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A (12) eny JUlYI G (iapell Wlle Dl cllia of o33y (Myleus) <3
. (Myleus et al.,2009) (%3) (1000:29) s~ wsull
Sl G it Aedid) Glall) & gl Sie ud gasall o)
ABY) asw L) s o Al Glaldl & el Sl 2l el )
&b (%0.53) p sl Gum Ll Jled (3 Land Lgpsl (8 53505l
(Alarida ef Ll & (%0.79) « (Abu_Zekry efal,2008) yas
Gl & Ll .(Ben Hariz et al,2007),us & (% 0.6)¢ al,2011)
(Imanzadeh ef al.,2005) S5 b (%0.6) s ohl & (%0.88) LawssY!

las (Sood ef al,2006) (%0.7)xgdl & Wi (Ertekin ef al,2005)
138 el L) Jalsall lse DUV e Ualia ul sl L)
sl Dleindy (HLA DQ-2,HLA DQ-8) _iall psill Leia Lyl
.(Catassi and Cobellis,2007) sl Ao 4, giall
A8 2Ll Wed gt mpall bl lmdl cilieddl) 4 o)
Glaca & Yyl (Anti gliadin IgA) DSl il of Llad) clasadlly
(antihuman tissue transglutaminase uiwl Sl il Glacay ajae s3]
& ol (alaaVL dad) [LEdd dawe s dllag IgA (hTTG))
A yaY) sasiall LYl (West ef ak,2003) (87:1) sasidll a<ladl)
il Jai b Laf (amyall aalsyy (Fasano et alk,2003) (105:1)
lails 4 (Wu ef al,2010) gbldls paall 8 Sy Jasg¥) (300 il
o 155 B3l o3y (%2) s ddeline (55 (mpall LI dp o 255



6 gl sal) (2 jactaad 3 A aaat)

(Lohi ef JNI gsill (e @Sl Jie @Al 433 delia galul Eigaa
L) Al Zpaldl) (LY Las)y Jie B s 8 W .aL,2007)
L el (o DY) ilyginse GBS il o) ge (%0.2) N sl
Jalse I aay @liall o o 3 (HLA) dyslaall 2al) claaine Sl
Eigaa b aalid lly delall Usnl ae s Al GalyeY) A8 Jie Ay
. (Kondrashova et al.,2008) -l
pathogenesis :i.a|.) .4.2

Glsiad) (88 cdilly b)) dalsall Sy a2y Albuadl (aye skl )
Adhdlls delidl dllidl e Glaw Jsa il cassl 5,aY)

1

AGA,EMA,
anti-tTG

Intestinal mucosa

Uy b Ol Aasl) A liall laiul) mia g Javae Jalade 1(1-2) U<

(Lionetti and  slea¥l Jualall jpuall I 0650 aas ¢y die el
.Catassi,2011)

L& Ak Gob e Ll Al dadll ) oK) cladiy Jaad

dadll () cepithelial transcytosis s (sl Juadal) DUl dak)

Jie 5l liiall 30l e (688 don gl sandl) Cagyhall a4y gl AU



7 gl sal) (2 jactaad 3 A aaat)

(zonulin) clssssl aulats b Glluadl e Llal) vie Wl padS)
NI G Ugpall (sSa jelis Guall il aca & ) D) clagall
(Fasano, dlliidl (ajdl shee dda o Ay 0 daald 30k e
Cosud Llal padISIL Gpdal) Lysnall LDAN Jaiat 2ey 43l 2ay a8 .2011)
g Bssh (e Sl iy 5aly Gaasy s (ZoNUINY clgsiy )
Al alay Wl (TU) lisigy Shnay 5pdle Unfiye (585 (s3l5 dyslall (8Y)
DAas dale Jie Al Jailosll 51al) agasl) ey e sdle AU dakl)
Glahll e Al & 5oyl lshaaY ey (IFN) WIS g 58 535 ca)sll
ass gl alall 3R Dy o) o8 8 Ghad) clihlly 4D
Oy am Aplgil) llenl) Aalurgy o) 3 ety o) Sy 35 (zoNulin)
Gluhyall o .(Clement ef a/,2003) sl Aalaall eLiall ) cpadIs)
srall (DUl alid) o Laxll 3 cpuadIS s ) clyilil) e @3Sy &aal)
o2 Cpelily (TJ) Gl Ll daladl)l dadall 30l i Al Cas)sllg
dadag e il Jisll 1 sagy (zonulin) iy cpadiSll of el
(Drago et gl il dadall ) Kl o gsnadl Salaldl
Glaiy o) cagll gal Gl dia gl i) el ey .a4,2006)
4§ transcytosis (ab e dgseall LD dndll e Jin o Say oK)
retrotranscytosis Lugi Al (IgA) A declidl cldap Kl guh e

.(Matysiak—Budnik ef al., 2008 ; Schumann ef al.,2008)
OislSl Clafiy e (@liseY) g3 ) Al Al Gl Gy 2y
tsal Ylad Lelie aas 3lay 3 (tissue transglutaminase) Al
(HLA-DQ2 or I Lyl .V (a5 opsn 1y diiall & dpolacainl)
WAl (CD4) iy (APC) acaiwall aasi WA e HLA-DQS)
s WS (g8 ) Jia (Th] cytokines) a3y s Ally (sl
diliae 48l dklug  metalloprotreasesl)l ity st sy
Jseag sl Lhladl Aadl jus ) gy sl (myofibroblasts)
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Jaly Laalll WA e CD4 5 aslill DAY G 50l SIS, ccaliles))
Cise ) am 1aas Al DAL (NK) Lkl aBEH DAY o 40U,
a8 LAl ( CD4)  (Th2) i€l zll Py L) DA
G et Sl Al Aslaalll WA gLl Lapas ) Ly o Galadial
& palud (Ally SaiaaliglSul il 5 006l 3aliaal) alua) o 430330 LA
celaa¥) Caliy )yl 5lall
oSSl am A IgAIGG Canall (e baliae alual (el
o) Transglutaminase 2A 5wl s die g salias alualy
(oSl oSl g nll e ey
(endocytose) dgalll B s Jasf Lavie 065 dlaaY) oda () siay
T i ) DSl Glaiy @l dey edie DS ae il sl )
ClS ) iy aly o)zl e lda A lysy aelud Al sac Ll
Alis duadldn e 20 Ll V) (oapall el 8 aalud slazmY) oda
. (sensitive diagnostic marker)
Sl il (e o gas Al dwd)ll (sl A1
Gt Al i e Al clagad) s el delall laauy)
Wb s (55 IS0 iy (o i 35 cp Dl alial) ¢ Ll (pe 3D} Ayl
5 At DA Al @as ally (HLA-DQS) 5 (HLA-DQ2) idalusy
Auyliie 45U adlsdly ( HLA-DQ2, HLA-DQS) SIS iy .l (CD4)
e laddl Ly Al (APC) i)l and WA e (heterodimers)
ol Ja il o gaclal) La ol Siyal) vie daadll Al doueY) (aleal)
Sl gy Ly 13€as Al cliadl e Mad QA 6K Cladiy
(Tjon (HLA-DQ8) s (HLA-DQ2) I o (<5 dphaill ) daylal
o (TG2) el gl i) ayyil Anlal malll (e maal . ef al,2010)
(HLA- 5 (HLA-DQ2) I ddlall 481 Labyy 4aDlad i slKH cilagiyy a3
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il ) mala I Al apaadl ualiglSl Jysat 0 TG2 aakaiinn s DQY)
.(Molberg ef al.,1998) eyl A3k dleal) o2 oy Adlud) i) (53
(Q=glutamine (QXP) Julus idalusy Zaall caluhll cadl ¥,
Jumiall (bl & GualigSl L o) P=proline ,X=any aminoacid)
(el @l ) g3 Adee Jawgy @A (TTG)  rialisl<us)al
OO Gty dpew ASEl dega 3l Jiay 12y .(Vader ef al,2002)
el Adaiall gl el e Bl Jdaill 13 cudy o8 ABles digyhyg
Al LAY, (CD4) zbul ) san Jadiall o6l<H o) Ldelull pe gl
sl (e bacluall A5l LDAN Giad 13Ky GlSslall e Adle Glysid
(Nilsen ef (IFN-y) dhlug ale Hhwe L ay (Thl) sV
Al sl (Th) saeludd) 4500 WA @S sl u35 .a4,1998)
oo A el Aplal AU dsdall WA Aadl Aeg V) Jedis
JSas i fosale) e Agsae 58 Ally (matrix metalloproteinase)
oaladll as) & Al el Jajy clledl jsem ) gas Jlly dandY)
(IL=18) GSsli¥) Jie (AY) GlSalall () sans  Albuall el 350edl
idadlaally Qs 3 1yga aali (IL=12) 5 ((IFN=v) LIS (555850,
A e Szad L(Schuppan ef a,2009) Thl it LAY Ll e
CD4 5 agtll WAl gli sacludd) a5l DAY cliSale 2l Pl ol
<y (B cell) 2l Il dyslaalll WDIAN juiaty ks e jéay Jadial)
baliadl alua¥ls (adlSl saliadd) aluaV) zamy 4l WA S
baliadl) alua¥l ol TG ola )l sliall ae Jelillys o il i<l
G b o G a8 ac il pLiall dihie 3 dagial el <) al
Adlhall WAl @3l ) yally GESYT ays sale s Adssd) A S
Ay Jladll Allud) (yaye Al 4 .(Di Sabatino and Corazza,2009)
Ay laall) LAy (LS LlS Ly Wall) 40l DAY ey (CD8) dlac)
Llaial e Gl 1Y) Led maaldll e (e 50S Ay (IELs) 48U Jala
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Ao Algs (3185 ) Aplg) @l Ani o AU A 3 el
(IELS) i .(Tjon 6t al,2010) LUal dahally ( CD4) 5 Al LAY
Aol skl g (NK) gl Bl DA s
Aot ands gl a4l LAY Jalait 4L, (Meresse ef al.,2006)
(Meresse ef (MICs) ldiwall o3 ligandl) st 4y el 2Dl LA
OB b e dads (Meresse et al,2006) (HLA-E), al,2004)
Slaty sl viey Aphill el LAWY iy o) adade oK)
Al DAY, AW WA ol @Al sy (P31-49) cudl
LOUAL Gpslal Gadl a3 8 gl iy (IL=15) 58 Gpenld) USRI
(Maiuri ef 43l 525 AUl Zadall WA Ciga 3245 Jiay 1y 4 laall
£ (ws -aL,2003;Londei ef al,2005; Jabri and Sollid,2009)
LA e gl sad) 13 Jie @iy o) o0 (Kay oS Ula sl
s Ol ey o) (e s dphadll dadl WA 3 gl
S e oy i dial) 3G e Copall Al oy 1Y Aagal
Al (il delial) aUail Undia 4dnsy opiislSU Jainall ygall 51 13 Jls )
Sy G palall (CD4) 5 agtll LAY dlaiul disd oS iy A
g grall AU LAY s 4] s sase (IELS) gy
Environmental factors 4.0 Jalgd) .5.2

