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BV Aa s deagl) da il s sl el Jin cavagdl Slead) (al jal pe dasi e
Gl e aaall Jual) Gl i | Gabadl paladY) ol saall Gl ju s (5 ke
sl LS ALE e AN cilial) 5 delial)
adl Jilad 5 (yay yall uiny H.pylori s sae A8e (e @8l Al jall oaa dos
o Shad LSl (g e ddalis g Bamall gl Ala¥) ALy aliaall ol jeall
IL- s e doeliall Llaiul) cliad ) JIEY) s Gl llad & il
oo Jio s 3Y) cliadly IL-1B + 3954 5 1L-1B511 , 1RN 86 VNTR
Pepsinogen-11 ins/dell , MUC1 5640G>A
e A Hopylori sl caladd) palll 3l Gledll 5 daaagdl 4a @l o) 3
Bl 8 a5 (3l
Adasi yall il il & H.pylori s som Onbas (alasl due 50 (andd o
&) 2021 Jsb el (se 3aadl & Qb Adadlaay (g2l it ) el Sleadl oLl
die 50 Loady (s 30 JSIEDTA  canli) b aall Giliue Cinaa 2021 (S 0 48
Jlaaivls (DNA) s 553l paeal) padaiul 23 5 jlass Ao ganaS (ulbas e palasy
) ol el aladiud s DNA extraction kit ( G-spin/ Korea) 4e sexs
8 (aeall ddcline ) PCR 488 ¢l ja) &5 | Master mix (Promega/USA
el | gl paeal) Jlaty 3) 55 )8V das S S dia il (Al a2l
G5 elutll & JiS) Ay cilS | H.pylori ¢ s Llal) OVl abisa of gl
Al el axy Aal) ol 3 S (O pall Alad ) slesy cpall (el A& S) Ay
MUC1 <1L-1B511 ¢ IL-1B + 3954 ) <lual sl JEY) sadl S
O S ima (B 2 Y A Hopylori s s Alal¥ls g sine Ll g1 ( 5640G>A
P 0.38:P=0.38,P=0.38) sl e P adcuilS ) OV 5440 5l Ll
ol mase b Aguall JSEY) aad G Bl s G Aulall o t_\LA().a
H.pylori L _ySw 491 5 Pepsinogen-11 ins/del
ey 58 Gld) dleall 858 Al 3 Hlasall de gana (8 230 ) LL (Slsll Jaail) jedl
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49 JKEYT aaxil sl Jaaill SN s § 4-5
slaa¥l s o yall g IL-1RN

53 Y aaxal sl Laaill ANV Gl B 4-6
=04l ox MUCL 5640G>A  uall
slaal g

56-57 JEEY) el sl Laill g V) Slaa 5 G 4-7
slanally el G Pepsinogen-11 sl

Jea daild
D) JSE g gaim g JSil A8
4adall
35 A g lall Adaud g0 Apeiagl) An AL ubadll x5 4-1
ol s H.pylori 4l sl
37 A g olall Ao 5 Bpamgll da 8L Cliadll & )58 4-2
4 el Gl s H o pylori 4l 5d)




39 A g Sl Al Lpanagl) A jilly Gnbeadll g 5 4-3
al Jilad o H.pylori 4 s
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daasial) :J Y a1
s dadiall 1.1
Al el e i i (Al A )l Glaall e Hopylori A sl 45 3lall L 5 a5

dn il L g pdie Y5 sanall Zlad) Elaal (8 Lege |50 i Alc aagll lead)
eLiall jaxind JCAIN 445 3la ¢ ol e Al Adle Hopylori LS oS5 Aol - daacag)
.( El-Deeb Al-Madboly,2021 ) ssxall (s ledall gl (sa el e o3 il
anly Wit el « Campylobacter pyloridis 3« Js¥ H.pylori LSS Cua
< il 85 Helicobacter pylori ) GaY Leiuat aef &5 Campylobacter pylori
Jus (s b e O cag ) D A 5 A il daludll (ailadl)
LSl o3 (5855 . (- Vellozzi and Giugliano ,2021 ; Goodwin et al.,1989)
Benson Allall S Canmi (pa ST et 3 allal) & sl 5 33 e 8 e
. (etal.,2004)
el e ol Y Gaaiall A H pylori LSl alladl S o0 7 79-83 (Jlsa (s
o a5 Ul ) A sl A g el LSl (6 50a)l ulasi ;) ( Amorim et al.,2019 )
slially ddagiyall (samal) 53l s ey dpenagll s il s eell 5 Ladil) aeall gl
e e e alul o cyoal JLY I s (Gu and Yang ,2020 ) blaall
e dua g H, pylori LS s s Aba¥) e selud Al Jal gall 28 jral GlSul) (e
oa 3aYl s ssaadl jaiad & Juadl JIKEY) aaed Bl gl Lind 0 & ) cliad) (e
Aaiald) ) yuaall 308 (e g cdaaliadll

:(IL-15+3954 , I1L-18 511) Al JISEY) aaas

IL-18 G dalu s Jady (0SS shls) 48 4l sl s Interleukin-1B(IL-1PB)
Csarall (men 18 AulgiV) Alaiul) elld 8 e 4 il Aadi¥) e aell 8 agan
Yu al.,2010 ) (uadl JSEY) aae3 A (e G y S Banall Gla jus 8 ) 9 4] SIS
.( Jayaraman et al.,2013 ; et al.,2010 Waghary ; et

CS slall cpal = ae ) 3k [L-1B O pe Aole i A83e H.pylori sl o5S0
IL-1B lsiss o 23 Las ¢ [L-1B e H.pylori LSl medll 3ia3 | |L-1P
Furuta et al.,2002) H.pylori e sbaasll any [L-1p <l siva (bl Lty ¢ dplalal)
-
g lall G 3 a5 saall Gaes LAY 58 b s [L-1B o S kil
et aaad (A iy Sy dale [L-1B Gan (8 JSEY) 233 day g ¢ sanall A ) 5l
Uno et al., ; Kato et al., 2001) <wdll Jgaill jhad ) )ehaii Al saeall ledl)
(2002

S sl Gl oS gl Sl giue gl ae IL-1B -511T Jil¥lasas Jasi
AL-1B O dmidie Gl siie ae dasi i 2l ¢ 511C JaY) ae 4EdL ¢ 3aaall (o o
Sierra ) OSudl gaes 81 S S ol saxall (a5l H.pylori s sae ge bl y¥) 138
. (Moorchung et al., 2008 ; Pérez-Perez et al., 2007 ; et al., 2005



@l et ¥ 1L-B+3954 uadl JKEY) saws f Al jall 238 Lgie Basae sl jo i g
. Zeng et al., 2003 ) saeal) o s (M 5ty (53 322l) et e A83le

CIL-1B ) 1 oSsbym) b JSimll saseiall dl¥) Gliliae of il jall Gany caold)
Barall () el ba¥) e saly  ddasi jo (IL-1RN) caaliall ciliall [L-1 Jiiicea g
oalaiY) ol sarall (al by Ayl Jhlie 8 CERY) a0 8 olajull i
. (Peek and Plasser ,2002) ) daxia¥) J G « Hopylori LSy culad)
S Al LAY dida g Ly o)) sasall Sl cliall b [L-1B o el (5 sl
DAY (aldad) s Gaaliuned) 58 5 Galaadl () (537 Lae ¢ Ay jlaad) LAY 5 0 yiulS) s jésy
.( Guto, 2003 ; Figueiredo et al., 2014 ) saxall (aes

sLiall & (IL-1B)1B OsSsiy) (e dlal) clsivall @) il pall e dpaall s
Basall CLlgil) agaal o) Lass H.pylori LiSy Gabadll Galai¥) sl sasall JLlall
o laad Jin IL-1B sl JSEY1 2o o) g ke ) da il paaall da 30

LS (5 saed Aain¥) dads anall i) cLial) Ll

. (Hwang et al., 2002 ; Li et al., 2007 )
: IL-1RN 86 VNTR Axial) JISaY) s

o Wiy 1550 canly LU Cundll S i) sa (Interleukind: IL1) oS sl Y
alile Jaili g H.pylori LiSe s saal) e daslll gtV dpeliall Alain) ity e
( IL-1B5 IL-1a) L dadiall Judlall e ol Jie 4oty Judle sac oS 5l 5Y)
g e ¢ IV g sl IL-1 Jitsay Jagi 5 (IL-1BR 5 1L-10R) 0S5l LDl
) IL-1/1L-R1 SMelin) il Jadie Jaad 30 cblioall |- clile Jay 5 [L-1ra
. ( Dinarello et al., 2018

& Lo HLPylori sl shs aaly) A Lege 550 [L-IRN VNTR JSSY) aaxd
IL-1RN s> L& 3) . ( Mayerle et al., 2013 ; Zhang et al., 2017 ) Crsan)
e uaall i IL-1B B Adslall COLEiall slae s ¢ IL-IRA GSsidl )
Ll 5 IL-1B SV (e S el IL-1RN 2 daY sl el o ) sl
OS5 Y1 A o 3 (Hwang et al., 2002 ; Kumar et al., 2012) s aY! 4l
S siadl ThUTh2 gl iy dadl 253, Sl (F 58 el (IL-1) 1

