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%40.9 5 ( 1987, Abdulhusain) %33.5ulS Zoalall alpe¥) & Llal¥) 40w 1987 ole
- (2010 » ys,als Khalifa) 2010 ale A

oAbl sl Bl sy e %25-15 o 4wl 4 (1 2003) Alkhateeb Lay

cd¥) gl (Sl elag A8l 3arll =y Jie Autoimmune disease  Agld delia
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J8 e Cupal Ay 8 elld ela dlarg & Bpalal) (o) 3 GIED el Gled) iy

sl 1 o)y %8.3 S Gleall Lla¥) das ol 3 (2012, Ibrahim , Almandalawi )
QeSS Gy Sl & Alal) duaig races @he) JSU JukYly cpallll paladV) cuay
fasy slee¥) IS Canay (oajall 13a @lly e Slzmé . (2003, Dogra , Handa ) i)l
Ji e (e %80-70 oy 4 20 (e J yee b dpcayall VY Cia b 4y LY

.( 2003, Herau ) 23 30 jee

LlaY) daw o Ll e Apaladl (he¥) s Jsa atuhy & (2011) (D o
(20-10) & LoD Lajas Gypanl) il S8 ofs %3.5 <y o Adadlae 3 3led) (e
s (25-10) aajlee) cingly Bleall Whias Liagpe 150 il wigl 8 cappal Ay 8 . 4w
(2007 » osxals Gopal ) daw (20—11) dppead) 251 o L Liayad dypeal) i) Q) o)
Ayl Asled) B el Al a8 (2011, oAl Al-Mubarak ) Galll o Gl
Al oy Sledl (e Aball At Labai@yly delaally dpdll Al ) 3 dgased)
- Al Lyl dpenll lidll SSI b (30-21) dppenl

Fatani ) calll Lo a6 Lased) dupall 3Sed) & doSall 3% dihie & dulp b
e o) ale (S5 4w 24.5 5 Gl (e onbadll jee Jaee o) 1Y (2014, (55305
, A8 Zeliddl galya) (40 2y A Thyroid disorders 2@ )all sasll Gllylacaly Jadipe ()
o Olell LoD Laajas Ay peall lidl) g€ of N (1 2016 ) Hussein , Tariq [ Lal Lay

- %8.33 aly 3 (40-31) 4y peadl 48l Lelily %36.67 lal¥) duw <l 3 dau (20-10)

A 20 e 8 Apeal) ) G 225 (12016 ) AlI-Qayssi L 56 2016 ale Ay

L 40 eSSV A peall 28 o Bulial LBy Bled) (e AL Linyas JSY)
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Some factors triggering vitiligo 3!l (sl Aasldl) Jajsal) (e 2-3-2

Chemicals 4l sjgall 1-2-3-2
monobenzene Jis 435k alse e 45l Gloves cagsll sy (pdll Jlaadl o
sl ady Jlaall eWoa g2l e elis <l melanocytes deluall LAY dals 33l el

(1977 » ossals Mosher) deluall LAY ahas casy White macules

Uardl aguayal 22y develope depigmentation ¢5lll b jeeda AV andl Jaasy
dasal salgall LIAT Aalud)l 48Lasl lgally hydroguinone culiiia o (Al Akl 3 gall
Loall Al JalsaS 2@ e dulie )il L) Melano cytotoxic chemicals Sl

gall yanyg hair dyes =il ¢ Lualy cosmetics sualuall Jeaiy Depigmenting factors
ALY Jsall & 3agasall hydroquinone wiliiiay toothpaste L) (eaea A sl
» Hercogova , Lotti ) a@¥) (aamy A Ll All) Suéas e Jaxd germicide adiljall
- (2004

Physical injury sglisdll ) ual 2-2-3-2

DY) e e g5 dpan d el (e sl Gledl Gabel sl 0 8
s) abrasion LSl 4 (gadlly Wound #~all 5l Cut adadll Jis physical injuries 4, b4l
Comy ) pall ddse (B Gledl pap palel el o) ) Sun exposure (el (il aay
Koebner yu < sl isomorphic response abilaiall dalanuy) e Gl 8 5 4l
N minimal threshold of injury s a¥) dgall aay jelas 3 2385 phenomenon(KP)
Minor traumas Jai J8l 43l dump e Wsld ~hhay 8 Las gas o (KP) JusS sals Juass
Uaye Gl Goan jaad e hald 56 o) (Sae pedld) (e dialaldl Friction dllial) Jie
. (2012, ys,als Goldsmith ) Vitiligo lesions (3lel
Drugs Theropy 8ty 4,580 dallaal) 3-2-3-2
ieadl sla¥) am i)l Jedd Gled)l Gmpe s B ADle 4l dlially

Interleukins) cluxloayl i biological drugs dasball Lélsally antimicrobial drugs
ey
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Lalall W) any A deaiud Sl external drugs s)lall Jleain) iy aleal) @l

. (2007 , 555 Curzytele) Alopecia  dusidl dalall (e Jic

= ) e o Sen ladlally AysV) 038 (e (e aladinl
aalgs Al Cytotoxic T—cells diaudl 480l AN Laisi PA 0 pblw d6-1
WAL goldll Cigall 33yl e 5} melanocyte antigens e luall LAY Cilaaiig
. melanocyte apoptosis 4. luall
<) Sympathetic nerves istiaull lacy) Gl lews Pla e il e 562
) Chemical synapses 4, 5Lesll dpuasll EBa gl ddalug e buall WAL Juah

. melanocyte function disorders Zeluall WA dadas 4 @bl ) g5

Other factors Al Jalgs 4-2-3-2
emotional  _uaill 2l leia GBledl (rap Jpan (3 Lage 1y9d (5355 (A) Jalse elllia
sarll Jdile &b 2y diet ¢laall g4y infections s92-lly Pregnancy Jeally stress

Strivastava , ) autoimmune disease Asldll Ac il (yalls Positive family history
led Gl aye e daslill Psychological effects dual) colyitill o) o ( 2007, Sehgal
o) ellyy dark —pigmented skin SIall e alall g5 AV sal Aals el

(2010 5 33305 Choi ) aslall dlally lead) alal) Gule daals laa <l

gl o) alaN) sxg embarrassment sVl Gl Glall par Gabaddl

Yl aadl te Vitiligo lesion led) 4l s Laie 4ala low self- esteem IR
O S (2015 osals Sarhan) caldl jlal AL (2015 5 54l Sangma ) aslls ¢ 1A
& Sexual health 4l Asally marital status Zagyll Al Je f5 8 3ledl (e

. Self-Confidence _pailly 48l ass g Shyness Jaall cuw Cpial) SIS
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Gl parm Jgan i Al albil 3 -3 -2
— Y SN Lgie Gled) (faye Cigas miagi o Jslad sae culyylar Al

Genetic theory 4j),¢h 4,1 1-3 — 3 =2

heritable  Lils e cllia 43l yudy 5 493 delid) () ao Gleall (e Lals))
@Sl 612 Gaye & Jall s LS Gled) (=)l genetic basis Lua Lululy predisposition

- (2005 » usAls Huggins ) diabetes mellitus type 1J¥1 g5l

o3 o) a4l deliall Gyl me Gleal) Giare Daliy) e ) 1 il ladyall iy
slianll adll LS amivey Gledd) Ly o ADle sy wlKel Lo eguall cilalu bl
- (2015 5 ysAls Hassab) Human leukocyte antigen(HLA) )l

<A Vitiligo pathogenesis (Gledl (aym dpialul 4Dle 4l catalase .yl cpa o

O AR alant aiay gty G ayi) o 3 Bleall (mye B (B a1 Allad Jagu ol

Chappell ;) pauSyls elo A Apandl 22l (H202) fpagimedl auSgpm adaas (PlA
. ( 2009, Halder

Neural theory duasll 4, 51 2— 3 =3 =2
Lelbuall AN adaat Al A0 A8heS hiley llia o) e dlail) oda adiad
ALl eyt Agsbuasll Lailugll sday (pitlaall daual Leall haudiy o685 ) melanocytes
dfuac g0 Jalse g @bnormal neuropeptide dmnl ;¢ dac Glafy K& e duaxll
Lnan)) bVl oyl 5 Gled) (e ol @lld e Slaé nerve growth factors
Viral  pugpdll delaall auie¥) Qlal 4 JWl s WS neurological disorders
Peripheral nerve  &lasall Glacy) cali cuud Al trauma dsasll; encephalitis

.( 2000, Nordlund , Hann) damage
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Autoimmune Theory 4gial) dslial) 4,15 3- 3 =3 =2

s disorders cbhlaal 4 Autoimmune diseases 4ildll deludll alpely aaiy
i LglSy 4t auall Aol dealgay IMMune System _clid) Sleall asiy leulu) o
Al saleas olual gzl @lh . Foreign invaders dne  dgle  Antigens
Al aaled Al auto reactive T.cells adais 43l 450 WA Wl 4l autoantibodies
- (2013 55,4l Rich ) awal)
Oxidative stress theory sawslill slga¥) 4514 — 3 =3 -2

Toxic Lls (S Free Radicals sl jsiall aeni o) U (2011) Garbel Ll
nitric oxide levels clmll Syl Gligine o)y lgadhad I g5 & ey Reluall WAL
WAl Auto destruction Slall ahaasll ) (g2 Laa 1385 GBledl a Jpan Alls 8 Ja3
Al ) a8l e el lisiad pnals sl Vsa 058 & ey Ol dasal salsdl)

.Oxidative strees LgJuSU\

uax 4 reactive oxygen species Jladll cpanSo¥) &1l Al e u3 Jalge clila

QL @luhall & 1A laye s drugs 4yea¥) ass oladiulg infections 5 Stress e Slell

Bl Sluball sy 3 oS5 8 OmesuedlanSsnn 385 G 8al) dsan ol G 15l
. (2017, Zailaie) delull salall 538 385 8 Jaga gl elly e TskaaY

