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JSA A5 5la Ll o alladl Lgtia s L) Bare (e iline (& L S o328 2 5a g Jaa ) Gl
LS s (b 1875 e olad¥) osialdl G 35 . (Bottcher, 1874) 4usia Cauly
LSl oda el s doe (Ao 08 155550 ol ag ST Gl Bame ALl 8 JSAN 4y 3la
L% 1893 4o 3.« JsY Giulio Bizzozero JUa¥) dualdl caas | (Blaser, 2005)
Jawrski <alll s 23 (Bizzozero,1893) sall oadall Jasall (4 (iaed A 4 gac
(e 2 s 388 GalAEY) Gy (e lale Juan Al saral) daws) sl 55 521899 ol & Walery
Leale 3l g JSEI 5 3a Ly 5 e (s AT Ao sama s JSAN 4 peae L S (e A sane (g
Galaa) A L Sl o AulSaY Jaisadl sall 1oLl udll Jsf 40 WS¢ Vibrio rugulia
11900 sle Ay (& bl Al e sl el WS (Konturek, 2003) Gl Gl jeY)
saeall (s w5 gastric ulcer saxall da iy ubiadl GalAEY] ol 4 ae JISET 250 5 i

.(Egan & O'Morain, 2007) gastric cancer

ale Ll o3 J e (e Barry Marshall s Robin Warren gl s (sl oS

9 pll dusad 30l Lgian ay Petri dishes b bkl e Lbiiul 5 sanall juasll (1 1982

aslall S Can Ll Bara 8 Gled () Ll oSy W Al i) SlEie W) 4 oS Al i gl

& disi 3 o agall ag8lESY Aagmi ) Jla Mg 5 el Ay ey B Gaalall B 58l dgliiall 523 )
. (Blaser,2005) 2005 ale 4aludll bl
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 Named and Classification «isiaillgdadill 2.2

claiul o5 Campylobacter pyloridis &3-&S) Jsl L3Sl sda Cupan

¢l pylorus %Dl WK (e el pylori %S5 Campylobacter pylori sl
@5 ) Ay all dsdl) 4 5) A sl dakid) 6f pyloric valve Y sl Ul s gatekeeper
o3 0 bl all < jedal I ay ¢ LI e3gn oY) i ge ) dusi (ke Y ) saxall (1
1989 sl rRNA 165 suall Juledll GLEK) 3y Campylobacter o S 2525 Y L 5K

PO

sl coil 4 4l e (3ida s 5 Helicobacter o=l Campylobacter o« Jasind &lly

. (Borody et al,1999) 4 s 3lall 5 4 WUl (4f spiral

:(Marshall ,1994) s L Syl ASlan Gpada Guind) 138 il
Kingdom: Bacteria
Phylum: proteobacteria
Class: Epsilon
Order: Campylobacteria
Family: Helicobacteraceae
Genus :Helicobacter

Species: pylori
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Morphological and &Sl daludll g 4 ¢bial) ciliall 3.2
: physiological characters of H. pylori

(e de gana by i) 038 35 «Gram negative ol e dArual Lllu b 5 H, pylori LS
22 JUdi |, (Ziver et al ,2010) Urease , Catalase , Oxidase @aj-ﬁ leia s il 33y
LSy ) diee sk cnd Jsai o (Say s Spiral shape JS& 4 g 3a L i L o 4y il
s 3 ol sasall Alday A8l L) 5ia) 5 3anall by jlastin) Al 8 LS Coccid shape JS&ll 4y S
dad e byl odgd s jall Gadall s sisy (Liu et al, 2006) 4l g ) jall 8 lasea
Oe Samd Adhesion 4aad) 44 jall Lty p absa ) el Gl ) e A )5
Al Cldis »s Transports Molecules s Porine 4uja (eafi Glly 5 AY) ¢ 8Y)
Soduddl peaall o il Gl gging LS Al dd5 pee e Ll VL Al e
Jaiud Sl 2 g g e Slad Phoshpolyscharides b Sl saa2ie 835 Phospholipids
. (Kusters et al., 2006) Cholesterol

Jal sall (e Lo san g dmy g G0IA1 U] ) (e Jal o) 08 i Jal gusd -4 L S0 o Gl
Cli 3 5o 5 s AS,all e dille 5508 1 S o3gd o) Jaadly LS ¢ Ly Sl o3¢ dagall dpial jaY)
LS gl sl S Ll o) b guad s LAl Gadal)l Caay (Josenhans et al.,2000) Ll )
FlaA 2 ¢ FlagellinB s Flagellin A L () (phad (e S e 45 S5 Helicobacter
. (Rust et al, 2008) L Sl 4S ya (re Jysuall s 5 Jal sl Jo sdd i g 5y 43 5 ]
5 1gG s3baall lua¥) ) a8 L ) Iauminse 2y Fla A B o sl Jall 4 jelal Lal Lai g
JiasSike 3 L o3 Jsh il (Ji et al., 2005) L o3 dbal) die Juadll & [gM

. (Josenhans et al.,2000) e s S8k 0.5 e

S S Y1l U 3 Microaerophilic 438 43l H, pylori LS ¢S
O3 5-15%  Op GinnS Y (e Lealia L) dpill #5155 Y gsall o) sell o JI S 5
LS gaill il giana G I8y 480 g8 g ylas Tala sl sl (s sall o) sel) (a5l 8 L AU dibias
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sle 5ol basdy Co2 1S 8 (e %010 (s (A HGl saill J panl CO2 (0 %05 () zlisi LS
s o LS sail s e OSSN asay amd s KU Daadd daailly Wl
&) LS #Uisi WS « H, pylori LS sai (= 5% Pyruvate , Succinate , Citrate 25

. (Yvonne et al.,2001) % 30-37 ¢ )58 300 0a Aa 3y A gha il (e e Jaxa

* %3 3 Fastidious bacterium dpwlwall a0 i L 5 H. pylori LS asd
Enrichment media 4l&iie 5 b dasead) clmwy) Llugd ) Lasa
3¢ adll JST g e ol 3-5 Gu s 5T gaas 33e ) Zlisd WS | (Glupcezynski, 1996)
5)5% Pin point wesll Gl anay ale 2 Lajkd Hlady ¥ anall 5 e O jeriudl ek

3 paniuall Jga ol W8 JIa3 5 ga 5 ae Translucent 48 ¢ Convex 4s« « Rounded

. (Owen,1995)

:Pathogenicity 4l <Y 4.2

:H. pylori infection 4laY) &igaa 485 1.4.2

Allall A ganll (e by SSAll 020 ) g2t S g Baxall Al sl Asbaiall . pylori b ASs saxind
s2a clli ot saeall Epithelial cells 483Uall LAY (e oy @) LA 8 jedati sanal) iy il
saaall odala W) Al ) Jeail saaall Caygad JA Ll o & et dal gud Ly <4l
.(Ottemann & Lowenthal, 2002)

) Leden (galdl) iy gl il e oiad o 403Ul LIATL jaiie JS0 L iS00 038 (Buaill
Ll dih e pH i osonedl oY) z o3 H pylori LS e ¢ aadall Ciy gl
eaalall sl e lam musds Chemotaxis SbeSl laai¥l 4lee ddaul sy Mucus
Al ) e el b Sl eda aa 5 ¢ Apdall LA phand (sac ) daws sl slaily iy gaill
.(Schreiber et al., 2004) sl 253l LA
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LA Jahy a3V 13 (e aud iy 3 Urease sl (e 3sS CiliaS L iS4l o2 i
(baxall 8 dmpada b ) gy 5,8 ) Urea bossl a3V 13 alasy ¢ e jla AY) audll 5 403U
s Wl eld) e G s pael) Gl 33h o sigal ) L se¥) J 585 5) Lisal s COz e ) Ledlad
(Barall dca pan Jalai la ) 923 038 5 405 Sl o S (M) Jsaidd CO2 ao Jeliy s¢d OH 2S5 ¢!
. (SM00t,1997) a1 ¥ 138 ddlad e adiat saeall L san & H, pylori Ly el ola <l
el Jlay s3l) Phospholipase s s dasijall sda Lt i) LAY Jalsall (s
3y 3 Fatty acid 4wesd aleals Lyosolecithin ziid Phospholipids &) siudl
(Enorth,1999) 4, jlelall LAY (g 5l aend s ol S 5e Lysolecithin

‘Virulence factors 4 oY) Jal g2l .2.4.2

Dshis Jseda (85 S dpaal Al AN Al L) o) 3) i 5 0 U HL pylori LS i

Al palbiad 48 jray paddd U Ny 4y il Alal) igany A8 B3 dpia e Sle DU

038 (a5 ¢ Lgie 48 gl AaiS 5 Ly yi 028 dia r Dlall 4388 48 yral dpulil a3 W i 41 5 Ll

dahy min e Juja 0o @l 4 » dya oo ke sy Cytotoxin s daiiall clilal)

L Y Ale 0 3] ¢ sad) o gl 13 i 3 &y 0 DL U8 (e [ vivio el

Juai¥) 4ahy Ao dpa yall Y 23 o) 2ay B asandl e gl 18 & H. pylori
. (Catrenich,1991) asall i) s dpanall # AL LLYL

4l o) 3 Vaculating cytotoxin (vacA) el &l il H, pylori L i s

A leal) LAL) 8 ol sl (S5 L) (52 G 33a) gl cililiaY) Cilas) L 5 daal
Lgises dlehall Alall jlasil ) oo lee Adapmall Jolsudly il gadll oda (B

Al el Zll e 5,080 W H. pylori LS <Y e (Suerbaum, et al, 1999)

S H. pylori <Y Cpbadl (aladl) & o5l 95 Ayl 50 3 (vacA)

Y A YL ) alAlYL 4 jlie da il Gl el Alad Laje ST (vacA) s

. (Salama et al., 2001) Jl&dl) 1 ;&
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= Jale Cytotoxin associated gene(cagA) cuall asi jall (s lall Glasdll aay
Ozl e s ) @ Gfisn gWY e DNA sl paedall (e Aadad a5 Al
luaiise (sl 138 axy5 ¢« H pylori LS s slall Hlaadl Jd e Ho4 o5l 148 120-140
slaandl ol DAL Lelic Jise 2ay 3 [L-8 U e 3iay 3 laa Lelic | 3isa5 Antigen
Lsedll Lo Y1 e 5medl e W sy 3 Neutrophil activation factor(NAF) sl
Eeld (e lpabiay Log Aba)) gla Cus 4y jledal) LA I 4l dsdiall JOA 4 el
(Suerbaum et al,1999; Saleh et al,2010) amall s LA (10 JS (33 5550 (55 Anledl)

LI, Lag 35 A8aY Ay A e sy AT Uasee dale 5 Adherence JS
6 S Jaladl GLES) o5 a8 g ¢ A ledall LIAL ) juim any 3 Apdal 5e¥) (8 atlasy Gl 5 4 jleal)
Bl de gana (3o palaEYI 8 Caagiudll Blood group antigen binding adhesin
iV (e L) selog 45Y LS de b e Jalal) 13 33 o 0Sa 3 Lewis b blood
. (Prinz et al.,2001) Z_lehall LIAIL il
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saall da &y H. pylori LS 43e 5.2
:The relationship between H. pylori and peptic ulcer

A mala Jriy 4 grall-Bpaaal) 506N Aidagal) Adalaal) d6lall adast e saeall da 3 Jand
O OOVl 18 sa dpamgl) da i ) und) Gl 5 L (Fauci et al,,1998) ol s HCI

Aslaa 5 A grallpanal) 5Ll Aalaall Zadall Jd e Gleal) G 3y Dodaall 5 lanll 5l de

. (Guyton & Hall,1996) ¢ e Y &l jlary gazall (adlall

i ddll ¢ Gamalall 35805 ) 36 s Leia daagll A jall ducal Y sV (g saall A o
Non Stroidal anti- 4 s i) e 4y 5a¥) Jliiy Lalaall 31 ) 48 ¢ (g ganll Sacy) 4B ¢
. (Culter et al,1998) H. pylori L_&u L=y s inflammatory drugs (NSAID’S)

3 Bamall (A el e B a8l A peedl L ESAN G e B2 gl HL pylori LSy a3
35a s o all LSE ) WS ¢ 2 (e B L i s sl () 385 (S s Allall da sanl
A saall (53 saxall o s (e el Jal s oda Jasin 3) Bamall 3 ladiul) (e LgiSa Jal s
3 Epithelial layer 4 ekl Asudall ) g8 545 38 g Lgd Leads palat 3) Apdaldall dauhall ) Zollall
Antrum sl b A s ilaid) degiyall o3 Jumis Lo sole 5 Lt AU dall 2a s
da il ot )l sdl & H. pylori LSy 4LaY) 223 M ¢ (Schubert & Peura,2008)
S s s ST Ulcer Aa il Alay) e LA o Jaieg (al el Hseda ) (5255 3 el
b a7 5ala aYT el aliay Stomach sasd) dilaie 8 Gals duaingl) 3Ll 3 )yl
5 smar Al 138 Giany (Jall) ol 86 aladall Cila s o A2 8 Barall 65 Ladie duald Basall
Dseb aYY) 28 caliay sae anlul Jiey S5 AL DA ae el of (@8N Cany B dalafia
il i ey B 5 el Gaddll (Lie 5 5y el 8y sl Ol a5 s AT Ll e
O 4adl b 580 ) (5503 B3 ualiay (s 58 Jia dialia el seda ) L Gladll
.(Ramakrishnan&Salinas,2007) L (s se3 a3 asabias ol Bale 03] (5S35l

10
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e ALl 3 ga s e Caaad el A il () ale Do (e ST N A g prall ) gaY) (1
sda Jlanivl (e il ¢ (gamall QLAY Slie 28 & H, pylori LuiSw Aba) o) i) 28 5 4ie e
e Y 5 sl Alad Chronic inflammation e s Slleal 45 K sanall Ly pi<4l)
Laclaall Y (8 Cana & gaal dai Ulcer 4a 3l &itiy (Shiotani & Graham, 2002)
Ol g 35 @l ) I g el (mala g pdie Y 5 sanall iy eny o3 LAl Ll
e 2l HCl pasls 258, (Dixon,2000) H. pylori b_iSs Abay) (e 4ailill e Jady
I malall (e 5SS Banall 5 3 Sl A g Banall laa 1AL sandl laa LS
Aohall LIAN J8 e ot @A) paaladl il saeall A sl A8hidl H, pylori LSy peaiud
LlaiuY) i3 ¢ Gastric body @l asall Corpus oSl dikic 8 4231 4ll Parietal cells
Osad O AY Al el A laidl Caygad 8 Gastric cells doaadl LAY Ly Sl 4l
. (Blaser & Atherton, 2004) Gastrin

