.9 55.1 6.8 62.4 MCV fL
0.004 2.1 36.5 4.6 40.6 Fe mcg/dL
0.003 1.5 5.3 1.7 6.9 Ferritin mcg/L
0.125 6.8 405.2 28.5 418.5 | Transferrin mg/dL
0.064 59.2 301.9 81.9 349.4 TIBC mcg/dL
0.641 2.4 125 26 121 Ul
Saturation

0.001> 66.7 113.9 4.2 11.2 tTG-1gA EU

P % N. % N.
0.001> %100 11 %0 0 tTG-1gA >20 EU
0.001> %45.5 5 %0 0 tTG-1gA >100 EU
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0.026 -
%30.8 %36.4 4 %7.8 9 apaga pb alak
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Prevalence P ) el C KR
St.D Mean St.D Mean
- 0.439 7.8 32.9 12.7 35.9 adlal) Ayl

- 0.001> | 12.24 | 2576 | 105 | 36.66 | Baghbanian®! | sl Jaugia
- 0.023 9.1 23.2 13.2 33.1 Kavimandan?'4

Prevalence P % N. % N.
%114 | 0.104 | %909 | 10 | %672 | 78 Adlal) Lyl
%7.2 | 0.001> | %59.5 | 25 | %89.7 | 323 Baghbanian®"
%10.2 | 0353 | %857 | 6 | %688 | 53 Cekm'?? &Ly
%14.7 | 0.041 | %68.7 | 22 | %496 | 128 Khatoon"!
%13.8 0.18 | %80 8 %58.1 | 50 Kavimandan!?**!
%20.6 | 0.004 | %63.6 7 %23.3 | 27 Adlal) L)
%26.3 0.02 | %50 5 %16.3 | 14 Kavimandan[® S

t ) Bl (21-2) sl e

22 el e baugie e JI AN Al caje jee dacgie EDEN cluball 8 6
[211,214] a3, s b ilas) lage Gl 0lS5 331 oIl abiadl

AL Cabadl e ) degena B ST LY A colS [211] sasly Ay B
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Ao i) Jallasl) il ae BV el ABNe 4 jlia ~6-3

A pial) Jallatl) il e B3 o)) ABSe Ajlia 1(22-2) Jgand

p ) el o el Y

St.D Mean St.D Mean
0.022 0.6 8.9 0.9 9.5 Ll Ayl
0.05< 1.56 9.89 1.83 10.18 | Baghbanian®Y! | HGB g/dL
0.41 15 7.5 1.6 7.9 Kavimandan!?**!
0.001 3.9 55.1 6.8 62.4 Ll Ayl
0.005< 6.22 72.57 6.64 72.76 | Baghbanian®¥! | MCV fL
0.23 12 76.3 17 83 Kavimandan[®4
0.004 2.1 36.5 4.6 40.6 L) Ayl
0.94 12.2 37.3 22.3 378 | Kavimandan®* Fe megldL-
0.003 15 5.3 1.7 6.9 Ll Ayl
0.05< 871 | 1113 | 906 | 1113 | Baghbaniand Frf][:g/tli_”
0.48 9.8 13 58.2 26.2 | Kavimandan®*
0.064 59.2 301.9 81.9 349.4 Ll Ayl TIBC
0.69 12.4 352.5 51.1 358.8 | Kavimandan®4 | mcg/dL
0.641 2.4 12.5 2.6 12.1 I A | Transferrin
0.99 3.64 10.5 4.41 10.6 | Kavimandan®4 | Saturation

i) Baadl (22-2) Jganll e

s aaslly Gloadl) o Jaugie [211,214] &)l il by Adlall duhall b o
Aahall 8 Lalaan] Laga @l IS (81 AN elal) ampe Ao gana (o3 BT clpanll b )SU
o 4la))
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0.001> %7.7 1 %0.68 1 Javid
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Abstract

Background:

Iron deficiency anemia is one of the most common blood diseases among
humans. The causes of iron deficiency anemia are attributed to increased iron
loss from the body or a disorder in iron absorption.

Celiac disease is an important cause of deficiency of many elements,
including iron, due to villous atrophy and malabsorption resulting from it.
Objective:

The research aims to study the prevalence of celiac disease among
patients with iron deficiency anemia.

Materials and methods:

Study design: A Cross-Sectional Study, including patients with iron
deficiency anemia attending Al-Mowasat University Hospital and Al-Assad
University Hospital in Damascus from 1/12/2021 to 1/12/2022.

Results:

The study included 127 patients (mean age 35.7 years, 69.3% female).

TTG-IgA antibodies were positive in 11 patients (6 patients 21-99 EU, 5
patients >100 EU), on bowel biopsy of these patients one had Marsh Il, two
patients had Marsh Illa, and one patient had Marsh Illb and seven patients with
Marsh Illc diagnosed with celiac disease (8.7%).

Patients with celiac disease had a younger mean age (32.9 vs. 35.9 years,
P=0.439), a larger proportion of females (90.9% vs. 67.2%, P=0.104), and more
symptoms, especially abdominal pain (63.6% vs. 25.9%, P=0.0028) and chronic
diarrhea (63.6% vs 23.3%, P=0.004), smaller mean hemoglobin (8.9 vs 9.5,
P=0.022), smaller mean MCV (55.1 vs 62.4, P=0.001), and smaller mean serum
iron (36.5 vs 40.6, P=0.001). = 0.004), mean ferritin smaller (5.3 vs. 6.9,
P=0.003).

One patient had celiac disease with esophagitis and another had celiac
disease with duodenal ulcer.

Conclusions:

The study showed that the prevalence of celiac disease among patients
with unexplained iron deficiency anemia with a clear cause was 8.7%,
especially for females and when there was abdominal pain or chronic diarrhea.

Upper gastrointestinal endoscopy with histological study of duodenal
biopsies is necessary to confirm or disprove the diagnosis of celiac disease as
well as to detect many causes of iron deficiency anemia.

Key words: Celiac Disease (CD), Iron Deficiency Anemia (IDA), Upper
G| Endoscopy.
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