Other theories Al al ki 5- 3 -3 -2
Nordiund , Hann ) cuuss Gledl G Jsas i i) dalse (55 o) Jainal (e
—: 5 (2000 ,
& rough endoplasmic reticulum  Zaial) 4 S V) A0l dgdagy S5 4 JIs —1]
L Gl e b A luall DA
Deficiency in melanocyte growth factors deluall LAY g Jalge A (il =2

Viral origin s, dlal (e 3L =3
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Behl ) . (2-2) J<all & LS Gledd) (e ) 5055 (pa) s Jalse el ey (e Db
(2003, o535

Triggering Factor(s) Molecular level changes | Genetic Factor(s) l

Nutritional Deficiency Biochemical | Normal Skin
Sesntianl 8 changes
Drugs

Enzymatic ' Previtiligo

Infection(s) | disturbance

Focal sepsis and Toxins

Autoimmunity
and immune
dysfunctions

Exposure to chemicals

Bledl G i ) dpagall ldly Jalsall ey (2-2) S

Classification of Vitiligo glg) (2 ciiiali 4-3-2

- (1982, Lerner , Nordlund ) cauay Gled) (faye canial o

Localized Vitiligo gl 3ledl -1

cAlad) slame W) e sanly dikia & S ) saals dady e sS) oM gl g
Generalized Vitiligo sl 3lgdl —2

Ghlie 3 Jldie LY a35 sy ChLYl angdl 8 Galie (Sa il G gl 1y
depigmented patches dxuall dape 2l (<59 most common le gl JiS) S ad ga

. Symmetrically 3ylalita s auly IS5 Aeigag
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Universal Vitiligo Jal&l algd-3
dmnb 68 all) (Kl el cavns 3380 e %80 e SIS LAY (e ol 1 Jady

Few normal pigmented patches 4Ll 4c gunay

= L ctia ) 3ledl (e s 238 (1988, Tango , Koga ) (lalll L

Segmental Vitiligo abill 3l -1
caheV¥) ek amy 34l dermatomal distribution gala aish i gl 13
b ddas Sy Stable course sy 3y (uSay sale o) gkt

Non segmental Vitiligo il & 3led) -2
ol Uafipe (sSsy Gl sl Al Aeguy skity Ving legud JS) gl 1 (05,
Cuall ol iy J) gl oSl elyy 4@l saall bl lgie A8 delid)

. (2012, ysals Goldsmith,2010 Picardo , Taieb) Pernicious anemia

Diagnosis of Vitiligo gl (am gadis 5-3-2

, Gsaly Goldsmith , 2010 , Picardo , Taieb ) casy Gledl (e (et o

~: b L, (2012

Clinical appearance 4yl jaladl —1
hypopigmental 4Ll Zauall <y shliall Wood s Lamp #luas dblug gasidll =2
ivory color Lale Uyl el sale ~luadll 13¢ asd Ladic areas

Histopatholigal study sl au)yall =3

zeasi bale Glell g lesion Gl o ledde Jgeanldl 24y ) 4alal) biopsy g all
late  ( sabie Lda sloay <l ) o6 Cile Sl early lesions (58 @lil) i e

. ydall dnda e dauall s3gd 3alsall LA oSl dxval milky white lesions
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Gl s Aghalal) L lal) Alaiad) 6-3-2

Humoral immune response and Vitiligo
bl drpal salgall WAL slas Antibodies  saliaall alual¥) (e adiy
A Jan gl Lalls elana¥) Jsme go Al 3lgll oape U 3 Melanocyte antibodies

- (2014 » ysuals Ingordo , 2005 » ssals Farrokhi ) ogialidl L 28 clulys DA (e

il o s Blel)l (mpe 525 ge Ll canlin saliaall alua¥) (gsiue b 32l oda

bt JIA G lgie sae LT ) 3alcad) luall oda jacas a5ay5 . Depigmentation
B—or T aatll ) 45l deliall WIAN gouue Jo clall jleall caillay & dysregulation
3l gall LAY claaiiad lacks of tolerance Jaadll s jlassy o< 1284 cell lymphocytes
cell antibodies 4zuall LAY o8 olad 3alias alual Heeda e @) aily Loy (aDlhal) dapal

. Anti—pigment

reactions melanocyte dchsall deluall WAL (e 3 aiadl Cilacaiuadl <80 a8
@lKs . (2005 5 osals Kroll)  Cellular immune disrupted a5la delic EBlelé Lo
Al Al 40 sl 196 Caiall 35Sl danall e Lual) LAY 3aliadd) aluaY)
(1991 5 os,als Xie ) (19G3 19G2, 1gG1 )

g5 ey bawadie laly blas lewa st dasye B-cells 43L 4l JS
o DS Iane ot Lgild aalgall dmiuaal) A0 4slaalll A0 & Lovie UM aaleal) aiosall
Al Babaall sl - Y aiias Gal¥h o8 4Pl A JS5 Plasma cells 4Bl LA
iy Ji ilenl Aglie amivdly sl b)) dsbee s Laal) Jilsudly o2l (gm0 b s
Aabwall pedi e culS S| Al azall o affinity 4y colK WIS Lock and Key
WAl gy Ao adiay ¥ ) Ay Nalve — B— cells daidlal) 46Ul WA Ladn o) LS Jiad)
WA ) Jsatiy amivaal) Jsan die Lehalin 58 dlala DA @) ) T-cells 4l 4y laall
. (2007 , Kelly )B.cells 43\
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Gl Garas Agtal) Leliad) Alaiay) 7-3-2

Cellular immune response and Vitiligo

4Y) dahie Jsn macrophages duealdl WIAN 2sag agiulyy (& Gfalll (aey LaaY
APL Zoealdl) WIAN WLE ocayy B 2afgill Mday (3leall oyl Perilesional skin - dualal)
Vanden) Cytotoxic T—cells deull 256l LAY J8 o Jill Gjeas Al delual) LA
Pl WA slae) 4B 8 Gy gl LaaY (12005) il Kroll L (2002 5 o540
oo 535l Al leal) gou ADe 4l Aiuall i ) Alal) dikie & Langerhans cells
delie Adee oelys o 3 SN WAL o€l aaedl s oy dsbaddl Zalall kil
52y o) aasl Gl e Slmd ¢ Agluall LAY s ) ) 3l Immunological process
oy Sl e B asale <5 Natural Killer Cells (NK' ) ddal) aBlell LAY dlac)
ac la, stable disease [yl sygdl Al Al Yy o)limily (ampall s2a 335 I
1Al ONgeNae ) Gled) (ape (b b loall LNAN alaat b 50 o] LDIAT w38 o) Ayl
. (2003

axiadl Joly Al i Cytotoxic T— cells(CD8+) dseudl ailill LAY aales
e iy Tyrosinase Jis Melanocyte specific antigen daxuall salgall WAL oAl
- (2014 5 G5 Al LIn ) GBled) pam A Walae) 30k Pla
ld T.cells 45l LAY o (4 (2009) o554l Vanden Boorna duhy ela Lo clld jiay Laa
led asxs Lpanad) A50 LDAN ) (g Lsh Sy damy 1385 4 Ll DA ey J8 e )40
Kimp) (3-2 J<8) Gl sam 4 Laly 3 depigmentation dauall dl) & )
- (2001 « ¢y9als
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—
Cell-mediated immunity « Humoral (antibody-mediated) immunity
'

Melanocyte
Antigen-presenting cell
- S
Amge“ : Antigen”  Membrane-
bound
MHC ' J
class Il — - agian. - / antibody
o ™ peptide — ¥
- meae/ B cell
destruction
y S i
N

Antibody (damages
melanocytes via
complement or ADCC)

Cognate help (via cytokines)

(2001 ¢ ¢y33)s KIMp) Gleal (iape 8 aalall dglal delial b Alaaall cil¥I(3-2) J<i

pdae Ual) Jalgad) (s 8-3-2
: Cytokines 4 glal) culsall 1-8-3-2

s GAY) aall WAy e liadl Slead) LS o Sl 5alS Jan Ay cilipn o
- (2014, Swaminathan ) 4uéi e ldl Hleall WIS Jlail Al < Jaad 4 i)l

Jio dalsall (o dpaall Alaind Lelidll ey Gelial) WAD G 5l Sl 55
. (2013 , 5.3); Didier , Gela—Simeon ) <y ey &k yeudll Jalgalls calgilY)

dgnain e LN ClS) ¢ Do ) laia) alaii b 10 150 5l clSpall (03

Lolal st ) gt 020 e Lelee ()55 Systemic dplea ol locally inflammation
lams Jaxi 38 4 Paracrine action iy 3ylaall AN e Jaxi 5l Autocrine i
@l S K dae asiy N (2007, Jayapal) Endocrine e Ll dasidl aal) e
s 3 Specific cell surface receptor lgle Jomy Al Al mhaw e pald Jiiia
sda ddlay e LW Jeas 2 dgawldl Intracellular signaling 4gsla Jalall <ol Lay)
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proteiniebhic ielie cligsy @l o da¥) 8 L lll alSall cie WS, Kl

. (2007, Desai) Immune regulatory

o D Wl ) ot Y Al Gl al e aiilay e S B el Sleal) adieg
dcliall (alpl aa lgasy s antimicrobial immune defense clig )il s e liall & aall
am Cauadll Gleliy lige Uspus a3 a5 immune deficiency delid) =i 4 40l