paibad 8 5 s Ly gl sela 8 QLD Al Jalsal) i3
Jalgall Gamy e sl b s ) @luball s dlay )
s 3 Dbl o3 (e syl iy oyshity mpall ol g 8 Al
ALl (mpe iy e o JIE Akl delia)) o Gl ol Al
Oe ALl LS clae] () opdayy Norris cuil &, .(Markku ,1992)
bl delia)ll sy 1Y aag sedl (6-4) jee e o)l ) ol
Wiy A 3)shaall diajeall pualaal)l (& Gllid) (e Sins 30 0 J
(HLA- DQ2 and/or DQS8 ) agal (58 Ally Ablid) (e leaal jelaiyg
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sary ol XS, . (Akobeng et al,2006 Norris ef al.,2005) Lase
O Jendl (e ) Galadyl 8 ool Sl il 4 aalad ) 0]
(interferon Wl 5,8 551 (e ALalS 550 Jsbin of gt 285 ¢y 00 1 by
At AL gl pdll palady) 8 i) (amge iy of (Se alfa)
B madll Jalse old AX, .(Cammarota ef al,2000) dblid) =y
Sigaa e Ao Fa sl Gl sels iy U e Ll s e s
Gl G ablind) Juldl) ol (Kkagnoff) cudl sy myall L6
.(Kagnoff et al.,1984) ssdll ¢5ll (e (Adenovirus) s aludl DIl
Skl dadall LS AUl dadall 4 ciluac sla o LS e
Gilsie 058 o OSar Dlexinl) 138 o g a2l ey Albid) (2 ye cbadl
o cluhall mbs Gkl 5 . (Forsberg ef al,2004) daaall Gk
b e uh of Sa (rotavirus) aall gl cllaY )il
s 3 ayally BLad s Bl agual ol JWY) b L) (e
bl slaall 8 alSald)l Gilgy 40 4 |yes (rotavirus) cblal
s By .(Stene ef al,2006) oSl Glasy Sl e a5 gl
(tissue 5 (vp_7) (Aaall (il Glifign  am n 4Ll
ssii & S s | (rotavirus) «llal 44S  transglutaminase)
&b sl dalse o) Ly udiy L(Zanoni ef al.,2006) syskis
dulidll e (hyphal wall protein 1) s, (Candida albicans)

. (Nieuwenhuizen ef a/.,2003) (D)) ae i) (aleaSl 4l



12 aalall (i ;SN Juaidl)

14 ped) cladadly aley). 6.2

Symptomatic
celiac disease

Manifest
mucosal lesion

_—

Normal
mucosa

Genetic susceptibility: - DQ2, DQ8
Positive serology

.(Fasano,2006) dlludl [yl sadall Juall ¢ (2-2) I3
Typical celiac disease : aisaill dllid) (a5e.1.6.2
ey (o daaly pabely Gl saiar Gyl e JSA 13
o bed (24-6) see Cm Gyl e JSEN 138 2l 3 gamall GalisicY)
By (Dimall saay o) Flnly (anhll e Sl el G
el s Cadall Jlga) 8 Al Jsall 8 L) Lolall zlially (gl
(Fasano and s),Siall jaleVl o e cpll g (a3all) saill Zdle]
.Catassi,2001)
Atypical celiac disease : gl & bl (a50.2.6.2
cdllly LSy JulaY) (& adsaill e bl (i je dhadle (Say
3 Gygeall Oldlal) Ll L zalgl) gomall (abaia¥) ¢ s dsag ade 4ilaas (e
bl W) Jie dnliel e oAl Gabel pest f sasmse e 5SS
=S il lally L) g 3 (pamlly Ny o gilly ol <y Sl



13 aalall (i ;SN Juaidl)

&b axlall (mhel) ey o (Wierink ef a/.,2007; Bucci et al.,2006)
(Rubio-Tapia Juaalll & bl cligue 8 5250 o JlkY)
e sdy pdl ak Llas a0 o) oSar .and Murray,2007)
Ly 1,88 ducapall Al o2 lin] o oMy (oapall 3l Cljaadll
Ban cpladll ompall o (%69-12 ) 8 sl 3 cdibiaal )l
Slel (saaall jaill) L @l (S, . (Halfdanarson et a/.,2007)
a5 48l ¢ leaY) (o o) eiall 8 aall ey 3 (JUaY) (e ) b
paall et o 5 aledl Jhlaall mhaad) i s Jalse e adiny (aliaia)
el Bhaeall saladl e (sS f OSary waall (gsaill 3l Cuation Y 38
oo (%6-2) o o) 2y (Halfdanarson ef a/.,2007) JulY) & Lo
(Hershko &lludl (myer ubeas 536K gaaall Galill Ll j8 aje
Uy g Gl saoall Gaill Ll s dallee o) .and Patz,2008)
O COLaSally 3 lls (ISl (e Al 30000 dpeal) ae dplay (5SS Ll
pll a8 ol Gl ¢ oapball avay () daall e il 2 S sl
das) BI2 (pelid (alaial sow e Lol miy dllid) g LSl
saela Gl (AgA el Job e b OS5 Aidies L Byiua
. (Halfdanarson ef a/.,2007) ¢lxa¥) (e alluall ¢3all & <l gl
@b JULY! (e (%8-2) of cluhall saal gl o)Al dga o
O eeolls Albad) (e Gsibas dusme abel A e Osilag ¥ a3 Al
copalad) JAkY) 8 Gl jalaall e 6K of oSy Al juad Gl clly
Osap pali g lesd ST desull o bl 1S5ibe Lsae Luw olla o
e Adadyall bl (e daal) o)) L(van Rijn et al.,2004) (GH) sail
G ) gl say uayall el ) dAaaly e JIEY Al uad
&= 45w (insulin — like growth factore 1) (IGF-1) zul (e Cixuay
(Fasano skl sy il s (% bl oijr citny (o8 (il

O3 e Awladll saall zW 5l a3 Casca o) .and Counts, 2010)
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vl alailly 4alail) aca Claa dgag 5l AN ¢ g Uagipe ()5S 8 gal
(Fasano and gLl & galie¥) s alal) o) gl 1 ) (5385l
A 49asll el #3l .Count,2010; Delvecchio et al.,2010)
sa8 deang ol Wy g (3-2) Pla saill Jalss ) (gagle Wle K0
i) aBg cand il e AdlAll A0 dpaad) (e Dl e () 2x
sax o) .(Gadewar and Fasano,2005) saill (jsayed yulall ) Lasiyal
& sam Julls allaall 8 sagmsall Galeall 8BS (mlaasl ) agh bl
Aejall aladiuly s Gadiie Loaye (86) ol 2y 3 callaall( Ji) Laelss
o Ol peie (%40) bl (aje gabas agl 5 (biopsy)
4ilia osteoporosis (%26) 5 (alaell 4340l WAL 128%) Osteopenia
Aaalise agaal cpdl) AEY) G el il dws o)) .(Mora ,2008) aUsxl)
) Ll e Adiie Lpalaal) iyl of sdiay G N (%3.4) & alsal
Clad a3 Byaa Wl cggnall (alaia¥) sgu ) (D) (aaliy o saud\SH
Lot lifis ) oS suld) Gy Jeliill a5 abiall (i (allt ey (g4
el salely abaall GosS A S5 3 Al delses (Raelidl LA
slad) sae il e AW A51a) dpead) ol L(Stenson ef al.,2005)
ol JUlyl Alla 8 Ageplal) ailla ) aliall () saley Jladll sha¥l 4
A & e (st e 2elis (GFD) sl e 4A1 28030 Lyl
(A1) Asluay pubad) Galldl Gl JulY) cYla (e oy Akl
fowla iy lia Gady LK Liad aalsy ¥ ailh Alldl (iage go allsall
aag allaall o€ jlad (il aUsall (LAE) Aelusal oaslil) #Mall 506 e
cuinil UilEs AN dbag 5S0 cligfl 3 el el e X5 Ji
.(Fasano and Catassi,2005) sayll lagaty Gilicliaa
faall CNAL aulgl) Cadall Gy ADle apms luball gl iy
M, .(Bushara,2005) (%26) daudy gl 8 Gllad) (aye ae 485l
aaiad) LAY ulee o Ay Jaa jeae cluball sda caal
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Gapdl g I &aall pandll gl iy diliaay panell gailads
55 ol dscaall Cladaill (s ol jhd ellie bl (e Giladl
Glagaill aladl LN Gl o Jamall Cuaall Qlelly o laall Jie dlsakal)
3y e il dlia Gl 3 Bhaly o6 alll) g Ajlie JUkY) i dyaal
(Lionetti  Julyl & Adall misills asgills g alls iagell (G ADle
.et al.,2010)

salea¥l LIS e oled llid) e lbad) slall Ala 3 U
L oSl el 8 Wb cuadall g Uaiily Kol (i) s g5l 5 LG
Gl o3g) Akial) Jf Adadll AV o) 5 Appadd) G Sl e Osila
Al esn Jio A0V) 038 Aaalise Jalse la (K1 g daimly pe )Y
(Di  Sabatino and  (paylally Gl aday sl gal
.Corazza,2009)
Silent celiac disease :culall dLlidl (250.3.6.2

Yo (Raaly pabel sy 4l san 3) Culall AUl Gase e
Alall o3y ¢ pmyall Gandll G Alfie sai e Aliad) cliassdll Jla)
SIS ¢ mpall JBile )l agaal Gl GaliiV) sl 6 el Qle]
SO gl e oSl Jie gl delidl Gabel Galad) sl
el Gl s A es (Uit s alibiss osla dalia ) Jie &dlys lilaual
ASjidies Axild Clises Aling bAY) eVsa e ) 8 Acaddie sy el
fet
gl ) 1Y) aodall 3aa Bie 2S5k cllacal ()
-yl atlly Anad) ABL Cania ()
el i s o) ae dasl) i ()
alaall 3 dpaeall 286N 435 (9)
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Caaliall @bl e (g bkl dpiaalls dpdil) Alall 8 sl Tays
(Fasano and (oKl e LAY 48] dwall dalleddl ey amy
.Catassi,2001)
Potential celiac disease : !l dlliid) (250.4.6.2

s chlie eliny Baee dainddl S el€)) dllid)l (a0
Wall) (IEL) (o aliiall saall Jie ilagale e Gpagus chad o) ek
ol Lliadl cilasmill & oyl eWsa Jie o (DN G L skl
Linse apnle 2O saliaall alua¥) 5 5 il gl il saliaall alua) Lag
O W pmsall eWsa o 3 (biopsy) Al ) (e salall deiall Gl
) Apaall Cuaid B lly gee pabel e gsila ) slaal o85S
bl ¢ Liall s aavie Wiy 8 cdg)l a5 (GFD) sl e 34080
oabed) (1-2)d s s -(Di Sabatino and Corazza,2009) &l
cAllaall (i yes dadijall jaUaall

cALlad) Giagar dagiyall Jaladlly e ¥ (1-2)dsea

sl byl pasll ale) gme Al Galel) | dndsall Galed)
+ 3y daPlia. 1 +=isill. 1 *alal Qlgll 1 | e Jaal
* )
+ allys dalie.2 g pall.2 * iy lye b (as.2 * Jley).2
+ Ol Aaia L3 +4383) Lalyl.3 * a3 sl il 3
* )
+4,1.4 * oD Ll Clgil). 4 * @), 4
+eleYls caxill.5 +Jealaal) Clgall/all.5 * ) QL5
+aaal g6l 6 Sl Al Casllsy e )laal.6 *SAlY1.6

manll ey 7 *eslll el /Al a7

+eal)

