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Alopecia Totalis

Alopecia Universalis
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Anti — streptolysin O

Cellular Immune Response

C — Reactive Protein

Enzyme — Linked Immuno Sorbent Assay

Hepatitis A virus

Hepatitis B virus

Hepatitis C virus

Hepatitis D virus
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Humeral Immune Response
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Abbreviation

Hyper Variable region - 1

Immunoglobulin A

Immunoglobulin G

Immunoglobulin E

Interleukin - 2

Interleukin - 6

Interferon - gamma

Localized Alopecia Areata

Lichen Planus

Major histocompatibility complex

NK

Natural killer

NOB

Neutralizing of Binding

NIH

National institutes of health

ORF1

Open Reading Frame - 1

ORF2

Open Reading Frame - 2

PBMNC5

Perpheral Blood Mononuclear Cell5

PCR

Polymerase chair Reaction

Rt - PCR

Reverse Transcriptase — Polymerase Chain Reaction

RNA

Ribo nucleic Acid

SSRNA

Single stranded ribonucleic acid

TCR

T Cell Receptor

TV

Transfusion Transmitted Virus
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el g il A8 e B (ug ) ( Hepatitis € ) Jaas 2SH gl Gug lé any
ceslls ¢ HAV (A ) Laad 2l Qleill (g nld 1 oa Ol pld das V) aa Jelis il 20
HDV Jaai( 2SI i) Gugyd 5 ¢ HOV (€) 2SI lil) g plés ¢ HBV (B ) Jaas 2 il
¢ HGV( G ) b a8l lll ugplds ¢ HEV( E ) Jaws 2l Qlgdll Gus iy ( D)
Dienstag and ) Transfuion transmitted virus ( TTV ) ,al J& Glleal Galaall
0 ( Isselbacher , 2001

Dy abeat Aadio dpug uld Ale ) iy deganall 038 (b Gugnld JS o 00 )l e
o bl & ARl Glus plall oda Gla ddbiaal) AllEs) (Gyhay 43liss drially LS Al Aalsiy
0 L leim Sl 08 W Llley g nldl) Sl gl Sl

(50) opkad alia (g plé sa5 Flaviviridae dlile ) (C) Lo 2SN Gletll (g ld iy
e Dlis (e (gsSay ¢ bl Cage RNA (o958l (aaclall (1 2j8e ol e (gomg5 ¢ jiasil
Glels auday (e oyae Chuad mliyg adeliail dy)s i S5 4S5 ey A€y Qlidy n 0
(Brassetal. 2006)  Lus/ asis 43 2(10) s 4aalis) Jome dlus ¢ aals g )
0

Ll & a5 3 « ( Genetic Heterogeneity ) il il (uguldl) 138 Caay
Wl 3ad o dopee wsdll 135 ¢ (e e as leds gl Cad e daally 4
o i S ol g8 Aalugy gl 13 Jisy . (Simmonds , 1999 ) #3all A,
il (I dalall V) ey ¢ i) JUai¥) Gl e ouaplill Fisle sl Jlexinly 330
0 ( Theodor and Jamal, 2006 ) Lay

A DA, T 5 B A slialll WA Cuay @Sy ald 5ygmn 280 WA g plill Cupmy
Al ) Lo %85 Joaiig dyppual) ind gl Ay Gl s salall ililial) (5% 0 el
pavio and ) eldl jleall e el s GUY) e daall (g ldl) D) G diaie
30-20 2 HCV 2 dajall cilbay) (10 %20-10 e Sl aeldis sy . ( micheal , 2003
El - Serag et al ) Lsis padilly cliaall (o %4-1 die a1 Glaje Giays ¢ Ll (e din

0 (., 2003



Calill Fie gl diayall LDl dualiad) Aalall LSl Glieload) e aaall i
oaxd G il G dam Goad Al sl Al clieladly ¢ asll Glajuy ¢ gl
0 ( Braunetal., 2007 ) 453 delidl byl

oY) e sl A e ((ELISA ) Bal¥) di gy Guplall il (uS il dd e )
& ool L) s Al faldl ele A 8 ((Anti — HCV anti body ) 4sesill
0 allall (ye dilide 3halic

Ly (ads 100 J9 Al 13 5 e ol 13 dladl cllay) o)
0 ( Schiff, 2004)

ADe asay b Aoaral) e Al (aaleV U s ldl) 13 ADe Jaa saae il Cy sl
Sl aBle s ¢ Gleall ubiaddl iyl e LS5 8 by Cusal 3 ¢ Gabal) sda (mn ae
&b e 2 Gl saliad) alaa¥l e Auhall o3 b alSl) i () daed sl 2
o2 cuilSy PCR Lial DA (e <l Kls Liayye 102 ¢ gene (s Gleally olice 1 aaly (50
ADle 4l Gl o daad gl 2SI Gl ) Ayl 238 g il 6 L yee Aliks diay )
0 ( Akbayir , etal ., 2004) Slell say as il

SIS mye (200) Cr e Liape (24) O Lasmadd) dypall dSLaal) b (Al ol
alaa Gl Lape (24 ) G 0es (€) Tas 20 el (s pldd 53laall plusaSU ity
Oy ¢ el 5Bally (5) 5 @il Osibias agia (5) OIS ¢ Baliaall (o) 2SI leall (g lé
Sl a8l Gl aibals L) e Lalall Gl o ADle dlia of duball 23 PIA e

0 (Alhalawani et al ., 2010 ) (o) baa

M) gl LD A ) Ml Alidlas b cluball A s Le DA
o3 el dgle s Bpaeall e Apalall (i) (e Gubadll dasall Gus ¢ (€) daai g ldl

D) Cangd) Al



caba¥l s Guliadl) el G (€) daad (uplall Lo gil) chlacall L) e -1
illy ¢ Akl Aalally ¢ LSy ¢ Gledls ¢ ddaall ) by Leall e Al
0( gebansall 3hally ¢ Cpaal

Elan) b laysns dualall bl Ganns ¢ Gus i) Cpm AR 3 Jalsall oo (goaill -2
0 iLlay!

Aspartate aminotransferase s Alanine aminotransferase) i3 4:llaé yaa% -3
o Agalal) (el (e Gubiad) oiasall deas 8 ((Alkaline phosphatase
0 claa¥l dc ganay andl

dcganay oyl degans & C - reactive Protein Lulidl gl dple aas3 -4

0 5kl
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Characteristics of Hepatitis Viruses

Virus Hepatitis A Hepatitis B Hepatitis C Hepatitis D Hepatitis E

Family Picornaviridae Hepadnaviridae Flaviviridae Unclassified Unclassified

Genus Hepatovirus Orthohepadnavirus Hepacivirus Deltavirus Hepevirus

Virion 27nm ,icosahedral 42nm, spherical 60nm , spherical  35nm , spherical 30-32nm,
icosahedral

Envelope No Yes(HBs Ag) Yes Yes(HBs Ag) No

Genome SSRNA dsDNA SSRNA SSRNA sSRNA

Genome 7.5Kb 3.2Kb 9.4 Kb 1.7 Kb 7.6 Kb

Size

Stability Heat — and Acid — sensitive Ether — Sensitive, Acid - Sensitive Heat - Stable

Acid — stable Acid - Sensitive

Transmission  Fecal — oral Parenteral Parenteral Parenteral Fecal —oral

Prevalence High High Moderate Low, regional Regional

Fulminant disease Rare Rare Rare Freguent In pregnancy

Chronic disease Never often often often Never

Oncogenic No Yes Yes ? No

(Jawetz et al ., 2004 )
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( Hepatitis ) <)) oilgdl) -1-2
aall & SV small a0 axy 3 ¢ 2 DA Gl 4l (Hepatitis) 2l i) Cagey
o e A ¢ pmall 8 A1 il aal aal aS) ey o oulll) b xS 1.3 L g
ALY Slgall e 230 el o Janas ¢ gsaally Culynuasa Sllg ¢ il g yall ( Metabolism ) sl
Glary) zl) Ao X Jeays ¢ ( Fibrinogen) cpadll Mgy ((Albumin ) S5l Jie clisig pall
fpandl pailadll o caddill o aendll A) o Jypae sas ¢ Wil ehieall Bale (S5 Adlida
oSOy clingyll i e Jamy Gl ¢ ( Drug toxication ) dpsaVls alsall (s
Podolsky and ) Claally alinaligll Calidia

0 ( Isselbache, 2001
= ey ) dale 3)pay 2SI Q) und Al il ,lall andig
( Primary hepatocellular viruses ) p gV Akl Q) clug pla

el A lal) Lala¥) @l s 3) HCV 5 HDV s HBV sHAV SHEV 5 HGV Jaitg
« ( Liver cirrhosis ) 4xeis B ( Liver necrosis ) lasis o<l LA Cali e &y (3) )
) AN ey () g palal) 2SI il ALYl (g% Mg
0 ( Olubuyide et al ., 1997) ( Hepatocellular carcinoma
A3l 2 gl g 8 gd B gl L]
IS8 a8l Clal) o LSy ¢ ) e dialy avad) eliae] 8 pulin Al Gl plil) ag
@il DA aaime Gelh 0 clugld sl ey gl
Glug s « (Yellow fever virus) shiall aall (us nlés ¢ (Human cytomegalo virus)

0 (Henorrhagic fever virus) adll _aall

Historical review 4,15 534 -2-2
i) danall joladl o (Jaundice) Gl c¥la ek e hians ) (I Ciad
ol CuilSy dilide gnd sl QL ALY (e Y Cjels WS L ( Zuckerman , 1983 )
azhel (Campaigning Jaundico ) o Suall QL Lede Glay agall u daild VW)
LYY sty ¢ el b clbhlaal s Glially ¢ dpgdl) laddy ¢ il Hexdlly ¢ aadly Jiai
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sl Gyl Ca of Wle Mgy ¢ Gl sel Gud pabed) o3 Gele sl sk
Aaals Al Ol dgag 85 LY e aall KDy (ehiall 3U8 dlaws) ) (Obstructive)
0 ( Hollinger and Ticehurst, 1996 ) (Infectious agents) (sl (e

Ji (1 (1968) 4w HBV (B) Loai (ouugpnldl) 2SI leily connall (g paldl) GLESS) amy
aladl 48 e (1973) HAV (A) Jaai oas il 28l QY sl (a5 5 Blumberg allel)
ol Al Gl e OV dgag Bl Legia S Apanaiil) daall 345 aeyg ¢ Fein stone
(A) Y sl Gl s s b Lo Ll s ¢ Legia g e Rlag) da et Y
0 ( Hollinger, 1996 ) Non A Non B (B) s

ANl (e gl 13 Ombiaad) apall e capal ) ZaaOU dalall bl cadl
Gob oo Jii Laaaal o 0 3 ¢ A 03] Cuan daly g yilh 0o ST 35a o oy )
B9 ¢ (;_MI.J J<%4 ( Non A Non B hepatitis parenteraly transmitted ) 4iléiia N all
(C) Laas 2SI lgil) gyl agle (3llals (pus lall 13gd Silall (555l malal) A3 5 1984 Lle
. (Houghton, 1996) HCV

aal o 25 58 (C) Jawi 2SI Clgil) oy s o S (Pungpapong et al ., 2007 ) Ll
¢ psinall 8 %3 4 Llay) A o il Al b Gedall 2SI Ll dpm el Clsdl)
0 (Jawetzetal ., 2004 ) 2SI Glealy Al lag ) ailad mias (1-2) Jsaal)
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s Al sda sty (Flaviviridaes) ehiall cilug i)l Alile ) Galall s iy
Pestiviruses (wiag shall _aalls ¢ Dengae Fever duall _aal sl Flaviviriuses
MK gl sl amy 3 Hepaciviruses gsias Jpibally dpila) 3 (bl a3

O(Forns and Bukh , 1999) (C)

5 e bayyd e Ribonucleic (RNA) isuly o5t asla Je g nldl) 138 ggiay
e (Nucleocapside) Zuggll Adasaall (<l (RNA) I dassy (4 g ¢ Anll) Caaga ool
el ad iaalie die gl (60 — 30) ookl msliy JSAI (65 ¢ (oS i
0 ( Kaito et al ., 2004) 551y