. (2010 , (45415 Ben—Menachem-Ziden ) diajalls salall culilgaly)

synergism 5Ll ddlias ()sS3 388 dae JSE el lgcany ae 4l lLSall Jelin
DA JB e aaly (gld Sa st gl panad e Aggee S5 38 51 Antagonism sl )
1Al aaxie alaal dallea o Liyad 5l Lae 4alaia) s0axia Pleiotropy‘z,,.a LAl lS allg

, 0sals Schmitz) (4 — 2) JSi GGl e sloae¥) dalid Lo g dgslal) cilSall

. (2011
Abbreviated Example of the Cytokine Network
IFN-y “
TNF-a ,;4__
- Neutrophil \

WA gl o Aol a¥lay) Je spall bl ) Gl all 5 (4 -2) Jsa
- (2011, ¢5Als Schmitz) el Sleall 8 dabiadl)
elianll aall Gl S laEl & 68 oda g Interleukins oabianl cpdl ) d6al) LSl canas

lymphocytes 4y5lealll LAY W))al o488 Lymphokine Zysléd «lSyay leukocytes
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LWl Gl€yay Monocyte saadl WAL il . Monokine ayda LSy
. (2012, Jain ) golall leall jaaes iy Gulal e adiey Cagiaill 13as Chemokine
IL=10, IL=8, IL=6 Jix 3led) siam (B oaban¥) Gl (aany SDA) (ggia dlan
Sledl (e Anabal 3 b€ Dy Alall Gl o3 of ol Jy Le e

, (2005 ,Galadari) Pathogenesis of Vitiligo
IL-4, IL-3, IL-2, IL-1 Jie dluliic 2y cuhely  clSaliul s aag
Aaalll Ay dagald) o Apeeldl LDAD Lgie by Aol A Laluly asiiy &,
Leukocytes\Dlall sia 85y gl chans gl 3 eliandl ol LA 3 IS

. (2010 » (5,315 Menachem —Ziden)

Interleukin(IL—6) (ualwd) aban) o) —: Y
3aall LAy Fibroblast aadll da g ¥) WA Jie ddlide WA (e (Sl V) 138 iy
Lally Mast cells (dwadl) ay,lall WAy phagocytes Zualdl WAl monocytes (sl

GlLlaPU Al gal) Bl gl SV (e pabian) cpall 138 &l e Slzad T.cells 4 laalll gl

il W)y endothelial cells Dl WA aaaw X proinflammatory
- (2014, Swaminanthan) macrophages .Sl a2lll LA ¢ Lall .4 meningeal cells

VsaS Jury gl ol oo Jspsdll g5 Oleal) Cipon P oo iy 3 IL-6 ek

Jis acute —phase proteins alall gl culisig n -l 33k e Janyy Pyrogenic (gses

4l WA o« Fibrinogen il 455 505 C—reactive protein C Jladll (yiigpll o~

Autoimmune 451l de L) <l yaialy 4]l Al cilileal) Jal gy 45) LS Hepatocytes

AL WA e IL-6 sy <l 48l sl Cleally Jo¥) gl (Rl ¢l Jia disorders
(2011, RIS Barnes) cytotoxic T—cells  duand) a5l LAY Zllad g Lalingy B—cells

On 5aS Aesane sela (B iy Las (TNF= ) oyl Al dale ae IL=6 Jee ()58,

mmi s 4l @l e Sliad Caumall cileling Qg ae Aadipall Lhalally dyglal) st

differentiation of T-lymphocytes astll LMAll jlas Granulocytes duusall WA - Ll

. (2012, ys,as Crokher)
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3agase (580 3 anall & HLESY) Zaly (K5 (IL-6R) 6= (pcaloan¥) o) CBLELGL
dne il LAY 550K dealdl LBIAYs Hemopoetic precursors  aall 45 <4l ggalgll e

Thandavan) plasma cells 4.3 LA, hepatocytes 2.l LBall; Myeloid cells
(2015 5 o558l

S (B-cells) 4l 4 5aalll LA lall lall juian sa IL-6J0 duwi )l dadadl) o)
e oSl s @l X antibodies saliaall alual) man Ally 4wyl WA
RIS Uglestic)Causative agents  duajall Cluwadl Je cladll 3 (gAY Gl gl
. (2015,

Interleukin(IL— 10) Jdlal) abian) o) —: LG
alil e gyl LA Anti—inflammatory cytokine (lgiPl abias (gld Sya 58
48l WAl (Th2) At el saeluadl 45860 455alll LAY XXy monocytes  a N
Said) Mast cells  duadl 5 dplall LAY @iy e Sl regulatory T—cells dakidll
llsall Apglal)l LSl e dpaall T 3 Lsdy Lega g IL-10 (525 . (2010 5 53T,

. chemoattractant 4, Lu<ll LAy Pro inflammatory <l

(Th2) Sl el sac lusal) 2500 4gaalll LAY gla  Sm il e IL-10 Caiay
» WS, inflammatory response duleily)  clblaiay) (e dauly de seas Jadiy 4 o) s
syals Villalata ) dlelall e liall cililaind) (il e Baliall 3 lage Sele 3y 4ils Cigpas
WA (e b€ e of I aiadn 3 (2010 5 50315 Sabatos—payton ) il . (2011 ,
acquired immunity i€l delidl o) innate immunityi hal) dlabial de bl o JS &
dylall WAl dendritic cells ayaiall WA &y 8 L IL-10 zWl ge s o) oS
5 Th17 3 Th2 5 Thl ; CD8 cells LA, anlll WAL, daall WA duadall A1WEN LA,
. CD4 cells
bl deldl juaty  Cellular immunity 4all delid) Lyt e IL-10 Jax

5 IL=2 g0 —TNF Jie 480 clSndl e aaell 3idas Wy @3Sy humoral immunity

. (2009 ’ U}PB KOUI’) INF_B
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IFN LS ¢ g8, —: G

sl Glagilall laniiii Jale 5l (Type Il Interferone) SGI el g8l Cayny
Ol gl el Sleall aeyy 5853 LIy, Macrophage — activity factor(MAF)
. (2008 , 5,3)s Stalenhoef) dasgivall LAY golal) Jlail)

Natural killer cells bl 6E) LAY (o oy JS80 IFN=y LIS (5 5 55 iy
Adaptive iusSall iclid) & Ll Innate immunity  dlabid) deliadl 8 g5l Jaws S (NK)
aaiaadl Je apmill AlaiulS T-cells 450l WA e (goldl) Syall s isy immunity
B— 4l W) ey e Dsd [L-18 , IL-12 dhlug o)),8) dlays antigen recognition

IFN-y ztl & salud Lay) antigen — presenting cells acaiiall daxiall LA cells
. (2016 , Ronnblom)

LN aca A€l delally 4y il deliall ) 4 lal) el al) aal IFN= y axg
IFN=y a Jafiyg dpeald) 0800 aaW) Jadiall aay WS dgbalally 43,0800 G g ldll

el (8 sl )50 5 Ahaad) iy, ASNI Ao liall Gabyaly 40020 QLLEN) Ge 1S dae as
e Allall A IFN-y =3, Replication (ug pldll ceeliad aia e 458 PA e el
ALaliad) Leliall L) (e 3 4iias Natural killer cells(NK) bl degdall LA
ALl Apglaadl)l At LAl (THT) JsY) gsil) sacluadl 2500 d5laalll LAY (e @Sy

. (2007 , Wilson , Schoendorn ) Cytotoxic T- lymphocytes

- (2004 , (55 Schroder ) eliadl jleall cDlelss & Llaie hea IFN-y 35
& dady A, host defenses Caadll cilelas d (gslall Syall 1 agul &b (e Dad
4013 3alias alual Z 1) st PR e Autoimmune disease a5l dcliadll (alyal
apopptosis gajuall Cigall dgdee uaat Gy dpand) 4501 LA Lanin g Autoantibodies
el Syall dd increased expression il 33k ofy target cells caagdl LA
Vitiligo induced  3leall (a4 dauall A)) uéss 8 Laga Dgd (g% alany IFN—y

- (2015, wsAls Yang) depigmentation
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Immunoglobulin (Ig)d:e Uall cilisl gy i<t 2—-8-3-2

400 dylealll LAY J8 e many glycoproteins 4y S duidig pn Glia e Hle a
Jaay) oda elidl leall aadiny (- 2006, Milcarck, Borghesi) B-lymphocytes
e opmall AV AN Antigens claziudl gl dgpal) alual) Je sjaill & Antibodies
Dla 5 damY) odag baydl JUad e Jexi by by s toXINs Lgalilids 488 olals afila
sl oda aagis Plasma cells Lepldl WA Lealil e Algiue daiuall dueliad) Llaiuy)
Sle oyl & Specificity dnapad Ly duapill Jilgudly Serum il Jas A saliadl)
Glee oy 4 aldl) aaiially sladd) auall bl xieg target antigen caagl acainll
antigen—antibody sl —aall Mal precipitation s yill ) agglutination ¢yl
Juad XXy phagocytosis bl dulee ol 3alcaddl aluaV) sda aillay (05 COMplex

Complementasiall dashaial (saliil) elludl) Jia (5)AY) doe liall Llain)
-(2006, Milcarek,Broghesi )

s3ls Soluble form LA B JC& 1 ouilyd <o saliaad) aluaV) il o) (Sa
Membrane—bound form ¢Liall Jagipe JSGy  Apemal) Jilgully aall & WAL J8 e 54
B- LU LAY i anly L) s B-cells 45l WA mhu e LS5 2 )
WA oda Juadd Jenwy 400 WA xlau e L cBldiual) 228 225t 4 cells receptors
Memory 5SIall LA I o), 4Dl WA Capaty saliaall alua¥) am LA U Wl sl
Ll A Bye alsdd die 4ndi daiaall KXy auall 4 Ald 85 o) cpdid Al cells
-(2006, Milcarek,Broghesi ) Jiiwd) & ¢yl J<5 43))

