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Abstract

This research was included (60) patients diagnosed as having Urticaria, (30)
patients with acute Urticaria and (30) patients with chronic Urticaria in addition to
( 30) healthy people were chosen as a control. lymphoid cells (Lymphocytes)
isolated from patients and healthy controls and added to Terasaki Plates which
containing specific antibodies to the( HLA -Class I Antigen) to identify alleles of
these antigens. The result showed (HLA-A2) allele increased in its recurrences in
patients with acute Urticaria and significantly higher when compared with chronic
Urticaria patients and control group, which have Relative Risk (RR) (4.12 , 13.50),
respectively, and raise the value of the Etiological Fraction (EF) to (0.45 , 0.55),
respectively, also significantly higher when compared acute and chronic Urticaria
patients with the control group associated with the Relative Risk (6.88) and the
Etiological Fraction (0.37) to explain the presence of Positive Association between
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the disease and (HLA-A2) allele, which gives genetically predisposed to infection
of Urticaria .
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A ehpes Sl @) Jhladll oliall 5 alall & (Vascular Reaction) Sley Jeléi a5, [1] agibs P& Galily)
lede: Gl amegiall Faged) e ¥ (g gl ) Ll L) i Edema ) ciad (e fmage lalaas e
o ) B 0sS O) CSaall ey copuiiall Jlall il pe AL clele A 885 o (Sar Al ,( Wheals )e)lasy)
[2] ddkide YIS 325 auall (e

WSVl (gald 6 e Jil)(Acute Urticaria) salall WyKa ) ) gasall 300 Jsh e lale) LlSa,Y) Cans
IV sl Auluall L cDlels oy . [3] ( axl 6 e JS))(Chronic  Urticaria) il
Lol Ll DU Al Jalsally L[4] saladl WK ¥) <Y e Agswddl o (Type I — Hypersensitivity Reaction)
22 e WE M Cundl( (IgE) Antibody) aall Jals 5l Jeliis daast Leliall Jalsally , delia s 5 delia dalse
Laldll wldies ae IgE 2zl a3l o)y, [S](Allergen) luwsaly ot Allg ( Antigenes )lasival (g
Dl Gyl Jans sl Cpaalivnedl 5180 e Wajésy ( Mast Cell) auadl WA =b Je( (Fe epsilon RI) Receptors)
Raaka) 5 dliey Jit deliadl e Jelsad) Wl [7] zLea¥ly 5dlEally LeakaV) Clinad) 038 (e [6] sl abel
A5 2V oy - [9] Opelisel) LAY il WY e 58le 5 ) [8]cabing) i Allad Cilia o (g
Calinel) LA e lajiay dnad) WA mlaw e (Fe epsilon RI) IgE ldivse o Jalxii (Autoantibodies IgG)
-[10 ]( Chronic Idiopathic Urticaria )iisjall a2l Wy<s sy selas

e e sdgnge Gliigy a5 ( Human Leukocyte Antigens ) ywise s HLA _avdll @il Glacsio
il e Self Molecules )isasall climll gn ued celiad) Sleall saclun b el Loy dpanall WA alaxs
psmgas KU juadll ¢ DAl o dad)s cilia ddaulgy a8 Glacsivall o385, [11] (Non self Molecules  )iraiill e
( dla Ay &) s el Gliall o2 ol ( HLA — Class LILIT ) Glial E36 ) caialy |, Gualull
[12] el Sleall e Adadlaall aga pomll 13a5 Gaa JSY Alleles )oBll a3 Jlls Polymorphism)
2ag (Membrane Glucoprotein )aglie 48 cligsn o (HLA Class -1 Antigens )ds¥) caiall cilasine
oui s (A, B, €) o Js¥) Giinall Gl e g leil DB aagi gladl) s 3lys e dglall LAY JS wad e
At il G (ulal Jg¥) canall Aia o) e Jlly (Codominant )ieb e salbwe & liall 38 Expression
Jss¥) Gualid) aguigag KU e milgs &My (Maternal Chromosome ) o<¥) udbull asmisag I e gmilss D
DU o (Positive Association) dulasy) dalaad) yaatia Gl (e caagl (s [13] (Paternal Chromosome
- alall ampall diaally 53lal LS5l HLA ol
Jaad) @by Algal)