=) qus Al -4-2
¢ 3acld IS (9.4) gl Jsh iy ¢ (RNA) g5 ssill Gaelall ua e (HCV) sing
s A€l iyl e sl 138 Callyy ¢ ((Jawetz et al ., 2004 ) sy <Dle Jals
e Roia Aahaie a5 ((3) Algdy deayie pe Adhaia o8y (5) Al e ol Sy ¢ AnS il
(Lindenbach and Rice , 2005) inl Gasla (3010) (e cpall 3a Gy ¢ Loyl danisa

0
¢ Ofiin Ofiilaie Jady Laf (sl 13 Nucleotide 345515 (340) (e cpall 128 Cally,
(ORF2) 4l Ayl dikaially A€ il califig ol aci il (ORFL ) (Js¥) dgal) dikaidl)

0 ( Simmonds et al ., 1994 ) 4uSyll e clidy ) acai

(HCV) gy &) 481 -5-2

) fely) ol o) llyy sl Rasghe e Casgll AIST ug il 138 Jsan AT axs
E1, GO i canlip ¢ all avall 2l Gug il dsai (Y1 aal 533 ) (HCV

Cnelil L Cimall L8 mhav e 3355 gall dacadiall el g 43laill 8 1S 150 ((E2)
C il DL A8l Ay (HOV ) U Sl 55 Ly ((CD81 ) &ia of il
o baalg oy ddelad aexi Al G Gy e el g ) ay @hlbedlls ¢ gl
Oleedy LegalS oY llig ¢ g plill BlEIe (3585 Ll Jaing dgslialll LAY Sl WAl



O W ) Sl

clsilly ¢ clisigyll e il (Say 0 ( Forns and Bukh , 1999 ) (ugnldll caelias
Do) G Ay as liaall (s sl Al WA b (bl 3l Tl ) CaeLill dlang)
el pasid Lllay ¢ J8 ddelyy o<05 Lot Gluidld Y1 a8l DA 8 el of (Sa
Lohmann et al ., ) aiclai 5 o5l Hepatoma cell line ( Huh =7 ) &5 (e 43404
0 (2001

GyAl WAl (HCV) 4la) Jwial ) ( Garcia — Retoitillo et al ., 2002) <Ll
¢ (HOV) 2 2l dla) it (HOV) 2 lias padd ) Al J6 died 250 LA e Slad
Perpheral sl 3)5ll am s LAY Jals Caeliaty e puldl) 138 ol saae cilulyn caaa
o aSllg aall 8 339a54ll (HCV) lug ld (alids s Blood Mononuclear Cells (PBMNCS)
Jlexil ( Laskus et al ., 2002) Gaalll LaaY S5 ¢ Lyise (PBMNCS) 8 535a 54l
Gl g il J8 (e Gl ¢ pall (8 dasially 2Kl 8 533 gm gall iy plal) J8 (e 4l 2my 2T LA
0 ol (asill (PBMNCS) (b 52554l

Jumiall adsall & 2l DA oLl of I (Tsubouchi et al ., 2004) sl Ll
WA ey ol 13 &la) 40lSe) ) pds @l S gl (HCV) Guguldll e Ll
Dendritic ) Al WA, (B Cells ) g5 4usladll WIAY Lgiaa (o o liall leall
0 ( cells

Llay) -6-2
AN Jid A mpag ek ) Aaadl Gl s Al (HCV) dpald Joa DA cllia
candll jelayg ¢ (ug plall 358l Bye s Bydlie dpaw QLA 2gas cpladll P e syl 3 S
Y Cise ) g Y bl o3 ¢ AaaPlsilu i HOV 2 fbad) 4S8 LIAL sl
Al Ll ) gas A @bl e daall egpldll 1 iy dladl
L Ally (g pulall clisigpl (gola Jalal) a0 Y o8 (e ( Cytopathogenesity )
daglia et (Al Gug pldlly Canaall cpy Jeliill A1 AN ¢ g pldll pyaty Cieliad dulee

0 (Fraci etal., 1992 ) 4all dcliall g lall
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Wi dalal) Ll ol 2t e (B) cell WA dylaiul (HCV) 2 LlaY) duaas
a2l Jes (natural killer cells ) dumpdall 4B LAY, A<) 8 4s5 5l (CD'8) « (CD'4)
Rehermann and 2002) LaY ¢ (HCV) 2 Llay) oWl 4ga)) deliall agall sall ohe
zsasll AL (HCV ) e dglall 2l LA alaas 401 6 e il slacaY) dual off (Chisari .,
0 Aruls pupldll 2 (CD'8) LA dulaial (5S¢
Ayl Ay 4 sl LIS T datidl 5 ¢ (HCV) aca delid) (CD'8) WA 50 ()
& o) pmpall 8 ALYl e 4w 20 22 (HOV) oo i€l Says ¢ Guplill anlanil dagae
Lajall Llay) Asje 4 28 WA alass W 3 aga 93 (CD'4) WAL ¢ Lo (e pasles
(Th2) 5 (Th 1) e (CD'8) WA go il o Gapldll s dpelidl Alaiay)

(Gruener etal ., 2001)0

Acute HCV Infection alall C Jaad g uldll asl) Glgdl) -7-2
AlaYls ¢ Aladld Gyl Ay e el (3= 1) ey (s W (RNA) oo il oS
2002) Calalall il asl el Gigas ) gag Y salal
o paliill Ky daaly e Ayl (aleY) ol ((National institutes of health
(%15) xic salall Lol e SEHD ¢ladll Canys ¢ Apppuall (aheW) el Gl s (s lall
Sherlock ) Ombiadll (e (%85) die diajall CV AN a5 sy VA (g

0 ( and Dooley, 2002

Chronic Infection HCV (pajall owg il asl) Gilgl) -8-2
il alaall (hes ¢ Aiede Aol ) o o K o SSY aladl ) el o)
0 (Seeff , 2002 ) wedilly giss Al Calill day 523 Aiejall LDl
S ap o osbad e %20 - 10 de 281 peii ) a5 8 Lkl LLaY)
el Gubiad) (e %4 — 1 vie jelaid Zpal) LA Glaje Ll Clsin e PIA Adles Aaja

0 (El-serag etal ., 2003) Ui
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¢ =l Sleall e gl 484 Y (Smart virus) (S g plall (C) Lag sl oo
DA e el Tiagly ¢ Al 45U Ll WA J8 e al DA G aielainly SIS,
i€y s plally laall AU DA aag 3] (2000) 4icless (Huang) caalll lahal all du)al)
Programed ) gyl il cige A (e 4500 3y5laalll LAY e paliill gy ) Caas
0 Aladll (T) WA (cell death

: Lol Alaiay) -9-2
Humeral Immune Response : dialdl) 4eUal) 4laiud) -1-9-2
salaall 8 o 2am laysn AN s syall by pldl) Aaglia 8 DS 1yg0 ddalal) deliall

O e e ad Aol claal) asas ae (HCV) 2 Al Shaind ol ¢ 208 Jals 2LaY) o
Manzin etal .,) LaY O (Fraci etal., 2000) ey o5& Abal)
ol Cigpn (5% Las Gugpldl) o s Tk 06 ) (505 daaial) b)) oL (2002
allas Gpb e W Gusnldl)l aaat 8 Lege g degl) clacall of 0 elall Slead) e
<eldul 5l (Complement activation) aciall Juél 4ahas o (Neutralization)
(Zibert etal., 1997)0 daaaldl WA Lawiiviy Opsonization

o Lsh Ll @llin (58 o o Allad (585 (S0 g ldl) 3] Gl ad ) o glie
Cytotoxic CD'8 s CD'4 T Llis & Jlal) Jseas )5 Adaptive Jls innate delidl e
Slo clacall 038 3)%8 555 ae HCV Antibodies (s il 13¢d saliadl alual) 1) & Sl
AN ) e Aol Gledd) e & (Neutralizing Capacity) (ussldll dalas
( Postetal, 2009 ) 0 4yl YU (C) dass ooslall

( Cellular Immune Response ) : 4iglal) 4eUal) Llaiuy) -2-9-2
Cangll 43 e baifis MHC - | dalugy dumgyeall lasind) CD'8 DA udi Lonic
asandl o Giae Cpfia Glal) s3a ety psadl) o alaieWl Al luall iy ad
Jie dleld 3ypemy Ala s JS5 e Lainty CD'8 DA 3 4plid) B)geay it A 4,08l

s ) Agaal) Aakall 3pdns Chagll Ada plie 4 s 005 g (3 Perforin o5l

10



O W ) Sl

il oed Dslal asand) o AV Caiall Wl ¢ Ao ZWY1s slall g pe A3sSiall sl
s s Protease ooyl clayi) e DAY e o)l 36 e oS5 Al Grantes enzymes
Al 5 €V agiie Glanlad) &)t (8 Bilia Bypeay JantY (a5 Chagll A Cige b pee
Dbl Al Adalall S gul) Clags) Jadins ) g5 AN ClagiY) (e Al i Jy Caagll A1l
. (Wherry and Ahmad , ) dsesldl LAY 8 e Lealeills Leise ) am Lee 10 (L)

2004

Epidemiology : 4slish -10-2
b oyl Cannsy L) Aaa 2agh ) KL aal (e (C) Jaah g ulall 2SI Clgil) 2y

Agallall daiall dakiie Aglian) yuiny Aledadl ) salall CLLAY) L elo allad)l Jga e LSl
o ) g Gabias Alladl Gl e (%3) Jlss 2525 (WHO)
sladl paen 3 (lagic (C) Jaad 2SU Cilgil) of e a2yl e . ((Alhalawanl et al ., 2010)
gl il cWaee el Lol ) glald) L ahaal) 4y 5 cpld day ollia oli Al
0 ( Kirk et al ., 2004) Luls iyl & aii upldl

A8 asiall GV GlS (g (€) et (g lall 2SN lgil] (g Ll A )
%3.2 Wy & ojlimil A ()l ¢ %0.9 = 1.2 o Camglyid Lgysls oLl & W ¢ %1.8 el
oalai) G 3hall b o)l A W ¢ ( Theodor and Jamal , 2006) %1.8 tusl i,
el Jall 3 oplim) dus WL (12005 ¢ 05yals pec) %0.5 il aall opiiag s laiaY)
Jsd O s el a5 %25 jeaas ¢ %2.1 Gadly ¢ %1.8 dgagmaall dyppel) ASladll & uald
Lilelall saliaall Aysa¥) s o L dal) claall aladind lgie base il @lld payy ¢ allall
Frankel et al ., 2000 ) oS Sy ol 4
0 (; Raoetal., 2002 ; Alawady , 2006

lisle 180 o) HCV 2l leill (w506 of ((Raja and Janjua, 2008 ) calll JasY
Pl 4 =3 Ols ¢ Guanldll g mbias Gulusll) e (e 10 Ol ¢ alias alladl (S (e
ol AHCV claca d5as DA (e @llds 0 Lsi o pldl) 13gr s Lad s
(C) Jaai (omug 81 2 gl JUaRH (3 -11-2
ailiida gl adll J& gh oo JURY) -1-11-2
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aaal) joeds J g plall 138 JEN Guyll aadl (HCV) o &5kl asliiiie f aal) Jis ey

Ber Llay) Slaa) B8 Alle s | Ll J8 ke ) anti — HCV (e (goaill duaniial)
O ool alaall alual) Uil Jaes (misily ¢ 1990 ale U8 sl opiia sal g uldll
1992 sle 2y Anti - HCV g ey ) dpaaiill aaed) cilinl of a2y adlly (e piial
0 (Schreiber et al ., 2005)

o2 Jidiy dplall Gilaal) 8 QAN 4l hadall bt Gph oo Gugnldl 1 Jiiy
) alis Y gyshall Jale o HUaaY) dalse (e aaly lgtiagy JERY) 8 day,kal)
0 (Theodor and Jamal , 2006