& oaeall e S S 18Y Parietal cells 4laadl WIAN Gastrin s s
Aohall WA e padall 2l iy sl 33 3 Gastrin osesd JAN 330 ) ae Basall iy sa
sliall clow J& 3 saeall dpitadl LIAY adast ) a5 Hs 8l Gadlall Gl sab ) Jull
e s 48 Jidy O paalal) e Jend) 0o 058 o5 a5 H. pylori LyiSs Al die il
SLially (aldl (it s l) a5 b (e lllin it 3 1Y ) LY el LA s )
LS o ety Ui (e 32mall Jlan 1Ak 0 gl amgy Grpmsnl 31 Jramy o (a5 ol
slial) wlani 3 Liad Jaui Wil Jb mad (malal) (e sanall 2L 83k 3 o588 Y H. pylori
.(Schubert & Peura,2008) cpesll a5l 5 paalall o daall Lalaall

11
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Anatomical and histological s 30 il y a8l s 3l 6.2

:structure of duodenum

Sasll amgdl 48 L oAl wi ) el Small intestine 488al eleaY) a3
BD e OSE leS o 254 s La iz 0 6.5 s ldsh ¢ alekall aliaiaVl g
leum &5 Jejunum alall ¢ Duodenum ode Y @ A Ay ol 3al
3 e 30 sk iy 488 sl e Y ¢ 2l 5 pde Y 22y (Anthony et al,1997)
¢ saxall 4l gl 38 (e Acidic chime adla (ugaS JSG e o siagall plakall MGl o 68
Cauali LS ¢ (gamall (adlall dalaay dipla 5 GaSi5 C Gia JSG e (e Y JSG (S0
Crypts of CSoul Lha cand 8 psa 26 o (g gind gl 42l slaaY) (e dpdalaall 45kl
. (Robbins,2000) Zublaall Llaal) 2a:dall Jaul i3 Jieberkuhn

Pancreas (b Sill s Gall bladder 5! all (e A8 jida U8 (g pde YL mi8 LS

Impulla of , Ussal ot 32aall Al g o aas 7.5 (Al 22 A4S jike dai P&

Sphincter of Oddi sl Ciyale amw Aiac Jlaay dakdll s2a Llad 3 vater
.(Anthony et al.,1997)

s éalu il Muscularis musosa dalcasd) ddalaall dhll JUA yig a2 Sl g8 e

g g die YL el dga s GBI« Mucosal villi 4dblaadl ble 51 o Crypts il
dadalas dlaal Ay malall (gl Aalaa e o) g mwgmku\ JA e g
ey 3l aniafi i 208 il 61 8 SIS ¢ Autodigestion A acagll e g sbe B
ok s sl o) WS Epidermal growth factor sl sei Jdle 5 Lysozyme 4l
dsasll 231l (1 Cholecystokinine (CCK) 5 oSl o Ladull Glisasell (1o (e s
LAY o e (YL 33 g sal) A 1 LAY o1 60 Wl ¢ ke Y Ahlae DA claall
Ll « Enterocytes cells 4usxall LAY 5 Paneth cells L3a «Goblet cells dl<ll
Splanchnic nerves Ailia¥l clac¥ly 4l Coiaall dhlugn (<8 aillad ol

. (Liewellyn et al.;1983)

12
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He AN Aa & H, pylori LA &Y 7.2
:The relationship between H. pylori and duodenal ulcer

OsSa s JLEDY) daul 5 al 1Y) (4358 Duodenal ulcer_sée (A5 da 8 (e i

Rie 56 e dx desld el M e a3 Lde V) Al £ e il g
H. pylori LSy o) s jbe (Y da b AlaY) &isas il el | (Taylor,1989)
IS 6 9610-15 on LS odgr Al s jde Y As 8 AlaY) sl ) 8 3
e A Siallda ,dll g o3 aaixi | (Olbe et al, 2000) H. pylori LsiSs (badll alaiy)
e B AanE ) s daLd8l sda 4S8 28 H opylori LySe ALY sdes
sle Michael Dixon s Guidiotytag (talll m=sl . (Schubert & Peura, 2008)
e BV 7 8 s el AL ALY 8 HL pylori LsSs 5 sd G ald il 330 53 1993
)5 Gl Galald) slai) ae g e BV A iy Gubadl) il (e Ao sene a2
s aall b de LBV dai ol oAl astig Ltk 15 dypal) cililad
LYl I s258 o (San ATl dlllia of 3 dlalia a3 23 Y H. pylori LSy Cladll
A5 Opmadl il 5 Gmalall )8 8ala ) ) (533 Gme (m e baY) Sl lie J i Leie Al

. (2005¢ Caan) Gpadill 5o ) ddla) AY (add (e caliag

I Al skt ) a5 clilaal) e Al &3 gany H, pylori LS ) 58l el
A Hle b S o3 cpuliaal) (ol Caaill Jaas I Hyper secretion acid (iasladl 3131 34 5
ey a8 ) o pde I LS jleiul 33b) ae (Taylor,1989) slaall as
Jalad Al 400 a8 @l ) JlE e Chronic inflammation (el iYL
VA ala 3 3 A sall dsdaiall Uy et any aalaldl 518 ddlae faii | s il JI& 5 dum gaall
.(El Omar et al.,1997) 42l LAY e (adal)
ekl 288 Ayl ) dahaiall Al jeY) Ll e g L) AEES e da jal) sl LS
daliall jlaain¥) 48US 334 ) () Al ) ddkiddl e 333l Biopsy g al da e clal all
WA Gl Jals 55550 asandl A 333 T, LWOLAIL Ll 335 3 dul sl
13
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e BY1, samall ALl WIAN 5,6 Aplie) Cis bl i3 | (Hamlet et al,1999)
s3a Jaxi 3 Nitric oxide synthase 255 sl aa Coz Aad) (e da3ll) 408N U g <))
A8 il SN 180 H. pylori LS Gxbaadll palad¥) sal Ji (paalall Aol e o sall
D AL Sl eda i 3 L Sl a3gn Cliadll (ganall il 8 adlaldl 140 50l ) ALadulsS

. (Holm et al,, 1998) Nitric oxide synthase ) )8

sbarall (a9 H. pylori Ly A 8.2
The relationship between Helicobacter pylori and Gastric

Cancer

@aall QWL ey ganall @) e A Sias B pylori LSy Alal)
Aot e el Q) Eigan ) ¢ Barall 8L G a3 ol ae AV 138 i 5 (e el s
Gastric body atrophy el suall ) secay Ala¥) Hlaa e 25 H. pylori LSy LY
i, (Vorobjova et al. , 2006) Gastric cancer saxall (s aba¥) ) g a3 (ag
Acute superficial gastritis sala daadan GLleal saxall W jleaivl Ay A H, pylori LS
Q) el oo LDl Al cldiall g Gy (S (gl s puall Lo i e laiul s
o Ol e Gagan ) g5 B GV s (ST Adda gl (i o s Bl el ¢ AN oLy
G gl e Slays Lag X L Glaal) sl plasé ) sasi saxall 4 jledall LAY mdass (8
18 gkt o5 Atrium 4wl sl Adkiall 8 L i Jals )Y Aagt G g gl el 45 S gl
. (Cerar & Vodopivec, 2003) Chronic gastritis ¢ ¢ cleill ) alall ey

13 () Ko g Bamall Ailay 8 Saad Al salall ST ) S8 e 3 ke s (e jall il
Aot Aaiall LA A e el Gl ki Sl ¢ saad) Jysh 435S0 A e g il
S (el puall Al Gaast) delie Gl laal 5 sl gl < A, pylori LSy dlaY)
Barall 8Ly elay ) painl) ae e el QLAY paion g Bamall () o) jaiall salall 1 8) 304 )
. (Kaptan et al.,2000)

14
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o2 ey Bamall Ll Gigan ) (sa58 (AN Bl sl e a=ll H pylori LS Sl
LAY sy Fomil¥) o L) 25l b3 aelus 3 6eadl Aty ) L b Jilu)
o O Cgaa (LAY Al s S aae Jia LN Al 8l s ulaa) o Jat s B el
LAl el Jayas Gipay Oedema slall past casd LS LA @lls oL sl
LAY mhae A Jla8 Eigan ) 058 Slleall o3 ) painl o) o jladsl JElL 5 Vaculation
LA @l o gand pilall AL jeday 138 (e s Adalaiad) LA Gl (ABES) damy Jai ya 138 5 4, jledall
i Lyd Lyl @Y e %50 o) ((Hessey et al, 1990) &gl Lial
el Aladll 4y jledall WAL 8 COlaysn jgels 3483 saudl 038 5 Vaculating cytotoxin
Al i LS dpana il j8 Egany ot 5o sand) 22 g Alalad) YL el ALal) o) LA
.(Atherton et al., 1997) 4 lekall LIAN mlaud cililgill & gan 4y 50800 YL

MM%M&&C}&)L&\)&-}SJ}J\.@J:\_D):\_”\AQLA:\‘}_HTQ‘):\S..\J\ o2 it laS
b La gra 8wl LSLAN @lls 3300 6 <l jad Sigaa 8 LSS ada Lot 5
S 5 a3 138 JA (e s Urease asl s ey 31 a3 (e g jlgdall LMAD mha
Allal) A gaall (e L Sl o2 Aglaa 8 3l oo aalud Y Ammonia WY (e 8 S
WAl 4 ) Laydls) dam LD Gllyy i) e Ll Jexd Laily cawad
3 5 Phospholipase a: LSl o2a ziti LS (Labigne & Reuse,1996) 4 ekl
alcohol iyl it LS @l Lol 4kl 4l @l Gall cliSe & i Gy
ol el gdlly Acetal aldehyde zl) e a3¥) 138 Jazy 3 Dehydrogenase
.(Nilius& Malfertheiner,1996) Lz

e e Sl ) oy shat 2lSa) aladl (ganadl LgiVL Gubaall (om jall (o paall 8 2a
Uaala 1) G5 ) ALYl sand) Ailay USA e o0 3) Banall alial cLiall ) sann e
S bl ganall QLY o Jsaill 558 Jangie o) Jll Sy Blaal s Cpund) w3ty HCI
3 sha maligdin 37 e 2 Jidde (& aldall cliall ) san ) g2 A Alal) gaxall ilgaly)
o ) Jsaitd el 8 Allial (pe i) sLial) | gacal caliadl el etV
LA Jie Gacadie dane LAY ALl G LI Sead ge Shad (2005¢ Cia) sandll
D W s Gastrin cruisSl ¢ se el 3580 G cells 4axall G LA 5 Parietal cells 4alaall

15
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Osasll Jae (8 Legia IS i 3 Somatostatin ¢xitis sile sl o 00 yed 33U D cells daanall
.(Crabtree & Naumann, 2006) AV

iy WS H, pylori LSy Abay) Aagi sanall Gla ju Ggaal (s yite Gl elllia
O <200 Free radical sl sdall zU) o5 (W) e 1 (531 40V il )
Host 4iraall LA & Mutations < yakll Jase e 2 5 Sl s H pylori b A<

LSRN o L 01 03] JA15 & pa) At Bamall sy a2y (Tsuji et al, 2003) cell

O Badlys Bamall Gla e Sigaa ) (358 Jelill (e dega Gl Jingy (g2 5 Bl 4y sl
S 5e 5 Free radical 30 s (3t o s b Sl sdgn la) A ddaad) WAL o
Bazall (U ju & gasd o gkl {aed Mutagens < dhaaS o) gall 238 Jaad Toxic oxidant dxew
4 saalll LAY éasi g dalall 3 yadl ) sl (§3ULY Alaadl LAY Sas e H. pylori by a8 3
ora S gam @Ay ol Al dale #) e Peripheral lymphocytes adasall
. (Kaise et al.,2008) sazall gl

Llee ezt S5 Prigenetic pathway ess illy 1 4l da il 409 Wi
sl A Jele @¥aea 3335 Adhesion el 4 jall Leia dxidi g Gl jal Glaily)
LS Inflammationsled¥) igan 5 3a3 ML JL-6 § 58 (e 4S8 all i€ gild) f TNF-at
28 eos% 105 Cytokines gl 83 ) (Ao aall (& 4y laalll LAY Suad o 1y S0 oda Jaa
A0 sl i e G e den 3l TNF- factoreess! Al dele 2 e
leaiti il Wi D o) LS, (O’Keeffe & Moran, 2008) szl (la judl & gan g Ml
ALl b 5 S ol ) g5 Wl L gd 3 Baal e¥) Cigaa B TS 150 H, pylori LS
.(Nester et al.,1998) sxall ha yu ) 4edl & 368 A Proliferation 4a_lekall LA

16
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: H. pylori transmission LA Jaii 38,k 9.2

LSl oda o) @ sial) aiiny g ¢ rdal 3 JSE0 485 2e e H. pylori LS Jal @ik o

o B A olall ol el B B pemy U] e L2V Bk e Gy ) Jin

SSY) Al & gy sas ) 152w (Ramakrishnan&Salinase,2007) sk jlas

o3 () 8 AN ¢ JadatllS i) goal) (iamy (e H. pylori LS <l je 288 L i oda sail daiDla

¢ abadll Lgia g i) ) o)) sal) (e JEi55 38 Zoonotic pathogen ) s U e (o LS

Gl s e i ol Ll o8 ) (e Db ¢ A il o2a ae i Al 4ISH UL 8 658 &) (S
e ) cal sl Al Jie il U8 (e Dgiudl 2L

Macaque monkey & s (s 3580 Jia (5 a1 Gl ga (e LS o2 il je 85 LS

A Ol e Ho pylori LS JES) 43 jla 223 Sl Glusl) 535 8 (G Le 5ol Juai¥) ) L

llall (g 3aal 5 L3 s b i oda Ui | (Yvonne et al, 2001) 3,305 Ama losy!