> )y ket JS Light chain opilaie ogdd cpilule e dbiaall sl S

aly) ddaulsy Heavy chain ilildia il ilale ae asf gglls 52.000 Jss e
>l e Sepn Variable region i dshie ofishie e sS8 Al IS An350 aiyS
Al Ailaias 58 ) A e diae¥) (mleal) (el g iy AeV) il Cijh e VR
oalaal¥) Clad lgad ()6S 5 AabuaS o)\ dleall Cayla 0 CR 3wl L 3y Constant region

Fragment sl acall b)) dga daeally ALa) calulldl peiall eiall Jia Al Ay
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Laglald) Cldledll e Vgswe ALEN AL i) el < Wiy ,antigen binding (Fab)
(L Lall WAL sliaall vl Jalisf 4ilaie) FC Zilaiay Capats Slmall aval) lex asiy il 55354])
(5—2) Jlal 8 LS. (2003 , Pezzutto |, Burmester)

Antigen- Antigenic
binding site determinants

Antigen
L Vanable region

of heavy chain

oE ( Yariahle
-5 \ region of
55 ligzht chain
Constant
Heavy chain —1 g = region of
light chain
Disulfide |.1-;1|1i:|-'§:_\_._ - .-HH""\-\
ComsLamt
H“n region of
" heavy cham
L L

. (2003 , Pezzutto , Burmester ) 4y il cilakivally dalii)) 48y kg slaall avadl qusyi (5-2) Jd

antigenic and  Lacdiualy Lagdsllly AaSal @Bl Gl e GlaY) Jeas B
(2013, s Rich) biological ,structure
IgM s Ual) culgmsisl) —1

Primary immune response idsY) de il Glaiu¥) 4 (uluy) Canall IgMJ) any
Casclaho ) g aY) GlaVl 45li Lyjall aas Cua (e Caia S0 gag (gl ALaY) 2
- (2015, Platt,
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<Dleli; Complement Fixation asiall cudiy ol ddee 3 D hsa 1gM sy

Do ciiall 1 (S5 Sluglilly LASH s aeall e gl & Gl gAY dlasy)

Mg Logwe o 4l ALE Al &9 Pentamer 4,60 Glaay aed e dueliall i gy glal)

Jean b Leliall lidguslKH g oana 0 %10 s 4ises @1l 3 Leaa saliadll alua¥) S
-(2000, Benjamini ) 5112 900.000 s> iy Avall ad)y, oanhall L)

WA U8 e lealisl s pal) 8 laagas Cum o LGN 45l 52lmall alual) o2a Jici
daliadll alua¥l (e 22y UM Resting B—cells Sl 45l LAY Lawdi (e A2l Zoa B0
by oinll leaty A saliad) alua¥) Jsl psill 138 3y A00V) Lelial)l Laiu) 3 Al
WA mhaw o L cOliiue a5 ades aaall 5508 lghias dadadl Pla Hgall o 508 e
LS dypenall cla¥) po 43D 8 e i days Guial) bl e Jy sy o 5 ey dasial
DA U85 IGM aa el dlee Gl 1 jme Ahagiadll WA mhas e Cabuns o dany

-(2000, Hyde) LAl 23] i Jarys 48U WAL mdaw e monomer salal

Fetus or Newborn s:¥ll cuyaa Jikll b sasay (s dapiiall s IGMU) ey
e 5yl 4 @lly e Sls intrauterine infection s il Jala Llal il o) e Sy gy

(2013 5 o5 aTs Rich ) adiall galiil) el Lo

IgG s Lal) (pad g o<l -2
gsis monomere saaly 48l 3aay (e delidl Glidgnglall e Canall faa oSy
Dle Lo Jiay 3 apdall Glas¥) Jiae 8 2S£ 1Y) S0 3ay 3 LS a4l AL L)
Glycoprotein S oy oo Ble sas .l i saliadl alual) ¢ sene (10 %85-80

-(2000 ,Lewis,Cruse) ¢5illa 150.000 Jlsa iy Aviall 4y
4l Secondary immune response i glll due Ll Alanuay) 4 2Ll sa 19GJ) 2y
Lamiee alias a; ((19G4 , 19G3 , 19G2 , IgG1 ) a subclasses 45l Cilial
& Ji e 4l ¢ disulphide bonds <yl 45l jualsY) adlse 2ae s ALEN Judlull Cdlaaly
Lol uy AV Gl G5 amgll say Glugpllly LKW am Cauad) e g laal)

aly Aadl) clal) am daglie pgaias 35 s Jsae 8 Jle 0S5 o5y <l placenta
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L) daulg dealdl ddae 33231 Opsonisation deluany) ol lehall ddee & pS g0
s iy . (2013, gsssls Brooks)phagocytes dpesld) ifall mhu o 5a5asdll
Al gl 3es Vs A5l LAY Tantis (e A3l La DU LAY U8 cpe ol S8 g slal
I9G (a5 3 Al Lo liall Llaia¥) b Legs s (505 LS Apla¥) dikaia ) Ygeag sl
ledsnie JUas Lgilibeos el LL5,Y) Leie (il sany 4nlil anal) lea 3 Lulal Tys0
Attachment GLail¥) (e leziay (ugplall o LySull LlyYis Neutralization of toxins
Csa 5 Cia 4dhwsll dall Jalse 2l adiall oadiil) Hlusall dapdiig, awad) LA ) Jsaally
ABE DAY saeluay Aelauy) dlen Al e LAY 58 30l Aeald) ddee 35a8 il
Antibody— da=¥) apas e acieadl DAY Ja 25 dladll DAY J8 e (NK) Gyl
238 rohu e Bagasall 4 Aaldll el LY A e dependent cell cytolytic

-(2003, Korppi ) esll 32l Loy &8y 196G s5iua o) WS (2000, Hyde) LA

Complement protein aaial <ilisyy 3 —8-3-2
oo gl il ad of i Innate Immunity Alabiall delid) (e sja aciall oUai aay
sl Gy 5) i) LAY olas 351 8 )50 @D e Slad gl g3al) am Gl
. ( 2016, Kemper, Hess , 2008 , s,als Gros ) lgis

Ale) Dol e Syl el Sleall Al o) (b D o> el ol 05
. ( 2015, Liszewski, Atkinson ) dclidl dlaiul) adasiy

Clilell b GRS L) 3 sl 8 clitsll G degene o Ble g adidl ol )
. (2006  (y5als Crook ) dihiss ciljine ddal sy activation lghadis aey LulgilY)

susgll LAY ol el e Slmb adid) clifign aisll Gabll uad Sl ey
oda Ul 3 Caegud Ly dualdl DAY, epithelial cells 4)lelall LDlall, monocyte
. ( 2018, Barnum ) ciligis

3 ¢ Apmyall el U5 lenger Al bloal) Japiii e Aaill) daslgpld) A 3
05 43 WS . (2015, Sunshine, Coico ) il J<& pathogen (ajedl Jalall aales
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oo BRI e 5ale @il ol 13gdy Lagl Al e o3 5S35 Uisign 30 e S 0
De Angelis) membrane damage = 4.ie¥) adasis opsonisation alehll e PIA
(20155 s Al

aciall e3a a3 Lea) aciall Cili€a JS) e ((C4, C3) aablly Gl adiall LigSa 3hy

o GAY) adiall Cligigy A e %70 IS Nl Jeae 8 S5 aaiall ciligigy SSI(C3)
paginll Gllal) a8 S5 Juanan adiadl e edal) 1 (& F pali Jsan oy
adiall 55y WL (2015 5 gasals Nosal ) salall cililgalyl @l Bacterial infections
s aciall dashie Juii 3 Classical pathway safill dlluall o lein ing C4 ail)
autoimmune 40l Aeldl abbhia¥) e e aabay ool 1 & (el Jeas

. (2006 , (y5als Islam) disorders
C- reactive protein (CRP) C — _leliill o9 4 =7-3-2

Glifigyll e sag acute phase protein alall ghll chlisig (,AT e Jdll C gyl amy
. (2014, Fakanya,Tothill) hepatocytes | .Sl LAY asis Al e Lidll
lal ) s 8 Ganadl o G pls Jead) G i) 13 Jle 355 3 o)
complement activation adill lapiti & laga lys» CRP ¢2% » acute infection zala
Laaldl Alee A ey delaa) o Alehll lee 3 e 4l @b (e Slmb ool jledll e
. (2011, Patel , Ingle) alill LA)s Ao pall lissal) aledlls Analeal ) LAY Lgy o583 Al
dlia Jy CRP J) 5 o o oSl DA Laid Gl il 1 (2015) o5pals Kim Ll
ad) (e (s, Agslaalll LAY saa i LDLAY, adipocytes Al DAY (Jie 4aa5 AT DA
AN L6 bl palimaVl codl ga Jladll o (s 2B e Agpad) Zyglall Sl
oal¥) e aa=ll Systemic inflammatory response ijlea dulall sl e

. (2011 , 55l Komiya)

Ly el dalie B dbag wbus gilea marker alao ael Jladll C g o
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Gl Glimad & &)y 38 il W)L (12003, Hirschfield, Pepys ) (aijell 4550
sele Gani€ Ja0) Sl Luluall dle Lelio bl selas Appaiaall ULl ol 3ay ol
v asdls Ford ) ey aeall eVl ddle ) Qlil) (alylS dage sae (bl adiin (&
. (2003

o Lage D3t 535 s¢d 1A Aulgil) Allall Alatind aligise gdifis 2l 3 CRPU) aalsiy
aend Gl e Db L (2009 ¢ s als Kennelly ) Lla¥) s eliy 5leaS dlabiall delidl
D32 4l o 3 Game apar Abal) die Capadl) culelay 3 Caglall Calie cat Jladll Cyfig
alall Il Lysis Jlaally Phagocytosis dsaldly Opsonization ajlehll cillee sy 8
el adlge 4 golad) allaadl (e paliill sa 4l Garipll sall dals (oLl Jeliill dylatiulS
- (2003, Hirschfield, Pepys )