* alaall dyale [ollaall Jalan.8

+ a8al).9

+ Sl (aleay) 10
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ALl (2 e By gal) 3D JalisyVI(*)
(Hill et al.,2005;Briani ef Al (e Jil 4l o adalgyl i (+)
.al.,2008)
Gluten as aTrigger of celiac disease :llluul (el j8aa (piglsl). 7.2
i Sls Aigdae Slidigp e Al Llalae S e Hle o)
S L] iy ) o3 ciuial) as Aime (e Jsmiall 5 gsinall Laall ey
S demit ) Sy g ll oiag (sle —Jsadl) Jslae b ddlae olosd
el (6N @lisig pg (Glutenins (i Kly Gliadins (padll) b
Adaiad) abaaiel LUl 3al) (allad e Agpae a5 Iine LibesS LS5
dilai ey o(Wieser,2007) duaall Lblaes cdagyllly cclulailly o lal
(05, Gty glsd dag)) ) cidia Al GiSe Bl o AT e eI
alse o el dpaddly dmiad) pallll @l 3l 1,2, ofp, y—gliadins)
058 b el Gl L (Kagnoff,2007) (Sl a3 dpalacaiuy!
aail 233 A galll A Lol 0 Adai) (s Ll (360 o ol Laias 2l
A Lelie 3inn ll clagull JS oY) asly delid) dgheail) Gailadl)
G laall gl Jla A e s anall Jals Cuand Lavie dpew L6 L] aual)
Sle cpaill 5 as Al Gl zhad @l el ola ) Jil ghad
(Sturgess ef Gubadll ayall dadall leadly (aliidl dalud) cilagl
A b aall la il dpdail LLEN Mo Gl 1Xay .al,1994)
pni (Ragy . Gmpall Tpaw A st LGS e lagadl oda FELN
sbls S s s dle Aa (s @l Glegeaae N (Glutenin) g 1)
Sl il Gyl @l Slesanall b dpandly aonaill LLEN cudasgl S,
Ligyal @b,y (Molberg ef al,2003; Dewar ef al.,2000)
e g Adaiadly padISH e hial (fsS0 ALeall Al (aleaV) ae (25 )
ale G Aadl) Al Laadlss o(scalines) laglally (hordein) jueill 4 1aa
Opfaad) GaliiV) b g5 il mall ol Rpand) by Cagl
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Alse oo 2l o) e a2l ey L(Wieser,1995) dlludl e
Slafilly HAY) e alis BS) Lecany oS0 Lelia jaas 0 KU dalacain)
(0= DS EY) e ae @A) 5 Lindd Loaels (33) e 45l Lo lia 325041
sl syl Wiy e il I ot Ayl s alluad 4l gliadin)
(proteolysis) iyseall oyl Jlad clapiy daslia clagad) asy gl
@b Gl 13 Ugdla caanns (aasalls Gabiadll ey Galiad)l Galall) b
A WA e (HLA-DQ2,HLA-DQS) il ae Laliy¥l gsiy il
A ¥l gl Aladall algall e (& el LE Gl (APC) aiaiual)
(tissue—transglutaminase ~ mediated el Sl il adass gy
.(Shan et al.,2002;M00s cilaidiuall 33l =i Ally deamination)
.et al.,2008)
Prevention : (ajall &igas 2ia .8.2

ki e e SV Sl sy bl Giae Bpalal agh a6 e
il 5 Fumgudall delia )l il laal Cilahyall DA e adallas e YO (a el

Ja) Ay dpglall dela)ll 3 ol 43l odiald) potin) 8 (ayall b
skl Al LA e iy Jil A5 U 3 (il sl
(Akobeng and  Heller,2007;  Troncone  and Uyl
Ja 4l ey asall Jd e Jsdll (3 ol 1 oSl .Auricchio,2007)
e i VOS] el ag 8 dxlall delia)ll ) fiald) (any a8l
Jexill skl laga ()5 (Probiotic) LySh Jasi o iy .ojghiiy 4feds
Jasall (e JUb gomall DUl Galall e dlailadlly o3l cilig
de payll aiey Jaadll s Je aeluy 8 (probiotic) e o L
ob aay .(Norris ef al.,2005) iayalls LLa¥) jha o <hiay cpdl) Jlala)
sl pia A als page s Anlasl) dpaall 8 Gl Sy Giglsl) JKa
058 (Osed Aasw ) Daliay (Lsed G ) DS ol JY
e Ge QU e cyal Ay iy (gapell aiial hally Uagye
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Cisan saeg A0 A e 5 el & oSN A Balyy o) aysad) 8 i
LDl Gy daxia) agal ol JakY) 4 Galeal Aagl (sl
(rotaviruse) Jie cililay) dllaal Qi (b as . (Ivarsson,2005) (el
(Pavone ef jaydl adli (e asd by OUall Salall Ll Jlis Ll
. al.,2007)
Diagnostic of celiac disease :all 404l (adinl).9.2
dmanll Ji (e pasell Luapinll el Gy 1969 oo
Gile EDB (o yall (a3 (Jihd  aagll Sleadl o LLY 4y
Ay gemall alial) oLiall mlad ddasdd 1Y) d3dal) claaY) deja (e
&b dealal) Gl Aaade (Say 3 Gl e AN AAR dpeal) oL
Uaadad 483l deall o itie 2o a5 Laole A dal) W clles)
s byl e astll sy 3 (Meeuwisse, 1970) duspall il
o Agiadl slae¥) 5als e @il Gaall aall i) oLall 4y)genal)
Uase O aag 3 il Jajd e B e (IELs) 4l (L dgslaall)l LA
el e Wggae 0585 G oS il EV D s3a e (%10) & L il
toaat Al Jalaadl oLl 40U n L dgladll WDAN e sl
(Helicobacter ijal azis igeall Gllally (e )33 duuluall
it Cang Ao s A1) Ao lial) cliblacal 5 ¢ il ol gl 5 opylon)
(Kakar ef L (IELS) (o aljidl aaall Je aldeWlh oyl (s
dag die LIS S 06 Al pasmall gl Al o) .a/,2003)
@Al clhlazl dlay (WS ) Uaugie o 6d3) S slpw lle) saca
Gelll gal) Jie OfH o adinal e Glledl) jsen cud o (Sa
(Oberhuber ((gsall Gleil¥lg cdeliall 13 (gonall PlicWy (Ll juaiall
el g Lege heaie Ll Gagill iy Gl aa .€f a/.,1999)
liacas (£AY) Sl Sl Bl e afi o) iy A yal) ilial) (S sl
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Goslialll el aciid g2l daailly dbadll Gagmilly dppedl s
.(Villanacci ef a/.,2010) (HLA)
Serological tests: Llaall clagaill.1.9.2

agibal 4 €adl oadl dael il Glassidll el aadis
Tandsall GaheV) Sty (as umpall gasall (il b G,
Sle Jand Lliadl cliagaall of (Fasano and Catassi,2001) il
— o Aaild alias alual 4D
(anti-tissue transglutaminase) (ITG) il ol il Glaca. ]
(endomysial antibodies) (EMA) Jluw sl a2
(antigliadin antibodies) (AGA) Kl laca.3

Glaca e @il o adiad deadiidl ddiad) Gagndll ST oYy
= lall GalonslSl als e (silay ) aimpall B dslie (55 Y 3 (IQA)
a2l Gas (%8) o A zayall (o Auaal 13 0 Ll V) 1aag (IGA)
(%2) Js=5 (Meini ef al,1996) dlbudl [mjpa cmbas 585% (IGA)
Ulal aasis Gl (IgA) ali e Ol bl (ajey oasall
Glasadll S e (I9A) iy oS8 5 (19G) wlaa e aisll Ciliagad
.(Cataldo ef a/.,1998)laall s3¢] dunlia
Endomysial antibodies:(EMA) Jluassi¥) claca .1

ipagaiy 48y g 4 (TTG) (e Jily Ji g8 andll 13 dulua o
(Green and (100%) A 4@y Jai bl (agd Al
(immunofluorescent el @il dkalusy (EMA)_ul, .Celier,2007)
A e el 313 8 XSy ey ) zliag panidll 13a (<) assay)
Slahyall pany s (TTG) o ST 488y il any sed XS, 13N
opall dayy ae L (TG EMA) G diliall 30500 o caglasl) of
ol 653 el G Aules B liagadll oda Dlela cla¥) & Jualal)
(Tursi et al .,2003) lau sidll
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Anti—gliadin antibodies (AGA): cpadlsl) claa .2
say dsalll & olsall ) oKl liSe aal a0 cpadiSl
Gasall g5 bl dayal alud) Sl 5 ddaialdl & G g5l Ganiyll (g5l
& sk el I cilasadl) oy Agenagl) sl 3 delial edlelil
Jis (I9G,IgA) ava (AGA) (padKl) Glaa (uld Ky skl Bl
Tl Gabed) Gl o gy mpl et OIS Clagadl ol g
(196) i o as (I9A) ia Glaall 4l e L (gyde AV Acii
Ol gl el cliagmall 4y (K1 dlle dpulua L (I9A) o ) ass
(Rostom ef adle 4y &y & (IgA) Cia (padI Claa (jagad
& (I9AI9G) (padll Slaa ) (e a3l ey .a,2006; Hill,2005)
Ll ciliagmill e JB gy oS0 Ale dpulin L) ) lagaill
(Rostami ef (TTG) uwligluilill Glacay (EMA) Jlesa¥) Slaca
%80 (L (AGA) (IgA,IgG) MSI Lasaill 485 dpulua ) 31 @/,1999)
(Rostom  JUl¥| ae d3ylia HL&I 8 Jaad ol 028y Unsl 483 20 90%
M e e Al e J8 jery JWI (asill 134 aadi Lef al.,2005)
saxe @bk iy, bl dule b (ITTGEMA) Glanmdll s 4
A ddalugy & Ladaaiad V) 5 Lal) Akl (Sl (AGA) Jiatl i

. (Green and Cellier,2007) 1Y)
Anti-tissue transglutaminase Abs:(TG) jiiialiglSuwi)ill Glua .3
dle b mpall Lald Tacsine lhas Suulilulill clan céaje
Siligmaall Cuniy DY) A aladiu) skt b el GLESY) 1y (1997
oe il i (Immunoflorescence) o luall (3l 4 aladioly 468 jial
Akl Jo¥) alaaaN) s . (Dieterich ef al.,1997) o yall 45130 il
sz Lig o S g plodind s el LY 1)
S Jae dlag .(Sulkanen et al.,1998) (tissue transglutaminase)
Glaall 3 o Cia aajall Gani€ (IGA) il il ) pand aladiul 8
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lgd LA Amsall i) Laadls llily (97%) o ST ayall dulia L]
paanilly (IBD) elaal) Qlgill Jia (9 AY) dgsnall (aalpal) s & (sl
GAY) Ageall Glla¥ly Lyjball il LlaY) Al gy Sl
. (Stern,2000)
: (DGP) ¢padsl) clady (e () £35 .4

oY) degyie latin ) I Gty disas e pandll 134 ading
e Alle Al hop clandl sday (ITTG) emall rinalislCuslall dlalusg,
(APC) acaiwdl aii WA e (DQB) 5 (DQ2) dslaalll ) e
bl ¢ Laxlly (T-cell) aghl) W) dlaiud jeas ) BalaN) s o
Al cluhall e sldieY s .(Schuppan ef al.,2009) (apall sseall
ipapaiy Ll (@nti-DGP IgA) JiaY o cluhall sda cujell 3
& cbads ((Lewis and Scott,2010) (anti—tTG IgA) ,laay iyl
okaal e Jil alS el Juadl (@nti—tTG IgA) ¢lal o) @l i)l
.(Volta et a/.,2010) (anti-DGP IgA)
HLA-typing : A3l (asil).2.9.2