. (Kindermann & Lopes,2009) & sikll 5 3 i sile day) caniSiy allall b Lo gl Y

esd Ol ilalll 3y sl e L SN saa JaiE a8 L yiS) o2 JEBY de gl g sase (3 )l Slllia
.(Blanchard et al,,2004) ¢l (alai¥) ) L 5S e3gd dalall (sl

L H. pylori LS JEsy (55 ke 306 o
:Transmission by Iatrogenic route 55! 4345 8 )b oo JEIN) 44,k ,1,9.2

Endoscopy “ssl ik oo LAY (add g H. pylori LS JE) 3ok saa) A
S @l A ¥ o8 (g laall adlill sasd) Ailay (y Jlail Joany 3 plasilly asdll i
. (Yvonne et al., 2001) casd JS a3 aiiad G 53 4 ) 038 Jlasial 2y HAT il Jiis o
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;O by 2T 5 :Faecal-oral route g\ » — s.548.2.9.2
:Direct method 5 &bl 44 4k ,1,2,9.2

le st Y A8 Ay ¢ ) el Cladl (addll gy Geadll) dagi daasd
sl 85, (Goodman,1996) sl sl &saall s 40l 5 JibYI s H, pylori LSs JEy
diani N sl ety Cladll (addll (g Guadlll 55k e Abal) G () Gl
vax O 2 H pylori xS dle 3 Cladl paddll ) ae puedll) dagis ALY
31 e Bl By yda e B yilaall Alual) JUil AplSal iy 138 5 Goladl ala SYI
.(Hizel et al ,2010)

: Indirect method 5 &bl & (361 kY, 2.2,9,2

) sl (8 Aol A QALY () Ll 880l slaall (8 ol e Canas
(Goodman,1996) LSl o3ed & glall J glaall

:Oral-oral rout < - 44.3.9.2

Gk oo Ll o2a JE5 Y, pylori LS JEBY Lo gl SV 45 lal) 038 2
oalaEY) Cilad ae uedldl) 395k e 5l (Goodman,1996) LSl s ¢ slall el Ll 5 ¢132])
saal gl Aal) an H. pylori b yiSy dbay) Ji 8 Lla 150 Gleal) caaliy LS ¢pboadl)
ot Jlerind die Jaball ) Y1 e b iS4l o28 Jii 388 . (Escobar & Kawakami,2004)
oY1 (e Jai G LSl o3gd (Sa, Al 5 lalll ¢ (g gadll sl (e LS 038 il e 3) ¢ Adalall
delall W AV Gl Gask oo 3V aey o Aasdaddl e deall el aall
.(Weyermann et al.,2009)
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:Epidemiology 4L .10.2

el S s s 520 SV Llan e H, pylori b yiSe L s Clias allall S Caas
Grons) Adlidall allall eladl e Lol dpulia Ay danajall 5 308l GhUW H. pylori LS axiy
& LS o3 Abadl o e cilans 3 JAY Al e LS 02 baY) o < léis (2005
(L5l el yiaad) A sl Jsall qa 4 e dpnall g plall o gud | plai Lty j81 J 535 dpalil) J 5l

B B _plae BaY gl amy L iSAN a3¢n ubiaall Al gall duiss &85 35 | (Everhart et al,, 2000)

3ynar bsll 138 ey gilay Jsall 028 (A (alazY) (e 80-90% <ol L o) LaSe dudlill lalil
oaidhy ¢ Aediiall Jaall g A jeall Jal e b sa LS Jonall 138 Jhayg G pliall s gl sly
10% Jonay 3 aay xdi gy 4815 & 30 o JEY) alalY) 8200 (e JBI ) (5522l Jana
Lt Aol Jsall (5 520l SV a2 BlIAT 5 128 Cpmasad) (s & 51 230 60-70% & (S L s
JB) Alay) ¥ anad Lty 5 8 Ll 5 QL 8 o eds & jlaiall 8 L) cVaea ool &l Cua
(2005¢ Gran) Lsasi

Ghalie (8 agindil Cuad (pdll Galail) (ld saa) gl A sall Jads DAY g 2 5 <l
o2l e H, pylori s dbadl daje ST (558 dana je Sl ge gl i 58
¢aad (Goh,2000) Alall Lalai8y) agll sl e il i Yia JumdY) Glaliall 8 ¢puidalal)
ade el W SIS o3 dala (sl ¢Sy S 5 Childhood 4 sikall Ala je S Bale dLaY)
o=l oY) seds A O 5SE Y paally 228 el eV seds o Bl i pal) il e
8 15% =l el ) seds das ()5S Laiy 4 (40-60) O F el Ala yall 13 50% (S o
(Kusters et al., 2006) 4 (18-30) (i 4 yeadl Jal Ll

ol lea (8 Cplalall oL dagisall (el gae e AlaY) ) SE ey I
ST 0555 LSl o3 Aba)) pandiii e Al g pesall e iall il pidall (8 Cplalall (e Sliad
.(De Boer,1996) aa e (o Abad i o
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:Immunity and H. pylori LSdigdeliall 11.2

Immune responses 4haliall 4kl cligilly Aeliall cblaiad) \1.11.2

:and mucosal gastritis

Al e sl Lasee () saall g ) anad JA0A ) 3 dles ST a8l e deliall aa
Lt g 8 ALl (o) a1 lad) g sl 5 Lagee (i yall Camd i) il 5 5Saall din vl dlea T
AIDS (54 4uiSall deliall (i (1 35 cancer diseases gbudl Gl el a5 Sl
waxd ge H. pylori LSy 4ba) slad Galiadl G daeliall Alaiul) Glias (20084xks)
i) e o (S H. pylori LiSs Al dixd ¢ aills skt 8 50 gy pall S0 AY
s O Saall e AT Cila e s A ) it il (sanall Glaslall il gie S A liall
Lo Ll Alaia¥) s 6 4alis Ala d saeall (la s Abial) Hladl 0l g Bae 2y 4wl iy yall
bl cliall ) saa dla ) ags alad) anadl Qi) Jsaitl 4008 Y GalaiYl ¢ 4 slladll
7 AL LD A e Y Galald¥) e LSl ais gl Ao il agiaind (aliad s yudl
. (2005¢ )

Aotelall LAY o 4 st & samy Lt Caiai dgaee S H, pylori LSy o
A ¢ dganall ddpdall ) dpe Liall UBAD) (e 881 ety oyl () (5058 daelie il s SIS
Jal gall 228 (a5 Barall Jlasial (o L iSall o8 2ol 3 )38 5 5) juia dalse H. pylori b Sy i
(= Slxd Vaculating cytotoxine g s (= psendl zUWl 5 Adherence a3l 4y jall oa
sarall 4 Lehall LN ) ja Gigan o Jalgall s2a (S ¢ de piie sagae ey il L)
.(Bodger & crabtree, 1998)
LA Leie disig 0 2 g0 il eV o V) Jalall B H. pylori LS s
Al 4 sl IS jall oy ) A8l (TL-8) s s1al) S all aai s ChemoKines 4t
Jde (e Nd [L-1 IL-6 IL-10 IL-12 aai )5 Pro-inflammatory cytokines &Y
aall U pudl & gany Bl ) 4l Al Tumor necrosis factor-o TNF-a (sl Al

20



Literature Review @I/JI S 2l UJL-':JI J

3 cagA Al &y ol Yl g TL-8 1A o bl )) g g das o) 385 gastric cancer

dagts saliaal) alua¥) Lo sl e Sl YO o3gr Llal) digan ae [L-8 o Ao

LS o3 Gubadll (aladY) Juan 8 L 3305 a3 H. pylori LySs dlaY)
. (Peek,2001)

Aabalaall 4kl elidl LAY (o 5881 oy Jadad Lyl o38 s Sl L)

LAl «Plasma cells 450 LA oo LAl o2 9 Gastric mucus layer dpaedl)

LAl «Lymphocytes 4l LA <Neutrophils 4aall LA <Phagocytes awealill

) 15321325 T and B- lymphocytes 48l s 4061 LAY 54a5 LS Mast cells 4ull

Cytokines 4 #all Al jall juiailde giia dalate Ol jlus pladinl e 308 H, pylori b A<
.(Bodger & Crabtree,1998)

LS o) e TL-8 oS 1 35Y) i s Chemokines dariiil Jladl) anla il e Diad
ALl LAY Jlal KB Alaiua¥) 38a5 WS ¢ Aaal) LAY Gt 33 e 338 H, pylori
Lanall eyl ok ) g2 daelie Llsin) H, pylori LA L 1Xa s Phagocytes
40Ul LA aludil de yu s Mucosal tissue damage 4balaall daus¥) aylasi 5 Gastritis

.(Mizuki et al,2000) Epithelial cell proliferation

Al LMY sty H, pylori LA 2.11.2
:H. pylori And activation Chemokines
LA Sty o o Joad 3 A g Aapda <3 ) 50 Ly Alasl LA o e
Lage | anae 2t saxall 4ol dadall o el )adl e el i jelil dacaiie delic
Ahesl CLiall daa il dilee () (s 85 (Crowe et al,,1995) Al Glilall FLay
i) 3 Lla 150 LA @il Caals GUA Ly 500 o3¢y Aibiaal) 4 jllall dadall LA 8 Chaas
.(Shimoyama et al., 2001) IL-8 < sise (1o 2 3 3 daelidll
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WS ddlall clagall dlile ) 2 Ofisn o= ke w0 [L-8 sldll (S sl
08 Al Apleill LS 5 e 5 5le a5 Chemokines = ) Chemotactic peptides
4yl LA 5 Neutrophils dasll LAl ¢ Monocytes 4a¥) LAY Jie ddlide LA (e
Al LAY Al X Fibroblast cells 4édll WAl s Endothelial cells
doe il LIAN (o pfSI Gda g jadathy b H, pylori b S 4laY) caali ¢ Lymphocytes
Toxic materials dxew 3 g0 518 e LA @lli Jaad ) ¢ [L-8 dee Jady daall LAY Lgia
G (Ml 5 Ll LAY Jlas e o) sall 28 Jexd Lysosomal enzymes 4la ciley 3l
. (Daniel, 2001) LAl &l e

330 H. pylori LSy 3ladl Gastric epithelial cells 4ol 453l LA ) ja3

LAY el 8 Zaial) dea il 330 ) JUA (0 Jadll 5 (s32all juaall 4 Chemokines <l siva

H. b 5Ss ddan) g0 4 jlelall LAY jleatinl aa [L-8 ) a) 834 ) Jas ol LS ([ L-8 )8} 32b ) Al

&e A3l [L-8 dea il 330 ) Gy Cag cpall Alaladl YOG ALy o bls ) a5 3 pylori

a8 Y cag O s S Al LAl sy s e damy Al s Cag - aldadl je <YL

A @355 cag Jee o sl Clia 30 35 0 GST[L-8 JIA) (Ao 5 il 4y jledall LI
.(Crabtree et al,,1997) & ledall WAL Lilasll ilbiall jaiail duulil <l st &gaa

Al Lo Ll i) 508 5 gemy 38a3 CagA desd (Al das sl 4 5l YL

s cag U ALal) L G Giagind 3 ¢ CagA cs i oo ssnd ¥ L Al Y SLL
Pro- a5 WAl Jwdl juedll 2305 ) gogi 3) sasall 4 jlehall LA & Clilee 320
dun yede g8 9) NF-kB WS Jddle 22y (Cox et al,,2001) inflammatory mediators
2y 568 [L-8 W) ae caalialys saaall 4 )Ll LIAN Leia s LIAN (e 4o sane JB (e 0
458 Aladnd daaad Ly i o3 LLaY) Ggan aied (Al Glleall alaiall o I ~liddl)
= IL-8 i) Sméad o Jalall 138 Jany b aay ¢ 31 il 8 LS Jalad daa 5 &agaa ) (g0
.(Naumann, 2005) Macrophages 5 =Sl ac Sl Ji (e Gl g 5anall 4y jlelall LAY (8
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Balaall alua¥) B L Sl dbaY) 46.3,11.2
:Effect of the infection with Helicobacter pylori on antibodies

aaiaall pe de 533 seay Jeliill e 30l Ll delia cllisi g 50 4 Antibodies sy
JusDs Aryf (g Balicaal) aloaV1 €55 3, e liall Slead) 4ii 8 3 58 @3 Antigen
Light chains gMss (i) (H) Jeulls leed 3« 15 Heavy chains ¢Sks oilaie () 4uaniy
Cafl i (i aee (Gfie sane (e LS Ay ) Y1 Judld) sda (e Al S (L) el Lagd e
S i Gl Lz (e aliad saliaal) sluaY) (e G ) o) s duad 2a g8 ¢ A alaall
aars ¢« Juasl) 8 1gG 3> 5. IgG, IgA, IgM, IgD, IgE g sV oda 5 4 jall 8 L& ALl
3 75-80% Ay Juaall 3 2n 5 5 ¢ Sl g ) 5 Lga g 5 LIl Balimall aluaY) JS g il 1aa
Lot 46 aall 3 45 3300 gl deadl Ge de 100 S0 aale 1000-1500 le Jonall (s sing
QoM e daiosall e sape el o i ansall 7 A Lel Lo gy 23 Cauaill jae gl o jae Ja sia
Jeaall (8 Gl sn IS A sa ) 568 [gM £ 55 e Oal s IS Wl | Jabadll 5 aattall il g s 30
100 J< psle 70-200 o oxndall lad¥) Jhas (5 siny 5-150% dais adll Joaa B0 58 55 «
paall A Wl e gAY Sleall Alea (e Jasmall g5 caiaill 3ay ) seds Clia¥) Il 585 da
diclens Oldic) [gG <aiall (e 330 20 Go ST oSl 3 lee 8 lan Jlad sed
. (2007