Aall jelall cilisigy aa) (e 3oy C Jelail) oysgyll o) (2010) 55405 Kruse o
o=aladY) Jie 81930 dau Francis  Tillett cpadlall Jd (e 48LES) 255 . duleil¥) dalgally
a2y C el 6 5l) dpand e 35299 Streptococcus pneumonia LSy (ubiadll
. (2000 , ;5,35 Culley ) LS4l o3¢! polysaccharide aySull asiay Ll I
(6-2) Jsa
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Medscapea www.medscape.com

C-Reactive Protein

Calcium
binding sites
® <o

Phosphocholine
binding site

Source: Adv MNeonatal Care & 2003 W. B. Saundars

. ( Saunders, 2003 ) ol o sadinall Gl o€ g sdl) Jaliiy) adlsa (6 — 2) JRA
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Materials and Methods Jaall ilag alsall 3

Instruments and Materials . agallg 33¢a¥) 1.3
Instruments . daadiual) 53¢aY1 1.1.3

(1-3) Jsaadl 3 Adnall 03ga¥) (e IS Al o3 B Sanical

dasiicall 33ga¥l 4aild (1-3) Joa

=
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Equipment dlaxicall gyl 2.1.3
(2 = 3) Jsaall b LS Ayl b Al clya¥) e
Al 8 deasiall sl (2-3) Jses

.
W Labcco
W Grenier
m Medicdlect
m Bioneer
m Sterillin
m Citoclase
W Boehring

China

France Gelson

Finland Biokit

Cover Slides

Test Tube

Eppendorf Tubes

Tourniquet
Rack Tube m
Pipette Tips m

Meheco
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Laboratory kit 4 il sl 3-1-3

Tl sl Al (3-3) Jgas

Aabad) A5, - Akl sl

;

Bussero (Milan) LWitay

Bussero (Milan)

Bussero (Milan)

C3 Kit single Radial Immunodiffusion plate
C4 Kit single Radial Immunodiffusion plate

Korain Biotech INF- ELISA Kit

Spinreact 3L C-Reactive protein Test Kit By Latex Agglatinution

2
R
R
Ll

i

i

*E.

Jaadl @il 2.3
: Collection of Samples «lisll 242 1.2.3

(50) gen &3 31, 2020 Bl dles N 2019 Jsb) Ay (e 55l Auhal o34 Cupyal
Aplinuy) saball (4 Slad¥) cuphall J8 e Gadlill aay Sledl Gulias (pye (e o A
Oea(23) SV saey (27) LS 2o I8 Y L by Adadlase 3 el Aygiay dSiea
S (e palls elaal (alid) o o2 A (40) gon 85 LSy ¢ A (63-8) e (g s
Ee B2 (i, (20) SLY) 2ae 5 (20) LsSA axe IS5, il e senaS Craddinly Cpaial)
i)y Apbuiul Hldiu) e &L ol sl Gede gare @) e il als Ais (59-9) o L
(Jo 5) e &3 31, apysl pdll Comas Gyl e il pan 2 D) b ol e
DL i) (8 gaal) ol aday s odi ASALDL Ak (las aladiil Gk e adll (e
DI Slea dblus Juad) clad &, jasll A8l s daps (4 A3 (30) saal LSy
(250) duslacia oS ) Joadl) asei 43 5 (& [ 550 3000) Janass G2 (5) el 53554
» plaiu¥l el (= 20 T) s)ba aapn B ety (Eppendroff) sysaa calil 4 iy Sl
+ sl aaailly Ol IS aindl Baaly e Lo siaall Jiaall (o and JS aladinl o5 N
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Laboratory Methods 4, aial 3 kil 3-3
Serum Level of Cytokines INF-y5IL-10 , IL-6 (sgiuwa (uld 1-3-3

slial alaaiuly GeS iyt & (IL=10 , IL=6) aban¥) o) Jeme ilysiasa
ale (ad s (40) 5 Bledh L (=i (50)J (Sandwich ELISA test)  1nl) sylad
& Andl LAY saly (Korain) 48,5 4 Zaiadl (asdll 320 A 5l Glabdll cuag

—:( 1-3)J=

Antibody Sandwich ELISA method.

Antibody is
adsorbed to well.

Test antigen is added:;
if complimentary,
antigen binds to antibody.

Enzyme-linked antibody
specific for test antigen then
binds to another antigen,

I forming a sandwich.

Enzyme’s substrate (3) is
added, and reaction produces
a visible color change (= ).

(Talaro , 2005) BV sydas lal fas (1-3) J<a

: Test principle LY Jes fae 2-3-3
iMMUNO assay i sy salall Clai¥) e LS A LAY s aodiey
INF-y 5 10 aba¥) cpll 5l 6 pabian¥) Gl daiadiall 3abadll slual) o dus
s & samples clually, standards J) Gy My, 4880 splaall jéal dihae 68
At laay , salaall alua¥) @Bl b)) Gasy (INF =y IL-10,IL-6) (0 IS 235y séall
daadid) saliaall slua¥) by e Jexy 3 biotin JI ol dilaaly , dagiyall e algal) ANy
dary 3 avidin bl &y, Jusll Alee aay, il bl we (INF-y, IL-10,IL-6)
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e ol ABY Justdl dlee ehal &5 5 cag Lindl ) (HRP ) oyl dilals (HRP) apil Loy e
¥ saldl Gl ((avidin — enzyme reagent) Caldl KUl Guxs a8 ddle) (g)g Aadipn e
]l Tag Julladl o2 ddlia) amyy yiall ) Substrate Tetramethyl Benzinide (TMB)
sl Cagy A ssha 5l 8 byl (INF- y, IL=10,IL-6) 48 cumg uailly 4500
S @Y ol Jsand (Sulfuric acid) elayll aala Jelall 46 gal) saldl Zdlaly 2l
Jsb e IV (5568 Sleas dagill [, Optical density ((O.D ) dulll L6l (i, aaY)

. (2005 Talaro ) sl 450 age

: Kit, components 3aall cligiaa 1 -2-3-3
Micro Elisa Plate 1. (g)ls 4alill dawall—1
Reference Standard aa el jLaall =2
Concentrated Biotinylated Detection Ab < all slcaall avall 28IK-3
Concentrated HRP Conjugate Sl o)5#V) Jslaa—4
Reference Standard & Sample Diluent casaall aajall jladll =5
Biotinylated Detection Ab Diluent salcaall alual) (2ilS aida—6
HRP Conjugate Diluent :y)y8¥) casaa—7
Concentrated Wash Buffer Sl Jusdl Jolsa =8
Substrate Reagent (sl 30l Jslaa—9
Stop Solution sl Jslsa —10
Plate Sealers dssaall slaw-11

IL-6,IL-10, INF-y Jillaa juiasi2-2-3-3
opaal o a4y 30 e Jledu¥) Jd Al pha dsy ddad) IS gy
Cisaa aind blelye ae dniiad)l A58 Glalsd Cauay (st IS Jlexinl ¢ 5ile Jallal)
Oo Alade sty A8 e bl A0 Sy o) ) i) ASalls Lalal) aladtilg see
(320) cwiall Gl Jolaall o Jpmall 6dds 4t Jony i) slad) Jlewinly caglail

A/ &S5l



4 Jamy Hhaid) eladl Jlaaialy 3l [ &lSels (640) o385 3 standard uldll -1
S/ S (320) Al ol Jsladl o Jpanll lisia

aladin) Gyl e g (S1, S2, S3, S4, S5 ) Al Badl jumas & -2
-kl (il Jelsal Serially diluting Juduiiall caasl)
Y Il Wl ol <1 standard diluent .« (320)Standard Stock Solutio
1 Al [aSal 320 = 85, 160 =S4, 80 = S3, 40 = S2, S1 = 20)
S4 $S3 =200 5S2=100 5S1=50) o< IL — 10 s A WL - 6 U
582 =30 581 =15) 35S INF— ¥ Ll Ja [ ae S (S5 =800 5 = 400
Jo [ alSsii (S5=240 5S4 =120 ,S3 =60

: Wash buffer Juall t5)a =3
ol ity (K1l 480 kel ele (M (X 25 0385 ) Jusadl o)l (0 Je 20 s o
(X 1) 385 Jda 500
-l S Lelsd sy o ) calaly Cinge S 8 sl ol 13
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: Assay Procedure IL - 6 , IL — 10, INF-y Jall 4803 -2 -3 - 3

o3 b Jeall Aipla Slad) 2 SRRl B Aad b 55 Jladll guen jpiat -]
Aphall daal

Al jaal) W (S5, 84, S3, 82, SI, SO ) bl (0 sl Sk 50 ddlal -2

oy Lalall Doy Jids Sl 10 Gl 5 Gas 3kl (g ids Sl 40 dileal 5-3
(IL=6,1L—10, INF-x) PR IR