Ripde 50 ) cadel ks el Balall ApLinay) 8 ol oDl G Lo & clie e dulall s3a Cidie
ol LS s 55 LSS (plama Linpya (60 ) lanse( alal
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1964 ole A (McClell and Terasaki) J# (s gy 35 Microlymphocytotoxicity Test pasdl 138 o
all aall dapk Llaasuls (Lymphocytes ) agladl) (WER] A
Glinsdll 5yl oo Jilas pan ae oplued) Ao golal) aall (e aas ddlabi(Density Gradient Centrifugation)
G O Sl Sl (b 3y alagll JLEAYI Al 3 (Lympho prep) Wl Jie Jslae Sl (PBS) aludl
n ol (PBS) (s (iipe daslialll LAY I Gk LoDl sy 50 Gl iy (plialll UDLAY) ol Al
Ol drsa we lgaliiel 4pdisml) 30a%5 e (el RPMI-1640 w3 LAY Gl ( Platelets )igseal) cilaiual)
Greadiul Al gl Gluals .[14] (Hemocytometer )asll dayyd aladiuly dyslealll LAY oty 338y DG 3add o))
24 Aalaall

(Aepmad 2)hall DA e

100 X = (%) dadsnl)
LAl IS o)

e 2 Jogging Guba S, 8y8a 60 e dyglall( Terasaki Plates ) Sl GLhl gasdl 3o 4 ity
, Al yhss oy Lnse syl dlaal I AL=YL (HLA- A,B and C Antigens) cilaciue dalall de sl dlay)
Ll il 5 4,10 m gy el i 58y Gl 8 By S0 Ayglialll LAY Glle (pn pna iy (pmndll Yy
delall Joans LAY Cise o Jory (53l adiall (aiil) @il Layisil (Rabbit Complement) caiY) adie (s ana
Clial eaall aladiuly BLLY) (assis , (Formaldehyde) wlealloysdll caliay Gy days Cppasd¥) daay goals
(Score) aall 4dle syin JSI culaefs Zisall WDAN 44l Lol Glual (phase contrast Microscope) skl culial
HPATRPXS
80-100%  Score 8 (strong positive)
40-79% Score 6 (positive)
20-39 % Score 4 (weak positive)

10-19 % Score 2 (doubtful negative)
0-9 % Score 1 (negative)

(HLA Phenotype) 3ll g)edaall baaill e Capeill (S cdle il o3a hlal daadla A Gas
(Statistical Analysis ) Slaa¥) Juladl)

bl Jiais (Relative Risk;RR) ondll jhadlly Cajad cilamivially (i yall (e 4l ()

axd

~ bxe

Aaiall Galalall oyl 22t a

Loaiall cplalall e ocagall 2e i b

Aol cplalad) 3ydard) 3)8) aae 2

seineall lalall e 5kl 2 e 2 d

= Al (1 oe 5SI) ) (Negative Association) 4wl dalas a3 s (1 e JB) )owle (RR) dad 755
Guadl  deledl iy dpla¥) daladl xey . (Positive  Association) Al Aabas
Aoleall cas (Etiological Fraction ; EF)

B = () i)
-Maximum Association) (ssad 4alas ) 204l ( No Association dabas 3ag¥ ) sa b ( EF )iad #9)y6
s Ciaaa WS, [14]( Fisher's Exact Probability )(P) ddlaial cueadind 883l culiBlall dyginal) culd @ll sl
Al P e (PC) Al

e U9 Claingl s X P adlial =((PC) dasaad) dillaayl)
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Results il
HLA —Class I Antigens J¥) ciiall (e Adl) GiUall) it
( HLA-A ) ladai