O a5 3 Jemall i 5 g 3853 e dpanagl) da il 58l dsa 5 ) dlaall (ans L

da i o pe B Ol oIS LSI 5 Gl g oS a1 JSH (gl 38 5 3 paalianl lia
Chou 2> 5S  (Andress et al, 1999) slaa¥L 4 lia 5 yde LY da 4855204l
Lnacagl) da 3l o pe A GreslW 5 g ) (5 sl (A el Mlia ) (2000) dieles s
@ Jeadll ciligiy p (mla) ) aay 38 (1997) 4icleas Anthony Wi, slaaWL 4 i
Aaill e A Hopylori LSSy Jlds (o e s el (55 Laagll s il e
32 [gG daali saliaall alualY) gl ) il jall & yelal LS L 51 o3 (pbiaddl je diaagl
gkl (A S JS0 deadd) (8 L Galias) s dl a8 L SIS a3 AliaY) J s
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Aadladl e el 655 0 32 IgG Gl sivee (e 50-40 Gl Jasi o dadlaall #las o) 2a g 3
.(Bikholz et al.,1998)

shaliaal) alua¥) cily gl A Laa i peall g Alal (o 4D 4.11.2

Relationship between infection and age and their effects on

rantibodies levels

i e sleniua¥) e saeall Glea JeJgGs IgMos [gA & 58 e daeliall il g slall Jaas

(o aall ghat A Bamal) Aglea L 150 saliadll sl @l a5 3 H. pylori Ly

At aw oSl Gastric cancer saall (o e 5 LSl o3y Alal) (e dpiall (il Y|

$35 o L5 AL i gina ) 3abiaal) plual) Gl il sine J8 H, pylori b Sy LlaY)
.(Rosenstockt al, 2000) 4Ll paeall (il jaY) (e 220 Sigaa ) L i) ells

3 H. pylori LySu LlaY) )shis yeadl adii ae o) (2006) 4iclea s Vorobjova 2
Gastric = ,sea ) Gastric inflammation sl Cleil¥) (alail) G ol J
A G oS5 el sise () a5 Jeaddl 8 [gG, IgM 3aliaal) alual) <l siwe J& 3 atrophy
£ 5 e Lo liall clidgnslall o a5 s AT Al ja g ¢ ganall ) sacalls pbiadll (aladY) sl
.(Kuipers et al.,1993) Adults JLS! sl J8 g3 sive il [gG

C4 5 C3 4eldl cladiadiy H pylori LxiSs 4lay) on 48l 12,2
‘Relationship between H. pylori and C3,C4 complex

e (e JiSHaa 5 Clisig e saase 0 Complement system laaiall allas ¢ <y

® 43 ¢ Pro-enzymes Inactive dlxd e Gl il @b i o and IS5 g

Cl-C4-C2-C3-C5-C6-C7 - C8»iigllod g DAl # shaw e 4 ¢ La 3D

oo dasine 0 e ST e B 05 o oS Radiall i sSa e anl sl S ) ¢ €9
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il oa lean) g LS Lgiih ¢ Adlisal) cillladl) eladl HUadsV) (e (et Ledapd dic 5 Lgasany
(e gl Gl s Ao i) Aaia¥) szl ) (oo ddlide (331 oy Lelindi oy 3)cdpelial) dylenll
Baiae dpclia Ll yal Cigan I a5 daeliall Ciladiall 8 (et 6f Gl s 43l Jalall ol jeaiall
i Leie Jalf ¢ 3a e Dl A 8 adiall pUss i g g e aial ¢ Bala il el 4 s
e g cdaaplall GV 83 i Le Bl A8 b (5S35 «Macrophages 3_xS!) ac 3l Jé (4
. (Rother et al,,1997) Wi¥aza a8 i Aball J s
Classical (SedSI jluall g8 5 ¢ dpt ) Gl e Gk e o5 adiall JOLE juias
Slo aiadl jlusally Loyl oy G5 Lo i) 2ol 3sa 5 aledil bty i) 138 pathway
Specific) 4 sill deliall dainl) st llayy 3 ¢ Antibody dependent pathway
aall e A 5 salias slual ) C1q b Laie jluadl) 138 lays (immune response
Lpa Ly 25 s sdliaall alual) aw Lty of aiall (3 askivg LS Target il
Alternative pathway il Jlsdl ey ) jludl Wi (Betz & Isliker,1981)
13 zling Vs elial) aetall 2l ) 500 dpm s Lo 3OU 3 A 5 gy lasall 13 Canys
szl e adisdl je jludly aw 135 ¢ Antibodies sabcaall slual) 2 g sl Aledi ie Lol
U Jie il dle gana Jady o5 el 138 Janiiis o) | Antibody independent pathway
aal ey il g yll Al cily 31 QX ¢ Lipopolysaccharidelie 4 i) i)z sl
de Cpe il losall 18 Jueds fan g ¢ Properding; s s sl &S Ll el 138 cilaiing
Lactin iSO jluay ot 5aY) Lol Lal 35831 LS jall o3 ae Ll Y1 22 C3
C1q ge 2aivdl 43 53] Mannose sugar J sl jSw bl )l vie ) 138 oy s pathway
. (Miller & Gotze,1972) oS Loyl 55 & sk e
S 33 g g0 i g 0 e Boke (o Ao liall Cladiall C4 aol I o sSall 5 €3 Al ¢ Sl
o3 caali ¢ C4a,C4b s €32,C3b (ot L5l il e (go LS yall oda (S5 La 33 b apha
) e Mast cells 4l WAL auiiy C3a ders 3 Al A0 8 Lala )50 clisi gyl
&0 Basase lidis p o 3oke sed C3b Wil ¢ sladall LAY (bl o aelud LS Cualing)
Faald) Adee o L iay 1ia s c¥aally aeddl Ll B3yage < Lue ae 2ah Lo
(2007 iclas 5 cliic)
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Ayl o) oyl Je cuoal s In vitro studies dsesa Jalall clu) ) & ekl

oy by Euaad die dmlall ) 4l Jeas & bl adiall B a3 H pylori LSy

Dbadl A H. pylori LS Gasb e Saay Jeadll A adiall JOUG Jadad o) 2 g 288 | 5S4

e dga gl Aaili () Sy anall J8 (e e lial) aciddl 3a8a3 o) ¢ Classical pathway SewSS)

s B ¢ LS o3 e anall Gl dal (e daelie dladiul isd 5 anal) ) Ao dy je

5 o Jemall 8 il (555 04, €3 Leias e lial) cilaciall il yinn ¢ AlaY)
.(Sjunnesson et al, 2003) Llay! (e diraa sy 22y O sl Sl

H. pylori b ySe 4bay) e daeliall cilaciall @lli cily siva gl 5 AT Al ja cuiy Lo

() a8 138 5 Cpndl w385 e L 5 (aldRWL g ) sk i Y g a8V 108 (K1 Ana B iy

& Plie) Epan Cung W5 sl w3l ey Sl iV e paall ZU) 3 L el L6

LA ) 3 ¢ Juaall b Ll sinea (alidil s e lial) Cilaciall @l giead e Gl LAY il

6l Eisan (8 A vl 8 dpe i) Claaiall Cilidi 5y asinai e 350 s gl LAY 8 L))

Silaciall il siwe Jls H. pylori LS Leias LSl g5l any LLaYIS AN olli 4 ) ja
. (Chen et al., 1994) S jludll jadat hadly LS Joadll 8 dpclid)

Ao Uial) dlaiu) g (gral) gl 4 cpaaill 156 ,13.2
Effect of smoking on gastric histology and immune response

S B el N AlaYle bl aslg L A0 S sl A g

dale 4y Caa sy Respiratory system il jgall 5 Circulatory system o)) sl
& ol il yeday | (Hammadi et al,2009) 4l (il je¥) Cgan 6 Galal) 5 ) ghadll
Loyl Jie Al 4 re — dare (il jel Sigany i 3) 4dilla gy aagdl Jleadl cliaci S
Gastric 3224l ga s ¢ Duodenal ulcers ¢_de SY) = 8 «Peptic ulcers 4axall 7 8l
o o e Aal) e Al Ul s Duodenal cancer _de WY U ccancer
da i Gy g el 138 ¢S5 Gastro esophageal reflex 3l - (5 all (sl (Saia
(0 maaall (ganall juanll (3835 50l ) Aaii m jall 138 Gasy ) | (Massarrat ,2008) s <l
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138 (5% Can b Aullall A gaall (pa Lgiillay ey alia oLiias sanall Glasi 3) (5l ) saxal
Al OB - S8 ) (53 Alal) A el 5yl Aty (ym yu U3 15yl gl 8 S B L)
Sanall Ba) 5l llalaall cSlianl (58l Gl o @l (sl ) pmelall G835 5355 ol

.(Mitchell,1999) saxall 5 (5 all ( 4a3) 51l

O Aadll) ) ol Aals Laedll 8l Gigan e 33 Al o) Al Al )y Gy

Anti ulcer ¢ o3¢} sabiadll 43 50Y) ddled Q& e Lia)) Jamys H. pylori LS 4laY!

LSl o2 Alal) (e Al jde (V) £ 85 Lanal) £ AL ubadll (alaSY) 53l drugs

P G 3y il gl (Ml s il e e gl Gubiaal) (alAdY) e &3 le il
. (Parasher & Eastwood,2000) L3las jalis = &l sk

Monoxide carbon (Co) o5 S 2S5l Jsf e ¢Sl ) dilayly ilad) (g 53

Il Jabii ) 8031 A (gamall anail) LAY (gm0 5 gilall g slall (pudiil) JuliS e Jamy (g2 ¢

aliadY A samall 4y jledall LAY Cige dlay ML aall G Gale sandl ae (o)l a0

g WAL Gl Ciga ) et | ki g dpanagl) sl 8 LAY @lli ) Jual sl CpanS Y1) A
. (Ryter & Otterbein,2004) saxall Ay ~ 5 ala y Ml 5 & jledall daudal) 8 JSU s

¢ ol LAY Leia Lellad g Lty e Blaal e Waelu delis il saedl) i
ATPas H/K 0sisodll dauiae dilladl dlatin) ) 6lSH il b o gaian o 5 gl Bamall i 3)
552l <sanall Glloaall (o (5 slall ausil 5 saxall Gadall 138 iny ¢ &y yhandl LAY ol 2LED (yo
Ol 3180 585 sl e s AT Ay saeall ellicd WS ¢ Gran ) o ostaed) Jong WS
D08 Laiw Gastrin GasielS) (s n blaall (& 4adl gl Laeall G LOA i 3 (il sile gud)
Qi o (ligased) e Jalaiy, (alin gila guall () 9aa Baaall ela i 8 83a) giall Laadll D LA
et oske Wiy meall 13 4y o il (g oz Cam Samal) S a5 (ganall S SY)
Gl Sl (e IS a8 i i )l Baall 5 LaS ¢ 1AV 108 7Sy Ganslis il gl
(2005¢ ¢ sunin) baeall A B ot Al Gaal sall (e dpamall dlalaall dadall 4leay Lla i
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Lol 7 3 ) seda (pe 2 s Barall cand N LIV Gl e Gilaa) e aail) Jasy
Jeadll & Gastrin gseon D18 b3 DA (e pmaall D8 8 5l ) e 40Y (pidaall (g
oaalall 314 5305 o A laall LAY Siay ¢ ga sl 138 08 <l i 3 Guliadl) (alazd
laa e ol sall elli Jaas 3) Bicarbonate secretion 4l <l s SI ) ) Jara (=alds) aa
oasl daal) o 0 oSl 5l das G ga el 138 A1 ¢ sanall o pilE e I8 L 5 (iaslal)
sanall ) ot sSaill o oas i e A3l dpsae & eyl Jle ) e iall o3a Jaxt 3 asl) e
LY sl H, pylori Sy Jeas WS HCL pasla D8 83l 5 (il s (5 gesell 138 5141 (e Aadl
G i Sisaa g Gastric barrier saxall Alay esy A Lladl) W) e Jli g WS A5
Lanall Llaladll dadall 4 (se el 4pd QS je aa g LS ¢ hlal) dadall 8 dpa ) 8 ) 5
Akl Aadlu Laés A WLla )50 S ) o3 ali Gastric mucosal prostaglandins
g3xall Mucus Blaall U] ol gall 628 3883 3) ¢ Gl goadl 5 G} ) puall (e Lghilen 5 dplalaal)
dohall e LA (e Alkaline 43l o) sall 51 4) 5 dplalaall dadall 8 aall (305 (e ) aig
ol e JEy Ml (adlall Adalas Ao Joaxi 3 332l 8 Non parietal cells
dakll S Prostaglandins Jds el Qi J3A e obe 5l cpaill (585 ¢ sl g
.(Massarrat, 2008) d:hlaall dadall 4leal) dads 5 (0 JIay UL 5 panal) Aplaladll

GOl el dale Gl Qi et el Akl o Sall Al il ellls

LS (amall 4y ledall LIAY a3 A Lala 150 el Julall 138) Epidermal growth factor

Nitric oxide synthase a x| dallad (e Jlay LS &iDUall dassil) a5 all ) oaal) 253 (ya 2y 3y

Alad 30l ) JIA (e (32uS 30 33 2 5) Nitric oxide blis Qi & age )52 4l il s

Lae dgamall UOLAN ) aall 38335 e JLay 40) (e Sliad Anti oxidants 3a.SY) cilabias
.(Ko & Cho,2000) ¢pisaall (sl pamall 2 81 seda (o g may (il LIAN i (B8 sy