( Streptaviden — HRP) Conjugate sl (e sids Sole 50 ddlaal 234

3382 60 52aly 2 37 B Ay dida B ey Gibal) At oy I el 55

Jusl) (55 e 5 Gall Jud & (pag o Unsl) 31 56

iad Gl A5 -7

& (g by S (substrate solution )A opSll Jslaa (0 il il 50 4dlal 53-8
bis JS) L) (B) sl Jlae (e il Sila 50 a6l

e lSe 5 2 37 B)ha dapns Gl 10 324) (pang aaa ¢ Uaiy Saball dpkass 23 -9

Osll Jsay el ,Sl)l aslastop solution Casill Jolaa e il Sile 50 4l 23-10
Sydlaa Jaaal) ol ) (33
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Sontmtid | Gul gl § 3 Guund ] : ot bkl | (SR
aila) (e (@32 10 Pla 3ja (< optical density(O. D) 4y yadl) 286l 3018 211
Sasili 450 oase Jsha ey gl Jolas
Ay sl e IFN=y, IL=10, IL-6 515 slad 5-12

2.5
vy = 0.0066x + 0.2392
R2=10.9736
2 1.5
L
o
®
g 1
(o]
o

o
»n

0 50 100 150 200

[
th
=)

300 350

concentrations IL-6

o (IL=6) el palian¥) cpll bl Jsid) (2-3) (K4
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Rl v
BN R O 0N

optical density
e P oS
N R O

o

y = 0.0019x + 0.1938
2 = 0.9611

0 100 200 300 400 500 600 700 800

concentrations IL-10

900

- (IL=10) alal) pmbia) cpll @l s (3-3) J<a

optical density
. N
[l (%] N wn

e
@\

y = 0.0102x + 0.2307
R? = 0.944

0 50 100 150 200 250

concentrations IFN-y

300

(IFN) WS ¢y iy ol Jssdl (4-3) J<a
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C-reactive protein Jle il C (yiig oand 2.3.3
: Principle Jead) fase 1.2.3.3

CRP (4w (- immunological reaction ) cldl Jel@ll Je HLadl¥) s ot
Jelilll , LS ciliyay haisa) 530 CRP aliadd ALl saliaall slua¥ly (gl
Cdapdll e QS Cligal ey aaly P Gigan ety gl

: Procedure  Jaal) 43,,12.2.3.3

Ll Capal 5 gyl ailgs aa) e papall dias e il S0k (40) Gy
Jam Ciajes WSO CailS! CRP latex (g 3,k

Oe DAY cilall e clldly asall Slasddl (Lias (e Baaly 5kl Caeiag—2
s Giade g SO iKT CRP latex (e 3ykd gl Caual 5 dsy)yill

. iR saal shaker Slea e dag)dll ang 53

fliy i Ll Hiage Aadil)l 5 oD pels die eaall il dagpdl) Cacand 54
c Al aamll (S8 Guilatie Jslaall

(e ( C3,C4) adiall wlisig g (19G ,IgM) doe Ul clidgunglsh) (uld 3.3.3
P dall oledld) o lad) Laai) pLad) Gk

: Principle Jaal fam :1.3.3.3

s G5 (196 IGM) Gaelial) cilidpansISH (s5in (bl SLEAY) 1aa aasid
pad e lhue adiad Al o( 1965¢ 54l Mancini) C3 ,C4adiall lisig
i A i) ey Aamally Lgiall sl Ul Gl Gol (e i) 4
( (Agarose gel ;5)K¥) D lay & ddlas saliaal) slual¥) 5 aaival) o agaall
el damyl e glall

: Procedure Jaal) 43,,k2.3.3.3
(A 15) saad dbal) pa days B LeSHs ciliall zhasad 5—1
e Aal pha dann (8 LSy b diee o lgndags dadiall clae A 232
C A i) 8 S L) el - Lendl AL (356
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i S5 s dgliie alaalyy piall ) Gliadl (8 s Kl (5) ddlal &3
. L‘ﬂ.});.l A9 )SAJ\ L@_m.bd

Js (19G) J dcls (72) 32d LS55 Moist chamber ) eléss dajiiall ddais 23-4
(IgM) J delu (96) 3d 5 ,C3 (C4)

Auld Jgha ae ilill el ca)d Sy 5)80 dae Aalug ol Ul (uld -5
385 519G, IgM)) Gl cliden K 5805 £ LS sheaa) AS,40
. (C3,C4) aaiall Ciligig y

Statistical analysis  las¥) Juiadl) 3-3-3-3
felaay) aslall Ailaa¥) dojall gelin alaialy Slas¥) sl (gl
Glidl Gl Lad 22 o3, jlaall g3 (statistical package for social sciences)
DUA) alasialy 4Eal) Caay A giall dunailly 2aal) dipmy Lgbay & 388 dba )l dageall il
CihaiVly Janal) aladinly Lghay 5 28 4aaal) dapeall 3 clpriall Lally Ll (518 xape
D) ) Ofie sene ( ttest sl aladiuly aueladdl G Al Caiy Janall (g5l
oebiie alady BUEY) Jalae SLia) axiinl ¢ e gene o S Gp 43)aal 51 ANOVA

. (2007 Levesque ) (e G Aldiadll 483l
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dddlia)y palisl) —4
<l 1-4
il 4 gial) qand) quny Al (i gana a8 1-1-4
Loy 27 RSN e G leall Llas Lagge 50 agie 12 90 Zdlal) duhall cules
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e A Olall o) 3k alll CuilS agaall e IgM 5196 @l Gl puiall e e L)

caba¥) Gany s leie Gl 3ae ) (gim o) 1aay QYT o) SAll 8 CilS olgu (g4ina
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, Gssdls Wootla ) giads dacayall sl 5) &l Allal), Gyl dueliall Alally , diesall

. (2013

Al fiegana Jgana 5 C4 3 C3 aniall cilisigp cligicen (uld 2 -8 —1-4
Gsine JSG 3Ly ala)) 8 Sl aye Jgean (8 C3 (ssime Ol Adladl Auhal) il gy
Jaall (IS5 P=0.000 ded cul€ 3 slaa¥) Jpme b olsiveey 4ijlie dglas) AN ()
& 5l Laiw gl e (36.047+ 105.470 5 56.862+ 166.622 ) (gobaall ahai¥i+
OS5 P=0.640 deg culS 3 slaial) desene Ajlie Ailasl ANy @l (&5 ) C4 585
W sl e (13.289+ 40.017 5 19.428+ 41.706 ) sylwall Cabai¥) + ol
3 C3 adal g ) Agdlal) duhall ol cplals (el Guing iles C4 5 C3 0 ilysiuse
P=0.94 408 culS 3 dygina e il sall oda (K15 LY 8 o Lee €I A 4 adi)
lad caly M Lygme cul€ AL oday Y1 B e lae ) RSN & aanl C4 0 Lay
(sl e (11-4) Jsaas (10-4) Jsas 2 WS P=0.005

+ 33.6529 , 19.595 + 48.959) (53.295 + 153.813 , 59.121 + 181.230)
(16.604

slaaly sl Siegara (o C4 5 C3 axiall cilisi p 4djlia (10-4) Jgaa

P-Value = Mg/dl
(40) ¢lLas¥) (50) (el

105.470 166.622 m
onges 05470 | -

36.047 56.862
40.017 41.706

0.640 N.S ca
13.289 19.428

Lﬁj—"-“ P =N.S
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eyl Lpailly (uiall 2a C4 5 C3 aaial) cilisi Aijlia (11-4) Jsaa

C4 mg/dl C3 mg/dl

S.D Mean S.D Mean

19.595 48.959 59.121 181.230

16.604 33.652 53.295 153.813

0.005*

e plaal G4 =7

Kardy U (e dapel) eme Apen o caal ) Al 2 ae el 2,1 il cilg
Bl e Aalyal 6 a5 sl AUl e Ll Al s Ay Gl isa (2019) (55,815
A ganas Ajlie Bled) aye Jseme b ssine S C3 385 8 ol Ayl ol il el
Non— Zysina yue 30L) & Bl am Jpan 2 C4 585 4 Alalall 323 Ly claaal)
o bsine Lulagl Unilp clllia o)y elaal) desane ae Ciysé g3l 3 significant differences

19-2 b 3)smndl dgpeall 2l clels Al (2015) og0als Xianfens a8 Lay

CilS iyl Jpema 3 C3 585 & dlalall 53l o Gled) G (slas agrsens din

Jpan A (goime Sy 0385 (i)l C4 L claal) de ganar A3)lda (goina e (9 I
- elaaVl Ajlie syl de gene

B 3l s Jean B4 C4 5 C3 e & 385 o) (2005) osals Farroki Laay

eyl @}M LJLsA (S ‘JS.&.U ‘s;a)d\ (e %25 ‘ﬁ sl

o Andi gl Ay Sled) ey Jpan A Adlas) AV (63 IS0 C3 385 g i)l o
Jilaty oy adiall o) Ao Jy lae 135 claa¥) de sanay 45 6 Aygina ye 32l Cil€ C4 Al
L 1yg S & (w9 Complement —mediated lysis of melanocytes aeluall LA

& 2 (2012) oAl Singh Galdl Wl (1999¢ 5545 Venneker) Glall dualyul
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C4 5 C3 cligine b Lsina Lialiai) ang Blily 1S3 Hlee¥) Cilidayy lall oy e Ay
e a8 C4 5 C3 Ul ad 225 (2007) 15yals Gul) il Loty + elaaal) po 4)lia
. Shasall Ao sanay A5jlie durgdall 250l e G3lel)
) Al Gliall frequency 235 33k o) (e Jsill ae i il 8 CldBAY) oda

& Amnb e Glihadl ) a5 Slall e 4 complement system aall aUail jads
(1992 « (5,4l Venneker) aUaill 13
slaay) Acganay Blgl) e 2 IL-10 385 (uld 3 —8-1-4

& S5 oo B OIS Gledl (pmye sean 4 IL-10 385 o) (12-4) oo cp
+ 135.77) (sl degene b laall Cha¥) £ Langiall IS 3 laial) desane Jpan
O8 S5l 8 mladV) odag slaa¥) degana 4 Pg/ ml (178.50 + 329.33 5 72.40
ol 385 o) (13 = 4) Jsaall gy uinl (s5ise e Ll P =0.001 4o <l 3 Lsins
70.18 + 133.32 5 76.41 + 138.64 83 4 sa e el QWY 4 10 alian)
. P=10.799 dud o) M dsina e 52 culSy sl e