) elac¥) Jiig i) 3landlly LK) Jue ldee iyl o ag ) i
0 (Jonas , 2002

Aasind iyl oo L Jiy (HCV) Gunlé of U ((Puro et al ., 2005) caldl Ll
& Oalalally dmaall Aol (B cplelall Gy BLSY) Caaats ag il Fglal) Labiall lgaY)
slll agias ¢ Lup L skl (AY) aual) Bilsus pall po 8Ll Gl dais < ysal)
JEE) Sy (9 AY) Jilsadly (ampall ool aguiayat At (HCV) 2 Al dimpe ST aa i)
0 (Sally ALY

b osiad) A Llaal) &Y o JUY) -2-11-2
oyl 138 JE Jane o 3 Al Gpla oo cpiad) ) Bleadl GY) o g pldl) Ji
Gt gl Aglas WY 0585 Laxie el Al ()65 o (Sars (%5) (s o) ) Y1 e
(Alter , 2002 ; ) delayll Gyb oo aldm) e ,pli sag Y o« HIV da de i
0S8 Laie (HCV) 2 galias osals onia 100 S (e 5 s of 0 Terrauit , 2003

0 ( East, 1999 ) 2Vl ol (g plall 13 dslias

; peinll JLai) gk oo JEDY) -3-11-2

12



O W ) Sl

e ciysile 3 Aumiiie 0S8 Al A of V) il JLai¥1 Bk e Gug nldll 13 Ji
oSally alEnl e Yiaal €Ty ) 583 e e o)y HBY 5 HIV ) 4
Sleall Gl b claalsie 05y (C) eand of Gspall e O (Yeung et al ., 2001)
e Aime clelad 8 Luia Al (aha) (e dlle cNVae e gV oKy ¢ Lulal)
sabe o cpangialy HSI e bt gl ¢ Guiall et 8 cpllall Jodi 8 a2y ¢ S
Al Sl s aly ¢ i) i 8 (C) Guspld NV ame g i) adgiall ey Apuiall (alyad)
sball e papall diad dalall jexi Y QN gV Gl (8 JSY)y Judilly milail) Gk oo
Alag i) sLijs ADAl gl Jie 4ed pe il el (5S5 AU @l laele dyalacY)
il pmantse aladinly adislly alall Cifiy il A Clgal alasin) PlA e Al dldas Yl
Highleyman , ) i) daph st Sy Y <YW (0 (%15) dliag aidisll
0 (Francisuc and 2006

Vaccine gl -12- 2

Ol A8 Bl i ) Y aapg HOV (gl o Wls Jlad 76 s Y
Glalel alayy c¥lae @llia oSy ¢ Al 35 DA clill) Cigan dads Ll o Ll
sac <Nslae cupal . ( Franciscus and Highleyman , 2006 ) discas claldly dige
LSl gyl e o3 e ddalug (Recombinant Vaccine) asalall colalalll aladsny
Vs Adming s yalie g ) 38 aca aliae alual (sSy e lid) Alanu) oSl Jile J<G e
b ool 4l Gl gl EVslae @llia (Kl ¢ aguldll EYDLL K am deli pia
Ges Al il Gilide am Adalall Lelidl Dlainy) da lgelauly Jll cial
0 ( Sherlock and Dooley , 2002) zalll Gl ¢S of Jaiaall

Laall e dgalal) (Al -13-2
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Non — infectious skin diseases
Lol e Aalall (ahye¥ls e g Lgtas dna lgie degiia Dpala alieY ludy) Ly
o
Psoriasis adsal) -1-13-2
i G Sy Aysltie oty Cpatiall ol %2 Lgigas At ¢ dme e Gede lgdl
( Christophers , 2001 ) Lle (25-10) dyjenll caliill g il 5iSh 1€ jleed) Cilise
g ¢ el Sleall 8 Gasy Lo JIS clligd ¢ anme e Adaall Sgoad Gl ) JI L
WDLAY s ayg gl s alad) LA oLl 500 34k sale ¢ alad) DA Ll Jasa 3045
oS)5s AaghSl LAY aentiy ¢ ((Allen et al ., 2001 ) Losy (30-28) ey disall 4,1
it lead) Al Gletl) Load gy ¢ ol Lpmd o Limy A8 15 43580 alall mhav e
¥ Lae Alall Laal) Zygadl) Chmdl) 8 lysil) (e Gigas G Osll) jeal elayy il
—i s Adaall digas B en ldsae Jalse clliag . aladl 4l ool 4S8 jass )
Family history gasell JBle b agd ddaally Gubadl (o %40 o aas : &y Jalss
Al e Slad ¢ Agaall sas e il 4l Jaal) o ans L ¢ g5l G die Bliml ST a
Cleil) Al Laginall cililgalyly Al B mga aanl) il Jie saclas (9580 dalse 25a5
¢ Qlgly) chlae gany LW clibas Jie ) g1l s dand) LSUL o seld)
igaall (o AlaY) Jlooacla delsedl oda apen aral) gl Aysdl (amys bl
0 ( Bowcock and Barker , 2003)
ma e 4l dgaall e ( Augustin et al ., 2008 ) Calll Cia,
oy ddnall (mye @ihyg Aall e shes 5)5850 28 el ) 53535 NON - contagious
Lalew bl Sleall WA LUé 4ais a5 Psoriatic arihritis daall Jualiall gl e
ilaly ¢ Abatal Cayylardl (il e b e Lawa Wayiixd 3 Jualiall
sbeYly (il B Vs 4sdli ddaall (mpe o) (Schmit and ford , 2007 ) sl
55 Fanaall ey 230 DA e Hila gty il S (gabaidl HEG Gy 4 e Sl
+ laall dpall
Wle 4l S o oSae Laall paye of ) ((Kim et al ., 2010 ) caaldl L]
Gswe gl P e @l el JubY) G0 L) Al sl Gl s
14
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oalaiY) ae A)lie ddaall (aye cmbadll JlY) 8 anti — streptolysin O (ASo) titer
0 4nsdi ayall e Ggilay Gl Cpallill

Aally asaldl gilaie & dyjeaal el o g 28 (Munz etal ., 2010 ) caaldl L
el Glagiiall WA Apesd) ela¥l sl ey Adaall duabel B Lge Dy b

leie culyyladlly Streptococcus pyogenes s issdll dsswdlly Staphylococcus aureus

0 retrovirus 4 sesll cilug nldll axy Candida albicans

ie3idll LAYy Macrophage Sl aaldl Wa, ((T- cell ) dyslaalll 28t WAl )
lyso caali Keratinocyte sl dakll WA, Antigen presenting cell (APC) sl
( Nair etal ., 2009 )0 dgsall [z Loyl b Lga

adiall ilisSas IGA ¢« 19G I clisiws of I ( Ozturk etal ., 2001 ) caaldl muasl
0 slaa¥) GalidVl 4 )ie ddaall oy b S IS5 M35 C4 « C3

( Alopecia areata ) 4sid) Lalal) -2 -13-2

S aals dgms el 138 udy ¢ Adgpea gt Leabiads i s Al JISET e JSE 8
558 Al Aualal) Oy ¢ puall e JS ) Jasi 285 Gl 39 (A S Al Slagg) (e S
JibY) s s Sl ey pee gl (b amt of (e g IS8 Gpinll G S (e
A Clgilly 5aat (Jaje (e (A dedd) dalall L ((Garcia etal ., 2004 ) cludll sl
O ) i A sgag aey ¢ aS an Y Gigpee e I Y psall e gy el COlay
sl K g« Autoimmune disease S1d el apm s alall Al a g
(Macdonald etal ., 2003) 0 <¥lall alaxa

Jea 480l 4y5laalll WAN aeass 5lay Alopecia Areata (AA) Lxadl dalall (e ()
O(Thein etal ., 1997) Zla¥)sas 8 luee 50 WY o3¢d )5S 385 550 Al

ey e i ol Epithelial Cells 4pledall WIAN s (aladily (oagall 128 e
0( Messenger etal ., 1986 )
il ()38 dalie sy did) Aalall aye ( Papadopulos et al ., 2000 ) bl Caia

—
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0 Localized Alopecia Areata ( LAA) x5 -1
0 =l 35,8 K lasé Alopecia Totalis (AT) A< -2
0 auall =i asea jlasd Alopecia Universalis (AU) ale -3
Jalse oa Al dalall (mye Gl aal of (Hedstrand et al ., 1999 ) Caldl moasl

0 genetic factors 43,5 Jalse s « Psychological 4ussis ¢ Immunologicgal 4l

lichen planus glawall jiall -3-13-2
¢ aall (e diline Bhlie & Oslll iy fia sedas Tl o mlavsall el o,
gl & HCV RNA aalg oo i€l 2 8y ¢ aill Gl Jalaa) oLixll 3 Gl el
2 ALYl Al 8 Ll el o A5l dgay X5 L 1aas aill aliall pLiall Gl
0 ( Galassi etal ., 2007 ) HCV
HCV I o laals ol 5590 el 3 of ) ( Matici , 2007 ) Gald) Ll
Aalal) abe¥) Gans leiada ey ¢ sl DAY £la @bl sl (8 s 5% o) oSa
0 phall Jhall Jie
caly HCV o 4l 4w o) ) blal ( Derves and Serez , 2005 ) odialill oS!
1S e d Jhdl daladl o) JaaY s (Carrozzo et al ., 2005 ) &alll Wi . (%2 - 1.6)
. el g L
Gl piall Cplalaiad) e %24 5 Gatad) e aill ) Jhall e (e %25.8
gingival all, Cheek aally ol & Lla) adldl S8 oy ¢ Alsadl)
( Xue etal ., 2005 )
Rilate Capeay 4df Slmd il lee lanigia Gueay e e mhasd) Shall (e o
. (Anuradha et al ., 2008 ) ,iUsYls adlls alal)
b Jamey dlayl) Ganay 3 alladl 3 Races e Calide mhdl hall (e Gapay
e ) ey o I el iy 2y o Gl Gl Jondl) e lasill 5 ¢ 40 60 — 20 (e pams
0 ( Ismail et al ., 2007 ) 4. 60
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ALaY) Slaal 8 auls s Ayslall delill of ((Rana et al ., 2010 ) cald) Ll
slalll AU WAy ¢ CD'4 saclusall dyslaalll 4560 DAY clgias alall mhaall hall
Ganad) 4500 WDAY (e Alle i 35a5ly ¢ DLa¥) il b Lega sd caali 30 CD'8 gend)
Aalall WA adast e Agsadl a5 sl Giledl) dalaie 3 ( CD8 ) Cytotoxic Teells
& Al AN aelus 50 L) CD'4 sae L) 25800 LAy Ly Ketratinocyte damage
0 Zualal) LAY andass

oY) dikic 3 Mast cells Al LA slact 4 Jaag) a8 aill cdawsal) Sfall L
0 ( Junardhanan and Ramesh , 2010 ) (sl Lla¥) asi b 12850 150 Ll

Acll Gabel e 58 mhadl sl Gage of (Anuradha et al ., 2008 ) cald) Lay
Ly cdlels blal e gyl Laatl) Jadiys (Chronic autoimmune disease)  aiajall aglal
Antigen  clasiuwdl alise olad (Type IV hypersensitivity) reactions a.losl)

0 Aalls adll dslaia & 4daaDld) variations

( Chronic urticaria ) ¢l gl -4-13- 2

Ol gxilly sule dala clalanl Gl daild dpcane Al s urticaria gyl
@xis Tpamal) Gaalye¥ly Aaadally Ay olad Lpulual) Jadii 32025 43ld (Chronic urticaria)
IgE 2l olail i IQE 1) i olas Autoantibodies 4l slaal ssay ey 45130 de lidl)
0 ( Yadav etal ., 2006 ) 4w

e Gl anlad 6 e JIY Wheals claliny] cupaind 136 ejes dla ) (g8l Catay

@l Gan Caiaid saall oda e Y ALY oda Cupaind 1Y) Laiy ¢ sl gyl Al
Grattan ) Gl Ry pa e Y el il ENVS e %50 s aiall
0 ( 2004

—! %X c_.ya\;n ) (rarall Lg‘)..ﬂ\ —arieal
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FOOd axka¥) chlphaas ¢ daaka¥ly ¢ geaY) Leia sae Jalse (o cuiiall @ Gajall gpdd) -1
Glphilly ¢ Slugulally ¢ afiball e ducydl Al LYy (additives)
0 ( Yadav etal ., 2006 ) <llskll,