8 IS dadaia g Al ) Adkaiall Y aall (385 dais Ll ey (Smit, 2001) Sealall aa g 3

3aocal Alalaal) Alal) A el ik ) QI o8 (5 oSl il Alalaall Al ) ) 38
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3 sall 038 =18 Oxidants materials sauS pall 3 saly cansi b g Allad il ja clllia
oo @Sl a4l avall Jaby Oxidation process s2uSY) Gl e 40l Clilee ddaul 5
s Laxie oS3 ¢ Anti-oxidants 32uSY) Cilalcas J (e asaldl 8 3 sall 238 55 0SS
@25 Sl WAL 8 a3l ) e digan ) 605 Gare Grand 53208 Clalizas 3auS 5l o) sall
e skl A gam il 134 Mutations <l shall #3555 &35 50 salall 8 s Gigas )
Jane 2133 3 3azall 4 ledall LD a sauSpall o) sall @l 3 3l LAY (e Baal 5 ¢l yuall
LA 8 5ausY) cilabiae Juli YA (e 30 gl 3 gall @l il giase 334 ) (Ao 0 Sl Dl
L) e IS Jertl (pn (A C Ol L s 30uSY) Cilabian o (gandd) juanll (g gag 3 dpanll
las Joi Jully s garall juasndl (8 Gualidll 1aa Ol i S5 e (45 S0V 5 H, pylori b Ss
.(Goldman,2000) eyl Lbadl dia e el 5 BasS 3all ) sall (g0 LAY Al
L) (e el JI6 3 ¢ eliall Slgad) Coaay 45 S 5anadly T jme Slale cpaill aey
L o8 aia Juadd) A sabiadd) alual) il e paid J3A (e H. pylori b 5Ss s daelial
Gastric Ll 7 &l o je e el dul ja 8 salaal) alua¥) @l <Y o Galads) s o) )
& 28h LS ) e ae d)l8e el ool i sabiadl Wlual) o) sl ¢ ulcers
IVER U OO G i TR RPRPOVEN [ P PSR | T P B PR WO L U VN |
.(Koivisto et al,2008)Serum Jsaall ;& SlIXS 5 sa2all juazll S 1gG, IgM, [gA sl

H. pylori L sSy dbaY) aiis 14.2
:Diagnosis the infection with H. pylori

Invasive tests iy yudasill e sadizall <l LAY o oY) a5 8 gidl <l lady)
(e sl 3:L4S aaind 5« Non- invasive tests (e saaiill o aaias ¥ il & laa¥)
£l HWEAY s Jadt (ay yall Tia A5 duca 5ol 3 e ol LY sha

‘Invasive tests bl e saaizall <l jlaay) -]
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OpeY) dapa il gnaill Jis Histology test 4mpedl <l jLad¥) i

donaill § LS daua aadiuls inaill y Hematoxylin and Eosin staining  ¢plesS silael)
Jlial die cytology tests 4asall <l LEAYI s Giemsa staining 1 es dxua aladiul
Alulll Jelss 4u8 alaasuly LAYy Rapid urease testing (RUT) aowdl sl
Bacterial s sl <liin¥) sl s polymerase chain Reaction (PCR) (sl sl

.culture test

G gt AR Lgul Jadh a4t )l 48 aladi) el LaaY) sda adiad

o328 aladiu) aag pdie Y g saeall ) adll Gk e LAY o atiled 8 ASds | S g ¢ gl

Oy Anae AT (e a0 WS (5 gl 5 plie Y g sanall Ailay and e adidiall canlall (K4 5laY)

3 Gl e 8 ysa ol jal Al Y judaiil) 3laf axins 8 4l ((biopsy) 4e Jalb e iy dansl) el
. (Ramakrishnan&Salinase,2007) 4132l ) sall 5 ya J8 25383 g2 g0 () 4S5

:Non- invasive tests bill Je sadiadl je < jLbaY) -2

Carbon 13 alaiul The urea breath test (UBT) osiiill (8 L) ll (and Jaiii
H L5 e sl o 3) stool s All (& ssindl yasd « Carbon 14 (C14) sl (C13)
44k adini g Serology Tests Adlaadl il jLia¥l e Suxad = 5,4l & pylori antigens
Jome (8 539 sall Lo giyall o2 2 Aaiidl sabiadl dlua) e g oadl) o liadl (el
OV ey A aladinly pasdl) 3a5k e &5 S (Leodolter & Megraud,2001) o
=i L 5l Enzyme linked immunosorbent assays (ELISA) ax¥U s yall e lidll
H. LSy Alal) aass (8 Gaceddl) 5 dulual) 4le 13 4l o Ui 3) ¢ ) Y 4,
Aoyl 54820 3l WS H, pylori LSy Cmbaall 5 23kl )il & 0l GalaiN) b pylori
.(Evans et al.,1988) ¢ oY 4 sen 5

obiall e ladd) i) A et Al Ly o e CadSH (Al A5 jh aa g LS
ad lie 330 A (e 44 Hhall 38 555 Signal Immune Radial Diffusion (SRID) =il
b LS am A Saal sl Lal) Gk e LW e (aiSH alead) (aliaY) e
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Satiall s Lyl el saliaal) slwa¥) g deld Gigan o 4@l oda adiad 3 Juadl)
(2007 e lea 5 laic) L ikl

axxiudl Serological Tests (hadll pasdll il ap@ll 4l 50 1999 ale Cyjal
Carcinoma !l Gl yudly Cpbiad)l GalasY) 3 . pylori LSy Alay) pasl
Loy bay) pad il dpulia HAS L dll o adll 455,10 oL 25 285 patients
o saiadll e (5 )AY) @ LaaY) Ad oo (85.5%) dswus uadl 13w H. pylori
.(Quieroz et al.,1999) skl

‘Immunization and Prevention 4 axiail) (15,2

03¢ Aba¥) () 3) (g e Y 5 3amall Gl e (st ) Cued) o8 H. pylori LS s
Y1 Bl o s 8 3 g &y gmally Rpanall Gl ialgel el ) (s25 A
.(Massarrat,2008) e

aa U jpaail A glae sl ¥ 5 ol ) e bl Hall (e apael) jualall C gl s ya

& Ol e cusal A ) YA e s L (Hoffelner et al,2008) H. pylori LS
Joomldd ) Slacbuall v 5 ae LS A8 pas H, pylori LS s~ juaat) 4 glag
Ol il @ pelal adll (3 yh e LA s i qiad B () ganall 5 (i iSLana il
G N sl Lae il Juzadl daed 38 g jaalaall) ae ey il A il 4y 53l (e ) sSall -l
& (67%) Hons Jia (10096) Fomsiss Ao sanall ol o A1 IS el (A Babimaall plua¥) 055
4 e dadlal o)yl L Sl o A8 Alaal) ji s A S i Al OIS Al sanal) Jilu)
Ay yee e Legisall JEm) 3k o) Las (2003 lla) bkl de saney gAY Clalill s
Uglae Glpasill Gany @llia (K5 A L o2 (e dglead) i GlA V) aal el 5 (<
Jsti di 5 aleadl alasiind 22y ) pliall 5 eladl s Cpad) Juse (o8 5 b S o3¢0 Alal) (e 4008 1
ohas e olaadll Gyl ¢ Agaia A3y ey X gl 5 B B ey A suskall deadal) Jsliic alalall

. (Ramakrishnan&Salinase,2007) &5k e 5 dma
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Materials and Methods f=)l 9| b3 1,

Jead) g 3 gall

< J.wt

Materials and Methods

‘Materials and Device 4siicall 33ga¥s 3 gall 1.3

daxiicuall 3 gal (1-3)

‘daadiialial gal 11.1.3

Origin Ladall Company4s &) a Material 2 gal
USA ACON Lo iSall 4 uapil) 3221l
H. pylori kit
Italy LTAs.r.i Oal s stall a2l sl
IgG kit oLl
Italy LTA.s.r.i Ol o glall dpnmy ) Baall
IgM Kit (o=l
Europe S.A. BIOSORURCE Sl Lzl 5aall
IL-8 kit s sial)
Italy LTA.s.r.i o sall paud o) 3aall
C3complement =Ll
kit
Italy LTA.s.r.i o sl pand ol 3aal)
C4complement o=l
kit
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sdaddicall il ga¥) 9 5 3¢aY) .2.1.3

daadiual) 3 3¢aY) (2-3)

Origin Lial) Company4s &) aul Device 53
U.S.A Biotteck Washer ELISA 1A% 44 slaia
ELX -50
Rwedeer ELX-800
Germany Hettich @ Sl 3kl Slea
Centrifuge
Japan oAl salldae
Jewelers viewer
Italy PEAK LoeLall LY )
Shaker
Germany Slamed Al alaalVl dddy clala

Micro pipettes
5,50, 100,500 ml

Appendroff tubes,
Plain tubes
B o iSe i (s

4.493.4 3ala
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: Methods Jexd! & k2.3

:Collection of the specimens 4wl clic e ,1.2.3

) Alue (B caagdl Sleadl julati sas g e padd (45) Al Glie calad
i o3 3) ¢ 2011/4/1 455 2010/11/1 e Aia )l 355l S 630 S dladlae (8 aadll
DY AL A 5 Haddl il

: smoking patients (st b AGIL Gnbas Y

il s 3 ¢ dias (70-20) (o pblee] in gl i (s (30) Ao sanall oda e

Wl il sae iy 5 e s 3 laes (10-1) A Gidaad) A 5Y) de panal) Criaad aaalae &6 )
(14) paa3e 5l g3 lass (20-10) dass sie JS5 (pidnall aa 5 4l de sandll Ll (alasl (7)
Lads (9) paoae alldls e sy 5 ko (20) oo ST 50 ciadd) a5 LA e ganall 5 lads
Al jee (laaally 339 s | (Hofbauer et al,1997) as IS Jilaudl axe e lalaic)

et JS il S
: non smoking patients ¢t £ L AGHL Gulaa; il

A (70-20) 0 ot sleel £ 51 5 G2 (15) e sl 238 it
:Control group & ksl 4 gana ;GG

e atsleel cingl 3 Loalds slanal) (aladdl s (16) e senall sda cilad

pebin 5 (5 aomd) Gl e Talaie) A ye pal et & e @ silas ¥ 0pdl) i (60-20)

il b )El Cun e barall da 8 e e 0alAEY (alilan agd € Claually 33w dpaall

s k) 5 (palddl 8 andte 5 dua se b k) (e sana ) 1 5 Crend de sanall 52 5 4y yeall
(Ll alasl 8 ansae 5 Al

34



Materials and Methods f=)l 9| b3 1, NESNLYyR

38 ardxe 5 (Al de sene (e sene ) Al all Albe Guad AN jlea e alade] ¥

ua;.dzg RAJJQ}EJLMIK.GW}UA&S
Obtaining of blood sampling ) @lis s 2.2.3

sxosl pAdl e Apk 4liae daulw Blood sample sl Ade s Ja (5) s o
Clige Cibaia 23 709 Aty Jsasll alall juedad dey 4l al) 28 (ala3M (Venous blood)
aad 48 a0l 3 ) a A jo el 2-1 3ad @€ 53 3 ¢ Plastic tube 4Siiudb canldl Ll
R oAl Lkl Slea pladinly Jeadll Juad 255 Gloat il o Lalatll Cugaay alil) il
il & Micropipette alaaiuly Joadd) sea &5 (3382 5 330 3,50 3000 ) Centrifuge
Al (pal o(-10) A 4230 8 Lis  dadeay 4dai Appendroff tubes 4Ssindh
.(Lewise et al.,2001)

:Samples storing «lisll 0 A .3.2.3

g oan) il a(-4) 3,0 da 0 sl serum samples duadl Glye Ciluia

oAl LAl s H. pylori LSy Alay) aaail axiin) Juadl (s and appendroff tubes

s 4 C3,C4 complements 4elidl Gladiall 5 [gM 5 [gG daeliall Cilid s glal) il gl
IL-8 iS5 (s sive paail dia 5aY) andl) arsi
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: Data collection Ul aea 4.2.3

1(3-3)dsaadl (B gy padd JS (e Al i) cran

Sample Cligal)
Age el
Sex oaall
Symptoms ol e )
Smoking amount Ol 4paS
Smoking duration (il 3ae
IL-8 concentration IL-8S 5
IgM Concentration [gM S 5
IgG concentration IgG >S50
C3 Concentration C380
C4 Concentration C4 S 50
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H. pylori 4588 dpaddal) 3al) Jos 48350 .5.2.3
‘procedure of H. pylori diagnosis Kit

dziadl ACON 8,5 J8 (e L (masall (bl a0 35y jla s L i) ad &5
D SYS

30l da 0 G dpas ams o il J8 A8 el 550 pa Aa py Gt JLAAY) dag pd Gy 1]
3 _le Lellasiaal 5 Sl (g HLEaY) day p5 A1 ) 348 )

&s 43 gac 5 gay Dropper 3Uadll Cilaa ¢ calai g (g s o Ao LAY dag b Gy 2
day il Well (s) sussdl ) yids Sk 100 Lo Serum Jeaddl 73 a8 (e ) ylad 5305 Jas
Loy

aal b 88 e glll el guald Guedll dxdl e lamy 282 81 a da o it Gumall 3.3
aall 35 g Ao AV HLEAYI ¢l jal (e 38210 s e 22 (Pink line Js2us sl (Red line)
Al awall 3ga g a2e o Jay 13¢8 (T) LY dilaie & haall sek are s i Ll sl
Al aas o o Ju 13s a8 8 osle b (6 sed pre Al A5 Abia) a5a 5 pae il
Dseda i i Ay 30 ) Al ddla) e A0 ga el < bS5 N (S ) S e diladl)
aaiall pa Baliaal) aluall Ll ) dayyall Jal Serum deadl) LS B3 Y o0
.(Megraud et al., 1989)

aaiall (a5 Al Ao lial) clid g olill Luadiall) Saal) Jae 48y 4k g 1000 ,6.2.3

. principle and procedure of IgG, IgM and C3,C4 Kits

e IS s pa@ll Aatidll LTASr 48,4 J8 e Kit Apandiall soall Caeadin)

elanll e lidl LEmY) 4yl (3,04 aciall i a G ALY 196, TgM e lid) il g lal)

3) el e il dala 0 &5 e Lgiae aaing s Signal Radial Immune Diffusion 2 il

sl Agarose gel 55 Y Sl (A it G4 5 C3 Cledially [gM 5 1gG <l g glall ¢

Galat¥) Juadl e il s Sie (5) ke &y st alaaly i) Ailia) ey Ge il Slaal) e
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s2 Jeliii (Plates bkl 535 sall Wells 3all JS ) 3 jhasdl de sane Jladl 5 Galiadll
(aal) 2 Immune-complex selie diza (55855 Jas gl @lld ae Cilaaiall i 3alizaal) sl
byin JS Usm iy &y i Aila JKg el 138 glay 3) a8-2 51 a Ay ciad Aol 72 5d
Jewelers sl sall duae aladiuly éall Jsa 45 5S0all eliall cun ) dsls Hld sy Well
IgG IgM Uasaidl oigll 3 55 Wells asll Jon 45580 ddls 8 Hld G 3 Viewer
A s il o Al) e unll 5 5 5 (3,04 e liall laiall 3 55 SIS
Axieadll 4,80 J8 (e L (oasal) Apanddil) Saall el coa Jaall 38 jla Sl