A ()l e g il aVlall B pasdll 1 aadig
O B Ala 8 aading ISy Aad) (agad il ae dladl Clia gadll
Levie Jlaia¥W) amy 58 Gapadl O A dlbid) (ayes (oiayall (V) dall
.(Karell et al.,2003) il (HLA-DQ2,HLA-DQS) 13 japall o5
Ly «caasall (DQ2 or DQ8)lLeShiay Ll Ayl dadll (alias] el
. (Hsby et al,2011) ol cpda slaa) Galad¥) (e (%30)Jdasy
Al clagad .3.9.2

058 Lavie (oapall 1 ain ) dnsall Gagmdll e el Slla
Glinalidl) Gl aspndlslly ccadgdlly cpaall (el Jie 4l e Leadls
(%40) & (B12) (aelid (aii 1aadly Sl (AD,EK) ooaall & 450

. (Dahele and Ghosh,2001) @blidl (1 dad fall CY
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celiac disease:daas ddagipall 401l Ao liall (alpaly dllsad) (aye.10.2

associated with other autoimmune diseases

felidl abal Jie Lhall @) el b @bl (mye Lam
Aodlie) e Aol ledliall Ganyy (1I9A) e liall (ulsn ) (al A0
@Sl Cpbadd) JELY) oyl Ll Jane g1y s (Lo cplilig sl
B e papall ol sl .(Holmes,2002) (%4.5) Js¥) gsill o
[(Larizza et al.,2001) 3l 323l (alyels Gubiad) 4 Calaal daa )
(Myhre et (%3-8) (ayall Ll aly 2 gl Lapdliag Gsbadll L
e o) oy (Venture) LaY i, .al,2003; Biagi ef al.,2006)
e b AE el (aheY) Ll Aafe G5 osKU (el
AP delidl clblaal Sl o)y (Ventura ef a/,1999) <l
Jeele 13 S il pee 8 Alladl (myd padis dee 13 (%5.1)
a4l Jdes ((%23.6) payal Jliml Gl Clgis piall e 22y (il
O e sl o GBI Gapnil 52 e S5 W gAY Sluball ol
A9 Aol Gabel A0S e uh Dee SV GalASY) 4 el
(Sategna Guidetti ef al,2001,Vijamaa ef [l adagull
.al.,2005)
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:Jaad) gy dsall .3

Materials and Methods

Materials asall.1.3

lobinalls 83eaYI(1:3)Jsandl 1 Lpidiall clajlivualls 35¢a¥).1.1.3

Ahall sy ol 8 cueadtin) A dyyad)

bl 5y ol 8 daadiiall Ayl ilejlisally 33ga¥:(1:3) Jsan

lalii g daiadll 45,40

Ay yiiaal) lajlisalls 33eaY)

Biotek LS yul
Hettich Ll
Rotina Wil
MemmertLalll
Cecil-7200 sl
Hettich Ll

(b)) e
Termaks Lulall
Slamed Ll

Arcelik\s 5

HBG Wl
Eppendroff Lalll

ELISA }34 daskaia. ]
Microcentrifug.?2

centrifuge < all Bl lea .3
Incubator dials .4
Spectrophotometer bkl jlea .5
Mechanical SuslSuwll Hlsall Hlea.6
rotator

(2°—5) Freezer.7

Cud gl de L. 8

MicropipetteiSsla §l cilale.9
M 10

Cylinder is e daals) alghul. 11

Eppendroff tubes g jaul b, 12
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Sl (3 kg 3 gall Gl Juadl)

pduadlidl) 4y ,nial) aad).2.1.3

Lhilias el Al dpaiinl) dyyada) saed)l duhall 4 cuoadid

Al 8 Lankiall Lhiliag dppiaall aallz(2-3)Jsan

dataal) :\Sjﬂ\
LAL’L'\AJ

Luadddl) sl

AESKULISA Wl

oe il sac Anti-gliadin Ab IgA(ELISA).1
gy Jead) 8 DS (1gA) Legl) claal)
3l

AESKULISA Wl

Anti-Transglutaminase Ab IgA(ELISA) .2
Dl sl all (IgA)dae i) laall e ol 3ae
) gy Jead) b

SPINREACT Ll

(=) Ofign oo <&l 32 CRP -LATEX.3
sesilly oSl (3l Ay el b el

SPINREACT Ll

Jadl & O 585 Ll s Albumin kits.4
ccislll Gabiall G

SPINREACT Ll

G pmadlll 585 uld sac Calicum kits.5

Jeddah,Saudi
Arabia

0.9 Nacl o sudl) mlall Jolas .6

Study design 4.}l aresi.2.3
Study groups 4.l aualaa.1.2.3

Ohas 12-2011 Jsbid) e 58l o dddlas 8 Auhall 28 Cuyyal

Calads Gyadaie Gl yy il s Jlaka )y Afluall ol Jgll Ladise 3 (2012
& JE A lall salal)l iages JUkY) clayy A il sl
oot Al Slaglaall pen (2 a] daals gylaind slae) & 3 L SA) adial
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cosially ¢ peall) pagads GulSy ) ae Alae shal DA e Gyl
P Al aralae Caandy (el el mplills ¢Sl

patients group ol de ganal

ayaly Ly agilials & Kia ik 156 de ganall 038 Ciiaus

(Bl 4 5ei]) (e atylee] canglig

control group 3 bl dc gana 2

— eil) anjleel cangli Wals slanal ik 24 de sena) o3 Chiaus
(Al 4
g ladl) aan.2.2.3

Al Cma e adiaty clldy Auhall maelas e pdll ziled Caees
Silae alasiuly andll adll (e Sille 5 a3 bany (%70) L8V Jsasll
dadpe il aile e AW Agyide bl 8 ol A Caeiay 3w Ayl
35 ol Gt 8l pplued) e gl plipad Glsul Cdle Ll
Bl Aoy 8 s clie o el dpnsall (V) ¢S5 Ll ol
Hhll les 8 bl @ ol Llas cpal 338y (20-15) sadl 485l
ity aall Jias Juad @) 5 saaly 288) [5)50 (5000) deyu (535l
ipiae bl 4 ALl A5 1 Jead) e Ciady AS5LgY] clialal
eha¥ AN Al Gvaad (e dd (Eppendorff tubes)s s
pand el Al dypasesll Gamdll ol 4pllly el ol
Lgie Aoy (75) (A paladll maes ilais 5 eldll (o) Ofisn oo (ol
b Olug il any 8 1Y) A Leliad) (asmill Cupal L Jleial) pal
& Cmoall GaliiV) sacluay Cnlll J8 (e Lyghey 8 dalal) daiall jnds
Cuyal Ly cdaiad) 4,80 Ji (e sarall Jead) 485k i S0l a4
it (B Jel@ll () Ofsn oo @il pands Lgmsesll (asadl)
LUl Aslall adaill Joid) i
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Methods : Jaadl 3i).3.3
tdaall A JYH S st jand ]1.3.3
Test Principle : Liiy) fam .1.1.3.3
(PH) & 4mnd ahadl Juad) 1 eadVl JsupS agy dilal 2ie
GV () tadl ma¥) e el laialy 5a5all s Gamy Q8 omals
Al 8 OV S50 e candlin JSmall (p5ll) RS ) L juinial
Test procedure : el 43,,k.2.1.3.3
.(Young,2001) & 3)sbe caua Aapylall 28 Cuyyal
as o slle 1 IV AysaV) 8 coeamy jlaa) canlil 06 a1
.(Blank) asul o3a chacy iVl g S
asr o slle 1 ol Jolaall dygud oy 4B Zysa¥) ) il 2
cemblll Jslaall (e g )Sile 55 puadV) oS
JomaS s oo sille 1 Al Zusul g 280G d50Y) V) il .3
cand Ayl Jeaddl (0 il Sl 55 pzadl)
Hha ey 38 10 3ad Civany SUAY) ol 8 laa 58U Cine 4
22(25-15) 43 sl
Ciliha) Slea (b @Dl ol Jolaally duall dualaiaV) @ig .5
- fiasili (630) 2 dsb Je Sl
Test interpretation :giliill (aMaiui .3.1.3.3
=y Adabead) (e Y Al Cass
35 gL = (Al 3S5) 5% bl Joladll Apabiaialr Al paliaidl
Al & OV
.umol/ L= 144.9x g\dL: Jys=ill Jale
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tdaall A aguadlSl) 3855 paat and L2.3.3
Test Principle : iy faw .1.2.3.3
by A aasd Al Jadl (0l e S-0) S e Adla) 2ic
Aabeall sy (08 J5s)S70) 5 asand Sl (g 51 She (5S0 (g488
—:aaV)
Ca"+ 0—Cresolphtalein 9" Colored complex.
cdiaall (8 a ISl S5 e ol AL ll) Q8BS
Test Procedure :jaall 43,k .2.2.3.3
.(Burtis ef a/.,1999) & 35l caua Aipkall 28 Cuyyal
1Dl dyanl as AV Gsa¥) I cadual ¢ laal bl 206 @il ]
8 ¢cnlid Uy )§=0) (plll e (ga ille 15 (ol Jsill) ecg)) e silla
(05 oS50l
e (o yille 1 (gylamall Jslaall dysuil chae s 408 Ay5ay) ) il L2
el Jslaal) e iy Sile 205 sl Mg 00 ille 15 (0l I
20 5 ool Age e silla T ecgplall (g yille 1 &AEN d5u¥) ) Cidnal .3
cdaasd Ayall Jiadl e yulg Sila
22(37) B Aoy 4 BB 5 sad Ciicasg Tas il Ciage 4
slo Glball Slea 8 DUl gjlmadl Jsladls dall LpalaiaV) < .5
Sl 570 2 Joba
Test interpretation :ziliill (adatiu).3.2.3.3
Jslaall 555) 10% gylmal) Jslaall dpaliaial / diall dualaidl
(MGfdL Jasally sl 585 = (g sbumal
- (MMOI/L) angy 2 sull&ll 38 53 =0.25% mg/dL: Jysaill Jule
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:C—Reactive protein _JleWil) (w)oign 0a38.3.3.3
Test Principle : Laiy) jaa .1.3.3.3
ool RISl i Aalagll dapdll e (Oalall) o) Ll

a3 3ale (g5ad -l Jema 8 dsasall el (ou) (g oSH 4ns

() Cfiom Aaldll (19G) de gl ozl slazall L& Glipa e

Oy claall ga il zlevl ve . eld) b spasdly Gl e lall

L Oladl il g ()0

Test Procedure :Jal) 433, .2.3.3.3

.(Lars=Olof ef a/.,1997) & 3)ske caua 038 Jall 3yl cuyyal

Qualitative method : e i) 45, ,01.1.2.3.3.3

staas consall lapadl Jslaa 5 Jemall (0 S 0 ils Sika 50 a1
Y] dayd e dlaiiadl il e Ciags callud) 5 )

slaes consall 8l Jslaas deaall ) (CRP) (oS ¢pa 3k gl .2
bl 3y

sa0aall dakadl) Jol€ ihae Cuay v JQG Jaddl ae 2K 3yla8 a3
el

D50 (100-80)iny ol LSalSal ol Slen Gl dapdl) iy .4
o Ju ol e o 3 5ydle lasey dagil) iy iy saal dddal
omndll B e Uy 1 0055 i GeSallyg «mnill Al
Semi—quantative method :4d.al) 4% 43, ,k11.2.2.3.3.3