.( Linjawi et al.,2005)

:MUC15640G>A iz spall dpisal) JILEY) aaas
Glous 5 SIL el el Sleadl dllad Al GUSall e Gpasedl amy
Caail) Q) (e Gl g A mdansy Ledalii ol ol La 518 (Say A A Sl i 5yl
il Galalldgdh s 4 Gl )l lgle
e aa JSBY) danie (55 Gudall GOl Adle 4 S clids o G saall (g5 3
Al s (mucin 1)1 el G5 0 Y MUCT O A, ) S Clasg (e v
Sl anall (8 G saall (s g (e )5l Bae i 3 Al salall 4 pSall i g Ll



Ala¥) e Lili s )50 Ll Al awal) Caylatl plasal) alad) sliall i 4dalad) saldll
. ( MuGuckin et al.,2011 ) da eall L il

8Ll (s gaall ) 5 Ay e IS s (i 3ad) ) e (S gl ()5S
Ot s Aa ) Jie () VL el 4 e sayie clleLiny o i ds ) kel
JS a1 32 hasi 355 ( AAAG,GG ) A JS3) 332 MUC Lo eltiags, 324l
Lo S danall 3o xall gl g Baeall olgil) s jally Alad 31 5 ) alaxi WYL
. (Silva et al.,2001; Saeki et al.,2011 ) H . pylori

: Pepsinogen-11 ins/del dsiad) JIS&Y) s
Y padlall sl sl Alle ) (PGC) C oo smand) e
Laxall LAY e (PGC) el e 4G5 20 391 128 5,4 5 (Aspartic acid protease)
XS Banall G i sl 3 sall amen o Jgaaal) w 3Y) ) Banally adasdit oy ey Lad g
.(Shenetal.,2017) o asldds jme je il 5 5amy G gisll a6
oaall 0k aaat A Al s oaadl 1agd JIKEY) aaes Galish 155,y il gl b
(Liuetal.,2003) H.pylori s s cundall
& Al ey Sall JKEY) 2l uad ) o a8 PG-] J Adkadl ALY JKay)
sanall el i sanall inl paf (o 2pally asi so PG-11 iy siese g8 Sl il 5 ¢ Jonal
slliall (& 4l gl 2xxll Gk e Rl & 5855 GC Baxall (o s ¢ Apaiiagll da il
2 (Storskrubb et al.,2003) cu sl pbe Y il cliall 5 saaddl A Lladll
@A) AV & GC Lbia s PG-II Clisine (pls (3 ) Sise ¢« Sle H.pylori s
. (Baek et al.,2003) saxall Gla ju AibaS | jlad S5 0553
: :\.ub.ﬂ\ O JA.QJ\ °
(6 53— Apuiall e gl A 8l L5 ) e (s il () Al jall Baa Cha g
e ol (ALYl | 4w A aad g ay pall ywe ¢ gyl peiag Hopylori
IL-1B +3954  (pa e e lially Ao jall il (oama TA) ) il pulsiall 50
J——l =S Pepsinogen-11 g—-= 5 MUC15640G>A « IL-1RN «IL-1B511«
s aiGm Hopylori b Sy ssaall AllE e 2y 5350 dad Jal e ol 408
JBY agilal s H.pylori Lo i€ aeiloa) (a5 o 5Ly 30 50 e p2 e
Al aa ) e sl Gaeall zljAd ol o el @) (e Jles 2 g ) sl
e piie Jndodiall e gl Jelii A aladt Wb Lad Gl d s sy A jlad il
s A el il ) QS aaas Bl ) e o iSH A jeSh) Joas il
. H.pylori LS s 52
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Bl (81 Sl s seene Al Juadl

JA (e @l L) 253 L) 2l Helicobacter pylori LSy fu s Las
ol Ly ) 5 e Y (el L Sl oda o i il ¢ i) il
3 1875 ale A saxdll & H . pylori A sl 4 g slall dagisal S5 Jlasm allall Joa
3> 5 (Michael-Letolle) Jsid JSik s (Georg-Butcher) & s z 5sa (o JS aay
| sady ol 138 s Lag g Lgie )5 e | 538ty ol agiSh e gl elld d Zadall il oda
Ol il iy (5 S 3laal) s (Marshall)dui e ald ells aay a8 llall agdl i)
O Ag S Al 5 Ol Gl bl B30 g Bamal) il 5 Bamall A 8 o o LSl
gl - Al g 4 i) e el sl 8 Aol el ol culS | 5 jeda o3¢ 4l
elzaill 4 gal) culaliaal) J sl i€l g e gaasl A (al je ) Cdidl) i 5 aEi) ¢ laal]
plaial dpanagl A 8l a yal o) (Fedorowicz etal., 2020) LiSall (e Aila Ao
o malall oAl 8 i) YA ¢ Cleban DU 85 g oy il ) B Chialia b il g
Ll i s @Al sl 140.000 G ST @l S ¢ saatidl cl Y )
i€l 251852 sle 4 ( Dandona etal., 2017 ; Balakrishnan etal., 2017)
e 21y Gaadl g agaill liag calls cdgl) Gld Mia g samall 85 30 J5Y Lisa¥l 2oa
CaiSHG j yan barall 8 Slial datiall 4l L g e CaliSll daaiaall dkall 3 3¢y
& sad ASY) Carasall Jalall 8 Hopylori s sae o ad) Al G sl (al 51 e
sl Bl a5 alaial LISV 13 a 3ozl (o sy da il 5 samal) Cilgaly
o0 oo Db ) ell Ll aa gy Al QU gall de pana el 8 Lay ¢ s2ndll(urease)
.( Graham and Miftahussurur,2018 ) (s _all s daall

Aol @lpuas ) sl glsY) ase 3 (Hopylori ) s sd) daisslall asay (ol
oo Ji L il elale 5 caagll Sleal) elbal b jsh Al dulall aalad) 8 las degas
Ll 8 saeall (& il cLiall & (H.pylori )il sll 4 sl asa 5 Jasi 5111980
Ghliall jlesiul e 50l Lol L Sl e g 1Y) eda Y damall gl s LY
Aa 8l (e LSl oda Bl IS Ay ped) Aaldl) (e Ala SISV 0815 ey sadl)
5e J5Y Lnndl A8l oda 2083 5 (NIH,1994 )(Aaaall dilagl) saladll) Liang)
Ji e 1a0 asl 235 1979 ale & Warren leasis 1975 oo . Steer idalu s
Crso Y ( Liand Perez-Perez,2018 ) ,1984 sle 2Warren and Marshall
(Wil ¢ Jhs) ehditee (8 Gal ) ale Aladl (Robin Warren) ¢no)s
sapaadl i) 8 Lails BLIS) clS 5 g Sladl S culd sasall L i of ¢ sase <l i
iy Uals ) Jai i 3] Banall gl (om el a1 bl ddee 3ok oo Lgaea i
LSl o8 ol Al 4clid) (e ae N ey ¢ @lld aay Barall SO clisll mlav pe
¢l Gy el adinall po Lty Al a3l V) ¢ samall () ey Gy g Ul ) A e
Jae Apanagll A 3l (i el Gt 1) ) (o A gead) s Lo sailal) 5 Sa00 () oS0 ) s
«( Barry Marshall ) dui e 5 b o8 @lld a5 ¢ 1982 ple (sin saal 5 80a S (0 )l 5
¢ 1983 ale 4 Axa Jaally dlacld ¢ o g g e g iy IS Al aiddl aplall



Bl (81 Sl s seene Al Juadl

Campylobacter pyloridis. e sl 3l L 58Sl o3 de) )5 J e (A b | gan
ekl 1989 Ao dia ¢ Campylobacter pylori (ess Ciasal saie G s e g
e Laall Clgil) a5 Gl 3o pariias () Sy L iSOl o2 () 5_aliall (o jlaill

sanall 8 el
. ( Tirado-Hurtado et al.,2019)
: (H. pylori ) &) sl g9l b 5 st | 2-2

astall o daul s de sene adde (5 Caala aglen J) s ) il Caag
Ao gana b cplelal) Wl o Jeny caiaill BEa) e aaatl Gl ¢l aay AY)
1982 le b suaall saaddl LS del )3 S | (10N,2001) lanadill (e de sika
OJs 5 Uil Cuay gl Jleall al el Aaull Liegd 8 3aaa Jsad 4kl
aldl i (curved) 4ssie s (Spiral) sl Clsae «(Marshall and Warren)
Calae | Cligall 238 (e 2e (gl saral) JLalaal) cliall (pe da) 3ae Glied A
elldg g Sae alpall Al LogSll A0Sl Ao el saa Ay il
Jsbl 4 ¢ Sl - JuS5 5 (8 40l 452l Jead) 4555 23 3. (Microaerophilic)
Al sl Ldnall 3 S el campylobacter s Jss 1983
Lilu gl Jeo saillg ¢ Saiadl JRaI elld 8l ¢ il sall (e el Acampylobacter
¢ 380l paan 8 Jadly o (microaerophilic) 4 sl ALl oyl caad 8 Ayl
b AN 734 4wy G + C ssises ( metronidazole) Jislasis yuell dauluall
& saasall dand) =i o3 Campylobacter pyloridis asb 5 Js¥ el 3Ly
dgx sl s pmaaall A0S Caliadll ae 381 551 1987 ale ACampylobacter pylori
. ( Solnick and Vandamme,2001 ), (pylorus) J)L S caial