FENLY

elall ol yladl Ct.wﬂ EEN &.a.dfujd\ da ) i S yig Plate Asasall (e elaall 41 3) A1

A ol Wells aall 8 el

e i K ) Micropipette dadall sl e\A&l.u\.,\ daddl e il Sila 5;0;\.;4:\ 2

LS yis ¢ Liagl 48 jall 3 ) s da 50 Cond 4y 535 ey 3 k) 73 gai o) lial) 23 sl (40 daiiall

A S ) dsssiall Jes J8 Jeldt ¢gan g Laaliatal JaiSil 3 s 95 yial

3;;)3(8-2)5‘)“);&;)3@;3Q?\LJQLSA‘;@.AJSJ:\.ASMEJH€-u\.§&aﬁé;&j‘ Culae 3

e b zliall o3 a5 il g g jucil s el (72) Fslladl) (pumal) 330 6 5T o A e

2 (30) & ity ya S

& cf\m‘ 3;\_)5 ?3 4

(Ring) 4alall ki yoail Jewelers viewer dwaall aladiuly cpasll (e delu 720 50 2

sabaall alaal) 5S35 e Jaiws A3l ki A ey (Well) 3uds IS Jon 435Sl
kit 4ssia U 3ak 252 0 Immune complements delidl clacidl s Antibodies

.(Mancini, 1965) J8Y! &lli L& li(Concentrations) 58I il e (5 o
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10.07.2011 10:44

10.07.2011 10:43

W TVIOY

96|

31V 1d NOISNAJITONS

10.07.2011 10:45

10.07.2011 10:44

Lelial) cilaaiall g IgM 9 IgG 4 Liall Gl g glal) 38 5 (il dpa Al 3aad) (1-3) JS&

C445C3

S bl 32 (1) ¢(C4) SUal) antal) 38 5 ald Bas ()¢ (C3) S Liall patal) 38 5 G 33 ()
(IgM) (SUal) Gl g ) 58 5 (il 322 (3) ((IgG) SUiall (il g 1)
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IL-8 (s sima (ulll dpa il Sanl) Jas 48y 5k 10a.7.2.3
. principle and procedure of test to estimation IL-8 Levels

s s IL-8 ssall S,all ¢ ELISA 13aW) 4y Lagi yall [L-8 il givse i o3
(A28 B yleall) @8 el Sl pasll Solid phase  Enzymealall skl
Lpra dydualine Badna Aa b puilae Alpaill 32 5 33laal) alua¥) a2 3 Microtiterplate
s 5in3 3 Wells Lisd) phand dilzall saliaal) abua¥) ae clipall Lasi i (JL-8 s slall S jall
L )l Specific antigen (= sl aaiually axa leie IS Wells 3,8 96 (e dniiall
z3saill i) e ase o ading HLEAY1 138 ¢ Jalall Hlaall (Solid phase) ball mhudl
Juad ey ¢ Jalall jlaslly a8latll ) gagn o sill aall 25a 5 23 31 4l Sample
ot el Al ) ) g2 63l Working wash solution  dwadl J slas alasiuly jall
L)) A a5 Revelation solution Lbl,¥l Jslae dila) Wi z3gaill (4a Jagi sl
¢V 5 Sandwich complex 3 phill Maa cewy b e Jal sall &l an Lelia 73 gaill
hase jéall cliéc (piasll 3 53 22y (MAb1- Human IL-8-MADb2-HRP) (i<
saall Il Substrate (st salall &l 5 gad leasti o yiall jue Jalii y¥) Jglaa 1 3Y
Oaall g ALYy jeday odll g 6l RllS ) seda ) b Y1 Jslae ae Lele iy (555 Al
—ilay) ) Jolaall 138 a9 3 Stop solution s sill J slas Zdlaaly Jelal) caldy) o4 |
(460 nm - 450 (>l Jshll e [L-8 xS 5 il oy bany | sl joi s Jelall

23S 55 (el 3 jall Jalall 4SS e Lyl Jallall g ol 3ad i Cus < nm)
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:reagents preparation < sl juaai 1,7.2.3

slall (e da1 g Calibrators bl Jslaall 48bals s Calibrators bl Jslaall .1
. Distilled water kil

bl slall (e Jel 2o Controls 3 kawdl J dase 48lialy caid :Controls 3okl J glas 2

.Distilled water

S vial &gl 8 2 sa g0 e dilaly Aall s : Specimen diluents il cadds Jslaa 3
. Distilled water shédll el (0 Ja 1

Working wash solution Juall J dsse jas :Working wash solution dual Jslse 4
Working wash solution ¢ (vial 32a)585e) Jde 10 ) kil clall (10 Ja 199 ddlaly
Ll adlenial ()5S 5 piladll o Llal Magnetic stirrer z JW) alasiuly (200x) ) <saily

! Chromogen(TMB) ¢» Js 0.2 48l s :Revelation solution b)Y Jsdss 5
2S5 1) (e 4S5l Substrate buffer 4, Gubd) sl (e (vial 32a)s 352) Je 6

. (acetate /citrate buffer (s )2 2 <513 cpa 5 Huell

8 Sl AN Jes 48y )k 2.7.2.3

:procedure IL-8

A8 ) Bl e da o il i (S (e i g5 il SIS jpaatiai ]
. sime & e Strips Assdbiall il |2

oaall 5,13 e Micropipette 4adal Aaladl il jidg Sl 100 <l L3
. Well s_és S J Incubation buffer

L)l «Control &kl Jslas <Calibrators obdll Jslaall e il Sile 100 <ol 4
Wells &bl JS I Sample
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Wells 3_is IS Y Anti-IL-8HRP conjugate o 58Y! Jslae (3 sl 5 ;Sile 50 il 5
sie Shaker daclid) GLlY) 35 Je Jsana 4 jall 55 ja da ) it dels 2 sad Ciias L6
rpm 100+ rpm700

C5ia S (e 230 Qi) A1) w37

s DA ) ye AV Aaniiall ile 8

s IS ) Jull Jslae 0 Ja 0.4 sl

) e Gl Sall JSAT) ) .

£ sile 488y 15 saal 5en IS ) Ghan pemad) )Y Jslae (0 i 5 Sie 200 <l L9
sl Jusy

Lelidl GLBY) 3s o Jsane 4l 5 a da 50 Cad 42y 30 52l Angiuall i 10

il ¢ ga e lam rpm 100+ rpm700 2= Shaker
& JS ) Stop solution < sill Jslae (e sl s 5Sike 50 <anal 11

. (Tilg, 1992) (460 nmI450 nm ) o> 3¢ Jsh die dpalaio¥) | i | 5,12

42



Materials and Methods f=Jl 3,55 sy NERNL Y

0.043- G =
0.000  200.00 635.0

Curve: n/za
Coefficients: n/a
R-Sqgr: n/a

IL-8 (S o AN daliaiia) g 508 A1 (il (adall(2-3) Sl

: ilany) Jula

(ANN.O.V) test sl olail jlial Jleainly ildas giall 45 5l 5 Lilaa] &5l Jalas o
sl Least Significant Difference L.S.D. s sxe (8 J8l jlis) X5 one way test
(1980 « 4 Cala 5 5 ¢ ) s 0.05 Jlaial (5 sha
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wl.hlb @U\.\S\
Results and Discussion
! H. pylori b sSs 4ladd dpadliil 3aad) 1.4

Jduadl 3 H. pylori Antibodies LSl salcad) alua¥) paad e JLEaY) 13 aaiay
Alad) &) 33352 5adl Human anti-bodies glwidl ssbiaall sbualVl S 5% 3, Serum
Bacterial 4o 58 Glazmiidl Je (g 9a3 ) (T)WAY) s Adhie & Lad¥) Alaa, )
Well 380 J) Specimen Juadll de ddlia) a2y ¢ (3aaaw) dlbea 85 Al antigens
Calia scnioad] ey 3 H, pylori aise ge 53l alual el Jeléii Ca g JLEAY) da 5
s LAY Ak Jsh JeMixture hadal) s by clly v Well 58 JS 8 Sl al) elliy
H LS saladll slwa¥) e ddliad) el ¢igal 13 (S) Jlid¥) s ddhic ) Joas
dagill of e Jy 13 (S) LY ba dshie g2, sl seal 08l sl ) g2 pylori
& ¢« Negative result 4Ll dsiil) e Jad ol ) seds axe Wi Positive result dus se
b S 3kl dadaiay ddlaiall 038 o yai s (T)LiaY) bad dihia 8 Laga yea¥) (sl jeday cpa
o2 gl pmn are ) Alia) Jgan ) L LAY 5 4 el Le DA Gas L (1-3) Sl

clhas e adld 16y Glas padi 45 ) Al jall e ands
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10.07.2011 10:48 10.07.2011 10:48

LA Lpapdial) Sanli(1-4) JS&

Apfil) i pm paridi(1m) Al las o (1)

Ombaally (pidaall ol [gMy IgG 4uls) deliall il g olall <y gina 2.4
:H. pylori & 58y

Cpidaal) jee 2a IgMy IgG Al delal) clid g il Gl gl 4D 1.2.4
:H. pylori G 5Ss xbadl) g

: I8G SN S lal) Gl g slil) (s saa .1.1.2.4

Signal Radial Immune Diffusion 2 il celiall JLEBY) aladinly milill o ekl
(P< 0.05) Lisine Lalissl clllia (o Juaall 8 280 Zeliall i s glall 5 55 Lulil (SRID)
Aiw (50-41)¢(60-51)¢(70-61) s read) lidll (521 [gG AU oo liall ol g slal) 58 55 b
o dijie Mgl e i1/ aale 430.94 ¢ jil3/ aale 559.01 ¢ Lo/ pike 753.76 &b 35
OS Gon & o/ p2le 1026.89 pgad (oo liall (pl g lall Lo sie &y (5215 3 jlasall de sana
2l 2 Jead) 8 IgG g 50 0 S eliall G g slall il slase B (5 sina e (LYl
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A g

(40-31) A _yendl 2l (o2l SIS 5 3/ aile 914,14 ol st Jars @y 3 L (30-20) p_penll
(1-4) Ul 8 LS 5 k) de sane pa 4 jlie 50/ aike 861.04 ol sciise Jana iy 3) diss

Ombiaall g 5 sl A gana oA IgG SUall (ol g sladl (5 sieua 1 (1-4) Jss2

ad) ) as H, pylori b 5Ss

o Juaa B (L2 / pila) I9G o5 sinna is sanal
iag ol [ Lad g8 | Jamalltoaldl) Uadl | sl
1940.20( 421.60 [ 1026.89+105.66| 16 8 k) 48 gana
A
1205.90( 743.10 [ 914.14+28.71 14 4.30-20
AB
1082.30( 560.00 | 861.04 + 46.23 9 4w 40-31
AB
850.90 | 674.10 | 753.76+21.43 7 4w 50-41
BC 3
778.40 | 392.70 [ 559.01+35.29 10 4w 60-51 3
CD
575.00 | 282.80 | 430.94+51.79 5 4. 70-61
D
1940.20( 282.80 [ 819.65+38.63 61 ALY £ garall

e g pall Ll Legin (5 9ima (308 29a s ple (Gie gane Jangie On Al Cagall Jui ¥
O saaall 0 (5 sine G 3535 ole i ALl
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P IgM S Gl g glad) (5 93e 2,1.2.4

alae o U clidl [gM (s sie bl (2-4) Jsan (B LAY &l Gl
(30-20) 4 eall 458l ol yila / 02le]125.54 &l 88 eliall ol gnglall 138 Jass gia (o)) Cpubicaal)
s (40-31) Leadl Aadl 2 [gM MU elidl ol g dlall bavgia aly cpa A ¢ A
58 aly s/ aale 76,84 Aiw (50-41) Gueal 2l 2ie gl 10/ a2k 105.50
(70- 4l vie 5 i1/ pale 44,55 (60-51) 4 pend) L) ool fly (s L )3 (=LA [gM
(= ball Gl g slall Jass e agaal &y (53 5 5 jlasd) A sane pe 4 5lie jil0/ a2le 29,94 43 61)
Oy A sl Cladll jes G (P< 0.05) ssine (308 255 g sila / a2le 113.55 IgM
3okl de gana
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Omsbiaal) § 5 jlasad) 4o gana oAl [GM (Ll (ol g i) (6 ginna : (2-4) Jsin
ol s H, pylori b 5Sy

3

al) Juaa (A (AL / aile) IGM s siaa Ae ganal)

dad Jof | dad B | Jarall bl Uadl) daxd)

145.30 | 71.80 [ 113.55+5.60 16 8 skad) 4 gana
A
140.00 | 101.00 | 125.54+2.89 14 4. 30-20
B
133.80 | 76.40 105.50+6.24 9 4w 40-31
C
101.20 | 58.20 76.84 +5.78 7 4w 50-41
> i
58.20 | 29.90 44,55+ 3.22 10 4w 60-51 3
EF
37.50 | 22.50 29.94+2.64 5 4w 70-61
F
145.30 | 22.50 92.74+4.75 61 A8 £ sanall
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aadl IgMs IgG g 5 (e Babaall sVl o IS i gia o) ) ) sda yuid
e L, (Rl fasi 3 dadie pe 4 yee i) e ie g Abal) Ay B dadi e (5S35 il
(2009) 4icles s Nwodo e dulyall o2 goilii il 55 8 ksl de sane go 480 aall o
4 el cldll DAL [gM 5 [gG sabiaall alual) Gl gl (8 (5 sine CDEA) D ga s (s
elli il g gl Ty 4l @yelal 3 ¢ H pylori LSy onbadl s Lzl 7 58l ca sl
Ll sivna Sef S deat s & (30-20) 0 Lo A pend) LA (e A lial) i gy 5la)
Bkl de sana ae 43l i 40 (e 2y @AY o 5 L (40-31) A enl) 2l o