Jille 0.9 L puags san lial Gyl cadal 3 (il Caglas 7dee 2.1
o Alle 0.1kl caly (Normal saline) aglsdll Jsladdl
(10:1) Js¥) cagal) 1 3oy Jacaall

Sle Agla Al Al due] ) chiaafs dasdal) Al (e alle 0.1 331 .2
(20:1) duall B Cadddl) 138 Sey aglpudll Jolaall e il 0.9
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Sl Sl 50 dea ) (640:1) V) ol N Ulay of I 13<a,
AW V) e 3aldll
e B i) Janl) Al Cangily C2iss JSI(CRP) (and 521 .3
Test interpretation :gililll (aMadiu .3.2.2.3.3.3
tdanll Adyla 83 6S0al) Aalaall s A3l 4 CRP S5 lia
. mg/L= CRP Titer x 6
oo OS5l sbue (CRP) 585 o o Ju (0alll) ol a5
.(6 mg/L)
Aanse A jedny G el ey Akl oda b palill les (Titer)
Hemoglobin : .l 4 cuglSeagd) 5uS5 qlua 48k.4.3.3
concentration
el (lSa (ulie Pla e aall (B GulSsandd) 385 Qlua &
(Provan and & sa))5l) 48kl cas (PCV) (Packed Cell Volume)
-Krentz, 2002)
Test Procedure :jaal) 43,,1.1.4.3.3
padl (8 a5 LS Camen (Ally Gplugdl o dgsladl 48l V) Ciraa |
.y 5 3ad (microcentrifug) jlea 4 (2.2.3)
Cuny daptid) Bhod) o Lyt gVl G 3) (PCV) 318 &5 .2
- Syl Gl gaal e aall Sy deadd) G Jualdll aall oS
PV Aalaal) ey sl saned) 385 Gl 3.3

PCV-2 +3 =HB
Anti—gliadin sl IgAde gl claal e cadsh jladf .5.3.3
IgA

a5 Ze il laall e gyaill Lalall 1l sae Crardi
.(Caspary and Holtmeier, 1999) daiwall 45,41 cilaglas
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Test Principle  : sy jam.1.5.3.3
Cng o DS IGA el ol Bl e LaaY) fas adiey
A 5 Gl iad bl JJalal) mlandl e cudiall il pe Joaal) b
aldll acially oSl Guall (& s (1010 1) 4 dsssall clipll o
G (pmad @l ey lelie e LsSe Glaind) ge clazll b
apl Ayddl  (anti-huma immunoglobulins) e liall Gl g (K
bl dadll ae Lasipg  horseradish  peroxidase(Conjugate)
ALl ey . (ahall 36 8 Al <)l (@ntigen— antibody complex )
(Tetra Methyl Benzinide TMB/H202 Hydrogen _.lay) 3aldll
Aalaly JaaV) oslll ) e lassy ()3 sl seda sl ) Peroxide)
(optical Agll Zal<l i (el pnell s g5l ) gl Jslas
> dsb ey ELISA Reader |ulY) ¢ 8 dalus jsall density(OD)
saliaall alua¥l 385 ae Lyl canlinn 4l 486N 508 o). jisegili 450
cJaall 833 6a 54l
Test Procedure :Jaxl) 43,k .2.5.3.3
(cut-off 4 (calibrators) (s)leall Jsladll e juls Kol 100 Capal .1
Gib B AVl el el 5 L) syhalls calibrator)

Ayl

haele BalV) Bab d5yia IS I ot Joadll (e s Kol 100 Capal.2
L) s gl

Bl Ay 4ady 30 sad sy Gl elaall dalug @kl ae.3
.22(32-20)

e sl Sk 300 Jleainls @il 3 Gulall Jue Cpasl) 558 ol aen4
Banl) aa el (Washing buffer) (50:1);'45';43\ Juad) Jslaa

s S ) (Conjugate) (jjdl Jgaall e juls Sl 100 canzl .5
. Gsakall
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22(32-20) b An)n 48da 30 sad (piang Bl pUaslly Gulall 2.6
e il Sk 300 Jleainls e 3 Gahall Jueg Gead) elarll 5 .7
Ay 8l 8 WS (50:1) (washing buffer) Jusall Jslas
Jaa S ) (TMB sl saldl) 8381 Jslae (e sils Sile 100 Canal .8
. Gakall
08 iy 2°(32-20) 3yl dapns 4ads 30 sad eas 5 Gl e .9
ks
sada) QN Jidae e idg Sl 100 ALl Jelall el 10
(Galal) ia S (S e
2°(32-20) s s dapny Gl 5 saal dnalal) & Gulall fpas (11
450 50 Jsb e DU 3eall Slea dalusy 4l QG s 12
e sls
Test interpretation :giliill (aMaiui .3.5.3.3
Lad) Al 3ol @l e ST o duslie cul€ 1Y) duase Jlady) cane
sl se il e J8 S 1)) Adle Jlady) @i (cut off) Jualdll asl)
. (cut off) Jealdl) aal) Zasdl
Anti-tissu : juisali sl ill IgALs sl clall o gall) HLuai .6.3.3
transglutaminase IgA Ab
Cn il Il 5l o (e (yaill Lalal) BV sae Cradiin
-(Shan ef a/.,2002)3x5ual) 4,50 lagdas
Principle of the test : ,LiaY) jae .1.6.3.3
O iali Sl 1gA el claall blgy) e LaY) fae ey
Gib ial cliall 3l mhall e cufid) sl g Joadd) 3 s
acinally suSall Guall 3 cumad (101:1) Ay daisall ciliall of 3 1501
aay Lo le ke 435S0 dmiiadl) g Aiall 3 a0 cilazall lasigig alal)

(anti-human dacldl Gl Glas Cpant Sl
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horseradish  peroxidase Al Zapd)  immunoglobulins)
(antigen— antibody complex) el siadll ae Lasiyiy (Conjugate)
(Tetra Methyl (L) salall ddlal aay . Guhal) Bjéa & ddall () Sl
@)l ot ek aall Il BenzinideTMB/Hydrogen Peroxide H202)
smda g¥sel )il Jgae lal iVl ool N Jead laaeg
O BN e s Aalis sy (Optical density) 4l Z8ESH <l (el el
Lli) S ae uliin (chromogen) ool Mlge (o AEN lll 304
)3y (@antigen—antibody complex) clwll a2l (Conjucate) (il
cJeaall B 1gA dpe gl Gzl S5 e calily
Test Procedure: jaall 433, .2.6.3.3
(cut-off 4 (calibrators) (sl Jslaall (0 jids Sl 100 Canal .1
& sagasall AV daial) syaall ) agally llid) 33kl calibrator)

) Gl

haele Bal) Bab d5yia IS I Caidd) Joaddl (e s Kol 100 apual.2
LA s all

Sha Aay 488 30 s a3l elasl) Al ol e .3
.22(32-20)

e ils Sl 300 Jlerinls cilpe 3 Galall Jue cpanl) 353 ol aay .4
saal) g eaadl (50:1) Cagiall Jusll Jslas

s S ) (Conjugate) (jsadl Jgaall e juls Sile 100 canzl .5
. aakall

2(32-20) ha dayn 42 30 sadd e el ¢ Unlly Gokall a6

e silg Sl 300 Jlaxinls cilye 3 Gkl Jugs e olazdl ol 7
.(50:1) (washing buffer) Juall Jslas

Jaa S L (TMB sl saldl) 55850 Jolae e sils Sole 100 Canal .8
. aaall



34 Jaadl 55k g 31 sal) LAY Juadl

O By 2°(32-20) Bha dsyny 288 30 32l (pasy Glall e W9
e
(stop  laN) Joae e sl 100 dilaaly Jelall gl .10
-Gebll i S ) solution)
22(32-20) )b dapns dazalall 3 3l 5 sad Gl e 11
5o dsb ey BOU sel il Slea ddalug (OD)ayll 28y s .12
. Faegils 450
Test interpretation : :zilill (aMadiul .3.2.6.3.3
Lol Al se)ydll e ST o Agslie Ccul€ 1Y) duase Jlady) ciae
sl sehall e i clS 13) Al JladY) ciaey (cut Off) Jualdll asl)
-(cut off) Jaldl aal) daudl
Statistical Analysis:ziliill Jlasy) Julail).7.3.3
Asula Glly 2ol ) bl Jlaal cbbll Slas) diail) gya]
(Statical Package (20) il (SPSS) dysula zaly ddi cuardinl 3
Jac 35 (2010) JusT cigus Sile ae SN for Social Sciences)
Crillaal) cpppuxiall cp G B Gl Yl 55laal) i tiall (g S a5l
(Chi—\S auye il aladinly Alall o2a Jid dglany) L) Cuds
. (Sorlie,1995) P<0.05xic dilasyl dysieall s5use ay8l 3 sSqUare)



35 LBl 5 iaill) 1 a1 Jaaadl)

AzBlially qilisd) .4
Results and Disscusion

UL Slasy) Qi Alias b Jeadl) 3 syl gt
bl 530 YA Aaeaial
tfpdl) asalaa 1.4

gall bl mye Aesene cilad Aubil) auelae o bl
el anti-gliadin IgA Zeall Glanll dulay) &8 Jgael ()
Slib 15 e s (anti- tissue transglutaminase el siu sl
Claall Al gl Dl o] 0adl)) S5l e Allidl e degenas
(Aol el Sl 3smy g il IS, IS IGA el
24 e cogSi o(slanal) JukY)) 3kl deganes Olik 141 (e S
3 DU palaall ey oload) Langidly el Gaw (1-4) Jsanll ik
e Ao sana 5 Hhud) desead (ladl Gha) £ oleall Ll oS
1.99 £1.6 X5l ALl e desene 5 Ndl e Gl
@l sy il Geda Al 5 (il e daw 378 + 4 (3.81+3.2
P i (Slas

Al aalae jlaeY aluall Bgially g aall :(1-4) Jsaad

A Healthy Symptomatic | Celiac
e
g control Not celiac disease P value
ys
( ) (n= 24) (n= 141) (n= 15)
Range | (0.1-7) (0.1-14) (0.1-12)
Mean |1.6 3.2 4.0
0.08 [NS]
SD 1.99 3.81 3.78
SE 0.41 0.32 0.98

[NS]: non significant




36 ALY g il 1 gl ) Sl

:CeadSl IgA de gll) cilaial) 2.4

384 median Jleall sl ol (2-4) deaall A Sl cps
Abodl) ey degena g Brlaaull Ao gana A pOIKH IGA e gl il
3. sl e 32.0 2.10 2.03 L Sal) dllid) degena 5 S5all e
IS el S5all Al degena b edISH Gl Slazll 385 (S
S3a) e Alld) e Ao gene s ade sa e (P < 0.001 ) (gsine
ALl e e gana b OISU IGA die gl claall 385 (IS il
& Dbl deseas gal ade 58 e (P < 0.001) gsine JSa el 254l
& O IgA A gl Clazall S5 4 geime @B dlia oS Al s
(p=0.87) skl de senay A)lae K5all je Al e de gana