O ADle el iy ( Autoimmune Urticaria ) aglall deliadl @ Gajall gyl -2
0 QL) g pra e AN Sy Gasall (gpall5 ¢ Aol 3ax) ialal

Alall S (10 %25-15 (e camay e g () o 2 bl g pa e Gajall gl -3
O e B3 (A ) iy 4l Gedall () pads Lo W6 agtla il Gany
IS e Y L Agseal Ao V) Glel) (gd Mliag ¢ agibia dale e Aage b pllall
0( Kanani , 2006 ) 4-1 Zausy Ja)ll e Gaiall (62800 cubiadl)

Os—Sbiay Gl (o3 G il G () e %10-5
slallodas . ((Gruber etal ., 1988 ) IgE lsaladl 2lusd auto antibodies 19G
—all zlly Classical complement pathway aciell (ol Hluall Jaadi LeiSay 3aliadl)
il LA o) . ( Kikuchi and Kaplan , 2002) duadl LA lasy of oSa 3 Cha
s AV LAY (may 3S)Lie (e pe)ll o gyl g1l adana & el il culd DAY s
s A g5 AUl ¢ cpalivgdl )t cuis LA o361 ( Degranulation ) casal) 431
=25 ) Akl da s adal) caad Al clalayl; Wheals  duadaudl clala)
0( Powell etal ., 2007 ) Angioedema
(Super Aalaud) syill ddkie & Juasd il 5l of ((Kaplan, 2002 ) cald) Ll
dydelu 36-1 (e aiud ol oda o)y ¢ Llay) dikia b #lin) 43 facial dermis)

0 Painful idses indurated <48 lesions <y sia ()<

eczema layjsy) -5-13-2
willy Sl Ciliall Jadi Y L€y ¢ alal (e Ladl bl gl JIS31 e S5

. (Burnsetal ., 2004 ) duasll LaS¥s ¢ dnaall Ly <Y,
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SV Atopic ci¥ls i a ¢ dlall b legd V) GllaY) e sasly o LYl
Onle L Ombaal) JULY1 A Gls ¢ exdl e IV el 8 leY) oy JUlY) vie el
0 ( Robertson etal ., 1998 ) %20-10
Jie a) dpmye OVl ae dasipe LS o Y (Burns et al ., 2004 ) caaldl L]
Jalse Jaii LSV jseda (& agds S dalsall () « Hay Fever Gl cess « Asthma sl
0 oAl dalse s ciVlaii¥ls ¢ Llals disma e olad Laulually & Ludl)
agic sydall PR %20-15 Zaudy Lelia deaiidl olaldl 4 eczema LSy L)
syl 13 Ll 8 cplal) e Agpae 0585 8 Al Jelsall Ols 58 58l sl Jalalls 3,831
0( Thestrup — Pedersen , 2004 )
i) LU Al Jals2ll of ( Schafer and Kramer , 2000 ) cualdl aaY
Glisid e Smd layes dadly ¢ culally ¢ Gaull Jie ZexlY) ey & Atopic eczema
Staphylococcus 4l Clasiiall LSy dalall EXOtoXin dmplall aseulls ¢ Ll
Jalsall ey ¢ G S pgadd cpdll (alasl b LSV Gisaa e aeld lly auraus
25 Jalsall 38 S coanll 285 ¢ Adgeall Gudlally ¢ Jouadll iy aleilly alall Cilia (5 8Y)
0 LuiSyL alall o
Oe 2ay 3lall Claliad afidl aaiu) of o 38 ((Von Mutius |, 2000 ) caaldl W
0 LSV el i 5yladll Jalsal
dé (e sball Glaliae Jsbs of aay ( Karimi and Mohsen , 2009 ) daldl Ly

0 LSV (e sels e Ailian) AV Culd ADe 4l Gl anjleeY 5l Alajall 6 JlalaY)

Vitiligo Gl -6-13-2
carall 138 Gluag (A ) sl dpdall Aapall 3081 aly Sadipg ¢ alall g (B a0 58
Elan) b Ay plall LU He0 ) jedn ) Aplall cluaill e 2ae Sllling dgpea ye

0 ( Jadali etal ., 2005) alaY!
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O W ) Sl

e Gl (s ¢ Bhe¥! Caliday cuuial) S e allad) G e %2-0.1 Gled) cana
0 45 20 ye ayall
Gy Al Adulil slme¥ly ¢ mbal¥ls ¢ oaull edas ¢ Al A Gledl Ledas
-( Silivia, 2003 ) s ylls
— ) led) i
slac¥l e baaly Adhie 4 ST 4 saaly dady JS5 e oS ¢ Localized vitiligo -1
a5 OsSes bhYls ¢ 4asll 8 gl 13 salie Sa @ Generalized vitiligo -2
0 Lndsai (3halia b Jilaie LY
sl e %80 e ST Jafy ALY e gl 1 o: Universal  vitiligo -3
0 ( Nordlund etal ., 1982)
Oxidative stress dla ¢igan s Bleall L) Hsels o sac bl Jalsall (o (o)) asing
i) did LA 8 lsadll 06S55 Catalase bl apk) (ssie Jasi Laadlyy ¢ alall
0 ( Schallreuter et al ., 2002 )
dpac 5 ¢ Aaeliey ¢ Al leie Glel (e bl Jpeant sase Gl paas Buda o
OS5 ) s B AN z55all Gigas o 3) Self — destruction 513 adasill 2401 e Siad ¢
Melanocyte antigens asdall WIAN Clacine aca 4¢ase Autoantibodies aild sa]
avall Al Bhlie ppen Jedy Jp dlall dihaie 3 el LAY o3 abad ) s0n lee
( Ortonne et al ., 2003 )0
Gl e Sl alall i i Free rexdicals sysll sl aasd of Qs Gl <yl
0 ( Hazneci etal ., 2005 ) 4la¥) clas) 8 lage 150 canly 3ledl aye
s Gleadls Lla¥l sad e 355l Jalsall e of (( Grimes , 2004 ) Caald) Lay
( Chemical mediators ) 4sbes) Lilusll sy a5 s Neural theory duuasll 4,0
0 bl dapa # ) & Glall i Lee amall cuasll Gl (e
Jaaill Alla € ) asis g (Autoimmune destruction ) 1) akaall 4k Ll
Llaa) elall Gleall (8 deliadl 4laany) laisy iy Breakdowm of tolerance )
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O W ) Sl

Melanocyte 4Ll daaall syl WA s ) Ladnll 13 gop (Al Ll
0 ( Ongenae et al ., 2003 ) destruction
ipaimll LDAN o aaY 2@ (Prignano et al ., 2011 ) Goaldl L

0 Glell g sl (e L) 3 Ths LuilaSY LA 4als, Dendritic cells

C-reactive protein  Jdll (C) (g -14-2
Al A aalgy 0 Jeadll 8 2sa5e Immunogloubulin e liall cplow I je o3 58

C — ) desendl)l aiip e 5l 4l daal) Gali ff madlly lely) slall elall Alaind Pls
0 ( Dasqupta, 1992 ) (Ca" %) asull&ll cilig) agas 450 <l )<l (CHO

OsSS Y s sl oda gls ¢ alall ghall latial e eia s Jldlll (C) Gign gl
ol (8 aday ebua (len ise sed A A pud) Aall jauds WA (e alyy ¢ dpapdll
Pepys and ) z3al Ly 4lay) sk daglic s dysanll ALY IS 5 (gl
0 (Hirschfield , 2003

IL) solal) s dll )5 . Jasé (Hepatocytes) duasll WAl 2ol Jladll (C) g » i
Gl ks ) fay . (Pradhan et al ., 2001) 5S35 sy <3 5o Interleukin - 6 (— 6
SSE ) ddead) 585 adis clela (6) Play ¢ (SHMUIUS) o3l 30 dung)S 5y5emss Ao
(C) oissd saP yandl Ciai o LS 0 4ol (48) Pha 35,3 Jaais 51l [ clabyale (5) o
sl )l s ¢ Azl dsall Cagylall Calide cad Gl gag dele (19) ay dadid)
inall dpayall LY 305 8l (WSay A Synthesis rate el Jasa 8 (gl S5l
Oy dare iy Lo ) Aoy (it aall 4 gl 585 () 0 (C) Jladll gyl sy
LS bsar zUWY) sl e Jssead sl plhiil s JlSI oW il (C)
0 ( Hutchinson et al ., 2000)
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Jand) 3ok ¢ Al Al asalaa ¢ gl uiveieiee e eeaennee ) Juadll

Materials , and Methods Jaad) (gi)hag dsal) -3
Agall -1-3
s A i) cilajlically 33¢aY) -1-1-3
S(1-3) Jsand) 3 elualss Al Ayl ciletialls 33eay) duhall DA il

(1-3) do
Aaal) B Aasdial) 4 i) cilajtivally 53gaY)

Wliiag dgdtal) 45yl A dal) cilajbiceally 33aY) &

Organon / Teknika / Austria U gl Jesd) lea| 1
Washing micro ELISA system

Organon / Teknika 10U 58all 5o sl Glea | -2
Reading micro ELISA system

Hettich / Germany Centrifuge  (&Syall Bkl jlea | -3

Termaks / Germany Incubator Luala| 4

Payer / Irland Sl bl Slea| -3

Spectrophotometer
Eppendrof / Germany dalide o gan ) Aalagisl ciliale [ -6
558k (20, 100, 250 )
Merab / Syria ille (5) s Ak cilaa| -7
AFMA [ Jordan Jille (10 ) s dppiide (il | -8
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Jand) 3ok ¢ Al Al asalaa ¢ gl uiveieiee e eeaennee ) Juadll

: duadddl) sasl) -2-1-3
0(2-3) Jsaall 3 Rl padfill 33al) Aln sl deadll Gasadll eha) 8 Cherdind

(2-3) Jsx
Ll B Aariioedl) k) sl

laldie g daciall 4s i) duadiial) ) &
Foresiht /USA Legll JamY) ye gmall ELISA sx | -1

C  hall o<l bl gl

(Anti — HCV)
Randox / United Kingdom ALT 5l GPT il (ssie aaisac | -2
Randox AST 51 GOT syl (s5ima paisae [ -3
Biomerieux | France ALP a3l (s5iue yaaiisae | -4
Biokit / Spain CRP (ssime aaaddac | -5

Studygroups : 4wl amlas -2-3
iuhall ciladis 2011 /7 /1 A 2010 /11 [ 1 (e saall Ayghey Apae b Auhall el
¢ Agaall ) Lie Loeall e Lalall Gahe) iage desenay ¢ slaaY) Galidl) de sens

0 ( crmsall sy ¢ Apmia) Aalally ¢ LogiS¥ly ¢ lanaall Sl ¢ GHleall

Healthy group : slaay) (allil) dc gana -1-2-3
AU gl s el A gil) o) e gyaill Lyalls slana) (e Ladi (190 ) Jseds o
Aalal) daall Hide b zlo3l i e Clasad shal Gualdl (o aa alail) eYsas (C) daas

0 ( 8yl degena ) Aysiny B
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Sl 3ok ¢ Al jall aualaa ¢ A gall Liieiie i e ennees ) Juadll

Patients group : sl 4s gaza -2-2-3
Gpsed) e Apalall bl abel e il 1518 (an Lianie (200) desanal) o3a e
el paddi iy alal) Gahel) il caledl) g idiee dliind eealy s
pland e alaeYls odlel Sl Lol 8 Lalall (ahadl Sladl Jd e culad)
Sl g pld Dlaa e (oaill B s il . Al L sl el Gt AU Glann)

0 oayall de sana Juasl & (€) daai 2SI

Sample collection : <liall 2aa -3-3
caliiY) e sens ) A bl cplsadid)l e sapsl sl e ille (10 = 5) s
3 Agyide canlil (& Clial) Camiay ¢ 330 Ada (ilae Jlexinly (oaapall de sanay ¢ laual]