Domain:Eubacteria
Kingdom:Bacteria
Phylum:Proteobacteria
Class:Epsilonproteobacteria
Order:Campylobacterales
Family:Helicobacteraceae
Genus:Helicobacter

Species: Helicobacter pylori

: (H . pylori ) LSyl gaill cilulhiia g dalal) pailadld) 2-3
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O .50 3aza (38 ja JS—iy i ol ) A Lo 535S —a H.pylori
i | PN P PSP PG| [P SEIVENpRRT LIPS RUIPON - SPY P W EOS ' PRSI
H.pylori ) i—lsdl A igilall g0 e 2 a3 gla Ll o o) S L 83a) o iy
=8 gl Ul g ¢ A gl A s il e sl A gl Jal e 2 sl (
= A agall Ao gl Jalse aal 2 mall 84 gliadll aa 2l oy g ¢ 3azall
3w sas5¢  (VacA) Ofsrwiymile sa ool LS a Lgie jom
sad dlaa) o Ly Sl Cue ) 534 (28 (S5 ) Al
VR EGN [ XRPON SR 'S [P W 4P RET UVOUE:1| | W, F QPSS WP PRV B SR
. ( Gangwer et al.,2007) ¢ all sarall Al puliasl)

microaerophilic Helicobacter pylori ¢ aloall s LSl ¢ ) A g Gl
iy Ul ) dasi i e e g3 comifiy (osll gandl Jalaall sliall jeaivd il
ASia H. pylori e 223 Barall GUa ju g dpeagll Aa a8l 5 (5 ) ganall Bl gl
Ge pa el 3 ol GGl (4 780 (e ST Al Glalill 8 Gt L) Cus ¢ dalle
@i s 30 e Jslay OISl (e 720 (A deaiiall Glalil 8 (5 gaall s LS Lle 20
. 600 Jstas 750 e S

andl 5n 5 ade ol 2gas e 2l Gie sana I H. pYIOFT A edl &Y Jall i (e
Ld (H. pylori ) &) sl 455311 ( Telford et al.,2007 ) ( CagA )sdsiall (s slal)

. bazall A Sl Aplalaall d5dall Jabs 4818 de e Aaland) e 3y 43,08 H, pylori L&
Aot ajall (B il Banall A o jlaaivl Fladl 455 e s 8l A al) s2a
Al 3| Alie aee Al ddlaa hadl) olad saaxic Jal gl Aol s H. pylori LS
Escherichia dusd geill 4all Sl 8 80 5o sall &l xa H, pylori LSSyl alad) JSi)
el JS haad jag las il y @i e il 0 < Al « Salmonella scoli

a4l 5o (motor) & ysw Al du )l 45303 o) 1Y e H. pylori 4 sw o5y
JiadeS Jazy (hook) ilad 5 ¢ Ay i da g oS Jeny (filament) s s ¢ LAl Cadle
gaeni G JY) e Al cilig ) e aall i Y Tadlly ol s
J<& H. pylori @llia ¢ saxall Zla) <) | ( Qin et al.,2017) ksl b gl ddda g
Jun ¢ g gmall sl ) Ldgda die ¢ @l aay Jadi aladil (3 (Fyids) JSE S
laSail de 30 Q8 e (Slgsbadl QM8 (55,8 JS& ) (H. pylori ) 4l sl 405 51l
LSlan jal Cag ol dh Wil Jsail) 138 Jas gl 385 ollia 490 a2U) Ca g lall dgal e (1
¢ A sl Cagylall g ¢ (el g plall sa8lall ) ASlgiall g ) Sl 3 Jlall e LS (il
OS5 Ly g 3Ll AL UDUA) o3 ()] (zal 5l a3 288 ¢ Gl aa g Ay suad) Claliaall 3 ga g i
& all ad o el g Slall LSl e Al Al ja s (55 SU JSEN (5 ¢ gna
s i =) s . ((Hirukawa et al., 2018 )aaidle e ik S8 Al il
JSS (8 LSl jedat ¢ gaill Aaa & ) el (B e g Sile (2-0.5)0 H.Pylori LS
JSEN Ay S Ll san Al ¢l all 8 Laiy ¢ alilie je Jinie Cuaal g s Gl



Bl (81 Sl s seene Al Juadl

8 ) glindy 75-10 () Jeal CpannS 5Y) (e AL ApaS ) Ui Lol HLPylori Jaati
7)) LS il Leosale | 7sa s g onel) a8 saiis 710 Jon Gs Sl ans
Lo Sale 5y 483 40 ) 4 0y O jamisadl ) ) shatil Asliaal) (e oL ((4-H.Pylori
¢ OpanSoY) Y ey Jelalls (g slall Jall Gy Ayl sl Ang el el o
Al-Thahab and Al-g~d) (urease) Jwosdls (catalase) SulSll jLodl) il
. ( Awsi,2018)

ehaally Aiad) Tl gl e 2l 3 s saii HLPylori 4l sl A s lal) of o 8
(Columbia Jux sl S Jais 5 (brucella ) s 3l v s 5 (chocolate) adl Jaw s Jia
.( Leeetal., 2017 ) (BHI) -us s

: H. pylori J&ii (k. 2-4

LSl s gae i€l iy Lasale o slall g sV ol il JUA o o s
Leale (5 sty (30 ¥l oda 5 2l W L) iy 5 ¢ Hopylori 4 slal)
a5 a8 )l gl O el I (e STy ¢ Tl dd g jra e A 3lal) Al ol Jlsil
e ) (e ¢ gl (o 2yl Jan (g2 a8 Gl Base (I LSl L
=5 o=l Bl Jeaal i) A e B Ly SIS ) ialdl (e LBl (s
S adl) Bl gf (50l (5 il (i g N SR e Gl Id Eir sy ¢ VLA o Lans
sl glalls | (Aziz et al .,2015)<llall Jals A sadll-d el f A gad
s .( Schwarz et al .,2008)0Y¥)sa2e 52 H.pylori LSl cag yadll
JUEY) S ayg e a0 aa Cirma Ll 05 o () dsai Hopylori Al sall 4 g sl
@sre E¥la Guai el )l g Bl o sk el gl () Gld) e S0l
el W JLEEY) ¢ ey (i ) AV Gad (e JUEBY) oy o Sy B
Jeaa) e Al (i JAls 858 5920 ga (50 gendl Jaaidl g ‘;JAY\j(LﬁA)_AaJ\)
dagt g3Vl g LA gala bl o deelall 8 JUEsY) Jesdy Laiy ¢ g -l )
Al sall A5 a0 Ly, ) wi$h | (Stefano et al  .,2018) Al & sl

G il o (i Joany o 0S5 ¢ Blonll e S-S i85 8 H. pylori
iala ¢aeall yraac A (e JLEEY) Gk 0 0S5 28 g saall Joiil Ayl Al S
AT a1 50ae Clalll 5 25 ( Biirgers et al .,2008)ad skl Zls 5 4
Al sl Ay sl L i A e ) el 3 adll janiai g saaall Joaal O 1Sy ¢ L]
Lay) s, Ol da gl g A5M) a5 gl oldiall 5 alall) o LaS ¢ lalll (a5 dilia
. (Gebara et al .,2006) .55 (el (1
15l pall Jalgs 2-5

oda Laii i allall elail man (B d Caal e JST sl LS aH . pylori

pell (s ¢ Bamall e Jie ¢ i cangll Sleall (il el sy Uali ) Ll
el el e 3l laua lgaghs 40Kl de gl Lum Ll delsedl e oyl
ol e Lginiae e Gkl kil y el ol (e dle da 0 Hopylori LS
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DA (Al Al sl 45 3lal) 8 de gl Jal e (e 2=l s | ( Kabamba et al .,2006)
Ly & Jalgall oda (amy adlidi (el Badiy (5 Sl leatin¥) o 3 58l 5 ) saca
Aol &y pedl Y el maea B Urease  Jbosdl mdi) aas Jishll gadl e
Aagiig G5 SY 2T 6 5 Ligal L sall dasa o sy (53 HLylori 4l sl 4355 5l
s lal) S ¢ Barall (aala e Bge 2163 130 459 Banall s s gl ) ad yy U
Dl Bl Ay slladll Baladll 4l duia geall da 3 e ) el oy Bpuaals Gl A 5l
e Leada e Hopylori 4esi sl G slall JREI Jeasy alaal) Ak 8 3axall rdas 5 jleda