Al apalae B cp ISl IGA Lo gil) cladall 3855 :(2-4) Jgaal)

~Anti- Healthy Symptomatic | Celiac

t_;gliadin control Not celiac disease |P value
Conc. (n= 24) (n=141) (n=15)

Range (0.095-5) |(0.07-88) | (12-300)

Median 2.03 2.10 32.0

Interquartile | (1.6-2.65) | (1-3) (15-52) |<0.001
range

Mean rank | 20.1 15.0 32.0

(P =0.87) 5ol dcsane X 3S3al) ye dlllid] dc gane
(P <0.001 ) 3kl degana X Sl bl de gans
(P <0.001) S3al e AL A sane X 3S3al) @il e gana




37 ALY g il 1 gl ) Sl

: el il ill IgA dsgil) ). 3.4
>S4 median bl sl ol (3-4) Jeaall A Sl cps
o e yanas D) e sane 3 iali ISl o 1A e gl cilaual
o150 2.80 2.50 s el Sllud) deganay Spall e i)
fegena b el il oy IgA Lesill Gzl 585 oS 3 L sl
iesena g ade g Le (P<0.001) sime <& o) X5l @il
A 10A el canl 585 oS Jially oS3l e dlbudl e
Lee (p<0.001) sine IS8 o) S5all ALl degana A riali sl il
K5 S g @U s (S Al g B Bhaull dosaae sl 4o
s AUl e degena 8 el 4 IgA desll cial

(= 0.24) 3ybapudl) de ganay 4l S5all

fela b aligleulall IgA Ll ol 385 :(3-4) Jaad

Al
Healthy | Symptomatic | Celiac
Anti—-tissue
control | Not celiac disease |P value
transglutaminase
(n= 24) (n= 141) (n= 15)
Range (1—21) (0.1 —304) (20—302)
Median 2.50 2.80 150.0
Interquartile range | (2.25- | (2.3-4.8) (26-300) | < 0.001
3.4)
Mean rank 72.5 85.2 169

(P=0.24) sl dcsane X S5l ye dllid) e gana
(P <0.001 ) 3kl degana X Sl bl de gans
(P <0.001)S54 e bl e sane X 2S5l llid) dc gane
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:Jaall b agadlSl 385544
38 mean oball gl o) (4-4) Jdsaall & il jelas
S5l e L) e Ao sene byl degene Jlad b asdlS)
Yo s e Y Jsade 1.9 2 2.1 culS S5al @lbind] i ye e sane
S5y JB) Spall e Abbudl (piaye desene Jladl (8 asnnd Sl 5S35 QIS
S5 08 Juallyy Byl degeae A 4de 4 ke (P= 0.001) (g5e
Le (P<0.001) (ssine JS& 81 S5l Albidl de gana Jlaal 3 a5l
O Wlhaal goie 38 Ay (S ol (pa (A pphapudl desane A 4o s
P=) xSudl e dbludl oiaye degeanas 2S3all Abbidl iaje degane

(0.05
!l asalaa B agaadlSl 3855 :(4-4) Jgaadl
Serum calcium | Healthy | Symptomatic | Celiac
concentration | control Not celiac disease |P value
(mmol/l) (n=24) | (n= 141) (n=15)
Range (1.9- (1.29-2.4) | (1.75-
2.5) 2.1)
Mean 2.1 2.0 1.9 < 0.001
SD 0.16 0.18 0.10
SE 0.03 0.01 0.03

(P =0.001) sl degena X S50l ye Ablidl de gana
(P <0.001 ) sphamd) dc sene X 2S5al) Sllluadl G gane

K5l

Sl
.(P=0.05)

&w

S R RS o e O RN R 1 P W S
e Acsens o J8 2S5all AlbLidly gl de gane Jlas) & a5l
(1.9) olaall lawsll ded culy syl deganay S5e all il
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bl gelae On sl Gsme @l gl oS Jy A [Jsede
.(Saadah,2011)

S5 oaliail o aay 3 ARl claball ae Allal duhall g
Abbually (el e Sl (A 4l cgn pale) 0 2 asll
Gsima O ans 3 4G Gluhall ae dallal) Auall 34w . (Freeman ,2008)
Al Gy el Allidly guadiad) ool dcseas b S8 a5l
(Kalayci ef (BMD)alkaall & (axall 33USy asuadlSl (giime Gu Ll

.al.,2001)

tdaall A Gragd¥) 385.5.4

£ CpestV S oleadl Bl o (5-4) Jsaall b il
2 Al iaye Ao senas Brhaull de gane Jladl (& (HHlmall )
3.85 £39.4 2.89 £39.9 cuilS xXuall dlbidl oy degana 2S5l
lban¥) Ay jeday ol L sl e jille 100 [ahale 3.25 £37.5
Auhal) aslase G (P=0.12 ) Wilas) (goina (3)ld ) 3525

Al aalaa (B Cpagal¥) 3855 :(5-4) Jgaad)

Serum Healthy | Symptomatic | Celiac
albumin control | Not celiac disease
concentration | (n= 24) | (n= 141) (n=15) P value
(mgjal
Range (31.8- (25-49) (28.6-

47) 43.5)
Mean 39.9 39.4 37.5 0.12[NS]
SD 2.89 3.85 3.25
SE 0.59 0.32 0.84

NS: Non-significant.




40 LB g gl 1 il ) Juadl

el Ay 8 ang Y ALl cluhall =5l s s Al e
(%35) (28) b (S / abe35) e 8 Grasl¥) (s5ina o) S3all ALl
bl aelase Gn (Slasl geiee BB ;s 055 ol e
. (Saadah,2011)

S5 o G oeplal ) Al aluhall ae Al Al s
Gl 585 e B 2S5al) bl o el degana Jladd (& GaeslY)
Shanl geme @B dia (& Ay sl dcseae Jlad
.(AL-Mashhadani ef a/.,2009)
H(ad)) lad) adll B Cusle sangd) 5:85.6.4

(P= 0.49)lilas (s5ima ()l 35n5 (6-4) Jsand) b gl elsi ol
S8 olall budl oS Y duhall gulae on pll Glma S5
(S3all e Albuddl piaye desenas Bl desene (8 adl Gl gann
+ 10.5 <1.13 + 10.9 ¢ 0.85 £10.9 S5l Alludl iaje e ganay
. ills 100 /ahe 1.56

Ahall aalaa (B (sl pasgd) 855 1(6-4) Jaad)

Serum Hb Healthy | Symptomatic | Celiac
concentration | control Not celiac disease P value
(gm/dl) (n= 24) (n= 141) (n= 15)
Range (9-12.6) | (7.3-14.5) (6.2- 12.8)
Mean 10.9 10.9 10.5

0.49[NS]
SD 0.85 1.13 1.56
SE 0.17 0.09 0.40

NS: Non-significant
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S Slasl ghime 3l dsmy aae A Aol mil ek
Ahall dglae Ay il dag Vs Aubdll melae Op adll B Gl sad
pabaial el o bl mpe Bl 8 g o) oSe oS A
sadlay (80 eyl Jsh o oaia e Sya ) BI2 (ualid
.(Halfdanarson ef a/.,2007) (ailally (aiay) <l oall
t AW () g 38574

Y bl palae A Jeldll () s n 385 (774) dsad Gan
G Jelil () odien S @lad) Gha) £ laall Ll ol
Goe Ky el (190.7£106.5) Ssdl je dLlidl iy Ao sans
-(33.8%10) syhsdl desena sl 4le s Loy Ljlia ( P=0.017) Lilasl
Sgall Al iaye desena A Jel@ll (o) Ofign 385 OIS Jidly
2 Lo Alae (P=0.034 ) Lilas) gema JS3 el (221.5£137.3)
Gsima Slasl Bl dllia o Al g B gkl desane ) 4de
2 UL e de e o el () an 35 b (P= 0.53)
el Slld) e sanag Sial)

Al asalaa B AS W (o) Oaigur 30S5 1(T-4) Jeand

Healthy | Symptomatic | Celiac
Serum CRP

control Not celiac disease | P value
concentration

(n= 24) (n= 141) (n= 15)
Range (0—160) (0—640) (0—640)
Mean 10.0 106.5 137.3

0.038

SD 33.88 190.71 221.54
SE 6.92 16.06 57.20




42 LB g gl 1 il ) Juadl

Sl () Gy o) g A ABL lahal g A Al i
(Dogan ef [yl Ly agilbal GSiall oyl 4 Wl oS
Jie @Al allal ae Gapall gabel awlam o) (Sedl e 3 a4,2010)
(Al pabal gl e laa¥) gl
:dadasall aley) (8.4

Gl gabe¥) ADle 4 galdll Galdly (8-4) Jsaadl o
A el Gas Aubally Culsadall G dlbadl Gampel el pall
opbadl ooyl gu % 82.9 b oas phdl Al gl Ll
e %17.1 s a,,,g.fs\ Aol oda Cilaw o b Ssall e dlbull
Lilas) Lgine ADle 25a5 ade (o aiyllh oS5l bl caye
Adladl 238 3sag ) Gaw (Odd ratio ) syeladll Jle B (P=0.067)
e e S| 5 2.8 bl (e peddi lldal e n) dudaall
Gae padi dlaial) e JIE) Aladl) dsay Gld Gl o (Sall o aag
(e S8 5y 2.2 sa (Inverse odd ratio ) 3ysladll Jale slia (Y bl
L) (P=0.46 ) Wilkas) dygina e a8l b Lle agay o

Ay g b Ll Gl pabeV) S o duhal el
Go a4l ams 3 (Vs gsll) oSl 6y e ISV gl asms s Ll
s o 381 5e 4.2 aliyshall dele oY Al e Qe dllaial
(P =0.10) lilas) dysina e &5 4D oo Al e ai)l) ey i
Gyl 4 paiill Aldal (e iy ol FUE) sy (8 Lot Tyl
it Sl Sy 5pa] .2 el Alain (e ayy 4ls Laldl) a8 Sl
sl e (P=0.87) 5(P=0.6) odllall b dysiaa ye

B U< Y dimse anly dnnge Adle 4 25 o ) (e Ol
cabe¥) e ol asas Al A Sy bl e (el B L
Al (mye (e Adlia) o gy Lagls dadine Limsdll Lyl
& i Y o3 Jia A 3yshall dele oY (P = 0.017) gsine S



43 LB g gl 1 il ) Juadl

oe pn) o) plaal Ala 8 L clesdsag e Ablie S0 5 12.6
Tl Ll Gl 3pay o ALY Jra Gl G Gun gl Fua yal) Zlal)
Qe oly (P=0.005) Lianl ppins bd) mpe ot Adlial