0 3300 Sligla (A& yoidall ) Gl 5 lead b any

Separation of serum : ail Juas Juad -4-3
S aayy ¢ aall iy (ST( %25 — 15) Al s)ha daay 3ada (15) saal sl e ¢S
[ 553 (3000) Aslyss depun 3Sall BRI Glea 8 el o dyglall (bl Gyl
iSolegisl clale Jlesinl gAY aall Gla o diaal) Juad 5 ¢ @il (5 ) saals ddd
) 2 el b Jaall o Dpglall Cull) Clain 5 Lpad 5 ae 3308 Agyide il 8wy

0 duslladll CLERY] eha) gl (°420 -

Jand) 3k -5-3
t(C) Jaad Sl lgsl) gl Ao gil) M) e (gpal) -1-5-3
Al 4,30 Clalsd cass gl @Al ( Foresight ELISA ) duadill saell Jlexiol &

O ~'” “. ~“ Sﬂd

: JLEaY) fas -1-1-5-3
L Lala daand Ayl Jadl) 8 ciaag ol anti — HCV dlaay) Lags

Horseradish peroxidase — (jidall csbiay ¢ Guhall jéa ghaa e Zadddl Glacaiuddl e
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Sl 3ok ¢ Al jall aualaa ¢ A gall Liieiie i e ennees ) Juadll

(Substrate) ailials saall 13 (o CalSH (Say ¢ ¢psSiall eliall snall ae Laiid cONjugate
Uasls Ailaly Jeldil) iy e ¢ dunge Al of ey )5 Uyl ey 4ae Jeliy 3
5ad of Lo jiasils (450) gase Jsb e Rualaiad) Dy jaual) oolll ) Jsmid el

0 el Jam) o deadl) 4gging Lo 40eS po canslis Apaliaia¥) dagy sl

;LAY Jas 435k -2-1-5-3
0 (1:1000) sy oaludll zlall Jslaa aa Jomall Caid -1
oiiall ) Negative control bl syl Jslas e (Uil )ik 100) Capal -2
&) Positive control cassall syl Jlan e (U580 100) 5 4 Givanadll
0 (Blank) 1 saalssjing ¢ 4l Giicacadall oy jiall
0 ddndl jaall e JS L Cattall 2 35aill (e (Ll Sile 100) capal -3
0 Lol 33a)l po Jene 3oy elhe dhauly lan Gobll hé -4
0 (°+ 37) &= day 458 (30) 524l (il -5
Washing  Jusll Jglase Jleainly cilye (5) Gaball Jué ¢ sl 558 olgil 2 -6
0 Solution
saals 3yl s ( Enzyme conjugant ) ¢yl aydyl e (Lille 0. 05) sasly ki Caual -7
0 la ziers (Blank) syés lae Lo Guall Jis (e byis JSI HCV Ab e (il 0 . 05)
0 s ¢lag dlaulsy gkl lat -8
0 (°» 37) 8)b~ day0 A 488 (30) 32 Goall (pan -9
0 panl) 558 o leii) any 4l 30 Jusdl 35haa cane| =10
0 laa s syia X Substrate B (e (il 0. 05) 3aaly 8ykad Caal -11
0 (°» 37) 8)ba dayn 8 35 (10) 32 Guan -12
0 Jelitll Csigid Stop Solution Jelél) Cse (ya (Lille 0. 05) saals 5yki Capal -13
450) ase Jsh o IS Gl se il Slea ddaulsy Absorbance dpalaia¥) i -14
0 ( sl
: 4y dblea)l 335 Cut — Off value iad s il -15
Cut — off value =the average OD of negative control x 2
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Sl 3ok ¢ Al jall aualaa ¢ A gall Liieiie i e ennees ) Juadll

Cut — off 4ad ool o ,ST OD el 58 Ladie Jumall Zunge dagilll chyiic) -16

Ovalue

: Juaall & Alanine aminotransferase juyiudls sisal cpill as3i) 4dlad (uld -2-5-3

3aall ladiuly Juadll A& ( Alanine  aminotransferase) il Alad aaad
0 ( Witt and Trendebury , 1982 ) (ALT — Kit) dsas il

uasdl) jaa -1-2-5-3

Pyruvate hydrazone) (sihuls Cudy b 585 addats daulg ((ALT ) axp) Adlad Coas
2,4-) Cobuledl Jadg il AW (-2,4 ) ae osSadl (
Jsb o Glbaall Slea Aoy 4uld (Say Ly Uil JLaay o35 ( dinitropheny — hydrazine
0 Jooall g o) 4aeS ae Aislll 5080 anlii Cum firasili (540) (a5l

ALT
 —0xoglutarate + L — alanine —» L — glutamate + Pyruvate

Juandl A4k -2-2-5-3

(test) dumll  loal dyel 8 Camgs Laylial dlyall Aiall Joas (e jille 0.1 sl -1
0

Phosphat buffer, L— ) Buffer Jaxdl Jslaall (e jilla 0.5 aul -2
¢ dgall e L (Test) duwdl las) 4sf ) (alanine , * - Oxaglutrate
0 425 37 )l Aa o ol 488 30 Bl Caiian

lad 435500 (2,4 — Dinitrophenyl hydrazine ) ¢slall Jslaall (e jills 0.5 canal -3
0

0 dusie (25-20) Ayl s day b A 20 20l CSfig gl Cinie -4

0 (0.9 % N) asnsuall 2y liille 5 dalaly Jelinl) gl -5

sl dshll o 3l (5) e duedl Dl Qe dpalai) @iy Al Cinde -6
0 sl (540)

Ialdie | duazil saally Gald) Jsanll e adll Joas & (ALT) aitl dlad il (g5a -7
0 LlaW) due 3608 e
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Sl 3ok ¢ Al jall aualaa ¢ A gall Liieiie i e ennees ) Juadll

.(Haslettetal ., 2002 ) 5l /332512 go sy ad¥) aulall 5850 jslasy Y

2 Aspartate amino trans ferase Jisdudlfigial o) as3i) Adlad Luld-3-5-3
2 Juaall
AST =) draiill 52l Jlaxinls (Aspartate amino transferase ) iyl 4udlad saas 5

0 ( Johnson etal ., 1995 ) (Kit

: oaadl jawm -1-3-5-3
Oxaloacetate ) ¢shuls cuniulllSsl 5850 adats ddaulgy ((AST ) ary) Adlad Choas
2,4 - Dinitrophenyl ) Cobula Jude il AW (-2,4 ) aw oSl (hydrazon
(540) asdl Jshall e Cilbaall jlea daslsy 4l Sy Uiy Usl Jlaay 531 ( hydrazine

0 Jadll ‘;A (;.J).\?\ YEVLS &= Al 328l i ¢ e gils

AsT

L — glutamate + Oxaloacetate

o —0xoglutarate + L — asparatate

: Jaad) 4y ) -2-3-5-3
Jarall Jlaall Jlextind sl odel (ALT) apil ddled ulil lgasis Jaadl cilshaa caagil -1
( Phosphate buffer , L - aspartate , = - Oxglutarate )
0 (AST) Ll dpadiil 3aally Laldll
0 Jisesili (540) asall Jshall o Ll el s dpalaid¥) & -2
0 Auall 31 e Taldie) dpmpa sl s2ally Galal) Jsaal) (pe ai¥) Allad Canudial -3

Al [ saay 120 el @ ekl 5Sal Gslany Y
(Moss and Henderson, 1999)

: Juaall 3 (Alkaline phosphatase) sl 3idusdll ag3i) ddlad uld 4.5.3
dpaddill saal) aladiuly adll Jas A ( Alkaline phosphatase ) iy Adlad yaas o

O( Tietz etal ., 1983 ) ( Alkaline phosphatase - kit )
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Sl 3ok ¢ Al jall aualaa ¢ A gall Liieiie i e ennees ) Juadll

uaadll ja -1-4-5-3

p ) Jeldll 3is e (Alkaline phosphatase) a) dalladl 46l 30dl) uld 2

Alkaline phosphatase
Phenyl phosphate > phenol + phosphate

PH10O

Potassium ferricyanide) 5 (amino - 4 —antipyrine ) sas aiall Jsudl) i 3)
0

sV ady) Jelall cadg il & ( Sodium  arsenate ) amisall Fai)) s
Gl a8 ¢ jnegils (510) asall skl o ilball Slea b auld oSa Ly Uy ey
0 a3l Jeme b i) 4aS e Lyl Aonsliie A5l

: Juanl) A3yl -2-4-5-3

Disodium phenyl phosphate ) Substrate buffer ail<ll e jille (2 ) wiaf-1
gy (|, carbonate — bicarbonate buffer pH 10, sodium merthiolate
Reagent blank ) i\l ¢l (Standard) skl (test) dusll Lol canll 8
0 Jall Je (Serum blank) dumall <l (

0 4ysie (37) )b A 333 (5 ) sl k) ciias -2

& leand Shall Zuall Jean e Silg Sl (50) Casals ¢ Zaalall o cll) cin AT -3
dasal & (phenol) StandardcailS jids Syl (50) 5 ¢ (test) dumll Hlasl &gl
0 ubidl

0 4yshe (37) )b dayd a3 A (15) el k) Cias -4

4 — aminoantipyrine , sodium ) inhibiter K ¢« sl (0 . 5) Canzal -5
sl ¢« (serum sample) Al laa) Lsal = LAY bl ) ( arsenate
Caslsl) Dl Asaly (Serum  Blank) dusll Juas Sl 45l ¢ (Standard) sl
0 (Vortex) dalss JS& cSms . lam dsall cinde ¢ Jsill e (Reagent blank)

JkaaY) bl aeal ( Potassium ferricyanide) ailSll e gl (0 . 5) cawsl -6

(Serum ) Ll &L 1) Al Jias e il Sile (50) Canal &5 0 odef 558l
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Sl 3ok ¢ Al jall aualaa ¢ A gall Liieiie i e ennees ) Juadll

G ¢ @il ddl ) (Distilled water) shie <L il S (50) 5 Blank
0 allae GlSa & 3 (10) sl S 555 il Sl

Ll ol (blank) <DLl Jilis (Stander) sbdlly (Sample) disll dpabaiaY) @i -7
0 Jingili (510) sl Jshll o Glbadl Slea ddaul s

polial 8 Al 335 o apl) Aol i -8

OD serum sample — OD serum blank

Calculati tivity = *
alculation of activity oD n

OD = optical density S REN

n = standard concentration:142U /L

ol ille [ sasy 142-71 oo JWRY) b sl aB) ekl S et Y
(Thomas , 1998) sk [ 32a492-21

S Y clagead Galil) Jle Aaalgy adll Juas b bddall (C) Giign dube (uld -5-5-3
: (Latex)

Determination of C.reactive protein (C—RP)
Titer in serum by agglulination test :

saall aladiuly Juadll 8 ( C . reactive protein ) Lisdl (C) odign Apbe Cuud
Semi ) 44,k ( Rheumajet ( CRP — Kit ) dnasiiall

0 ( Smith etal., 1977 ) ( quantitative agglutination test

: oaadll jam -1-5-5-3
axa &3 (Polystyrene Latex) clawa (e (3l s (Latex reagent) & Y ails
ol hiadl (C) (g s (18G) oo liall (ulsu oIl e (Fraction) ejss sUaie aliiie
CRP — ) auall — auieal) (o Jeliill A pal Aaadalls peandi (oS5 Y lasan . (gl Joaally

0 (IgG —anti - CRP
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Sl 3ok ¢ Al jall aualaa ¢ A gall Liieiie i e ennees ) Juadll

Oty (Latex) Glae Gld ¢ Juadl 8 Ladad) (C) (uigp 39as cun Jel@ll Sigaa Als
Ol ae Jeliy (sdlly Jaaddl A Jadiall (C) (g dsny o Gy ) s maly JSUG
0 Lalaill / Jelad UiSa (Latex) clapsal ozl (IgG) ol

Ol (C—RP) Liidl (C) s 0o (6 Mg/ 1) G ST 585 o ol clsinl Uls 3
0 (Latex) <ailS; 4aje die Caasgu lawaly b3l

: Jaad) 44y )k -2-5-5-3
Gl & & (Normal Saline) aludll aldl Jslaall e il Sl (50) Camaay -1
DY) Lsdl e Lgllaall Cadlanll uea lgaded 5 (Khan tubes) dalay kol