. ( Testerman and Morris ,2014 )bl L g cann = 3 Jalaal)

cagA- i e s 0l lul e Giie i Gdfe sana I H.L pylori ¥ aud

H. pylori <3 saeall el (e 5SHaa )2 Lasi 55 ((cagA-negative spositive )

lunusova et al.,2017) , cagA-<¥du (e 35l JSI a scagA-positive
. (negative

cytotoxines siall aull Jasi 1l (CagA) ol Helicobacter pylori LS das 5
5N e Caydall e IS Jeldyy | samall didagall 4 Hlehall UMAY 8 4 2y o3 5 ¢
daland (8 Las ¢ Adpuaall Cligi g ) (je 22 pe CaQA Ois ol CielansS 5o S
Lol Jads ol Hlay s il 5 ) g0 41l Glaail) el a8 Lay dpul) 4G gl Cailds o))
el o5 5l ae CagA Cstis o () il N A Jelim s slall ISl Ay
el LAY & ga 8 jae Jodand () (5252 Las ¢ (PS53(ASPP2 ) zee el LIAD sl
Gre Al LAY 8 adis 2 ey (s 0 CagA 2. ( Junaid etal., 2018) a5

Takahashi- (T4SS) el A & 5l e HIAY) alas cansy pald (551 A1 aUas (33 5k
.(Kanemitsu et al.,2020)

<A H. pylori e e Jals g JalaS Gle 25 (0 s Lo e VACA ol o
. ( Flores-Trevino et al.,2019 ) 3 sa8ll (g gl (588l Jaay 9 &y jledall WA aans
Al sl A5 5lal) 5 5,8 A (VacA)Vacuolating cytotoxin A J_gall (s siall oladl)
5 P33 Caga e B (i g (e O5Say (KDa) o5l SIS 88 (sl Ay ois p e
Ganiiaii g ¢ 5N Jail dala Alala 38 oy g ll eI N ikall 8 p33 JSés p5b5
sl e VacA LSl 508 day )b ool N (i) bl 8 p55 de ) as sl
Al @k e dduad) LAY Jans (V) Vacuolating g s e SR Jal 51 3)
) a5 Addiaall AN Jaks VacA S) 5 aa s gl g dail 3320 VACA o5& s sial)
L 5S saall elie lilSa) a8 VacA cads o) (Sas ¢ X 5 | e juall LAY &g
X Gisoll Lot el Bel-2 a3lain ay gall Jalall Jiadig ¢ C oS siwall (33U 5 ¢(m)
sl A s D JElL g 5 ¢ LS sl I JESY) 335k oo (Bax)

AlaY) a8l se 4 lanas &5 AT A8 LA Judaat VacA Jgad ¢ @) e Dl
LS Al el rans Laa ¢ ol Sigall g LIS il g Jads T 4000 ddad) ¢ GlIN dais
o SV L) T A Wl e jdle ye il 4l VacA of oo Wadl £30Y) &
¢ Agaplats T 480N LAY iy a3y DC bl VACA s o e 0¥ i A8 g e
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O & VacA of o pe N (Ao A8l LA & amy 53l 138 5865 o ol ¢ b e
a5 andl 13 (¢ A0 LA Japdss add 3opk e Chsaall LulgilY) ALY
IL-8 amlaii o gty NF- KB Lawdii 33y 0o Lo s oy dalgdll Llaial) ) Ul
DA (e 525 Al Al 58 VacA oo gl I etV Jolaad (8 ¢ @lld e 5 e
etal.,2018 )  saxall (o pud 3 )5kt (8 agun g Bamall 8 il Saa JdIVacA

. ( Nejati

Gshs Jew iy Olads « Vacuolating cytotoxin A (VacA), siall pladll
A jledall LAY 8 admtie <l s Gladll 13 Gy Cancaall e lall Uil aia U 5yl
(Chauhan 4dally B 4l LAy T 40Ul LIAN Lews ¢ dpelidl LA,
eliall aga (g518 S 8 LPS daall by Sl dlaae etal.,2019) , Macrophages
(b 2l 8 5 jaie <l S D adg ¢ ol e Aaual Al LSl s sl
(O-2=iuey ¢ region (lipid-A) A ol dskieg «core oligosaccharide )
. ( Kusters etal.,2006 ) antigen )

g sl 13 LPS cals « H. pylori LosiSal s el cLaall Gea G glA U &a (LPS) 22
A LPs Jany ¢ @lld (e Slmd saxall L) el 5 L lanisl (& Uiy 1550 L S (e
Leker ol Jleall daly e e Gl ) g2 5 el alblaaulIH, pylori

. (etal.,2006)

: (H. pylori ) peids cldss | 2-6

Sead) Sl el (e daedl Candi g ¢ Basall B jlgds yanini s ¢ 2zl 8 H. pylori aa s
il sianay A Yl e 5l Ayl LS Rty Gandlill (5 ke (e dpaall skl o3 canagl
adizy (H . pylori ) 4ulsdl aslall 500 e il dpe ol 5 dpuliall (e 455l
Lanloall s A 5 Culall 558 5 Ay pudl Gy Bl e ST Gl aaly mpdds Ll
¢4l okl Jadiy sanal) il (e e 33 ga alatill 4 lall 3kl i de il
(RUT) . o) Sbsall JUial s ¢ daa slgd) Aoy 3all 5 sall andll ol apuaill (andll
Juial s Al galal (C13- UBT) Losall (eds il Jaddd ¢ 45600 e 5kl Wl
fe AN o Al cilill Alee 383 ma g e sl a) s s (SAT) sl dmivee
dbadl) ok Jie gAY Gl (Ko #3ally JUEAY) dlae) & Alaie ok
Jie Adle 48y Helat of H. pylori J G eliall (pl g oISU 3aladl) el.m;“}“ sy
H. pylori s om GO8 Y WSy ¢ AV 4l cle jally 45l e e 53l
e @ljlaa) 4l Lo adiai Sy (PCR) Jeduiall 3 alll Jelis Zaud) i 20
H. LS oo aiSll sadey (PCR) dadudiall 5l pad sl Jeld 45y 5k Anl eyt
(Sabbagh et al.,2019) g ) 3!l A dsladl 50 (e 32xall Sle 53 wpylori

: H.pylori LSy a2 o8 adsll (3l b 2-7
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s e ) 3al) @ik, 2-7-1

sy Jo Sigs Al Jal gadl (s LS Joe 5 de ) )30 A0EEY) Lailu sl (e el 2
Aans ¢ pal el ale it ) JEEY) A G sl gl ¢ Jall dany oA LSl
b . ( Graham and Miftahussurur ,2018 ) Jexiuall Lo sll 5 ¢ Jaill ¢l 5 ) jall
Al sall A5 3 LSl Aba) ASU sanall de A e (e Hopylori LS del )
&Sl L) el aly Auaadiall ol sl 8 Laid a5l ) &35 H.pylori LS
LSl e adSl Al cladted) Jis Ladie 5 alel Cand) dal (e (sl S
Luleall ae st U #3all Ld J8 S0 LaaY) el Al s Aalid)
. ( Sabbagh et al.,2019) 4 s_Ssll

oo alSll Sysh Gy (3 it s MNinay WS 58] el Ao all of e a2l e
A gl Gk oo Lgall Gl dubuall Ll R I T P e S PR N
H. pylon d):.} :\.CJ)AM GA“: ¢Sl cila L.A;\ é:ﬁ.ﬂ\ el bl 4:\‘):\).» MJLAA
.(Wang etal.,2015) sl sy jedaall bl joll

: (Endoscopy) bl | 2-7-2

A g lal) LSl Adasi pall Gl pe¥) e dSH adsalll plaiill (asd el a) Al
Lehilas s anal) & Jhlaall oliall (e cile 3 o Jpemall 4k g ulaiill Al 5l
Gkl dsa clul Al (e 33 (G Lgaladiinl (S Al g Al L Sl 6 55 e (gl
laa Aol g5 4883 3 ) sa phasill ji g LS aiclens ((Lan et al.,2012) < AY) 4\l
B (Sl cdaand ol pall guanll (3 pdle pulaliad) Jlaal & 45Y axall b bl cLiall
Jali | (Cho et al.,2013) AY) Guantill < LAY (e bl il Al (% Y
el o I llatiy @8 10 Gosiad dlead) S el Y1 13g) At ) gl
. ( Peter Malfertheiner et al.,2012) 3_»all

: (PCR) Juuleial) 3l ppal gl Joldi 2 -7-3

e xe (o8 Lellanin) (S Adlad 0y ja 408 g8 (PCR)  Jeuduiall 3 ylil) Jee s
@ sall ay i g a5 Bl e (g paall e CaiSI Gy 6 Ly ¢ Ayl ilalae Y
sl 5l 5 Ay gand) sl mall A e glia g o bl Jaai W Ly i€l 4 ey o A5l
.( Wang etal.,2021 ) 4l
Jeduidl) ) ypad sall Jelis 4, L 50 e 5 il 2 (adill (PCR) <ol jLidl Jexins
baedll eac 5 saall oA @l L Ly A ) el e e giie de seae Jleaily
LSy Hud USae elld (S LS Al il s ) 31005 L) da gl Slalll
Mivn SR () Gps (8 aste Dl (e de el 1) S HLpylori Al sl A g sl
Abassll ol gall 5 L Sl (e dire Jala (e D1l (5S5  al 5 @l (e Jantin )l