Gun, Aplie) Lalall WISEN) e 8 LSS clazind) el (HLA-A2 ) acsicdd) Gl (1 Jsaall) DA (e 205
s diadall LHKEN) ye 4(8) 5 (60%) Auisy dmisall 138 salall LLSEN) mye o e (18) ekl
e O Lsine GERY) (IS5 - (10%) sy miveal) 13¢] bS5 (3 Jslasdl deganas 1(26.6%) Gunsiss il
shall 32l b st CDUAY) 1aay gl e (4.7 X 1075, 0.009 ) ddlaa¥l cualy 3 diajally salall LSy
Etiological ) cuswall Jalall dad ad) 4 g i) 13 gl Je (113.50 54.12 ) (Relative Risk) (i)
Sl Hhall dad (mid M go) L (P>0.05) ddlaa) gsiue de gl Je (0.55 5 0.45) I (Fraction
(2 Js2a) (0.19) I sl Jalal) IS (3.27)
dgina lg)h JC& Al Cuny gyl desanas (oapall pran b Al C))S5 Cijelal si (HLA-A) Glacival 4 L)
.(P>0.05) Alaia) (s5iunas

alall ISEN) mge 3 (A )adsall (HLA-Class T )Js¥) ciicall (o gl Gl Slaminsdd dygiall canilly ey = 1058
3ylasdl de samas Aiasally salall dalie )

Sl 4s gara el sy Baladl L) .
Cifdatica
No:30 No:30 No:30 HLA
% KXA % dand) % Aad)
36.6 11 26.6 8 16.6 5 Al
10 3 26.6 8 60 18 A2
13.3 4 23.3 7 13.3 4 A3
16.6 5 10 3 10 3 All
10 3 13.3 4 10 3 A23
333 10 26.6 8 23.3 7 A24
13.3 4 20 6 10 3 A25
30 9 23.3 7 23.3 7 A26
6.6 2 16.6 5 13.3 4 A28
20 6 10 3 10 3 A29
33 1 6.6 2 6.6 2 A30
333 10 433 13 36.6 11 A32
23.3 7 23.3 7 26.6 8 A33
13.3 4 20 6 20 6 A34

e onbe i) die Lgies B ekl 3y (HLA-Class I Antigen) Js¥) ciiall (o oapetl) Gl acmins =2 Jgia
5ylanadl de sana s Aiajally salall Aalie Y1 Ll Lyl<s Y]

EP RR P Liall A
0.45 4.12 0.009 HLA-A2 Lajall WIKEY) aye pa salall WSS,V e
0.45 13.50 4.7x 107° HLA-A2 Syhanal) de sene e salall WKENY) aaye
0.19 3.27 Not significant HLA-A2 ) de gana e Aajall LK) oy
0.37 6.88 0.001 HLA-A2 Sl degane po WIKEY) oaye
Lleay! :P
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(HLA-CW ) c)aivs 5 (HLA-B ) casions
Lajally saladl LSS oaye Gale Gandl lpiany ae dliie CiilS Clamiud) DS L 4 53 Jsas (e il

2 b (B )adsall (HLA-Class T )Js¥) ciiall (o oail) il clamivel Zygiall colly 2aeY) —3J50a
5olardl Ae samas diajalls salal) Lnlie] dalall Uy\<a )

3lasd) ds gana Adajall Ll daladl Ll )
No:30 No:30 No:30 HLA &ladaioe

% Aaad) % daad) % Adad)
36.6 11 333 10 33.3 10 B5
16.6 5 10 3 13.3 4 B7
13.3 4 16.6 5 10 3 B8
26.6 8 333 10 30 9 B12
20 6 16.6 5 16.6 5 B13
13.3 4 10 3 20 6 B14
16.6 5 13.3 4 10 3 B15