0& ... 1,2,3
0 (1) ¥ L) dsal ) lgamnd ahall il Jemn o ils Sle (50) apual -2
Serum + ) G5l el yaaiy camay cllds lam dsd) Cinge -3

0 (1) Llaay! dysnl 8 4Sske ) dualdl plasiuly (normalsaline

DY) Ayl 8 el mydall e il Sl (50) 23k elldg del) Cagan ddee cyal -4
0 (2) &y SteaYl el ) aliss (1)

(50) b i laday ¢ Leiidd Cagllae sl Aupsl AT i odlel cadadl) ddee @< -5
0 Cauill ey Al dnits (gl Luaal (S5 ol ¢« 5aY) JLEAY) dusal e il Sila

S/ aple 13.5-0.02 (Kind mark , 1972) : (asill dbll a5l

Statistical analysis <laay) Judail) -6-3
oy Uilias) Lellad 2305 ey duloa clily I Auhl) 038 (e Alanivsal) il cilp
SPSS Version 10 / Statisical Package For ) 3dlall ddajall el aladinls osulall

0 ( Social Science
(el desanay ¢ ompall Aesene ) i gene el S i) A ayisi
0 @bl iVl bl Tl alasinly 2l e Jpuaally Slily 583
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Sl 3ok ¢ Al jall aualaa ¢ A gall Liieiie i e ennees ) Juadll

O Aesll anlie e Jlsiall Galies cibsiall oS eyl Al b assial
Gl Al GBS ¢ Guinlly eall s GabaY g b dsall il Lo Jseasll
ol Jilas alasiuly (0.05) Jlaia) (ssiwe die dyginall ol cudigh L (2009 ¢ ALSI)

0 oY) G Gl 4yl
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Results and Disscussion

Lupal) aalaa -1-4

Lol e Aalall Gaha¥l Gmey Gabaaddl e Sliape (200) e 2l Zil pes
s (omall (el ¢ LSVl ¢ Glalls ¢ Al Aalally ¢ Adaally ¢ mlasd)l i) )
S 2010 / 11/ 1 oo sl edeil) dyghey Adee B ApLEaY) saball el
(121) (e Aad) s, Agalal) (ahpa) aliaid) Jd (e () papiin 5 2011 /7 /1
Mo A (15,49 + 32.17) see Jarars &) (79) 5 (14,97 + 3252) jee Jamayy SO
o o2 gl pen @ LS ¢ A (151 % 32.2) Jee dnars B (70 - B) o pjlac cngls
xe Jamey 1S3 (50) Gpuciall DS gy syl die lgbias Walh slaaY) e Ladis (90)
) o aleel ngli uilly i (11,58 £ 29.1) jee Jaees Gl (40) 5 ( 9.87 + 30.68)
iy dael g 53 (1 - 4) Jsaall 8 WS 35w (106 £ 29.9) jae Janer di (60 —13
oAbl Golaal ¢ Aalall (bl (men Gubaas odaes slaaa) e s3ald) aall clie
Lanall e Apalal) Gahel) ga (C ) daad g uldll 280 Gleills LY G AR e (gail
g ) (el Bl glilly ¢ guindly ¢ eall ) lgie AR 038 (8 Jalgal) Gmns 535
0 (1 gale) Lubny) sylay)

bl (e b LD [apat ol L 10 o JAY) gpead) 2l o (14 ) Jsandl o
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(1-4) Jde
Agalal) () (any Gubas aasg slawal) (e Bigalall aall cilie quaig i)
5 sl 45 gana el de gana i pcial
(%) dand) (%) daxl)
(4w ) el
0 0 3 6 10 (e Jd
15.6 14 23 46 20 -10
48.9 44 21.5 43 30-21
18.9 17 24.5 49 40 -31
13.3 12 13 26 50-41
3.3 3 15 30 50 e siSi
100 90 100 200  sanal
il
55.6 50 60.5 121 S
44.4 40 39.5 79 &l
100 90 100 200 & sanal

ST ol el Jsandl Lgan sy Ay pand) il Cansny Gialyadl) dgiapall ) a5 A Ll

30 )  5(20-10) 5(40—31) D Lppeal) il o Tladll Liajad Ay peall cilil)
LD L jas dppee 45 Ji Wl ¢ Mg e (%215 , %23, %24.5 ) couiys 4 (- 21
s puinll e o LlaYl o Wiy ¢ (%3) Ay 3w 10 e Y dpendl L) a
b A oo el sSAl 8 ol Baaddl e Dl bVl AlaY) A o) (1-4) Jsasd

0 Jsil e (%39.5, %60.5 ) iy
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L) g dalal) () -2 -4
( Lichen planus ) gawall 35l (i -1-2-4

e Hlam) Y S dpenll Gl G e mlandl Shall Gmge of (2-4) Jsad) oy
Calll duhy 2l ae GEy 15 (%33.3) @al Y ¢ A (40 — 31) dpeadl A
cuadlll (& iy vl hall a0 W om 3 ( Bhattachayga et al ., 2003 )
< ( Anuradha et al ., 2008 ) Galdl (i ¢lld fe b ¢ yanll (o gl Sially dals
Ismail ) Cald) 8, 23 40 e J8 ey ) ey sl Shall (ye o 4y
& W A (60 - 20) o e S Canay mhasdl SBall g of 2ag (et al ., 2007
il Ay Ala) A o dwti Joaall 8 <8l ity Lyl e Alal Janed oLl
Y bl ey ¢ sl e (%11.1) 5 (%22.2) <y 3 ¢ Gy o Aba) A (e el
&) Sl ALaY) A o) g 3 ( Bhattachayga et al ., 2003 ) sl mits s (38155
0 2:3 . SV Llayl dus

(2-4) ds
uindly pand) Guuny baall Al pdaja g

(%) £ 5aal) Caiald) 3 panl) 458
(%) <u) (%) 2883 (&)

0 0 0 0 0 0 10 o
11.1 2 0 0 11.1 2 20 -10
22.2 4 5.6 1 16.7 3 30-21
33.3 6 11.1 2 22.2 4 40 - 31
16.7 3 11.1 2 5.5 1 50 -41
16.7 3 16.7 3 0 0 <la 51
100 18 44.5 8 55.5 10 & sl

Ner Dbl dgay ade Jpaall cpy JULY) cles 0 V1 dppeal) 28l ol Led L
Al ol e an ) ( Bhattachayga et al ., 2003 ) caald) duly pe (385 1305 ()l
0 50l oS Jlakay)
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oalil g g ¥ A 10 e JAY1 Agpead) Bl o maiy (2 - 4) sl DA e
alaY) ol e ( Kanwar and De , 2010) sl o] Lo 130 s pdassal) 3l (5a0 ¢y siliase
0 JbY) die Eganll 550l (eS8 (o pall 13gs
i) of aa5 ( Bermejo — Fenoll etal ., 2009 )odald) g ol Al Al 3 (<)
o Gl Y Ny . A (60 — 50 ) Ayl 45 ve LLaY) Sy ¢ LY b i)
Lpenll 2l 3 Hlim) ST lansdl) Shall (imges Tla¥) dp of caamg Al Alla) Ayl il
ot Les ol A b el Ll aal) 8 eV da pady L 4 W)L A (40— 31)
Tonsi and ) Caalll il ae 3155 Auliall s3a iy LY
cailKs byl A W (%61.4) el <A & dlaY) A of L on ) Samdini |, 2009
445 ) &N s (% 55.5 ) LsSall dlall du o dladl Al il ey 3 (%38.5)
0(%
dpand) A8l & eV culS Al das o) ((Das et al ., 2006 ) Gald) il cuy
LlaY) A o) ) ) Al Al Al m50 ae @il L 1aas 9% 26 cualy 3 ((41-31)
0 %33.3 leasis dypenll 2l b
G dadl G b 8yseanall Hlael 553 e o lutl) Canay Lo ST mdansall Shadl (iage )
olallly & M) Dl e WSS ol ¢ el e aladl sl

0 ( Doparado et al ., 2009 )

( Psoriasis )  4gdaall (aye -2-2-4
penll A5l ve i) ST S dppead) i) G Agaall (mye oF (3-4) dsasdl coy
fosd o il Jganll b bl cuigg o (%39.1)  Aba) s il 3 ¢ A (40 - 31)
(8.7) 5(30.4) caly 3) Liayall lagr LY G Aba¥) A o ef cul <A o ALY

0 Jsl e

35



ouiadly sand) Gy ddaall dape gl (3-4) doe

(%) | goanal ual Ay yaad) il
(%) | ey | (%) | L (%)

0 0 0 0 0 0 10 (e Ji
21.8 S 13.04 3 8.7 2 20 - 10
8.7 2 4.3 1 4.3 1 30-21
39.1 9 8.7 2 30.4 7 40 - 31
13 3 4.3 1 8.7 2 50-41
17.4 4 8.7 2 8.7 2 <l 51
100 23 39.14 9 60.86 14  sanal

led (sSs All Agpeadl &) ) A3l Al 8 ((Masood et al ., 2005 ) caald) o
I Al Al 25 e G aay ¢ Aiw (40 — 30 ) o b o bsels ST dgaall (o
Galll g @l e Slamd ¢ i (40 — 31) dpead) D) o LlaY) agay S el
Agpendl 2l A OIS Agaall e bl el of 4aulpy z3ts 8 ( Christophers , 2001 )
S oS Ala) A o G s Jsaad) DA e D) m80 s ¢ 3aw (35 - 25)
pend) 250 5 Lol ¢ Aualud) Lppeal) Ly 2N dppeall 23D 8 WS 11 G Lo gy ALY
Cald) =5 ae @850 ol oday GUY) & & lee Ji ,SA) 3 ALY dus olé dpl)
G AlaY) A ) &by 8 Gl dus o e oy ) (Masood et al ., 2005 )
e syl i Ll Loy gST ly) of d88a e Al oday 1:1.3 caly <3
0 S
G 9010 - %2 i el e (V) G el DA ddaall age L) A o
Ayl il ae 38I5E Y bl o3a o) L ((Morris etal ., 2001 ) diw (2) e JI leed)
SN Aypanl) B3l 8 Adaiall (e Dla) dgmg a2e ek g2 (3-4) Jsaadl DA (e Al
0 4w (10) e
Adaall jmye Hliml daus ddjadd aiufy 4 (Bassukas et al ., 2011 ) Galll masl
¢ 93.23 Llay) A cul€ 3 41w (89 -70) on atlect g cudll cpalld) alad) oy
s LlaY) s Jef ol asulys 3 (Angustin, 2010) caalidl G a8 3l 238 acy Laas
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O A (70) oo SSY) Agpeal) 2530 3 Lelils dan (40 — 30) dppead) Ll & culS dgacal)
Alal) bl g 3y ) 138 agd Cans 38 (B) daad s il 2 lgil) el cpuailal) (alasd)
0 ( Masood et al ., 2005) Adrall iy

(50) cles ) leginlp zim DA e ( Malhotra and Vivcle , 2008) tialdl el
il 250 Jalgall 038 (e (el 13gr Lla) e aelis Jabse dllia of ddaall (e Loayye
Work — Jaall cagyls sty aliladl o)l asf slagy Sexual problem dsaall JSUiall,
0 !5l uasds Family conflicts 4l culadall, Glaiay) 4 Jadlly conditions

Ala! A 33l elys i g Al Jalse @llia o G (Yilin etal ., 2011 ) caaldl U
Cmbaddl cilelill eyl Je 4ty PR e &l ol ddaall (aya aggravating ledlas
& blEyls Stress adll; Phylical trauma agsksll deaall delsal) 38 (s ¢ apall 13g
0 gl e Slmb Joall) oy

Ge L (30) 5 Sk (30) cled A agiehy DA e oealy (Kim) calll asg
< (ASO) Anti — Streptolysin O (ssiwe of dgaall (mya cmbaddl (Sl gl
Aa 8 e el dua oIS guttate $hill dgaall e Gsiley Gl JUbY! ape Juad
LySa Cmbaall JlY! dalleey 4lially ¢ WLY) aas dnlll Jea Lo 13 ¢ Gupdall aladyl
JkY) ) Agaall (e gall 13 esli B S5e 50 e W W Sw cds Streptococcus
0 ( Kim etal ., 2010)