12



Bl (81 Sl s seene Al Juadl

Gob s o elld gas Juduiall sl sll Jelii cilafie e Jaidy Lo Glle 5 3 jidal
Sl sl Jelii o i 85 ¢ gl 31 e BeliSy (5553 mend) Aagual) (At
Al gall A g el e Sl aa ulen 16 STRNA s Cangion (o3 Jalaid) Juluddll

.H.pylori

Lage 15wl clarithromycin - gassse s i SIS da slie / AL (e o SSI 2 ay
iafiall ye Jsswall 23 S rRNA (s bih CGLSS) Lia) () Say g 0 5
3amall jiaae JBa pAY Ay ) lial A el a2 s Jaaat - Say 3l Jlaatiuly
Aaglie ) yil il 3K <oy (Rimbara et al.,2013) 4 jall ¢zl
s ¢ Gl 3l sl Jrelis Jie Ay jall @l il aladtuls 3y gual) clalaadl)
Jin) (o lae Lt o Sy () 5 (al paY) e GGV Ay lie 4y 5k
. (Ramirez- Lazaro et al., 2011 )¢ dsuliall zall dual jindl

s H.pylori bsiSe ddag yall Gzl 5aY), 2-8
) (o, 2-8-1

ple J dasy aall gla Al 2yl 5, bd o w H.pylori e > %
dln 4 8y mall g Il mtar aa Bl gl e dl Wl SR a s 2l Gl ) oy shaty
¢ =il J5 5 ¢ (Intestinal - metaplasia) s s—=ell J g3l 5 ¢ ) saiall g ¢ ClgiY)
a5 glall g Sl Al daill g A sl LS| sy} dasi g ¢ cla sl g
Gl as yWll (CagA) J=lall ey | (Herrera and Parsonnet ,2009)
JSy el il g ¢ Al gl A g sl (e Bad s OYBL (VacA) ol dl 5 4 slal)
CagA-sarall Gl o ) yladsaly ) &L dis ) yua Jal oo ol

Lda ) adss 23y (kDa)os—ills 518 140 ) 120 o 425 (5 — protein
) ST T [N P PN S S I G [ P\ S [P | PR -t S S S T
e Bl A gl cnl LB S ) bl ypas ) Aamill o555 (H.pylori
Lldi 8 dahia, cladia) ad oy YOG asas (8 29 g0 Gaall VaCAUS 5 -
il g siwdl e (EIKhadir et al.,2017;  Matos et al.,2013) g il
b5 gemnill Gl WY e i) ga (HIF-1)AausSY) paiid 3daall ] Jalall o ¢
il e S Y1 i 8 elall e LAl ae by Lae ¢ (pan€OU s (s
Gliall b e dc geneday &6 8 Laga | 5l HIF-Tog—e sl 3 L), 8Y) o sy
sloallad e oladlg e LAY M5l 8l e glauadl Lon sl g 84S LA
¢« erythropoietin = Cxbs— s 50 ¥ s ¢ 3s-Sslall Ga il g ¢ eyl LAl g g
3 bas (HIF-Lot—abiy L 20 (s (e il o3y Ao V) (e SSllA S
Pucutek et al., 2018)cUa -l y lgil¥l andass 8l Ly 300 « NFB1elld
(

CagAiulull s iulayy! CagAY s (e allall elail asen 8 4Lia) 4w o1
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Al sl A g 3lall e Al CagADY O uladl ol 481 0 e Y
Gl gl (a3 eal) Gl ys ol dpe gl A AL AL Ak e 3T H pylori
. (Palli etal.,2007 ) CagAiulul <YL uladll

D e AW Aa B 2-8-2

H. pylori 4 sl 4 s 3lall 5 50 (o 40 8 Aaes A83e 3 g 5 A8l il )all ae s
e Gt Al L) Yl A A je ST i yall 0 65 36 e (Y Aa i
O Hay H. pylori 4 sl 435580 (5 500 e eladl) 8 ¢ JUlls 5 de (V) &
gae Wl Cp yialadl 51 58] QA 3o ke (e L )l ST ey g ¢ g die (V) da 8 Cisan dylee
el Dlald s eyl g agmaall bl

e Baaly o (PDU) 4ossiall yde Y14 8 (Ahmed and Belayneh,2019 )
76-30 (e S s Jaaay hadi s A Shaiallsd s B le g S VLAY, S
O an ¢ Land o3 ) (g aY) ddlindl de il Jul g2 o (= . (LOW et al.,2008) ,
OS 0,8l 0S¢ (DU) e EY) da iy Jasi je e BV s 1 5 jeall (dUpA) ol
o= H. pylori d=5 of 5Sas . (Fatah et al.,2019) ddlise 480 ja 3halic b lliss
aen a3 5 ¢ sdie Y s E G sibay 0ol (el gal (meall )l
saall A jledall LA LSl il | (5 pudie 81 da 35,00 ) 451 aa 8 sandll
) Gah e LD als Uil Bl aladl Cali 8 cuudiadc jdie Y
de 4l Jalge 5 (proteases) Jisodls (lipases) el s (Urease) sl <l 33y
A Ol & i 5 cytotoxin sl Gl das el (CagA) sl (s sl &y sl
. (Cover and Blasg,2009) <Iall & e dpelic Alaiul A& el 5 ¢(VacA)
‘dpadagll da A 5 (aall ¢ kil Banall il | 2-8-3

. (Zhang et al.,2017 ) el bl sanall el ) seday U H. pylori 1 s
e badi i | daagd) da Bl (i je g e el g dadill Bl gl (i el Cansall Jalall
g saalll ol 591 (B Cannl) (B il ) g5 38 33wl (gl yeas Uil 5 Ual ) gl il sal) 2 5Ll
Gl (e Apagall Gl e Al GLIYY 35 Y AW anall dpdaledl dihiall &
a5 2l A laalll g 4y jledall el paall skt ) sl aliad) cLiall il e all
Uiagh (8 a8l (J8 23 Js 2 sgde oo 4slialll 2zl gla ju g Ua sl 5 3amall = 85 )
O 2l skt o8 Cauagill aa s zsad ) OEEY) G (B ja ¥l o3¢
et al.,2022)  H.pylori sl doca el A0V agd 3 sacluall 4y gall zaLaill
Eaany LS (5 gaall Sl 8PV 38 (g5l s o 4l (e zhsad okl A glae & (Ansari
Al sriall & g pall Bana (b Al sl A g Hlall (e Ayl A il o3 ¢ (5 pdall Chnadll B
el Hopylori “badl dd sial al jall clil s ddle Cagpal ¢ 5 a3 55 e
(IM) s s2all Jssall i ¢ dliadl) 4 sriall g 0 all Gam (3L el 5 Lol 324l
.(Peng et al.,2019) ¥ 5, Siall s2eall 4 i

