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o Alall ) liall oda dgay Jlaia) oty liad Sl Lo 3 e JSE agydes
e pabel A sy (ads 100 by B Cun (gl DY) e Ao sana
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) DL el clalll aladiuly uladl) el Jelis daulsy aaiu
Do AN eIl Llayl sl Al Jalal) sl
sDQA1*0201, DQA1*0301, DQA1*0501, DQA1*0502

DQB1*02, DQB0302

desy DQ2.5/DQ2.5 Hlaul <Y hadll S slaa) e gadd 100 Gu e
%5 4w DQ8 5 DQ2.2/DQ8 5 DQ2.5/DQ2.2 dulayill blal ali %11

5 DQ2.5/DQ8 il J&Y) Lladyl culS Ly ohit Ll e
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Frequency of HLA Celiac Disease Risk
Alleles and Haplotypes in Healthy

Individuals in Syria

Abstract:

Celiac disease (CeD) occurs only in individuals who are able to
express human leukocyte antigens (HLA)DQ2 orDQ8, and these are
expressed in nearly a third of healthy people in the West. As the
disease is very uncommon in Syria, we evaluated the possibility that
the relevant genes are infrequent in this population. one hundred
healthy adults without any gastrointestinal symptoms or
autoimmune disease. Genomic DNA was extracted from venous
blood and amplified

by PCR using the specific primers for the following alleles which
determine the CeD risk haplotypes:

DQA1*0201, DQA1*0301, DQA1*0501, DQA1*0502 and
DQB1*02, DQB0302

Among 100 healthy subjects, the most common haplotype was
DQ2.5/ DQ2.5 at 11%, followed by DQ2.5 / DQ2.2, DQ2.2 / DQ8
and DQ8 haplotypes by 5% of subjects only, while the less
prevalent haplotype were DQ2. 5/ DQ8 and DQ2.2 / DQ2.2 by 2%.
Overall, 30 % of the study participants had one or more haplotypes
that predispose to developing HLA DQ2.5, DQ2.2, DQ8.

Key words: Haplotype, celiac disease, Gluten, Human Leucocyte

antigen, Syria
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& Cua il daalad alil) Ay gal) AN S50 & Aushall s3gd eall sl g 5al
Al A 35l sae Al Lada 235 EDTA s wile e adll (e Jo 5 Gans
aanlsy Jjad) &3 .DNA (55l Graeall adlaiul o0 C° 82 g )b Aoy
a3l (menll 35laiy 585 (el 5 ataall ciladail iy 450U GF 1 sae
:260/280 dasall alasiuly Biospec—nano gl Cadall (ulie sy

& dgesil) EBLIYL Lalal) clalll andinly Luladll Shdsll Jels el
:12—11 S S ..“ j!).-)A:d}-jj\ d:;léh (‘h‘ . \42\7\51;15\ ,\lwsﬁg‘wds .~. -

DQA1*0201,DQA1*0301,
:1 dsall 4 LS DQAT*0501,DQA1*0502,0QB1*02,DQB1*0302

el Shaalsal Jeli b Ladiial il jlial) agigal€sd Juadess 11 Jgaad)

skl
Jdsk
(5'to 3') <lial) Jeduss o sl
(bp)
DQB1*02 Forward GTGCGTCTTGTGAGCAGAAG 198
DQB1*02 Reverse CGTGCGGAGCTCCAACTG Bunce et
DQB1*0302 Forward GTGCGTCTTGTGACCAGATA al. 1995
DQB1*0302 CTGTTCCAGTACTCGGCGG 119
Reverse
DQA1*0201 Forward ACGGTCCCTCTGGCCAGTT 120
DQA1*0201 Reverse GCGGGTCAAATCTAAGTCTGT
DQA1*0301 Forward CCCTCGCCCTGACCACCG 195
DQA1*0301 Reverse TGCGGAACAGAGGCAACT Scola et
DQA1*0501 Forward CTCAGACAATTTAGATTTGACCC al, 2008
DQAT*0501 GAGTTGGAGCGTTTAATCAGAC 92
Reverse
DQA1*0502 Forward CTCAGACAATTTAGATTTGACCG 92
DQA1*0502 Reverse GAGTTGGAGCGTTTAATCAGAC
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icgene e SO 38 g5 3 Jsaall ek« 8.5%  DQBI1*0302
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Ll dcgara 8 HLA DQ8 s HLA DQ2 cdldi jilgi :3 Jgaall

o 100 | L) de gana "
(0l 200) Gaid
DQB1*02 49 24.5
DQB1*0302 17 8.5
DQX 134 67

Eim % 30 AV ool Alay) sl Ll Aalayall Lala¥) 15 dass cialy
DQ 2.5/2.2 idal) Llal) 4 DQ 2.5/2.5 s Dzl <Y1 hall o8
HLA 3002, Llad) o555 4 Jsaall seday . %5 4wy DQ8DQ2.2/DQY
4 Jsaall 8 LS Luhll e gens 4 DQ

daupdl) Ao gana & HLA DQ 4gla,d) blady) g5 g8 :4 Jgadl

hal Jaadl) daald) % silgil)
DQ2.5/DQ8 2 2
DQ2.5/DQ2.5 11 11
DQ2.5/DQ2.2 5 5
DQ8/DQAX 5 5
DQ2.2/DQ8 5 5
DQ2.2/DQ2.2 2 2
DQ2.x 3 3
DQX/DQX 67 67
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Sle HLA | ialal) 4l Il (e Jaad JSU 830 1Al jlalie s

15 ol el LS gyl (8 5ypnall il

A 214 3 ghdy HLA DQ Ala)dl) Jaail) dBde @5 Jgaal)
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DQ2.5/DQ8 laa dlle
DQ2.5/DQ2.5 Jaa dlle
DQ2.5/DQ2.2 [
DQS fas Alle
DQ8/DQ2.2 Ule
DQ2.2/DQ2.2 Ule
DQ2.X Jas diaddie
DQX.X Jaa diaddie

Gl dsas aae (o e dgyppad) djleall 8 HLA-DQ sl Jagaiil) dpeal (3im
bl g aly TP 4l 4sal 4sedl 2 HLA DQS 5 HLA DQ2
Slo ane I AN elall 3yshad daay rany ) Jasetil) of WS Gapiill b

.17—16 33

obdy 8yshid Jula€ HLA DQ ual) Laaill dsa Hliie] diall e 2aall 138 A
sy o Gy 0ally (BN eIl LD cpasall (alasY) Ll &
Onbadd) (aliills A elall pladl Al ahdl dalih dladl dalal
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% % 30-25 Ligysl b Al oda cualy a5 F gl Jlad 3 %31.9¢ )y
2 %53 asadl b duil) clS Ly
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o LSty B elally dlay) Gilany dyg e DQS 5 DQ2 b Dise any
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