(Vitiligo ) (lgad (e -3-2-4
20 ) dypenll 43 die Bliml ST S dppand) il s 3ledl (mge o (4 - 4) Jsandl maasy
Caldl &l ae GEE ) b3y (%714) LlaY) dws sl Y ¢ A (— 10
Aaa)yall 558 & () Vg Dl e Agyee 48 ST o) aag 3 ( Herane , 2003 )
) i 3 ¢ A (20) oo S aslael Gampal 13gs cpbaal) Cami e ST oy Jladl) sails
¢ oaall Mgy LY 8 Bl A (e el cnlS A 8 Ll A o 4uis Jsaall 3
Eanll) i pe i Y 1305 ¢ L Aypeall 23l) die Mgl e (%14.9) 5 (%57.1) <l 3
0 LS 8 Lae €T byl 8 ALa) A o ) ey 3 odlef 8 )5Sl
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ouiadly sand) Gy GBlgd) dpe pisi (4-4) o

(%) | gsasa il i el )
(%) | b | (%) | s (4ad)

0 0 0 0 0 0 10 e Jd
71.4 S 14.9 1 57.1 4 20-10
0 0 0 0 0 0 30-21
14.3 1 0 0 14.9 1 40 - 31
14.3 1 14.9 1 0 0 50-41
0 0 0 0 0 0 <51
100 7 22.58 2 77.42 5 & sl

Aladl) b el a4l 3 (Al - Mubarak etal ., 2011 ) caldl oy @l

Oy ¢ Bled) Gaya BlaYl Aadiye dpalai®ly ¢ duelaia¥ly ¢ dpdall A o Lagaad) dugal)
) 5 el Alal s Jef of Load Gaald) Jaa Q3 (e el 13gn 1l i iy
3 4 60 (e ST pendl 2l 3 o Ala) A Jils (%053) caly 3 A (30 — 21 ) Aypenll
0 (%1) wal,

Uy Liaye 26 e cual i ((Alkateeb and Qargas , 2010 ) sl mit L
Slee¥1 A @S el g ey s o ) el A L)y il ae 38153 Ll G3ledl)
0 420 cpe JNY

NS ey Blely Llaa Loagye 120 culsln ) aiulyy & ((Kar , 2001 ) caalll sy
& (%43.2) cily asdl g Ala) s o ¢ A (65 — 2) O bt Jlaelyy Ol
JSY) slee Y1 W e dglane culs byl oS3 Gl A Gy 43 (20) e DY) Sl
s O e Adlad) Auhall 2l ae G L 13y ¢ (%09.9) ) dwdll cacaids) L 40 e
0 (%14.3) sl 40 40 e Y jlee ) 3 ALY

) Sleel Gl Gled) Gase Ulas Loage 150 ciled wighl b cypl duhs iy
syl 1ags Lladl) Liapat Aypenll clial) ST o duahyal) o0 il cupelal din (55 — 10)
Sl L 2 ae 38 Lo 12as o ((Gopal et al ., 2007) 4w (20 — 11) dgpeal) 2261 o
osels Sl e ) L & (20 - 10) o Appead) Bl & colS Al s el o ) et
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WA amiie jyad ) (st Al Physical trauma Zasksll desall ga oyghaiy 3led) (ay

WA bda oladl a2l ) o e a2l (iae ) deaall T (e 5y peaiall 4Dl
0 ( Ramaiah etal ., 1989 ) Al (sdlae WA glasd ) gom ks

O ¢ odlel Gl il ae i) 4ty il s S8 (Huggin et al ., 2006 ) caldl L

Ay Mozl S ) sam B Yl o s Gled) (e BLaY) Jsas Gland

0 Cmpall 138 Jpumn Lanlan ) (535 L5 ¢ 2edlsal) LDIAT) 2 4gnso

(Eczema) L3Sy (apa -4-2-4
sl vie eV a clS dppenl) bl o LSV (mpe il A o (5 - 4) Jsaadl o
on e gl s Gl s o Jsaall sedays (%26.31) il 3 ¢ diw (20 — 10) Ayl
Y ¢ A (10) o DAY Agpendl L) 8 JWhY) Gy Auhall a8 Gaeall e Apalal) ()|
Robertson ) caalll it ae (585 dagiall o3a5 (%06.31) dypead) 45l 02a A L) 4o cilS
iy LiSY) g Gmbadll JalY) daws o) ) 4t il 4 Wl g3 (et al ., 1998

0 (%10) i

ouiadly sand) s LagjSY) e aisi (574 ) Js

(%) | gsasad cuial R
(%) | au | (%) | s (%)

6.31 6 3.6 3 3.6 3 10 o
26.31 25 11.6 11 147 | 14 20- 10
16.84 16 74 7 95 9 30- 21
16.84 16 5.3 5 116 | 11 20 - 31
13.7 13 5.3 5 8.4 8 50 - 41
2031 19 4.2 4 158 | 15 6 51
100 95 36.8 35 632 | 60 o
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(7 — 6) 4 i e ( Mohammadzadeh Iraj et al ., 2008 ) L o6 4u)s &
dpenll clidl) o3a 8 hlaml ST LY of oialll sy o) Jled b 4 (14 — 12) 5 i
el ADle Al ayall 1aa Ll o)y SUY) G b Lee Jef <A1 8 la) A s ¢
0 Geographic Variations datiaall Zad)aall 3hlial 4

e Y060 4 end) (e oY) Al DA ek atopic eczema AghuinaY) LSy ()
& iy IgE Cia Galan ol sisaa¥) Ledanlsh Js¥) WSl o3 e gles lliag ¢ (oayall
Gasig IgE b ddle ad Gl B g illy ¢ (apal) (00 %680 — 70 (8 Joanis dunlall Jalsal)
oballl Wl . ( Schultz — Larsen and Hanifen , 2002) .zl e %30 — 20
Ll Aghannl) LSV Jsa Lagiualys il & lyedl @ ( Taylor and Wadsworth , 1984)
Williams and ) oaldl cudl Lo . %3 — 1 Guadlll 85 %20 — 10 sy JukY) & jon
3-2 ey Kypals Ligysh oo (8 43 Blal) Ao Caalsjl ppal) 138 o) (Robertson , 1999
0 3,3 &N sgiall A Cilail

G0 %090 of Ayl a3l iy Ay padl Ay pal) ASLaally byl Apae & el Ay
ol 13 BLaY) A Gy ¢ L (5) G i yam LapiSY) (mge (el agile jelan Jlakay)
0 ( Thestrup , 2004 ) di (12 — 7) dgpeadl &3l 3 1Y) & <l

dasls 3 LaSY) (iagey Limppe 595 cileis ) 4indyy 3 ((Alshobaili , 2011 ) a5
¢ (%23.9) wialy L (14 — 5) Aypead) 25k Lla) das ol L sl Lyl ASLeall 3 2l
e A caaly S 330 55 Appendl 258 Wl ¢ (%21.9) ciady diu (54 — 45) el Q335
O 3 Gl g Ala) s Jsa Agllall Al il (e il bl s2ag ¢ (%30.5) e
Gl diw 51 e SV dppead) @) L (%26.31) @il din (20 - 10) dppend) & S Lanss
0 (%20.31) dlay) A

oo LSV Gage e balsyl Ld (pal Jalse &by A e ((Kuri etal ., 2011 ) <
0 Volatile agents &Uaiall o sally 2 sl 3,881 ) ayail) Jalgall 038

pec 4% ST Culks Liayye (50) ciless gl 3 foOt eczema asill LogiS) e dulyy b
ol Gy & LY (e (%64) GF Gaald) alaa Laay ¢ 4 (30 — 20) & Dladl Lajas
Al alsally o silially detergents culabaialls medication 4y53Y0 dalledl; Foot wear sl

0 cement
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(LW Guilall ) Zaliall Cag o 4Dle il of (Thyssen et al ., 2010) cualll

LagiS) Aaldy ¢ LSV e ds ) gop 38 calaall 1aas Skin dryness aall caléa e 2y 3l
0 cpxd)

N e cpadl LSl (mpe Cusaa & lses g digall of ( Dickd et al ., 2001 ) LaY
akatill Jse Y Cleaning workers cadasill Jlee Guali ¢ Geall (553 (fayed of diulyy il
&5l 13gs Uyainals Lol Jpas 8 Lage 15 caly allergen culsjbtied) (a5 detergents
0 LSV (e

Ol iy 38 13y ¢ Jlagl) B e Lee ST oLl b cpedill LgS) (laye bl s )
o ST e it Al Qe (pgaladind (e b oLl irritants dssea) dsell daje i oLl
0 ( Priya etal ., 2008 ) J,l

( Chronic Urticaria ) ¢l @&l gl -5-2-4
A5l xie Hlam) SV OIS dpend) U Gy Gadell @8l (mpe o (6 - 4) Jsaad) ey
- (%33.3) Ll daus caly 3 43w (30 — 21) dpyenll

oudally sand) ny Gajall (gl ase aigi (64 ) Jsa

(%) | gseaal ial A pend) il
% s | (%) | o | (B

0 0 0 0 0 0 10 o 8
16.7 5 11 | 4 55 | 2 20- 10
333 12 | 167 5 167 | 6 30- 21
2738 10 | 194 7 83 | 3 40- 31
111 1 83 3 2.7 1 50 - 41
111 7 83 3 27 1 <51
100 3% | 639 | 23 | 361 | 13 o

el Ala) A e el culS byl ol Lla! A of auds Jpaall 3 il gy
Al diey o sl e dis (40 — 31)  Agpesdl A5 2ie (%8.3) ¢ (%19.4) <l 3 <Al
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Caly A (50 — 41) Apendl 2 5 gl e %( 5.5 ¢ 11.4 ) <y (20 — 10) Ayl
bl o2y sl e %(2.7 ¢ 8.3) waly i<l 51 dyyead) dlly sl e %( 2.7 < 8.3)
Zails Gyl 1agr L) A of L (a0 ((Greaves , 1995 ) caalil 4y il we 3i
< ((Alhalawani et al ., 2010 ) Zialll gial Auhs & .Jda)l 4 & L €T el
200 iuhall ciled 3 Apagead) Lpall dSleall 8 Als ) Lidiee b Lalall (mlel) aud
Cang Gpaiall S8 ey ¢ Aiw (80 — 8) G Lo ptjlecl nglyi il dpals (bl Laye
I Hla) Lo ) e el Al 5 e 360 Aagiill odag ¢ (%35) o gyl LlaY)
Andill Al & edall (ol Lbal) A 3 Al dalgall (e o)) ¢ (%36) sy (g)all
iy Jalsadl 20 IS inflammation <Lyl Mental stress sl aillsemotional stat
0 ( Malhotra and Vivek , 2008) (sayll 13 Blal) Jsmny

pleie B2 Jalse e A3 8l ALY o) ((Yadav et al ., 2006 ) LaaY L
¢ g plal)l GllaY) (aes Food additives daskl) cililiasy ¢ daaklly ¢ Drugs a2yl
« House dust cudl jle leie (ol dihite Cilue e iad dilalally ¢ dgylally ¢ 4,0l

0 cpaxills « Mould éslls « Spores ¢ 152915

(Alopecia areata)  4dd) dalall (e -6-2-4
sl ve hlaml Y1 S dppead) il o Al Aalall (mye of (7 - 4) Jsaall Cpy
Calll Ay 2l ae ddlall duhal) i G, (%42.9) il Y ¢ A (30 — 21) el
salai) s Dlaml €I Al dalal) (age of ) s Ll 53 ((Garcia et al ., 2004)
Aoyl 8l 4 20 o DY) L) 8 Gampall L) 5 seall e GG sEall 8 uall)

0 gt

cuially sead) Gy Ayl dalal) dage pigi ((7-4) doa
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(%) | gsanal Caiad) A yand) i)
(%) [ e [ () [ s | ()