Aadgag admy Al S350 24.3 ) VS o3 Jia A aljan B)shadl)
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46 LB g gl 1 il ) Juadl

oy e %171 4 aas ghdl &l o) ddlall bl ol @yl
O s Cun a1 8 gl Al aasle e Al 38 ColEm ) @il
228 g ) Sl iladd) a1 a Gl Leie Sla ) Gabe¥) o e
(Rawashdeh (%14) dwuiys ik (34) &oann (0 (e el 8 Ak
. et al.,1996)

e adad Adlaal e Jly dlaeY) dgag o Adlall duhall ¢ el
O luhall sda iy 3 gyal @l 4l oslalle ae GIAY 13y il
.(Giorgetti et al.,2000) dlua¥) o Jla 8 l&l) ALl oyl
3 bl Gane of Il ol al duhs e duball sy el
. (David Branski,2012) &lluwe¥) iy (e dmdsa abel e Sla

s b il Lpaayd) (abe¥! ST o Qe )l eyl @i
3y Anlal @luhall ae @8l 1aag Jo¥) gsill e (oSl dsag a apall
Allidl (e pe by Aagiye Apayell Akl oda o luball sda el
.(Cronin and Shanahan,1997)

Oo Sl Gl Al s3a i 3 Al Al pe dgllall Aol (3855
JULYL ddagipall (abe¥) ST e aaly (Calsad¥) o adinall) J¥) g5l
. (AL-Kafagi,2004) (%9) dswiys bl uladll

Cyell 3 Bngmadl Appall ASLeall 3 aasle pe duball il ojlim,
Fsana o (%8.1) 10 3 gliadin IgA Clsiue 3 leli)l Gl il
. (Al-shwal,2003) (gSully Liayye Mika (123)

o2 iy 3 b Akilae 3 Cupal (Al Ay ae duhall o280 G
cpxdllly Ol e bl el ddle ciblbal daw elliy of 4l
pandll (gal aily Lpaiaa pabel ey s pabel e Ll el sl
ply Aalall juadl Al (5 AV QL) sl ang)ll (griaall 5 gyl
(AL-husseiney and  AL-lilaal (gsme (Gl cllin S
.Teemimi,2008)



a7 LB g gl 1 il ) Juadl

1Ad) 2 gasall Julgall .9.4
ae Auhall b AL Ldhe el Jalsal) ADle (9-4) Jsaadl
agibal 4iial mydl degene sal Gldudl ayd  Slgll (el
cilS bl e LD % 13 dws o) of bl ciyedal 3) Ll
sysldll Jele S5 (gAY Appeall Culially 4lie du (5-1) Lppenll Ly
OS5 Al ) ey (bl A58 fiS) 350 2 g8 dgpeall 4dll o284 Odd ratio
Ob bl Cyelal a sl Jele Wl L (P=0.35) Lilas) dysiee 2Dl
OS5 %7.5 GlYL 4 %12.7 LS o el G @bl e
A e atyllyg (Y] e sa Les el 5y 1.8 SN L8 5)5hall Jile
sy o Lol i) ciyelal L (P=0.28) Lilas) dygina (5 &l dlall 8
)lie dgpand) Bhliall ey Al eyl sal Dl S oS Sl
iy o sl e (%3.9 Jilie %12.4) day )l Bhalidl ggihaiy il <l
oAl A )lee Ay pand) Gl ks ol die ) 35 3.5 3yskall Jale
Wilbaa) dpsme 48Dl S5 Q] @l (e ag)lly Al Bhlidl gk
Slel O e il cld Bl & ALlid) (e 3gas o) (P=0.11)
Sle (%8.7 Jie %16.7) While layls cliiay il Jilsall b ade s las
sye 2.1 angall pmpall Gl i3 Jilsall sl 5kl Jale iS5 L Il
OS5 Al Jiallyy clase Wlile Lyl dlliay ll Jilpall ol e o Laa )

(P=10.29) Jlas) ghe ild dDal)
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Apend A8 Gn il (mpall A el o) Auball miln el
O e cpell Al Auln B aay Loge ol sda G, Gl (5-1)
B oa padill 358 Juadl (S dppee lage ) 8 el O (S Ll
(%0.9_%0.31) 75l JUbY) & sl alladl LN (s 5)Saall A salal)
A gl el dele dam Ll .(Dube,2005; Hoffenberg,2003)
lbaall L g i)l bl Led cpelal oAl Auhs ae (38155Y Al Al
Jacl ) o) 2y 385 ((AL-Khafagi,2004) Sllludl (e S (e
Ay Bl apll) S Aihsl Jalgall Gy duhally sasaldl aliadl
Sl Gapall il o e cpelal (Al Auhy pe duhall GEY 5 Cpbaall
e Auball Gany L (Ciclitira,2001) 1:2 dawsyy 5sSAl 4 4 LY
bl sl 3 gl bl 8 D oSl ol leaditn coghl (AT 2l
Aalide elial A L) ol Jdl das o aslgll ald) o)l (a5l
)8 292y 3 (Sood et al,2006; Bhattachary ef a/.,2009) xdl
on Gl LlayV) ) Sl Al @ikl b cdlaayl ) calay)
LoV Gl plaly & Gyl Ll o W eslabiall @lliy &l Jalsal
Apddl Ol 4l el dglie OS5 Olals LS5y bpse Jie
.(Malekzadeh et a/.,2005)

05 ALl mye o e il (AT il ae ) bl én
Dl e %10 sa) Gapally Lladl) 45 A6 L 3 Bl 3 e
Al LYY 13 sy (Gl b guiltie papall (Y1 Al
A B aagle pe dubal) =il Clan 5 o(HLA) dyslialll 080 iy
sapal I Al (il ge %14.1 s of duhall el ey 3 gl
(EMA) o 3sa5 o alaieYh; culiall dllidl paye ¢oShiey @lllud)
e il sda ylin el (AL-Khafagi,2004) (DQ2) Jili asas <l
(%16) 5 (%18) a Eisaall & o lgd jels ) (Al Al 4 aas L
.(Marsh,1992; Kati et a/.,1992 ) JIall te
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o3a il Cuyelal 3 oAl Al 8 aasle e Allall Al il samY
ol Gl Jial Wiy (%44) JulY) sl ddyll Akl s Jlend) of 4l
Alaa¥ls ((%9) ohad) Flasly (%12) suadl Ay (%14) Lsbll Al
papall Al il i sape Glwd il eda aagis (%9)
SIS dapdal) deliayll 520 Gl W Jd e ddaiall Jlall oD,
JEd oEd e dggadl Ggal) Jial o
.(Rawashdeh et a/.,1996 )
1Ad) 2 gasal) Jalgally dudayall culadlad) 42aa1.10.4

Adiye Ahe sanll Jalgall amyg diajall ldlall (10-4) Jsaad) o
Al izl Gl cilia) s Allad) e (add b gl e,
Limaal Cua (e A0llly IV iityall Jo¥) g ill (e (oSl e1a 25ags lad)
e Fb gy dpaad) Shliall (& (Sl L) L dlllud) (e s b
Cielag o sl e Auualally Lag )l G Cilyall calin) 288 pealls 4Bl
Clad) iy (Cpedll DAty JU saill jal) el Al el delse
Al el Adle cubial a8 Ml e spalally daalilly Al Colylly
o) Al Cuyelal a8 Jilaallyy . ApeaY) Cus (e (e Al 8AY) dgyl)
o cul el Jlgas¥ls 5O Jesd aie sy llalls cdumdl il
Jae OB s &) eyl jaidids xa Inversely related  uSe (385
CailS dadine Aoyt sanll Jalgally ducapall coledladl Gl 4KY dygaml) 48
(P = 0.098) Wilaal &ysiea e cuilk (P) i ol Y1 %71.2
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ol b L gal) Jalgally dpasal

clolall 41aa) (10-4) Jsia

.ol
. . R
i G g &w;;i ;wﬂ

1 sl A
2 (U £5ll) (oSuall el la)
3 dgpaall hbidl b oSull
4 shle Fb a5
5 oaall
6 S Gl EWAY
7 e Gl S5 Jaat pae
8 anl)
9 DAL Jalall g JAL) gl AL

(o5
10 Cadd) g |
11 e G Oesall Jlem)
12 Aal pad

Wilk's lambda = (.88
P =0.098

Overall predictive accuracy = 71.2%

de Ual) cilaleall .11.4

I9A e gl Glacall day G A (11-4) Jsanll 8 milall el

a2 e Auhall cplsadall G Albiddl (age (aaids dlldaly (padIsl
@A dplay) il padKll 1gA 4ol Cladall agay Gl LAuiage (el
ALl oy 53 %57.7 Jlie S5l e AL caye e % 42.3
s Al oda asyshaall dile o) ((P<0.001) gsine Slanl (3lis S5l
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G IgA A il Claall sy o)) gl cosag axe e SS) 5y 351.1
sy ae Ala (e i€ 350 351.8 Allidl o pe andidn Adlaial (e 3y

%34.8 o dulad col€ 3 el <Al IgA due gl Cilacall Ll
sy S5l ALl e (53 65.2 ke S5l e bl e e
Aol ol dulad Ala i 5508l dale o) L(P<0.001) (gsine s
Aulal O ) cagag are Al (e i€ 330 486.9 culS juali ) Al IGA
AL e gttt ALl (e gy iS50 IGA Aol ol
il L€ Alla e S0 550 486.9
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54 LBl 5 iaill) 1 a1 Jaaadl)

IgA degll Glaall dglsy) bl s (12-4) Jeall b
peilal 4nidl nmpall desenay A)le Bl dogane (A aliglS) ol
IgA Zesill Glaall dglay) Jae o) 20 Celal 3 cdllbudl iage
sl ol B14.7 Qlie %4.2 il sylasad) degens g2l il Il il
Ll .(P=0.16) ssien e Slanl 3)lis bl (50 agilal gl
sylasd) Ao sane B uialisluill 1A G il chlaall Aulay) A)lie Alls 3
Abbudll oy dosena 5 S5l e dlbdl oy degana (0 JS ae
Al campe 52l IGA duegil) Glacall Jare o bl cjela) i 2S5l
Sl Blay el Allid) mge 63 % 100 Jilie %5.7 Ssall
DN aalaall G (P<0.001) s5ine

ol B JalaliglSudill IGA 4o sil) cadal) dplagl (12-4) Jgaa

Ayl
IgA 4esill il
P iad ialigleyal Tyl galas
% | cagad daal)
0.16 [NS] 4.2 | 24 3yl de gana
14.7 23 156 | age 4iiiadl ayall Ao gansa
< 0.001 4.2 I 24 3yl de gana
5.7 8 141 Allidd) e e Ae gana
Niall e
100.0 15| 15 Abbid) a0 e gena
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& (PISUIgA dpe il laall Al (13-4) dsas 4 @bl oo
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ar agibal aiial sl A %16.7 Jlk % ia gl 3ylandl
iulay Llie s 3 Judly (P=0.031) ssine Jlasl 5)lay )
o Aesana oo JS e Hhaall degane (A GDISTIGA G gl ol
o bl Cipelal si gl Allidl e Aegens 5 2Shall e bl
%7.8 S3all e bl e A padSl IgA due sl clacall Jaes
P<) Gsine Jlmal Blis 5 ibndl oy g % 100 il

LD qalaall ¢ (0.001

Adl) aalaa B cpadSllIgA Lol cladall dglag) (13-4) Jga

L L OmDSUIgA de il clal) )
P i dupal) aalaa
% <2 gal) dand)
0.031 0.0 0 24 5 lasdl de gana
16.7 26 156 sg4ciia) sl dcsens
< 0.001 0.0 0 24 5 ylasdl A gana
7.8 11 141 e Sl caje de gena
Kl
100.0 15 15 2Ssall GLLidl a e de gena