: H.pylori LSy s g dsliall 599, 2-9
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¢ S gind) oo e liall Gl Aamul) (8 & gad )l (g san glsad) elans sl o aas
eliigi Al LAY (e de silas 3 Ao gane lgadii daddie 43y O )5l QI3 Clagiy
A (L -I)oSsnl ¢ S gl Gn e A sdspndll (il gl (e daul g de gene
Aeliall i) aduals en (A L) 150 caaly ol SLLEIBL Al (S sl
LS gl o 1 (IL-L)0sS sl dlile puiad 5 4l sl dusoladl (g 50e Cligald
Toll-like )<Slive cile 5 [L-140ke ¥ delidl sle b L g (e 8 ) il
JS&s [L-1 Alile dadi yi ¢ (5 AT (S s Alile (5f (o ST ABiles Cailday & o jis (TLR
LS i 11 (e e sene oo [L-1 Ake . ( Dinarello ,2018 ) &bl delially alad
Gl S e el A e DU Aadiall IS sl (g Baie 3505 jaa3 il ¢
S L IL-1B 5 IL-1a , daledly) cllaiuy) oy adati ¢ dgUadl LAl )
L -l sliae agual | bl G 1580 \Sbiay Lags 5 3 51 LagdlLia€) o3 a5l ¢ il
Laa « Js¥) g sl |L-1dsiisny i 5 1L-1B 5 (IL-1a) IL-1 s 2las (1Ra)
il il Jeni ) cOlsieall [L-1 day  IL-lra e . 30LEY) Qi i
COliaall day)y adlge o agme gadlall DA e (IL-1 / IL-R1) @dlelid
Gl Jie lielias dua gty 8220 H.pylori LSS jeeind | (Dinarello,2011)
e waadl Cedal | ((Liu et al., 2012 ) saeall ol sl s e Y5 sanall da ¢ sl
DeVries and sasall gl jlalaa s LSl (o dilaa) AVs @l 483e il )l
. (DeVries Kuipers 2007 )
45151 LN « H.pylori A sl A 5 3al A 851 yaia (5 siasey LS anall al el
¢ cagA s vacA Slinll Jie ¢ de @l Jal e (any Al sac bl Jual g2ll g Capiaall
Ay lall LSl a2 il 8 Laga 1550 ol () (S LY 153 ¢ Ll o e
Alade apin H3le pe S H.pylori Ly a3, (Karlsson et al.,2012) 4 sd)
¢ 815l Apalal LAl 5 coaall el el L) e Gaas il 4 slall cliligd (e Al
O ) Bamall gl ) s 5 Alerl) Alacind () (505 Lae ¢ [L1Ee S o) iyl SIS
OSs1E B1- TT511 5l - CC31 Jiaddl s b asny . (Israel et al.,2001)
A sl A g 3lall (5500 Gy yka (e Bamall ) gaa skl e ) Fie had (b (e jall Jeay B
CC31/ -Aad) JSEY) 2aa3 o) i) 3 |L -1B oS sl | (Wang et al., 2006 )
Olbaall (ia jall (8 (e el Bamall gl ) s g Barall (o juy Al e (585 B1ATT
e IL-1B wiaa . ( Sicinschi et al.,2006 ) H.pylori 4wl sl 45 sl Ly oSl
&b IL-1B lsie aulait (SNPS) A sl sl JICEY) daal Cai 33 e g ] 530 450
oal (A 6255 O 0Sa Al gV Aleal) ) jae 4l o3 3axall 8 il o Liall
(IL-1B) . (Persson etal.,2009)  saxall Ua o XS g 3anall ) garia ¢ 4y 51 5 Hae]l
Al sl A s Slall (5 500 aa ol ginsa B3 ) Banall ) ) aiay ¢ 0S siluall Sl alias ¢
Santos ) Aneliall Lt WO daladl SV ad i ) 35 Las H.pylori
I aalid Bamall (s )1 8) (5 e 5 AP By 5 Alaiul 2 92 5, (etal., 2012
Walduck ) ¢ (s samall samall Gledl) 5l dpaiiagl) a8l Gia o dbia) 4 S
e 3l Al () e (e drosl 5 4o ganay [L-IRN Gaa by a3 . (etal., 2019
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Bl (81 Sl s seene Al Juadl

IL-s IL-1 o8 JSsY) aams e i€l a5 ( Mesa etal., 2017 ) 1L-1B )8 33 35
IL-1, IL-1B , IL-1A , IL-1ra ), gl <l sivse & OUEAYL Aasi e o SHIIRN
LoosiSalls bad (ja jeilly syl JL-1IRN JSiY) oae | (Rad etal.,2018) (
O ke dae) 86-bp VNTR  (uibed (1 (oo sanall Gl jus daifi 5 Al sall 45 31a1)
<ald (- Chmiela etal.,2017 ) intron2 s 2 s> sall JSEY) axad (ool iall ) <)
ol ki ¢ H.pylori LiSs o sibaall ol 41 40l 4alise 48 jo e sama (3o <l
2 oy da o e dla el ) o Lee TL-1B gl 820 2IL-1IRN * 2

etal., 2017 sazxall GUa s skl dleill g ¢ (Bamall (aan) 4y 6lS 5 hael) (il ¢ 32nall
ol 86 bp VNTR  JWSuil) aased o Lol V) Al il jall casa s (Zhang )
Idris ) oUa ) Jie 32adll (a3l s H.pylori LiSe ALa30 06l [L- IRN

. (etal.,2017

: H.pylori LS s s MUC1 5640G>Agene g9 . 2-10

LA abee ead Al dllaal)l dibll Gud N Sl o (MUCIng) G sl
Qlladl & Mucind ey ¢ Usig p adia ( Hansson etal.,2021 ) 4l
¢ Agay) Ala el ¢ A o guuadl) Lalil) (e dom HAN &) s 3l 36l e LA
s\l i) Jysad ) g5 s « MUCL-C 5 MUCI-N G I MUCT sy
gy Apaall cilu jall s ) Adal) (il e Bliall 5 )5 i el sa g ¢ Jalall )
St g Agilda jull LAY ST sty MUCL (e mendll (8 Jal 8Y) (3 S 383le
(MUC1-CD) o casi 2l LAl cdle iy saasiall <l JLaY) & jlse Jand A (4
celld e s dle | gUapull sabiad) Aadlall Jalsall (e yaall dagliall yshai (ha g e
¢ (MDR) s2aaiall 4,50Y) daslie i e il 333 & Ul MUC1-CD &l
Gl aal o H. pylori 4l 43l 552, (Farahmand et al., 2018 )
&b hlad) slaall sala e 5 ol (Sas gladY) ool samadl (U e s A Al A )
A sl A g 3l (5 sy 4Bl (e saal ) S Clal Al e aad) Cana g 3aal)
panall Gl jus g Baxall da j (liadll (oajall (8 Cpssall S yuadll 5 H.pylori
. (FANG and WANG,2006 )

: H. pylori s Pepsinogen-11 ins/del gene 48 , 2-11

da ) eVl Al aY) digha has H.opylori s s )
1535 (PGC) e sl by | (Pimentel-Nunes et al.,2018) sazall & (o yudll
. (He etal.,2018) 3asall (o i didac ol (g Al el e Lliall 8 Gga
(H. pylori ) aulsdl 455 30all (g gaal cuaind Al ddpadll clindl e dlubs ella
saaiall JSEYI o el o) 3 ol s gtV Lgie sanall (gl jel 8 & LS
Abay) LG claii )l ¢ PGC Liada (o Al sl g 3lall L piSlly dasi jall il
sl WSV L3 e HL pylori gse Sl el e sl asall Gl e s da jally
. ( He et al.,2015) PGC J<iy!
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Bl (81 Sl s seene Al Juadl

;i) s Aball ) gualaa 4B | 2-12

G sia LY g 53 allall Joa pala 3Y) S HL pylori LaosSs camas
O—e Al il 3 awi 3 Sl e gl gl (al Wl H. pylori
e b e Lewis s ABO padl dliiad dalail 8 oSai ) o5y 5 el o 50 S
| 5S e 53 Caa gy 315 ks o 1 glycosyl  transferases d-& deal g il
Gl 1y 8 Ly Al da il 8 (fucosylated) < Atasi yall <l ja s 50 SIL
el g il ) A AN @l ), 8 g ¢ g sl 5 g mall L2l oL ial)
O Al A8 el e L) e 3 iy g 3 el 3 S an B AL a2 gy S
2 glycosyl  transferases 4—< sene Jxis . glycosyl  transferases j—w s
— Ol gl ll glycosylation < bl ¥ 8 s il an 1AL ad
G wall (e de siiede sane (o il e Lae (s Sl paagll gl

. (de Mattos et al., 2017) H. pylori L Gwaibi o)f (S I Alaiadl)

Ll )l o Al asall 8 300 gad) Z3lall s ¢ oidall ¢ ApibesS gl il all cidS 3
aall o gy Adasi o ABaY 33le Aal gy abans i (Sar H. pylori Al sl s 3iall Lo
. ( Gerhard et al.,1999) ( BabA ) | dluadl

s goallall Lally O aall dluadl i Gl gise a5y bl il jall ekl )
paa3 &3 O die Agaagll Aa 3l (e sl () (el G ABH Silaaiil idll
(Jaff, 2011) el 138 & o ) e JalaS H pylori

Gliall (e dc gane e 2 H, pylori s s>e = aasll) u.A‘_)—A‘\}“ O sy
Ot 3Bl Al all i A adl LS LSy il A i) Sl s 5 A
Gsie O Al lalleda n & H, pylori ssie s ABO (el aadl Cile gana
Lo il 3azall bl e O sy ) (oiayall (8 O a2l Ay ddasi o H. pylori

. ( Mattos et al., 2010 )irecagll Aa jdll 5 (e 3all
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Saad) (389 9341 oo

............................. Gl Juadl)

Sl 5l sk g ) pall ¢ G Suca
;3 gal) -3-1

(< 9991 5 3 3¢a) 4 il 3 3¢ -3-1-1

Al all o2 (& Aaddiosall Cilaxall 55 3ga Y] aal (3-1) Jsaall el
A Al A daadiional) ol 941 9 3 gl dadld 1 (3-1) Jsaad)

Jaiadl 48,3l <l 9 55 ey | &8
Haramaya, Japan (Autocleave) a2l Jlea | 1
Kelon (Deep freezer) weaill jlea| 2
Clever scientific, United States e Ja il | 3
(Electrophoresis unit)
Hitich , Germany X<l s 4
( Eppendorf centrifuge)
GFL, Germany (Distilizer) nhs jea| 5
Bioneer, Korea (Vortex) «b¥) z 3« Jea | 6
Shownic, China (Microwave) < Silajlea | 7
UV-trans ) 3l Gis e | 8
Clever scientific, United States ( illuminator
Clever scientific, United States gl Ll sl el 9
( Thermal Cycler )
Labogene, Denmark ( Hood) ¢le¥ldwis| 10
Memmert, Germany ( Incubator) 4=~ | 11
Concord, Lebnan (Refrigerator) 236 | 12
Sartorius, Germany Sensitive ) wsbes Ol | 13
( balance
Memmert, Germany ( Water path) e oles | 14
Eppendorf, Germany sl il | 15
Afco, Jordan iad adle Lo dysla il | 16

23




Saal) (3 g dgal ..........