O L_.sll\j (2000) «i=lea s Rosenstock ol Jagi e & adad) 4 Hall ol cadi) WS
andl G Cpedial e (alalY) ol Jeadl) 8 IgM 5 IgG due el il g slall il siane ¢ L )
il was ¢ eliall Sleall Héati€ Alal) (e s 88 2 sabiaall plua¥) il givse i i 3
Al 4 yelal Lo 138 5 i 40 G 2 Fuals Ly 538 50liaall eV @l il gie (235 cpudly
L adg Abal) a8 e Jay (aliaa¥) s o) (o S

Oinaal) 5 Lnall 7 &) o e Jlaal 3 dueLial) il g slall 58 53 408 (g 5my o (S WS
| S 190 SlS pall o2d aali Cun janll 0385 e Bl (B (G pialSll 5 (aalad) )3 488 )
Gl 18] 418 5 i g glall 508 5 A1 (43 Hla A8Dle a8 3) dpliall iyl )8
.(Chopra & May,1989)

H. pylori LS cplalall g aeall = 8l ubaddl 5 el 20 300 ) G aa ) Ladd
ods Jand (flly eally anfll 2ay dpeliall Gl gnglall Ol gle aliad) () el aam
AaauY) ol WS ¢(Graham et al,, 1991) LSl o3a s sl A o1y L gladS il gy glall
Sl s Gl LS 521 15000 (55 sl (8 Rue liall i s sil) G315l e LS 03 2
. (Xia & Talley, 1997) Joadll & lgws

Lol il o slall il sie glisi ) Jas o] Gl anea 7 LA Gy al il 50 b
O3 A G ALY Alay B plai Y s b a8 ) ) e B [gG, IgM
ali Al 5 Alal) Jady LAY o3 a5 Cus T-helper (Th cells) se bl A0 LA
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iad @Sy Baliaal) alua¥) ) 5ol ) JA (e dpiSall Tpeliall Alain¥) s 8 S )0
.(Fiona, & Richard,2001) < sl V) Jie 5 a0 daelia Jal 5o Aol

il g lall ¥ ama B eV s L i Liad Ol i) ey sal (s Al Al a A
G ey L S el LeShia ) daf g 0 () AVl Al g duadll (S TG, IgM e lidll
Flagellin-A & s 1) sl elli b S aa) o aa g5, sl LAY cp g b Sl @l G Jlal
Lo L) il g glall G5 L5 iat el UOA ae adali ) die g age AmioeS ay (53l
e Al pall oda IR (e Alsisal) Al CumBlS L (i et al., 2005) Jwall & IgM s IgG
Lo . enl) e 8abiaall aloa ) ) Jona 2 33 ) sin 521 5 (1997) 4ielan s Meijer agie (33
001 Aty sead) ae Juaal) el sinsn 212 33 Balaall alusal) ¢ (1993) 4ielaa 5 Culter om
A S

TIgM 9 IgG e Uial) il gun slal) iy glanay (pdil) 48NS 2,24
p A Ay A 5 [gG S U Gl g sl (s 5ia 1 1.2.2.4

L)l sl Juasl (& 1gG S o liadl ol snslall 38 53 (aldasl JLaal) il & ekl
Cpaaill e gia saly ¢ jila/ aale 745,44 A Gidad) A [gG S 5 il 3 3 phaad) Ao gana
S/ axde 695.26 N IgG S 55 daws sie agoal al 388 3ady sl Wl ¢ jila/ axke 662.33
53y Gridaall Sy QA o i (s ALy idaall G (P>0.05) (le (s 5ime 38 D sela e
dadl 4 apal IgG el Cdsnglall 385 daae iy (Aly bkl de ey L)l
(3-4) Jsaad) ALS i3/ 2k1044.33
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A g

L Oriaal) g 8l Ae gana oAl [gG (oSUall (ol g sIA1) (5 giaa : (3-4) o>

r3

adl) Juaa A (AL / aila) IgG s sina Ae ganal)
dad Jof [ 4o B Strall ol Uald) [ aaad)
1940.20 | 743.10 | 1044.33+66.84 23 8 skd) 4 gana
A
925.70 | 392.70 745.44 £91.54 5 Jil (A
BCD
964.00 | 282.80 662.33+43.86 21 b gia (A
CDh *‘37
925.70 | 451.10 695.26+50.03 12 8ady GAde %
D
1940.20 | 282.80 819.65+38.63 61 AL & saxall
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p A AgaS; ABB3e 5 [gM S U Gl g gl (6 $ia 2.2.2.4

el s e IS pidall (5 i QBRI ) 56k (4-4) Jsan (B @) s

oAl Ghugie g JSI [gM o Cdsnsldl 38 5 daee gl Y B pkand) de gena (g 3ady

& bkl e gane o 4 )le 50/ aile 76,33 &y s sady cpidadl Al Wl i3/ 231.78.20

sy Grtaall gl gsiee e JSG [gM A Gadsnlall 58 5 Jane 48 (dds) (gl 8 )
Lo/ a2l 110.87 IgM S 5 ageal @y (521 53 hasd) Ao gana pa 4580 yila/ a2l 109.74

L Oiaaal 5 5 ) A gara oA [gM S liall (ol g sl (6 ginna 1 (4-4) S5

-

Juaal) b (.Y pide) IGM s $insa 4 gazall

dad Jlof [ dad S8 Jtrall ol Uall) [ aaad)

145.30 | 58.20 110.87+ 4.99 23 8 k) 4 gana
A
133.80 | 49.70 109.74+4.99 5 Jul (A
ABC
139.50 | 22.50 78.20+9.11 21 b gia (A
BC 3
132.50 | 37.50 76.33 £¥10.19 12 3l (A %
C
145.30 | 22.50 92.74%4.75 61 | AN g saxall
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=l leall Coaiay 418 saall Wiey Apacagdl Ll Tl Slde paadll ey
33 ) S () ol sl 5 13 sadl Gy yad 0 ) 2 A il < ekl 28 ¢ (Bateson, 1993)
i) gy gl oy s (il Y (535 Lase 800 aaly i€ JS0 il 1oy i) i3 (e
o odsSall Ll ) elly 63 By 5kl de sanay Dl Jadll L [gM 5 IgG o dselidl
plaail g gai Jali ) 0y Sl (e 8200 1) dpaSl (5055 I T cells 4l LOAL dpelid) 4lainsY)
S 1gG, IgM e liall il g slall 2l (6 M) 5258 Proliferation T cells 4t LA
Gl ¥ Allad Giay (8 Sl () el Gl sl Gl (ajed o) 2y WS ¢ deadl
Al LAl 2l Jils e cle 3 o2 Jaxi 3 Kinase s Tyrosin s Phoshpolipase
. (Kalra etal., 2000)T cells

Lo Uial) il g i) Gy sl A 3l 5 H, pylori b ASy 4laY) 83e,3.2.4
: IgM s IgG

: A el g ALYl ABDe 9 IgG S Lial) ol g slad) il gia ,1,3.2.4

S 8 Al dga s ) Al Aul el b s g (5-4) Jsaad) 8 gl s
Jaee iy sl (sl e -Cpladll) e sane o Jeaddl 8 [gG LSU Loliall ol g slal)
-Onbadl pe) 3 hand) Ao gane Gy 1/ aale 909.27 aed [gG oo liall (pd sn glall 5 i3
e Ala / 031a1290.58 el IgG (roliall rlsmslall 5855 Jane &y (315 (Oidaall
de gana O Ale 4d Cja A Bl 8 (P< 0.05) O genall G Ailan) A 25
de gana (gl 0 38 i Jara @by ) (Oidaal) -abiadl) pe) 3 ) de gana g (Oaidaal) -ubadll)
[ 2214763.21 5kl de gana sl 6 38 53 Jana S et jil3/ aale 672,22 Cmbeadd) (piddll
Ofie el O (s sine (38 ) sebs anliay o CaDLAY) 138 (81 il
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A g

Ol g LlaY) ) il IgG (Ul Gl g stad) il giana - (5-4) oo

- - -

dad o dad 18 Jarall i) Uail) daal) aoalaal)

965.10 282.80 672.22+34.86 30 (A -laa
A

925.70 421.60 909.27+31.27 15 (Ada 5 -qilaa
B

1205.90 743.10 763.21+64.16 8 (Al - Glas

AB (B k)

1940.20 850.90 1290.58+154.47 8 I - Glas
C (Bobm) (Aa

1940.20 282.80 819.65+38.63 61 ASY) £ ganall
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POl daS g Al ABe g [gM (S Liall Gl g glad) iy gia ,2,3,2.4

Ol s lall S 5 (g siue (A palidd) dlia IS (6-4)J sl il aiekl L YA e

Ol Galadl) de sene Al 038 55 Jare &l 3 Gridadl Guliadl) Juadl 8 [gM el
o S 5 Jame &l gl (Oidadl -paliadl) 58 shanall de gana ae 4)lie il / a21k78.33
Ol s stal) (5 e @i )) LS (e sanall G (5 5ime 38 ) s pae pe il / a2l 9745 agal
AL/ pale 129.61 @l ((idae g -Gpbas y2) 3okl de sene 2l [gM SV oLl
B8 g pde pe Jilo/ aale 100.85 ful itadll e -Cabiadll de geas (g2l i) Laiy

A g LlaY) ) b [gM oS Ul (ol g olad) il gasa 1 (6-4)J 92>

g o dad 8 Jrall i) Uail) Q) alaal)

139.50 22.50 78.33 +£7.55 30 (A - qlaa
A

140.00 58.20 100.85+6.45 15 GAle - claa
B

128.10 71.80 97.45+6.91 8 Al Glaa 8

AB (B k)

145.30 115.80 129.61+3.56 8 sE— Glas £
B (B ) (e

145.30 22.50 92.73+4.74 61 A £ sanall
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Cnaall [gM 5 IgG oo liall Cnd s slall (e IS S 55 Jarae o) 2 i) ddaa e YA (e

e oYl s IS ) (osaddl - elaaall) B plaudl de ganar Ll Cacaddl 8 uliadll

- slanall) 5kl Ao sana (5 Gubaall Gataall e G b siee pRlaY) 138 S Laiy (5 siza

o2 S5 s b Lala |0 Led S a8 Al g Alal e JS ) S 13 (Gl
(sl 128 ) dpe Liall Gl g 5lal)

S5 gy cpaill o) G 3 (2008) wicles s Koivisto ge 4allall dul jall il Ciela

deadll & sl sluall Clygine JlE IS Ge H. pylori LS s Lelid) i)

Cual ol Al i saliad) plaal) elli ¥ are (mlissl Tas o} a1 iS40 038 A8 serum

saliaall slualWl of T gl 3 ¢ s 5ie (38 255 ae Gastric ulcers dall 7 @l i e e

oy Al G Sl AaS il el 8 24l LS pidad) e e A le (pidaal) (sl ada
e

o) Ao Liall i s slal) S 55 Jawe (8 (Sl 3 ga 5 (e Al al) 228 =il 43 jeal La Ll

o Ju 1368 (Opbad) e paaall ) 3oha) de gene ae Ajlie (Rl e Gxbiad)

Jeaall Ao Liall il g slall iy siane QS 3 W35 H. pylori b siSe Abadl mal 1l il

il giane & (alidl) ga s g g3l 5 (2000) diclen s Chou 4dl) doo 55 L po liil] o3 i)

S Ol GRlaadl (Al dgn La s b S a3 Gabaall ol dpeliadl Gl g slal)

Clat Y ama aliddl ) Apanall 8 gl Jeaall (8 0l g IS LS 5 gl g 1S 5 a5l 5
(Coles, 1986) Lea (V1 5f avall 3 Lot il ane (aliss) of 2 b i 5 )

st G Apnall Al (i ye s A liall i g pall (5 gin allE s Ll (5 3my S
(Wolfsen et al., 1993 ; Yamada et dxecad) sldll & (i nll (laliy daeall Sidal)
=é 3 (2003) 4aielea s Al-Muhammadi 4 JLal L ae daiil) o3 i) 85 ql,1997)
A e Gl 3 () 3 g Lamall ds 8l i je (8 Jeaal) Clii gy palias) 8 ) ()
Al sl gilad) il ) ALaY) diki
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H. G5 Oubaally Gidaall sal JL-8 g slddl (Sall Cbgivs 3.4

: pylori
L iy Ombiaall Gidaall jee aa JL-8 s sldd) Sall cly givn ABNe ,1.3.4
:H. pylori

Y 5 padinly Jeadl) (3 [L-8 358 bl (7-4) Jsas (B L) il el
Gala 3 Jicadl (8 IL-8 (5 sine b Lol g Lo pla el ) 2 a5 e Juaall (b o 5S35 ]
£480.20 « 76.80 «71.43 « 66.11 ¢ 62.71 o) sivee &l 3 2y jeal) ldl) a2dy g cpuliad)
Jane &Ll 5 5 laidl de sane qe &ilie il e diu By jenll Gl gaaly dw / ol
O A el A maes G (P< 0.05) s-me B8 Jseh ae Jo /e S0 18.25 of sinse
3okl de gana
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A g