%57.7 <l adsll IgA Ao sl) claall o duhall il el

O 4d iy AT Cay il e Sl eda GEY 3 Alludl ape s
COUAY) 13 sy ALl caye (e %95 sl duladd culk AGA-IgA
sasadll donlia Gy ol e e Ji cul€ Auhall Gled o ) asm
IgA e sil) claall il ae AT aila 8 duhall oda (365 Laby cAeddiiusdl)
ALdl sy e %06 2y TGA-IGA o Cojelal 3 rinali i) sl
dawiy Caag Y TGA-IGA de gl cilaall il aany o< (Simell,2010)
bl Apand) 2l ) o4 CAY) 138 Gaas Allidl a5 %30

Slisivs b LS (Wadaa,2012)%3.3 dwall culS 3 5ylad) de sana
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Sba ol (B Ly Gasall 323 ae GLa¥) ST 8 el gl
il I A Bae i) ol <8l i o(Savilahti ef al,2010) sl
ol Ay el ae haiing (P<0.001) o led el a) Ay xa
.(Vivas ef a/.,2008) ablel 4 Jalal)
Hige Ul cilaleal) dada.12.4

US (ohs Ao liadl chlaa¥) 4adla (14-4) Jsaall b i) ek
o meliglalill IgA de gl Glaally (padll IgA de gl claall G
Szl ) b o) 26D s 3 Aladl (aje Gakdi b Juadl
835 %92.2 CilK Al gads %100 S Jad) A DU IGA A gl
st Aldial (5 Laxie Gangall Ayl Aaglly %92.9 culS Laayl
0555 Leadie Ay gall dyputil) daglly %92.8 gd %50 Lo Abidl iy
Apal) Aadlly %99.1 e %90 Ly bl aje i Ldlaal
%100 2 % 10 Abbid) (ap (adis Zolladal (6K Laie Zalla)

2 Jadd) b nalisulll IgA G gl Glazll i) adla L)
%94.3 i€ dnagais %100 coll jlaayl Lulea o) okl el
idlia) 0588 Ladie dgmsdl Al dedlly %94.9 ¢l eyl dda,
fansall sl Aeglly %94.6 g3 %50 Ly Abid) mye il
Kasilly % 99.4 (63 %90 Lyms Allidl (e ardis Alaia) (55 Lasic
% 00 et % 10 dUlidl e (o ddlain) ;)5S Levie 4Ll gl
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Allad) G gaddd B el c)lidy) dadia (14-4) Jssa

-

Al Al | duagal) dgpaiil) 4adl) a3 dua gadl) dulual) Py
NPVl PPV Accuracy | specifity | sensitivity
%10 % 90 % 50
100.0 1 99.1| 92.8 92.9 92.2 100.0 | 4l clal
Ccpadistl IgA
100.0| 99.4| 94.6 94.9 94.3 100.0 | 4l claal
IgA
el sl il

OISl 1A e il clacall Lo il chlaay) iadla gl 3

AGA- IgA el claall Hlid) dpulua of e any g)al Al 28 aa
@Al Al 8 aagle ae 3EYLS L(Rostom et al.,2006) (%90-85)
il @ lady) duasad W ((46-42) 5laa) dulea (mliad] s
. (Reeves et al.,2006) (%88-85)

D) Al sl (gAY) bl m ae duhal) il ol
(%100-61) sy dolua CulS 2 eIl IGA de gl clal)
il )l g al a8 W L (Hadithi,2008) (%100-86) 4z sadlls
LS .(Collin et al.,2005) %94 J Jai 3 TGA-IgA  Lailea jlid)
O ay (%89) il sl sl Ayl Aol (g AT Ay Cupell
. (Mubarak ef a/.,2012) 3\l du)jall =50 aa
: Aggansasslly e lial) cilalaal) 4par). 12.4

Cihlaayly el cldadl (s (15-4) Jsaal) 3 il el
obia) dialoas L lhll e paddd g lde) Sa (e sl
o AN Al Jemal) b el A IGA Gl Slaall e (gl
19A e sl sl ce aill U] iy el e b el S
G o sy S5 el iy OIS Al Ayl deaddl (8 el
@ el S5 Ay Gsnsasll pandl Gl Jladly A 4s,all
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Lo 815 (Onsle sangll) ol olind 38555 deadl 3 JY) 585 5 ol
dgpil) A8al) Jame & s &) ey . paall (adlds s Inversely related
%94.2 CulS dadise smgeSl ChladYly deliadl cildadl il 3
(P < 0.001) Lilas) dy5ina (P) dai cuilS

el B &g e claayly e lial) claleall 4aa) (15-4) Joa

L@yl
Al G gsi LAYy A Lial) clalaal
40 g el
1 el Il il e all il auzal)
2 SIS e il il
3 oSe il Joadl 3 o puudll) 385
4 S 3l Jeadl & DY) S5
5 oSe Bl (Onslesad]) adl Glad S5
6 el o (g S5
Wilk's lambda = (. 54

P <0.001
Overall predictive accuracy = 94.2%
Receiver Operating (ROC)  : Al Jaddl 4uali.13.4
Characteristic
(Receiver Operating Characteristic) &bl Juis daald Jia
DA« (Diagnostic tools) dsadiall )laal) el awdil Zoulal 8l
Aulady) <YW e (True positive rate) addall dulasy) Jasa ala)
False positive ) L3l Znlagy) Jaxa Jilia (Sensitivity) dsuluall Jads
Judill Jate Loay ey Asagadll -1 Jaty Adldl @YW o (rate
s .False positive rate s True positive rate ()l 4y (st
e OHAY) quaty JuV) LAY L) i) Jass Reals i
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G i Al el o) WY Ly WIS e e calial
gy ¢l pol) G gl Bl el b Aadly LasY) bl L o
Y) %100 drasas @iy (LA dulill 2sas V) %100 Aalua 5SS 8
(30K Ala U aga
rdge Ul cladod aliad) Jaddll 4uald .1.13.4

) gl o (16-4) Jsaslly (1-4) JSEN 5 il sl o
Opielis il IgA e i) Claall 585 aasi g ) aye padaiil
Sanse all ml) (o (sl Apslal Ayl omdl b Al i) Jeall 3
Lilas) Lgie dlaa¥) gsiwe oS5 «((ROC area = 0.973) dad
OOl IgA de sl clacall 385 aaas Hldl saey b &5 L(P<0.001)
Al sl o Lol () slell gl el 3 4l gl el 8
P )lsiee 4dlaa¥) ssise ol&5 ( ROC area = (0.963) dad Sl
Lyl (<0.001

Hlaa) oS & diadl (& Jeldill w Gfign 5855 Geld las) Wl
Lal) gl Lall e ol abli gl dlbad) (mpe pandil Ll
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< 0.001 0.973 | & bl il IgA de gill claally< 5
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NS: non-significant
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Ly gsiwe il (ROC area= 0.710) 4w <ul€ 3 cdlland) (a5
&IN5 el o) il Coedal Jially (P = 0.007 ) Lilias) Usine
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P ROC 4.3 ARIRES]
0.007 0.710 deadl 8 gl 585
0.021 0.681 Joadll & S 385
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A a ) 21 pgead G el 2y (o padial) oy bl (2 sl Al Gl Ao sl ol oY) AV (8-4) Jsaa
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oSead) 513 J ¥ gl
0.106 100 149 8.7 13 91.3 136 NS
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Summary:

Celiac disease is an autoimmune disorder of the small
intestine that occurs in genetically predispose people of all
ages from middle infancy on word. The prevalence of clinically
diagnosed disease is 0.05-0.27% in variouse studies.

This cross—sectional study was conducted in Diyala
province for the period from(4 September 2011-12 April 2012")
in AL-Batool Teaching Hospital for maternity and children. The
study include 156 child who were clinically suspected as having
celiac disease and 24 apparently healthy child as a control
group. The age range of the patients was 1 month to 14 years.

The aims of the study are to investigate the validity of
serological tests for the diagnosis of celiac disease and to
explore the association of the disease with certain biochemical,
immunological and hematological markers as well as

demographic factors.



Five milliliters of venous blood samples were collected
from the study and control groups following the standard
aseptic technique. One milliliter of the blood was putted in
EDTA tubes for determination of hemoglobin concentration
which was carried out immediately using the heprinized
capillary tube procedure. The remaining of the blood was
poured in plan plastic disposable tubes. Sera were separated
by centrifugation at 3000 rpm for 5 minutes, sera were divided
into two aliquot tubes and kept frozen till use. One part was
used to determine the serum calcium and albumin
concentration using commercially, aviable colorimetric Kkits.
Another part was used to determine the quantitative and
qualitative C-reactive protein using the highly sensitive
agglutination test, and also to determine the serum anti—gliadin
IgA and anti-tissue transglutaminase IgA using the enzyme-
linked immunosorbant assay(ELISA), which was carried out in

the Virology Unit at the Public Health Laboratory in Baquba.



Information regarding patients age, sex, residence, family
history, clinical sings were collected in special questionnaire
form preconstructed for this purpose. For human privacy, the
patient's relative consensus were taken.

For statistical analyses and comparison, children who
were serum anti—gliadin IgA and anti—tissue transglutaminase
IgA positive were considered as celiac disease patient's, and
those children who had only one of these marker positive were
considered as symptomatic non—celiac patients.

The results showed that the serum anti—gliadin IgA and
anti—-tissue transglutaminase IgA concentration in celiac disease
patients were significantly higher(P<0.001) compared to
symptomatic non—celiac disease patients and control groups.

The results also revealed that the serum concentration of
calcium, but not albumin, was significantly lower(P<0.001) in
celiac disease patients as compared to symptomatic non—celiac

disease patients and control groups. furthermore, the



hemoglobin concentration showed non-significant differences
among the study groups.

The c-reactive protein positivity rate was significantly
higher(P=0.038) in celiac disease patients as compared to
control group, but not significant as compared to symptomatic
non—celiac disease patients.

Regarding the clinical signs, the abdominal pain was
found in 17.1% and 82.9% among celiac disease and
symptomatic non-celiac patients respectively , although the
presence of abdominal pain increase the diagnosis of celiac
disease 2.8 times (odd ratio). Similarly, the presence of insulin
dependent diabetes mellitus ,abdominal distension and short
stature increases the risk of celiac disease, but all were
insignificant. On the other hand, the presence of 3-4 clinical
symptoms collectively increases the risk of disease by 24.3

times.



The results also showed that the celiac disease is more in
1-5 years age group, males than females , urban area than in
rural areas , and families with positive history than in families
with negative history, but all were statistically insignificant.

Regarding the validity of serum anti—gliadin IgA and anti—
tissue transglutaminase IgA tests, the results showed that the
sensitivity, specifity, accuracy, positive and negative predictive
values were 100%, 92.2%, 92.9%, 99.1%, 100% and 100%,
94.3%, 94.9%, 99.4%, 100% respectively.

It can be concluded that the serum anti—tissue
transglutaminase IgA is more valid than the serum anti—gliadin
IgA for the diagnosis of celiac disease , but the presence of
both antibodies was a strong predictive markers for the
disease. On the other hand, the serum calcium, albumin
concentrations, hemoglobin concentration and c-reactive
protein positivity were non-specific and can be used as a co-

predictive markers for the diagnosis of celiac disease.
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