................................................. Gl Juadl)

Diagon, China

dalidg alaaly dady Glala

17

s Aty ) g Ao ol gl g Apilaasst) 3) gal) -3-1-2
Al Alaniacal) Ay Sad) dand) g Ao ol bl 9 AsilaasS) 30 gall(3-2) Jgandl Cy

Lty LilaasSl) 3 gall a8 1)
England 95%,Ethanol ) gl J sy 1
(C2H50H)
Bioneer/ Korea | Jladl ai¥l e Jall sl el 5
( Nuclease Free Water )uxl
Intron/ Korea (Red safe ) ¢l el dzpall 3
Promega/ USA | 100 bp DNA ) La _esall (bl 4
(ladder
Promega/ USA (Agarose )Js)SVV| ¢
Promega/ USA | Tris-EDTA buffer (TE) ) ahiall Jslaall 6
(
Promega/USA (Master mix) oSa iulall v
New England biolab AIWNI 28l 2330 g
company (NEB)
New England biolab company Aval 28l 3 g
(NEB)
New England biolab company TAG I3l 05
(NEB)
Promega/USA ( DNA ladder 100bp) («a>all al=dll | 10
Macrogen/Korea Lall sl tealso | 11
G-spin/ Korea ( proteinase k) K Juiisodl ;3| 12
G-spin/ Korea | ( DNA extraction kit) ball g=daiu) &S| 13
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Jard) 3k g 3l gall

Gl Juadl)

2kl alaal g Gligdl) A a9 daddiiewall (53 gal) CBladid (3-3) Jgaad

-

dadl B e tCalall g ol (e il ol
0 sl | el 3 cahll 5 eyl o e
IL-IRN 86
325
63.9 CTCAGCAACACTCCTAT UNTR
410
Bioque et
al. 1995 500 IL-IRN 86
K . TCCTGGTCTGCAGGTAA )
58.3 | cos CCTGGTCTGCAGG UNTR ©
63.7 AGCCCTAAGCCTCTTTTTGG PGCf
310 PGCr
Taggart et 400
al.,1990 | 65.5 | 450 | GGCCAGATCTGCGTGTTTTA
480
co5 | 188 TAAAGACCCATACCCTATGAC Muclt
Rasero et
ol 2002 AGAGTACGCTGCTGGTCATA
v 63.9 CTC Muclr
Wikinson | 640 | | TGGCATTGATCTGGTTCATC S
5
etal 1999 | 57 9 GTTTAGGAATCTTCCCACTT | 511illb AR
| 638 CGGAGCGTGCAGTTCAGTG | |\ 1o aoc, ¢
Balding et 249 AT
al., 2004 | g4 3 AATTTTGCCACCTCGCCTCA | IL-1B+ 3954 r
s Jaad) (@) 4o -3-2

: clial) paa -3-2-1
2l e 2021 S G Al el 2021 Jbl e 3l Gl G
LSy agiboal (ol aginal je die i dailae 8 Y GaSl) s sl )
ol sl L) el el Gaad cuaidal)l cLLY) U8 (e aglissd 2 Hopylori

25




Jardl Gk g A gall ot asaeaes i) Juadl

B eaddi W) s CLOLWA) sl Wad s eall (Urease test )
Slo dany G sl a3l DA e LSl 558 aulid Hopylori LS papal
e sanall plaii die SUEAY) 138 (5 al B s SH asT s L sed) ) Ll Jagas
Garall elie (e chlad) cliall ede 32 3a) b 3) (angd) Sleall it U8
e Il GBS Ly sall e (s sing Jay (B i
oY) gl ) s Hopylori LSy e giiall Soosl) a3l Jady Lyl dlad o
O 85 (M am lae Tl (8 gaclil) (g el yiiys ¢ Tawll B (PH) s s oued)
. (Van Keeken et al.,2006) (cs2taaY!) 3ea¥) ) (ebedl) Sl (e digall
G g8 3 a8l sk e sl pasdl ua sl ) e po Slie 3T
Clds Wz s EDTA oo siaill salias il (8 Conca s s o2yl adll e o 2.5 58
(5550 (manll (DAt ¢l jal cpal 2© 20- ie

Al ) pranad 3-2-2

-



https://ar.wikipedia.org/wiki/%D9%8A%D9%88%D8%B1%D9%8A%D8%A7
https://ar.wikipedia.org/wiki/%D8%A3%D9%85%D9%88%D9%86%D9%8A%D8%A7
https://ar.wikipedia.org/wiki/%D8%AB%D9%86%D8%A7%D8%A6%D9%8A_%D8%A3%D9%83%D8%B3%D9%8A%D8%AF_%D8%A7%D9%84%D9%83%D8%B1%D8%A8%D9%88%D9%86
https://ar.wikipedia.org/wiki/%D8%AB%D9%86%D8%A7%D8%A6%D9%8A_%D8%A3%D9%83%D8%B3%D9%8A%D8%AF_%D8%A7%D9%84%D9%83%D8%B1%D8%A8%D9%88%D9%86
https://ar.wikipedia.org/wiki/%D9%85%D8%B9%D8%AF%D8%A9
https://ar.wikipedia.org/wiki/%D8%AE%D8%B2%D8%B9%D8%A9
https://ar.wikipedia.org/wiki/%D8%BA%D8%B4%D8%A7%D8%A1_%D9%85%D8%AE%D8%A7%D8%B7%D9%8A_%D9%85%D8%B9%D8%AF%D9%8A
https://ar.wikipedia.org/wiki/%D9%83%D8%A7%D8%B4%D9%81_%D9%83%D9%8A%D9%85%D9%8A%D8%A7%D8%A6%D9%8A
https://ar.wikipedia.org/wiki/%D9%81%D9%8A%D9%86%D9%88%D9%84

Jardl Gk g A gall ot asaeaes i) Juadl

: DNA gadaiu) | 3-2-3

G-spin TM  )o=dainl) sae Juasinly A 5551l (aeall ol o
daiadll A8 8l Gladad s Jeadl s a5 (Genomic DNA Extraction Kit
-t WS (Intron Bio / Korea)
e 1.5 axx 53 Eppendorf tubes <l () aeadd) aall (e sl Sae 200 Ji -1
o s oz Ll sz ey Al KOs a3 e S5 Kae 30 Canal -2
. 448y 15 BMQ;—"\A?LAAQ—E‘?O 60
70 iasn e plea b (uas 5 Aiall FABG Buffer e il S 200 <awal -3
LGB 5 JS Al S uandl JOIA 54880 15 3adl 0°
10 s2al zokall Slens lus 7 a5 Al Slhal) J Y (e Sl Sae 200 s -4
G380 Ml Slea B Gy & FABG TUBE ssee () clisl) s o i 5
488 320l My | A gen sl I FABG TUBE i af laaay s | 53a) 5 4685 5adl
L4883 /553 13000 de s 32 5
washing Js¥) dusd) Jolae e il s Sie 200 canal 5 8l )l (e paladll 23525
(Baaly A58 820l 4583 /3,53 13000 A s 255 FABG 23e2 b buffer(W1)
ais daall wash buffer Jdusd) Jslae o iy Sae 600 il 5 =81, Jaal -6

i) 5 kAl ) S
e ey (338 4500 3ol duiy s alee o pal sl ) FABG 2seadl J8 -7
. 4382 /35213000

Jslae o sy Sl 100 A8l FABG 2seall Lagisall Lall oslojiuf 3-8
6 Soall okl Slea (8 a5 (e s 488 3aal daun g 2z @l g Elution bufferala jisY)
LlEaY g o gl o galdill &5 Lazy s saaly 4885 30a) 4883 / 3550 13000 ey
C el gl A Ll el

c ol A o) (el 02 220 5)) s Aa ) DNA e Laés 2529

sl B gl g 548 4 (b 3-2-4
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Jardl Gk g A gall ot asaeaes Gl Juadl

Nanodrop s sl Sl Jlesinly asgi; Gall 5S35 a8 &
>0 Jsh die 45 la bl A9 yie il 280 >« Jsk die spectrophotometer
(DS / ol e 5 Sk Liall 38 =260/280 ) 5 5laill caws 5 2805260