Il (ssine (miail 358 (2015) Gsals Ala duh mil ae ddlal) duhl il cals
Gl saa 30k () sen Lo ey Bl degeaay Alie Bledl e Jas S 10
- P Babaal) Al SLSal) e am IL=10 o) S (ayal) Y58 & inflammation

L Ldaie amy IL-10 &) e (2001) y55aT5 Moore s i sls Lo ) 33a Las
AY) Al Al all adatt PR e QLB 3aliadl) 4ae liadl 433U potent regulator
. macrophages dagilall LBIAlly ThT e Luall 4500 WA dabu g sy Al

ar B pmidil 8 IL-10 385 of 2012 sl A duhy apldl AL cols e

A0l A Leann Al 4y lall Gl pall jen 4B o) e Jy =leasV) s active Jladll (3led)
Function and = jlKiy dghay e elld el Jully Gledl dualnl A Th2 sac bl
o=l A Laiiye ey S (T.regulatory cells Tregs) dalawdl 45l WSl Proliferation

. ( 2012, Erf, Shi) Gledl oy 4 IL-10 385
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iYL Aalall Gladlall any agelidinl am Gl aye o cupal dudp
eVsn Alaind e Algpasall o 05S5 38 IL-10 585 50k o) Gl ol 5l 8 els dalal)
repigmentation il Lle sale) ddaadle PA (e @lldy daodiiaal) Gladlall o3¢ iyl
il el o) e e B Lee g e liall WA G L dhas Al YY) 4 process
dee Lot A 0y iImmunosuppressive cytokine iclidll hia goda SaS Joe IL-10
- (2003 yssals Tembhre 52009 (5,als Taher ) doeluall LAY aydass

Bledl (e Jsan 3 pamidil 8 IL-10 385 o) 2gl) 3 Cupal Al Caungl S8
Iy ilia) IL-10 G I g5l WIS 585 A o)) QIS5 0385 w38 (g 0yl LalS Lol
fau o Ajlie (550 LIS 385 o Glld ce Db bylagad) depana 3 Jall o LS (550
Doy Appad A o clagyl chril) sday Lgiae oyt =10 s ) ga bl LS
smoking  paxill Ji. Social habits 4 laay) cilalally disease stability 3 gl (.l
& O8 Omdlal aSHall gada g LYY 1y alcohol consumption Jgasll | alai
- (2015 gl Ala ) sl degana (B Gl g Jaid i pall Ao pena

S al ams Jsn Upal ooy milis e Alal) dhal) 05 Gals ) A0 Cula (e
Gl oy Aaaaily 0 (3 IL—10 (s5ie g ) Al Sl il cuiy 3 IL=10 Lgie 40l
sacLeall 4560 WAL ADle 4l Gl (oaje o) W giiahal) ol iy duhall ecaldl)
33l . (2015 5,4)s Speeckaert 5 2009 (y54ls Taher ) . Thl-related disease
Gilblis g oSailly sl e Jead GlEDU slias ol Gn Ll s @3 IL-10 3
, Erf, Shi ) Leluall DAl adaat b ailblés casi @3 QLD gl g5lall Sal
- (2012

s laua¥) dsganay Glgll (e Jgan 8 IL-10 385 (uld (12-4) Jsaa
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cuiadl Gy (3lgl) g Jpan B IL-10 385 ubd (13-4) Js2a

slawal) e ganay Glgall o B IL-6 S5 (uld 4 —8-1-4

G ade g Le Gladl poape Jpae b IL-6 385 53k (14 — 4) Jsall gy
+ Lasgiall IS5 P=0.222 dad o) 3 dygine e cailS 5all sdas slanal) dcsena Jsas
37.91% 104.90 slaa¥) dcganay 61.16% 118.66 (a2l dcganal ulidll il
G osn e S G A IL=6 385 o (15 = 4) dsaad) e einll s5ie e LI Pg/m
Ao Cil€ 3 (goima (@l oS5 L 33050 odag 57.27+ 113.96 5 66.33+ 124.18 <3
P=0.526

IL-6 sa leiPU ddlsall gl lS ) G e o (2009) (55405 Moretti sy
<y ) Ly Inhibition of melanogenesis aebuall LAY Al ddee i o Jary 3
Blee o Jadn i Al IL-6 et 53l o) e (2011 05xals Cruz ) duhn b sla L
O e (2003) apals TU Caalill il dimasl Lo el Guw a5, Gledl aiape 3 gonaill
43)la Generalized alall & ol Zaldy GBledl pap B L leli) )l 8 IL -6 (55
local sl QlaW) Vs 4 Gy IL-60 585 30k o)y ¢ Sl de e
. (2008 ysals Namazi ) Gled) (e 4a 3 inflammation

keratinocyte sl WA (e ddidall Zy5lall lSHall Jdimbalance ()il axe o
) Aeluall WA dddagy sha Jubaad I 3 o) oSae IL=6 Jie — derived cytokine
Sl adlly Qe Jsmn 3 € 0 Al IL-6 o)) ¢ 1 (2009 (5,315 Moretti
K Jee Jolanty asiy gl Oxidative stress — enhanced cytotoxicity A aedll el
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ol AT Gils e (12003 sl Tu ) Gled) piane (B dialy Leluall LAY e
dac il b Sl recruit alaiindy aisty asi IL-6 o) I il 4 (2016) 53l Manga
Cmbaall ala 8 apdaasl] laas deluall LAY (S A (ag Al ) immune components

- 3led) e

3 IL-6 o (2014) psals Farhan Ly sy ddhie 4 avadll dadlsy dul)y 8

Onbas Gl (e (ar OS5 elaal) degenay A)lie Bleall iage Jsan (B 03850 )l
o Bledl e dnzmlal 8 Do s caaly IL=6 o ode) Caaldl sl Jo¥) sl oSl ely
o Positive association sl Ly clllia g Diabetes mellitus Js¥) g5l (g)Sud) (iaye

- gS 6135 IL6

QspAls Sushama ) duhs celil anall 3 o)Ll Causy Gleadl g5 (ady Lag Ll
localized aasall Gleall Laldy Glall e Jpae 4 J) 8 IL-6 585 ) (2019
- elaaaV) e gena A3lhe Lsins 8 3850 3 ¢ i) 1385 Generalized alall g5l

o Leluall DAL %20 Aoy Gse capy IL-6 Jie lgDU Asall dyglal) il pall
Aae 8 el Auly el ela o DA o3 e o % Y Ol slad) IL-10 o g
(2014 ¢ g5l Singh ) Ji e xigll A& ljea S

Jamy 03855 32 Alla 3 1L—6 225 31 50l (2005) oy5pals WUNg (s lld e s

b e 33sa44ll intracellular adhesion molecule — 1 Jl expression jusi 33k e
oo 13y Lzluall WY ae Tocells 48t AN Glaill 0 s Lae D luall LAY
(= autoimmune destruction Il e liall alaasll 1Maxialy Acaje S0 LAY sda Jasy
Jay lexie IL=6 L6 (2012) gssdls Singh caald) ) iy cliadl Sleall WA Jd
eluall WAL il aadll zl1 3 DS Doy gam Gledl ape dseae 8 0385

. melanocyte cytotoxicity
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O Jelilly Jlaiyl saly) i IL-6 555 5005 o) ) 1993 ale capal dile dulyy oyl
leukocyte — melanocyte interaction Zeluall WA, Leukocyte ¢laull oall <l S
Polyclonal B.cell activation alwall saae B.cells 45l LAY Lawiss ) o Jelall 1aa
il Jpan & (jey aUtoantibodies Aglill saliad) alual) Z U 5ak) 8 Camy oys 134

- ( 1993, Morris , Morelli ) immunological damage e lix e luall LAY juax

slauadl) dsganay (Gl (s Jpan (B IL-6 385 (uld (14-4) Jgaa

Lﬁ}lMJ&f;:N.S

i) runy Gl s Jgean 2 IL-6 585 (uld (15-4) Jsaa

ssine st 0.526 =P ied

sl ol o gana 2 IFN-y Lals 9880 585 5 -8-1-4
& 2 WS Slall mpe Jsan G adil 8 LS (il 585 o) (16 — 4) Jsaadl Gy
Jusgial) Ll P=0.001 a8 culS 3 Gsina 08 385 L g linY) s olanal) de sane Jsmns

Pg/ml 13.13+ 39.10 ¢laa¥ls 32.64% 69.48 iayall IS8 il a1
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2 Lae el ) 4 WS gyl 385 o (17 = 4) sl G ol 5 e Wl
68.33 &yl 4 W 32.65+ 70.46 LS _uldll GalaiVir bagie K3 QLY 4

- P=0.821 48 culS M gy il LS (5 8500 (ggiaa 832050 028 ()5 33.13+

Allia o) J L) A (2015) casdls Ala Luhs il ae dllal) bl il cls
3 33l 038 Ol ¢ slana¥) desanay Ailie oyl Joeme b LS (gl 385 8 lela))
. (2002 ysyals Haung ) dseluall LAY Cise dlee a3 ) 525

Al o I duhal) ol el 3 2002 ale b capal duhy els boosa clld aedy Laag
Lymphocytes aglaadll LAY aaiw il Wil (g8 ) Letay dalall WSl o) e Sl
A e Nmd GBledl) oy b drsall A ddee 8 50 L Keratinocytes i) LAl