10 3 10 3 6.6 2 B17

10 3 16.6 5 20 6 BI18
13.3 4 6.6 2 6.6 2 B21
10 3 13.3 4 13.3 4 B22
26.6 8 36.6 11 33.3 10 B27
10 3 10 3 13.3 4 B37
16.6 5 10 3 10 3 B38
13.3 4 20 6 16.6 5 B39
33 1 6.6 2 6.6 2 B40
26.6 8 23.3 7 13.3 4 B41

alal) WISEN) anpe 3 (CW )gdsall (HLA-Class T )Js¥) caiall (o oaaill alkil) lamivnal iy giall consilly 2aeY) -4 52

$ylasdl Ae sama s Aiaally salall dlie )

3yl de gana adall Lyl saladl Lyl )
No:30 No:30 No:30 HLA ot
% 22zl % 22zl % 2axl)
26.6 8 23.3 7 233 7 Cwl
13.3 4 16.6 5 20 6 Cw2
20 6 233 7 26.6 8 Cw3
30 9 36.6 11 433 13 Cw4
16.6 5 26.6 8 26.6 8 Cw5
26.6 8 23.3 7 16.6 5 Cwb
40 12 333 10 333 10 Cw7
433 13 36.6 11 30 9 Cw8

Discussion 43Ul
Ghsll i) Sl & V) (HLA-Class I Antigen) Js¥) caiall go o) Goldail)l Claaiod 55 3
hel 2y salal) LISV e B 4SS 8 dauls salyy (HLA- A2) dV1 13, dalie ) dalall Ll 4ladl
L et il ally 8ylandl de samas Aladall LGN e ge A5lad) die JSlas¥) Jilaill shal die Lgine Wy
e o sl e (0555 0.45) A (EF) casdl Jolall 3 ad)y sl e (1 13.5054.12) ) (RR)
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el 385 bl sl DA 5 gie colS g Asejally salal) Aalie) dpalal) LISEN) age e Lingye 60 CulS Ayl
Ja 1385 (0.37) ase Jaley (6.88) oot shal dialias dysina s 5ylasdl de gane go Apiall 2o Slan) (il
LD Ly laxinl aey 8 (gAlly (HLA- A2) QNI (=34l ule (Positive Association) dulay) dalas e
Gelia e ol [15] duclio a Ua Gpadll Al LSSl poimpall JSglhilisiall Ja¥) e adias ally LSS,
[16] isd) Jalsall e

Glaaius gaaspe bl Al WSH 4 Cunl i) alupy ZE s Acdlie Sl el Geladdy
) [17] dealal ) 8 (HLA- B44) &) of () ey Leansy dadall )< y¥1 xe (HLA-Class I Antigen)
(HLA- DR4 ,DQ8) il Caiall <DL wa dslad Gialian I ol J3Y) and) o, [18] (HLA- B4) JiV)
Glelaall g dila Jhs JC&) s | HLA @lije Lass Al Gluall o) o claalall sdgd pulu¥) il o) [19]
[20] HLA <3Gl g o5 asay M (6050 (ulia¥) aaaiy SIS ¢ giills Zudhaal) dslaiall 48] clBEAY] culd ddbiag)
hlde) (Ll o) s JSa) (mylets 8 iy duadil) HLA <D (g ddlide ilalg)) ellie 4ndi (mpall of 1K [21]
Joi 58 5 (S5 (lagpdl) ) LASH)Jie Al Claidd) ey o 2[22] dihaall 5) 4l Glesand) e
Slealh g Alls ( Molecular Mimicry )aisall slSlaadl JMA oo Self-Antigens )dsaidll clacsinall oli e
Clacaionall 038 a2 (pe e HLA DU £55 oy dpad ) 58 (e Apadidll cilaivadl Gn uedl dseay elid)
Jalgall I ddlal ¢ Autoimmune Chronic Urticaria diejel) 453 deliall Lyl culaal Sl dslaall) LAY
. [24,23] Adhaie JSI Adbiaa) A
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