0 0 0 0 0 0 10 e 6
14.3 3 4.8 1 9.5 2 20-10
42.9 9 4.8 1 38 8 30-21
33.3 7 0 0 33.3 7 40 - 31
9.5 2 0 0 9.5 2 50 -41
0 0 0 0 0 0 <l 51
100 21 9.5 2 90.5 19 & sl

ey Lage 43 e «idp & (Ataseven et al ., 2011 ) caldl By Lay

Al il ae (3 Lo laag A (DN 55lai ¥ atylee] cuilS el 6Wsa o el dalal)
0 i (30 — 21) Appenll A5l & cilS (mpall 3gn Ll s ef o (e AW

Ol zayall e (72) cales Al (Kuavano et al ., 2007) caldl g o8 dulp b
e A o) alll Laadls L (75 — 13) anjlee] i)y Al alal) (e Galiad)
0 4s (35— 25) o Lo Aol A58l 3 S35 el 13

S cwal Al (Wasylyszyn et al ., 2007 ) Gl duhy #il cela @l e Sl
les cnal ) 0l 1S5 2004 ole 3al 2000 ple e (s 1S3 58l (8 il (inye
Det 40 Ll 330 Jaras (et 120 = Led 1) G Lo Cangli dpnill Aualally el o¥sa
0 4w (35— 26) (e Aypend) Lally ST iS5 08 Aplal) A o) Cial) Jaadd

i & Cyal ) iy 3 o i ((Abdel Hafez et al ., 2009 ) cald) L
dagipas Llayl ae dpddl Aokl ap gn D e gaill jas 4 bl Al
o G asils & Wl a8 ) 13 Llae (31) duball ciles 30 Helicobacter pylori
Dleel (8 @S5 8 ALY oy @heVls lia¥ly Sl aea Cuay i) dalall (e
0 4w (30) o S (ouiasal
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e IO OOOT 2 5 RS

(Attia et al ., 2010) caaldl Jd (o (uad (e dasla 3 Cypal ) bl mil L

LY Lo o i L (65 — 20) oo atjlee§ cngli dnial) Lialall i jey Liagya (54) e

Ahyal) il ae 3 Le 1385 A (30 — 20) (e Agpendl A3 e A1 o culS gl 1ag
- (30— 21) Appeadl Al & a Alal) s leb ) i ) sl

L) iy gaall p galall Gajpall £ quuny cagall 225-3-4
bl a8 o) o ) e Aalall GaheVL ALY G (1 - 4) JSA) may
SV LSV Gage 8 Lla) das cilS 3 auiall SIS ag Liayye (200) aaaae dlldls
(%3.5) by 3 Gledl Giape b Cpameind) DS ey ampall Cpn Dlial s B Wl ¢ (%47.5)
s ¢ (%7.4) culS Gleall e layl 4 of ( Gobal et al ., 2007) caaldl lal Lay

0 Systemic autoimmune process ajlea aild daclic dlae (peein 58 (iayall 12a

[ JEIY

W =) )l
m i) dalal)
m Adual)
e el )
m Lay SV

oAl £98 iy LlaY) quady oyl dlasf (1-4) e
Lavall & dgatal)
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(200 ) cled A i)y o4 ((Alhalawani et al. 2010 ) dald) cusy a8
) CulS sl hadl LLaY) A ) A sl dgypad) ASLaall 8 dpalall (alpal 1 Liay e
- 3l gl s sl e (% 35) 5 (% 25.5

i o) ((Alshobaili , 2011 ) caaldl JasY 28 LSy iayer Gl Le b
A ) ) ) A Al e e G L T3y (% 39.3 ) il Gimall 1agn ALaY)
(% 47.5 ) caly Gapall lags ulaY)

(C)laai omus &l 28Y gl pan Ltnall i Lpalal) Lalya) AiDle-4-4
sl A gl L) e Ll e Dalal) aliaY) ADe (8 - 4) Jsaad) gy
A8 aladiuly (C) daad oass pldl) 2SI Cleall slacal e (gymill P e Jsaall (w3 (C) das
chausall 3hall Glas Layye e 40l (o (e lasly Loagye llia of Gl Jall ELISE 1)
e 1aly Liagyay (%5.5) daiys (C) et 2 lgill g pulal Lo sil) aall s 5o
Gy (C) bt 28 Gl oyl Tell Samll Cimge LSVl Llas Ly (95)
e Gl (@il Bledly duidl dalally ddaall ubadl omsall Ll W (%1.05)

0 s s 3555 a2 Jyaal

S gl g Bynall . Tl ) BBl (8- 4) Jyon
(200) Q,.\SS\ Al (C) bl g.uwgm\

4 gial) Aty 4 i) Auudt) Lagdl a¥l [ sl s wall g5

Sl Al | apall it

" 1 5.5 1 18 SN
0 0 0 23 Ldal
0 0 0 21 Aaid) dalall
0 0 0 07 Sled)
1 1.05 1 95 L3Sy
0 0 0 36 Sadall (gl
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malsll L) of (Tonsi and Samdani , 2009 ) JaaY 8 bl cladyall dally Ll
o o b dDle dllia o el Shall smge o (C) et s pldl) 2 il ALad
0 Oyl

e bl o Ale ¥ o LS5 & 4wl 8 ((Erkek et al ., 2001 ) caaldl o
B agyldl) 38 o L] ass Bl 8 oSl (C) daad oans pldl) Sl Clgally ) Sl
Shall Gage e Lalall da¥) b aielasi DA e Pathogenic role luays bss ol
0 el 13 LDl s damias) agadl (adll5 (C) Jaad 20 lgill iy b pelanaal)

Clgaly sdansall Shall iaye o Al (s of (Lie etal ., 2006 ) caalill ¢ Lo
human (HLA) axmice ) sl agny 8 gal ) Ldlpa dahic (e (C) daas 2
Jabse asms @l e Slad (DAY 13a & 1S Ths ey of (S 3 leukocyte antigen
@bl sliag ¢ pually ¢ jeally ¢ duhall 8 Agalall Lnall aaa lgie ) oo Ji55 8 520
0 Lapiilly gaill & dagiall 4yl

Aildda gl adll S8 dlacy pasall 330 ABMa) -5-4
G n Al Jeaal) Yl Ji ddacs el 3o ALY (9 - 4) Jeaad) e

0 ailiiie of pall i dylee gl Cupal Liaye (%29) 58 llia Layje (200)

(C) Lows 2 gl gl JE) Gyka pal o g plilly Eslal) asliiia ) pal) Jis aay
0 ( NIH, 2002 )

s elld dgrag aall JB Gllae ey s pldl) 2SN Qlgl) Sigan pualall Clgll i)
oo @il clamd oaslgy wliie S a0 8 Glle (e
0 ( Roggendorf etal ., 2000 ) HCV - RNA 5 anti— HCV

&) %0.01 e HCV Jiwl 5ysha (aliail dljall Glasmd sl mabll il
0 (Schreibe et al ., 2005 ) ~> Ja 325 J<190.001

ouill 3ygladl) Jale axy Eaglal) aall ) (il (f (0 3 ( Ponde , 2011 ) caalil L
by p Gus il g ALyl Vs e (%20) ols (C) Law 2l gl dlay) Jlam)

0 unidentified source saiis e ladl juas 3sa5 5l UNKNOWN route 4 jea e
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A8 5 )

ailiida of adll (8 des slaly odasal) 23 cp A8 (94 ) Jg>

% aaal) i gl aal) J85 diles
29 58 s
71 142 S

% 100 200 & sanal

eeerernenennnnn o &N ol

(C) i (g ldl) 28l gl G yay L ilad) feyl) -6-4
iy (C ) Jaah s ldl) 2N Agil) (y2mpey Apbadd  Bilad) 5oyl ((10-4 ) Jsaall masy
- el g Lladd Ll gl agl el (e %07.5 A <

(il g lilly pdapal) aae (o ABSad) ((10-4 ) Jgan
(C) baai asl lgal) (g uldy 4l

% aal) il gl asag
L
7.5 15
925 185 P
100 200 o

DA sl b sy ) Wile ((C ) b ag sl 280 Qleilly LlaY) liml agm
Sherlock and Dooley , ) cuiall ) Jeladl 291 (o allim) o Lgusds dpdal) cilaall aladinl,
0 ( 2000

e i) adl (ug iy (C) Jaa 2l lgall g nlay Coinfected mother aladl 21 ()
s (Gibbetal ., 2000 ) 53« 3.8 Jlsias lewa M HCV Jiil S ST 5% HIV — HCV
Thalar et) HCV 1L lay) Ju 8 aalis Y Breast Feeding duaphll dc L))
0 (al., 1991

led 2n5 128 (145) (e 4380 Alile (40) il dulyy (2005) 5305 Zerki Gaalll g5l

il COB 8 g A g lal) ADLLL Alal) il Jilse a4 ST S paadd L) ¢
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Ll a3y o e HCV dde -7-4
Amino transferase ¢S4 48U clay 3y
Al ekl aadl e 5SEOAST , ALT apdl allad gl dpiadl ol iy

¢ (% 415 ) iyl Juae 3 (AST<12U /ML) 5 (ALT <12 U/ ML)
AST | ALT allad aliy ¢ (2-4) JSa 4 WS (%0) slascd) ciliey Jsll e (%29.5)
e & W il e jille /saay (445 £4255) ¢ jille [ saa, ( 5.83 + 39.68)
¢ Ml e il [5am, (470 £39.25) ¢ sl [ 5ans ((4.64 £ 38.86 ) aly 2 ylavl)
cansil) 0 (P < 0.05 ) i) (g5ine die Lygine B cllin of ity (114 ) Jsaall b LS
0 sylapuall Cilie s dayall Joan 8 AST, ALT cilags) 4llad ¢ i)Y 355l

(C) Lawi usnley 2SU Acute salall 4lay) (o) ( Santantonio et al ., 2008 ) laay
0 ALT sl s5ime g iyl ) 505

Liayye (50) e cupal ) (Mastoi et al ., 2010 ) caldl duh gt b ela Loy
& ALP JAST SALT clapiy) (ssine b lelin) cllia of (C) aah uss ldl) 281 gl
0 el £Wsa Jiae

Al s Cytosol Jswsuladl 4 S5 AST al of ,SAL sl (g
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Abstract

This study was done in Baquba , Public Health and Teaching Hospital
Laboratories for the period first of November 2010 to the first of July
2011 to evaluate the relationship between hepatitis C infection and certain
non-infections skin diseases , which include lichen planes , psoriasis ,
alopecia areata , vitiligo , chronic urticaria and eczema and the effects of
the age sex and family history of the hepatitis C patients , in comparison
with a healthy persions . As well as to evaluate the relationship between
HCV with liver enzymes and titer of C reactive protein . Two groups
were involved in the study :-

- First Group ( patients group ) :- which involved two hundreds
patients , complaining of different skin diseases as listed above .
They were one hundred and twenty one males and seventy nine
females , with a mean age of (15. 1+32 . 2) year .

- Second Group ( healthy group ) :- Which involved ninety person ,
they appeared healthy . They were fifty males and forty females with
a mean age of (10.6 + 29.9) year .

ELISA technique was used to defect the HCV antibodies in the serum
obtained from the patients and healthy persons . As well as liver enzymes
( Alanine amino transferas , Aspartate amine transferas and Alkaline
phosphatase was estimated . The results revealed that the age group of
less than 10 years was the less likely to be effected by the above non-
infaective skin disease so only six children ( 3%) had eczema . The age
group of ( 31- 40 year ) was the most likely to be effect ( 24.5% ) by the
different skin diseases . Males were move likely to be effected ( 60.5% )
than the females ( 39.5% ) . Lichen plans and psoriasis were move
revaluate in age group (31 - 40) year with 33-3% and 39-1% respectively
while vitiligo and eczema were move revaluate in age group of (10 — 20)
year with 71.4% and 26.31% respectively and the chronic urticaria and
alopecia aerate were move revaluate in age group of ( 21-30 years ) with
33.3% and 42.9% respectively . The eczema was the most prevalent skin
diseases among the patients and the vitiligo was the less .

Only two patients one of those with lichen planus ( 5.5% ) and one of
those with eczema ( 1 - 05% ) had positive anti HCV antibodies .
Regarding the liver enzymes the result showed that( 41.5% ) of patients
had elevated ALT , 29.5% AST and 6% ALP . while non of the healthy
persons had postiv test for there eczema ( 0%) .
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