(12002 g5 5805 Mortli ) de Luall LAY golall gl dlae Saind o LS (558 ) Cany

e Cytotixic T.cell — derived IFN diaull 406l LAY (e Fidiall WS g 508 5050 Jazy

cila e (2015 (5415 Yang) apoptosis of melanocytes deluall WDAN g Ea
Uy Progression ki b 1S 1ys LS (15,8550 o) (2014) 50305 Rashighi ¢ Al
oo Aall ) autoreactive CD8+ T.cells aglll WA clexin) o Jaxy SlXy 3lel)
DAY o328 San o oysn Jamy 52l CXCL10 Chemokine Syl zll e call Pla
Vitiligo  Gledl (mpes iyl ¢yslll 351 s 45lhliss e Ll IS 05591 (ol ¢ 85l sl

(2015 ossals Yang ) delall LAY adass 43 05 — @ssociated depigmentation

QAls Azzolino duhy ll Cplal b Gled) Gy (A WIS 8 mN) Hen Him laa

- s dilaie A LAY Jens aoni e Jons @il (Sal 1 ) e (2018)

onSl ) BAEN Meae G o Jary IS dpelid)l WAL LS (g 508 ) dadiy
e 5yal) syl 8 Lage 2y Gl 134 (major histocompatibility complex) MHC

WAl Jui 8 1 Sall 13 a5 @l e Slad later stage of response dlaiuy)
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triggering (gl Cigall Adac #38 o) ASAY fagny WIAY gai Japits e Gl Jary g dalgilY)

. (2017 5,4)5 Green)apoptosis

sla ¢laa¥l desena Jyan (8 03SH ae A)lie Bledll (pare Jsian (8 LIS (550 (s5iue

saly) o il e Bypear demy WS sl o) I (2013) s3)s Dwivedi Ll
Sim las e luall DAY e lealge 058 L3 (ICAM-) WIAY G Lo BLail) Cliga e
flee Jaudsi Al 4300 DAY, golal (el o link Ly ) g3 & (e il ddee

-Gl e b e Lall LAY adass

slawa¥) ds parag (Glgal) (e Jpan b LalS (g ) 385 Guld (16-4) Jgaa

S

— 1

Value
) ey Blgll (uapae Jpan b LalS (98000 S5 Guld (17-4) Jsaa

ssne e 0.821 =P g

de il Llaiuyly infection meall Host Canaall dilain) alaiyy 40080 GLSjall o680

¢ apall Bas Balhs H8lE e Jaad Gl Adlgal) dy5lal) LS 2l trauma deaally Gl
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sl o jaads L) san e QN o Jexs leaDU aliad) dglall el all Ly
. ( 2007,Dinarello) healing

& o Gl Clil dihie 8 4R el #lul a imbalance il s ()
Gagiadl Jle e Langl 38 Glel) (mjer claad) dla 8 Leluall DAY didag sla il
an & IFN 5 IL-10 5 IL-6 Jis 45a) @ls sl Significantly higher expression
SSA Aalludl dpglal) LS yall sda 3815 3 il aae e Gl o laial) de sanay 43l (3led)
- (2004 o5a)5 Grimes ) Gledl o b daall Al dlee & IV o Jany

Al LSl any 3S)5 G alteration usil) o)) (2012) o5sa)s Singh Jaay s
o Ble W IL-10 5 IL-6 5 LS Gopbsml g Jlall s LS GlaDU dllsaly saliaal

Various autoimmune disorders aaliaal) 4l dae lall il aial)

apall il 4l Glaall iape G Gubad) ol dilaal AN (53 (55ine (38 25a 2o ()
3 cpeiall ol Immunological defense mechanism deliall gl Slll ) el agny S8
oo DBl i Loas ) dgline 05 8 (apdl aes 8 duasd ) delid) i) o)
Ugposal) Lo liad) WIAY Janiti ) 50% Ganall aua Jahs doany (53 Jel@l) oy Giappall Guin
S Y pual) o sl @ ey Gl pbadl i) Jiae (B deliadl Lt e

- (2014, ys,als Mahkam) awall 8 4 dall LS jall Slgioa

s lawa¥) ds ganay (3lgd) -3 ga CRP AWl w oyign daage (ulé 6 -8-1-4

Bledl o B Jelill w Gfisn daase (3-4) Sy (18 — 4) Jsaall

%14 dusyy 7 oS Jelall oo sl Ganla¥) Glead) (ape 230 () a3 Bylasd) Ao sanag
6 ConladU dnally saall (S claal) de gana 3 Lain %86 Ay 43 aaaxe Gl Guulld) L
Sty o CRP o dllall il it DA (g Gty %85 danins 94 Gkl %15 Ay
O e (2018 gsaly Namazi ) dulys il ae (3853 w0l ooy Bled) (oiaye (8 oS5

e o ssina i Al Ll 3led) (age 4nn 53 local inflammation s sal) Cilgaly!
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& Anhall sda Cels elaal de ganas 43)lis insignificant effect of CRP Jlelall C (yiig

C e Ane Akl aslal) daals

o Sle) Generalized gl 3ledl a8 goime S04 adiy) ) CRP (g Ly

- (2017 o541 Solak ) 3lasd) de sana localized  oaasall

& olsina adiyl 8 Zauluall Jle CRP ¢l (2016, Naxmzafati, Ghaderi) La¥ s

axfi A 24 13ay Generalized alal) g il Bled) an (g8 JSG Jadipe a3l Sledll (i J s

. Gled) e llad

3l local inflammation _xasall Glgl) Ala 8 Jelil) w ofign S5 S Y

- (2018 gosals Namazi ) sda il Alla 8 1L-6 585 aah s (A Gledl (e 4

Loy pa &gl LAYy 4,0€40) A edany 4dali) (Bl e clldg Laga )53 CRP (g,
- (12009 s als Kennelly ) dpasld)l LAY Loy a8 Al daald) dulec

LAY e lieny abaliiyl Gob e @iy 4580 delid) b 1S )50 CRP J) 525 <l

WAL abliy) danlsy @lldg Cllgil) s Gulad 50 CRP a5y el e Slmi ghayiiig dpealil

Ayl Gl e paliilly dpeliall Llaiul) Sis 8 0yen jeday 3% Neutrophils alaal)
- ( 2001, Vdanakis, John ) (zadl Lbal¥) s g laally disd) WAL e

Ao aalily Akl lay 3 IL-6 0385 Al CRP ol M (2000) 5,4)s Hutchinson L)
06 Jspmsall asiall g Uniil iy 4sadl Coli 5l el Lia SHMUIT 4sia 3yns die dingyS §y3emy
s L anlall Jonadl ) miiinn Jeadl) 3 0385 40 4LalS oypems il 138 2Ll o0l
Bl oampe pline (K 5 AL Ay Bledll e Jsan 8 ORP ) (s5ise il yudy 8

Cofiadl 13 i gt A salall DAY 8 Gl Asadall el s b aa
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Gl sl gslal) Soall 550 50l of I asahn 8 (2012) ossals Hallaji lal al
dallaall e liad) Alaiu) dapd o) @b aedy Laag (iayall 320 535 ge asipe Systemic Ljlea
Ljlie <) dausy calyyl 8 Gled) Lo recent Znaall LlaY) clal dadnl) 548 4L
. sayall Al skl saally
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. stable 38l (ayall Als 36385 ()48 L 13) active
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Abstract

Summary

The current study was conducted at teaching Baquba Hospital from September
2019 to February 2020 .

The study aimed to detect on some immunological parameters for Vitiligo
patients in Baquba City Diyala province , such IL — 10, IL — 6 and INF — by
Enzyme - linked Immunosorbent Assay (ELISA) and IgM and IgG
immunoglobulins and C3 and C4 complement components by single Radio

immunodiffusion and C-reactive protein (CRP) levels in sera of study groups .

Fifteen blood samples were collected from Vitiligo patients after diagnosis by
skin specialist , the number of males 27 (54%) and females 23 (46%) , and 40 as

contrel 20 male and 20 female .

The results showed the average of patients age was 26.920 years , and the (10 —
20) age group was higher percentage of infection with vitiligo (46%) while less

than 10 years age group percentage of infection was (4%) .

The family history was 32% while autoimmune disease associated with vitiligo

was (4%) for Diabetic mellitus type — 1 and (2%) thyroid disorders .

The results according to distribution of vitiligo lesion were Generalized (56%) ,
localized (35%) and universal (10%) .

The study revealed that higher percentage of infection in Limps ( higher and
lower) was (48.4%) while the Face and Neck was (27.4%) .

The Immunological study showed the level of IgG in patients sora was higher (
significantly ) comparing with control group (1511.572 , 1220.424) mg/dl .

While IgM level the rising in patients sera was non significant when comparing
with control ( 101.351+ 182.54 , 178.510 + 92.000) mg/dI respectively .



Abstract

The C3 levels showed significant increasing in patients comparing with control
(166.622 +56.862) mg/dl respectively . The C4 concentration was non —
significant compared to the healthy group (41.706 = 19.428 , 40.17 + 13.289)

mg/dl respectively .

The results of cytokine levels showed significantly reducing of IL — 10 level in
patients comparing with control group ( 135.77 £ 72.40 , 329.33+ 178.50) Pg/mi

respectively .

While IL — 6 level showed non — significant increasing comparing with control
(118.66+61.16 , 104.96+ 37.91) Pg/ml respectively .

The INF — level was significantly increasing in patients sera comparing with
control (69.48 + 32.64 , 39.10 + 13.13) Pg/ml respectively .

The results of C—reactive protein was the percentage of positivity (14%) in

patients while in control was (15%) .

The results of relationship of disease duration with number of patients showed
that the duration of disease ( less than 5 years) was higher 29 patients (58%) and
the lower percentage (4%) at (26 — 30) years and this difference was

significantly .
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