LS Cliaall 93 jhasdl de gana oA [L-8 s slA) (S all (s gisa : (7-4) Jo2>

Ay yaal) U8l s H, pylori

r3

pdll Juara (A (Ja /a8 58) IL-8 (s sisa 4 gazal)
iag ol [ Zad 8 | Jorallt ol Uadl) [ sl
24.00 | 12.00 18.25+ 0.86 16 8 skl 45 gana
A
98.00 | 46.00 62.71+3.70 14 4. 30 -20
BC
73.00 | 59.00 66.11 + 1.66 9 4. 40 -31
CD
85.00 | 64.00 71.43+2.68 7 4. 50 -41
DEF §
91.00 | 62.00 76.80£2.96 10 4.60-51 | %
EF
97.00 | 70.00 80.20+4.87 5 4. 70 -61
F
98.00 | 12.00 56.30+3.21 61 A8 £ sanall
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G seh g el e by g i WG Ty TL-83 5 b (7-4) Jsaad) (e aady
sale 8 JL-8 sSs ¢ 3okl de gana (g (ud) (8 dediiall 4y penl) il (G daal 5 4y sina
z oA seds 33y & bl elli ol aaly o i3 sedad Pro-inflammatory 4l sl duledl)
By e deadl (8 [L-8 Shsiee glis)l I o) (1995) «iclen s Crabtree 2 S5 Ll
Ll o8 VB (ams O (Al 252 sandl (e dediia 2 dal e A5 H pylori b Sy 4y
Alledll Sgaa e lladl) o8 Jaad Toxinvags toxin cag-A ¢ 5 (s 4o Glildd mis
0 3 paiall Al Gl ) Alaal) LAY QMK TL-8 #l) 83k ) Slo eV el jias diaes
Aatidl e A uSl) GG ubad) GaliEY) Jladl (& TL-8 b sine (aliad) Jaa gl G
LAl e g 51 03¢l

o2 a3 3 Juadll (A [L-8 8 a3 (8 )5 L) 422Dl Adherence s o) WS
LeSaill e g ool Ll pan 2ie Lals Lelie Taatuna€ s Ly 50 03 gl de o) Jal g aa) 45 3al)
Jadll & L-8 Al 33b) Ao 3 uSl ac 3l WIA Gt 3) Gastric cells 4l WAL
.(Fisher et al., 1999)

3sa sl ety elal Jleall oL (2006) Portal-Celhay 5 Perez-Perez gisivl
i) &lli aa 65 Toll- like- receptors (TLRS) (send dald Gl (& sk e b iS4
sus ) WAL i Antigen presenting cells e il 5 e liall LAY (any mhass e
sle Ol A Jaad H, pylori bySe Jbay) Leia s b 3L Ala) & gaa 2ixd Monocytes
o se Sy elanll LA QIS L-8 5 (casll LAl dale lgie s i gl (93Ua) 3205
Antigenic i 3 so ZL0) ) 3 g2y Joaal) 8 [L-8 gléi ) Loy Liayl deaall i 5 (3anall 8)
Lipopolyscharides s Urease sl a3l zW) Jie LSl o8 J8 (e Substances
i3 bl leal) Abaiul 3 sl @lli Ciaid sanal) Alad el 3 sall 038 cass (LPS)
T Al LOAN o LA @l g gl dilaia sai Lol iai s e liall LAY (e 32a) il sinsa
el Jaati 5 LS (Plasma cells s Macrophage) Jis phagocytic cells dxealdl LA 5 cells
. (Aihara et al., 1997) IL-8 g\ & ) e LD &l j8a% e ) gall
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5l Lpanlll LA o) ) elaal) e Gl LS (6l [L-8 il sise $185) s o)
Cmbaall s Gadll) ol Jiaddl (3 (g gina S0 283 5 T cells 484 WA s Macrophage
gl 8 LSl A Jadl o) sall (e puad) dlea 3 L )50 LOAD o8 (5355 3 HL pylori LS
205 (B B e LSl edgn Alal) die dadlil) dpasall LAY sl (8 aalud 4w
H. pylori LSy alay) &aind 3 Pro-inflammatory Wwlgdl Sle aay (5315 [L-8 )
puall 8 JL-8 ) 33k ) Ao la s Jand LAY o2 5 alaall o145 (e 35Sl ae Sl #1830 )
o Ol LS ) Aiee oS5 DAL @lll Gl glie () 2a 5 G (A ¢ daaal) (8 400 Leiag
.(Gordon,2003; Krauss-Etschmann et al., 2005) oxbasll
(1993) «ielea 5 Yoshida 25 0 il (e <y al Qi) aua A (s AT 4l 2 &8
LS 3 ALal) (e Ul (panall LY Bas (e JI8y dnealll LA JaLis i)

s oAl AaSy 4Bl ¢ [L-8 s 1A S Al (5 5ia 2.3.4

@A IL-8 3:S 5 &¥aza & (P< 0.05) ssine g 35a 5 0o (8-4) Jsaall &l (s
£269.08 5de/al 2 S0 63.67 ol sissa & 3 By (pridaal g Jass gie JSG Grisadll e sene
44.83 agdl [L-8 hsive Jare @l g 3kl de gana ae il Mgl o da /6l 2
oo Ble Al pidnal) de pane ) Raily Lygina e AN 53 gl Y1 IS Lad e/ ale Sy
S0 44,83 5de/ a8 S0 4740 Odie seaall @lli vie 5 3 55 Jame @l 3) 3kl de sane
LA e e/ ol
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A g

8 bl ds gana Al Juaall A JL-8 s A Sad) s gima : (8-4)J 93>

daadl g
plll Jan A (Ja/ alf $84) IL-8 (s Sisa 4s gazall
dad o | Aad 8 | Jaradi ouldl Uadl) | aad)
70.00 12.00 44.83+4.69 23 8 skl 48 gara
A
68.00 18.00 47.40+11.61 5 Julé (A
ABC
97.00 19.00 63.67+4.41 21 b gia (A
BC 3
98.00 20.00 69.08+8.35 12 BAdy (A %
C
98.00 12.00 56.29+3.21 61 A £ saxall

3uaall analaall paea gl [L-8 SVara 6 o1& ) @llia o) Zollad) Al jall il Casa
& & & g o) Bl

EM\&WUM}MSJU%M\U%&}M&&EJ\J\\&u&u\}ﬁw\mwe‘\_})uﬂ
3kl Ao gana (g Badn il g dan gt JSS Al Cp (g gt g lE Y] 12 IS Ladn

JL-8 sslall (Soall3aly 3 JOA e Al iV sl a8 ) 8 cpaxill H 50 sl laay

gl G )9 b 3 (2001) 4dclea s Shimoyama 4l Ja s Lo e (34855 128
Asall e dglle 3815 e ging pilaadl glas 5S¢ gadadl Juadl 8 [L-8 355 Jae

Reactive oxygen species (ROS) 2l sall &lli e [nflammatory mediators 4uleilY!

2ixd Free radicals 3l )3l Super oxidative mediators s:uSsall (3 68 3 gall Lgia g
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3 pall 038 G (o gan ) 330 (B3 sk (ge L) 285l aall ae 3 gl 3 sall o3gd Basall Al (2 ya
& grase JSI [L-8 Clysiue ad) o b Sl pealll LA QLAY 10 jisy (sa2e gl
. Neutrophil cells &aall LIAL QIS Jaaall 5 308 55 203308 ) sal) Slea ) 480Ua) Héaty

sl A Lol 45BN g [L-8 (s sl S all il gis ,3.3.4

Ol aalaall G el ) A HER JBA e olial (9-4) Jsaall 8 & saall gl o

8 4 sise (P< 0.05) sl 5 b sina Lol )l doaall 8 [L-8 <l sivsa & il s Aol ils

Ao sanay jlia o/ pl 2 S 74,16 ol sise Jaae OIS 3 (ke -Gulias de sane Jadl

el e/ al 2 580 20.50 4e senall 028 dic ol gisse Jare &by 3 (pidae -lian e 5kl

238 laal 5 ¢ a8 )Y IS 288 Gidnall pe -ubiadll de gense die (g gAll (SHall 1 S ghia e
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Summary

Summary

Through this study was to shed more light to see the change in the
levels of certain variables immune to the peoples who infected with
Helicobacter pylori as well as, knowledge of the relationship between
infection and smoking and their impact on Immunoglobulin’s levels ,the
current study included 45 people (apparently healthy) as the control group to
study serum samples were collected from a hosgiaseini education in the
province of Karbala (Endoscopy Unit) during the dimeriod from 01.11.2010
until 01.04.2011. sera were analyzed 45 patientgnfefctious ulcers and 16
healthy ( control group) to detect the presenceamtibodies IgG and IgM
immune supplements and C3 and C4 of the bacteripyldri using a Signal
Radial Immune Diffusion (SRID), has also been meaguthe level of IL-8
ELISA technique using the Enzyme Linked Immunosoti#essay (ELISA).

1. showed the results of the present study for lowelke of immune-type
Immunoglobulin’s IgG and IgM levels, as well as imnmological complements
C3 and C4 in patients with bacteria H. pylori graltiu with age, reaching a
maximum concentration of IgG rates in the age gr@@p31 years), amounting
to 914.14, while the moral dropped to 430:84 / d. L. in the age group (60-71
years) compared with the control group, which antedito 1026.89ng / d. L. ,
as well as low levels of immunoglobulin IgM gradyalith age in all groups
under study appeared as a moral decline in thgygp (40-51 years) to 105.50
mg / d. L. until you reach the lowest rates in the age gr@p/l years) 29.94
mg / d. L., compared with the control group, amounting to6l82mg / d. L. ,
also found a significant decrease in the conceatrabf immunoglobulin
molecule C3 in all age groups studied and the ledidke decline is evident in
the age group (60-71 years) reached 49ug4 / d. L. as compared with the
control group 102.91mg / d. L., while the back of a moral decline in the
concentration of immunoglobulin molecule C4 of tme group ( 40-31) years
until he reached the age group (60-71 years) 5in82/ d. L. , compared with
the control group, which has reached 66128 / d. L. , while that recorded the
results for the current high rates of motor cel8llis a moral in all age groups
and with aging It reached 62.73g / ml in the age group (20-31 years) and
reached maximum rates in the age group (60-71 y¢ar80.20 pg / ml,
compared with the control group 1829/ ml .



Summary

2. The results show that smoking reduces the leveisimunoglobulin’s
directly proportional to the intensity of smokingthvdecreased concentration of
IgG is significant with the increase in the amoohtsmoking in smokers low
and moderately strongly to 745.44, 662.33, 6952®% / d. L. , respectively,
compared with the control group and the averageaanation of IgG with
1044 mg / d. L. , while the observed began to decline in conceaatratf IgM is
moral in the middle-smoking and smoking stronglydgach 78.20, 76.33ng /

d. L., respectively, compared with a control group D®.87mg / d. L. As for
the effect of smoking on the levels of supplemeanmsune rate has fallen
molecule immune C3, is a moral to the group smoKkow and in average,
smokers strongly to 60.200, 55.36, 55mg / d. L. , compared with the control
group of 106.91mg / d. L. , while the decline was significant in the
concentration of the molecule immune C4 smokers arerage, smokers
strongly to reach 58.48, 52.48¢g / d. L. , compared with the control group
66.20, while the observed high concentration of 8 with the intensity of
smoking, with an average height and a moral to aleraie smokers and
smokers strongly respectively 63.67, 698 / ml , compared with the control
group, which was the rate of cellular concentrabbmotor 44.8%3g / ml .

3. recorded the results that each of the infectiompksng has an effect in the
levels of Alglupulinat immune supplements immunedasreased IgG, IgM, C3
and C4 in patients and smokers at the same tire@2d2, 78.33, 54.06, 57.25
mg / d. L. , respectively, and that the decline was insigaiftccompared with
the groups of control (not infected - smokers) 26397.45, 63.78, 59.8tg /

d. L. , respectively, as well, while the observed higrelef IL- 8 is significant
in people - smokers compared to 74pk6/ ml with a group of control and have
a 20.50pg / ml .

In light of the demonstrated by the results we can deduce the existence of
an inverse relationship between age and levels of immunoglobulin’s IgG and
IgM as well as the levels of supplements immune C3 and C4 in serum was
observed low concentration of these proteins immune with age, while the
relationship was direct correlation between the concentration of IL-8 and
the aging , the results showed the existence of a negative effect of smoking
on levels of immunoglobulin’s IgG and IgM as well as supplements the
immune C3 and C4 have decreased concentrations of protein in smokers
with the increase in the amount of smoking until it reached its lowest level



Summary

in smokers heavily, while the rates increased IL-8 in serum-smokers with
the increase in the amount of smoking until you reach higher levels in
smokers heavily It also, concluded that a positive relationship between the
incidence of bacteria H. pylori, smoking a negative impact on the levels of
immunoglobulin’s IgG and IgM as well as supplements the immune C3 and
C4 as observed low levels of these proteins in the immune serum with
bacteria H. pylori, smoking at the same time, while the relationship between
the incidence of smoking and extrusive effect on the levels of IL-8 as it was
noted the high level in serum patients and smokers.



Ministry of Higher Education & Scientific Research
University of Karbala
College of Education for pure sciences
Department of Biology

Study Of Some Immunological Variations
Of Smoking Patients Infected With

Helicobacter pylori

A Thesis
sinbmitted to the College of Education of Karbala University
Karbala partia fulfillment of the requirements for the degree of
Master of science in Biology / Zoology

By
Alyaa — Aziz AL-mossawei
B. Sc. College of Education for pure sciences

University of Karbala
2009

Supervised By
Dr. Hiyame Abdul Ridha AL-Awade

October/ 2011 A.D. Du- Alkuada / 1433 A.H.



	Microsoft Word - العنوان العربي.pdf
	Microsoft Word - الاية.pdf
	Microsoft Word - اقرار المشرف.pdf
	Microsoft Word - إقرار المقوم اللغوي.pdf
	Microsoft Word - إقرار لجنة المناقشة.pdf
	Microsoft Word - الاهداء.pdf
	Microsoft Word - قائمة المحتويات.pdf
	Microsoft Word - الخلاصة.pdf
	Microsoft Word - ف1.pdf
	Microsoft Word - الفصل الأول                                                                    المقدمة    Introduction.pdf
	Microsoft Word - ف2.pdf
	Microsoft Word - الفصل الثاني استعراض المراجع.pdf
	Microsoft Word - ف3.pdf
	Microsoft Word - الفصل الثالث                                المواد و طرائق العمل Materials and Methods.pdf
	Microsoft Word - ف4.pdf
	Microsoft Word - الفصل الرابع                                               النتائج والمناقشة Results and Discussion.pdf
	Microsoft Word - استنتاجات.pdf
	Microsoft Word - الفصل الخامس الاستنتاجات والتوصيات.pdf
	Microsoft Word - مصادر.pdf
	Microsoft Word - المصادر.pdf
	Microsoft Word - summary.pdf
	Microsoft Word - العنوان الانكليزي.pdf