: (PCR) deadeiial) |yl gl Jolili il ghad 3-2-5
: (primer stock solution ) gaball (Al Jslae juaad 3-2.5-1
Cilaglari) 188 5 Aalide CilpaSy il V) A jhial) elall d8lialy (oo sall o sa puant o
¢ s S/ dse 80100 38 el (03030 slae (o J sl daiiadll 48,20
Al (8 a5 oued B 4883 /3 )53 4000 e LS e 25k a8 s A e o
JS Working solution dasll Jslas suasd o3 &5 ¢ JalS Guilaill clebu o 33l
[ Jse S 10 bl jaanil JUI 65 (e  JAD) plaall ell (ge (pane late dilialy (50l
ol el jal cpal 220 - Aa py AR S il S

s Jedudiall ) paal gal) Jo WS & glad 3.2.5.2
oA Adlise Bl g Gl s B Sk Glsha dududadl sl sl Jelsi Gaaly
master )b g all (e 5 als sac Jlexiuly Jelitl) 4ty g Cargll Ual) Aadad apdiaca
delill Jslaa Ll (3-4) Jsaall 8 mase LS e 30 e oS5 62 (- mix
JaSy s Al 5 ala¥) (50 5l s master mix Jelill m je s Caagd) Lall (B (e o <3
3l sall e Ll 5 il il 3 el s WD) sl 3 5 S 20 ) paall
Cigob e duduiall el Jelés s al 85 (3-5) saall (A A dleliidl)

Al ol ad el gealy JS Jeldi cag yha (3-6) Jsaad) w59k IS dia
:master mix s : (3-4) Joad) cpy

Syl | 3

DNA polymerase enzyme (Taq) bl e g2 a3 1

dNTPs (400um dATP, 400pm d GTP, 400um dCTP, 400 2

um dTTP)

(& 5Sie3) MGCI2 a ssiiadl 35K

3
Reaction buffer (pH 8.3) 4
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Jard) (G505 31 5all . nrrirereereereneseeneesneseeeneesesaessnsnenens Gl Jaadl)
Jedil) Jaudd @l giaa (3-5) Jgaad) O

axall Jeldil) bl al giaa
Al 58k 125 (Master Mix) (s ) sl
Sy Sk 4 (Template DNA )uall
Sl Sl 2 Forward primer (10 pmol/pl) <Y il
sl Sk 2 Reverse primer (10 pmol/ul) A sueal)

Al 58k 4.5 Nuclease free water =l sl
Al 5 Sk 25 Total volume Sleil) aasll

Ayl ad Cagll clin adiail Jeldll) CiguB (3-6 ) desad) O

« daddiial)
s <8 o) da &) ghadl sl )
&)y gald ?OSJ‘JA'“
1 @84 94 | Initial  JsY) &l | L -86 bp
denaturation | VNTRf /86-
37 46 20 94 Denaturatio gl bp VNTRr
4l 45 59 Annealing gt
4l 45 72 Extension d.Y)
1 438 2 72 | Final Al Ayl
extension
1 8 4 94 | Initial JsY &l | Pepsinoge
denaturation | n-11 (PGCf)/
37 46 30 94 Denaturatio zll | Pepsinoge
4l 40 59 Annealing ¢zt

29




Jaadl (kg 3 5all . ..urereererereeeesnenenenesesnessnesessesnensanes GG Juadl
4 40 72 Extension LY\ | n-1l (PGCr)
1 dads 2 72 Final 4l AWy
extension
1 s 4 95 |Initial sY) &l | Muclf/ Muc
denaturation 1r
37 405 20 94 Denaturationgll
lig50 60 Annealing ¢patil
43l 20 72 Extension dLY!
1 a3 2 72 Final  dslall AUy
extension
1 oy 95 |Initial  JsY &l |511I1  1b
denaturation | AF/ 511l
37 436 20 94 Denaturatio gl 1b AR
46 50 57 Annealing ¢zt
4l 20 72 Extension aLY)
1 FH) 72 Final sl ALY
extension
1 Gl 4 94 | Initial SV el IL-
denaturation 1B+3954
37 i 20 94 Denaturatio gl RO7 L
1B+3954 F
4l 25 50 Annealing ¢patil
4l 25 72 Extension dLY)
1 FH) 72 Final sl Ay
extension

X1 3S% NE buffer

p Juariualy Al il oo sl 3-2-6

PCR - RFLP 44 3-2-6-1
aaa a4y Al ¢ PCR — RFLP 43 Jlasinly Cazgll ciliall (8 & yladiall e oSl o
Lacalel) ey 3V Jlaniad a3 385 apill ey il ddalus 53 PCR 43y dadicaal) Lall ada
AS il el v (585 A1 e 31 Jelall s al 285 TAGI 5 AVal s AIWNI
o Jille By LAl e il Sl Adlaly dlld daiadll
50 A delill aan JaSys Ay 3l lans 10 Ao o simall 2@l a3l e jilg Silel
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Jardl Gk g A gall ot asaeaes Gl Juadl

sl 8 mms s el 7 e @ S sl a3l e JAI el sl 5 S
Jelall) el 488230 80 Ax Ly Jeldll (pdid o 214380 5 215 330 37 A n Sl
o Jelaill Jslaal b jeSI s i) o) el ol a5 i sles (8 a4 ¢

: J9SY a3y (Al gl Jia A 3-2-7

sl Umeall o) jal Juadl 4 0ad YN A5l s 558V 23les Al eSl des il
Leload 31 el (555l Gmenll Lliad aan o s 32l 8 55 SV &35S 5 adiny
e Jpanll Sl 50 96 0.7 Juastid &3, %0.7 - %2 O D5 ASY) 38 55 o) sag ¢
% 1.5- S s (2= z5) 51 5:10) O dens ) (g5l Gmeadl aa Jiad
g5 48 1-0.2 ) PCR @l (e sppeall 61320 sua sy 4 o Jpuaall?
Ldla Jlaall oy s gy Soall (& edar 558V Jslas juiaat sy (gacld
LYl Dapall e jil5 Sie B Cilimy &5 ¢ 2% 50-55 () 45 s A o daal s 2y A
I s SY) M

Ldiall auasrs ¢ Glall daSaa ibilels LSEL Ana (A (D)) oSl Glld ey
o Aue JSe Ml dladiall jall & Cliel) pua 68 &5 aliaid @ 5 o5 ¢ mmia JS
Jin il i g) ¢ Jusdill Saadai o e IS0 Al yeSH QUaEY) Jua s oy o5 5 ds
zial 438 30 5 deluy Al ol Gaeadl 488 45 55K 2Oed (AL Sl
.(PCR
t gl Jaa ) il ghad o
Oo Sl g ¢ AL eSI s il e dald (Sl sle s 2 ) mas — 1
Al g B (358 Gy 8 s 0.5 gl ) e sl plaad
TBE & (e Jo 50 &l DA (e €lls STBE (1X) it (0 do 500 yany - 2
i) ¢ 53 elall e e 500 00 el aaal) ) (10X)
e ale 0.8 Cilayy e 500 4xs (352 4 buffer (e Je 100 s &5 — 3
(A8 s sl ) 8) (A Jslaall Gpaad @i sk oo 5 SV sy 5 S
Jslae ga sl Saa 5 ciliay s 4y 50 da 3 50 (s (A D58V Jslae 2y 01— 4
¢l J5 (gel casting) caall sle s 8 (55SY)) cual ol o AiY) dxpall
ol cilela
20 -30 53al 35SV @5 el Aila e L s 1.5 ay o ladiall g i 5
e o paall we abaly Jafiall JI5h 55 SY) beal aay ecliaty (ST Gy 5 43
kel 32 3
il e daie o pasi g oMl aall dina J1 - 6
@b o 0.5-1 siue ) dhar Fn dn il Slea ) sl Jslae by - 7
el o
gl A 3 all W mews L emicropipette dlexinly jiall 4 Glinll piag 23— 8
Baall
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Jardl Gk g A gall ot asaeaes Gl Juadl)

by Jaay) oMl (e s K e ladder molecular ¢+ sils S 5 pas - 9
CoAY) aall b g il paeall Ao (e sil5 00 20 5 (Al

G5l (aeall ity Al oSl QY] Jha g 2Dl dde e slaall aasy - 10
AB Clalae) e oy s siall e T 3 g sall (Lea¥) o sall alail) sl

Ge Y e s 10 Jlaiey el A @ et s b jeSU Jis il ey - 12
Xl Jsh

: DNA g8l paeall gl 3-2-8

UV Dl Jlesiuls JloeS daill dee Jla€l aay dall s o
Aad ) yalS Aol 50 484 63 g transluminator

s (haal) Juladll 3.3

Aol ss gl da il (plbias oyl die 50) 4e100 Afbasy) ol
(IBM  lani gabin Juesinls (5 lad) de sane (30 e 50, Al sl a3l
s il As @b L 0,05 (e JBY) dagill | SPSS Statistics Virgin 24)
il Hopylori s s ddall duadagl) da il Alal) jha e el JIKEY)
Cl a5 (OR) 4l duailly | (CI)%95 48l Juslis (OR) dema Y1 duai Al
G Al elal @ 80l aall Gk e JAY) 235 a3y 9506 Lol ALl
iy lpany g | X2 sl Jleainly 3 jlad) de gana g oda yall iadl Jaaill cilaa 3
33 55 sl (HWE) § ails — gala o)) s Jlexial a3 | Fisher test i laal
- Y

: 2-)5%;2“ 3':‘5‘3‘3‘ .34

G pealals Alimll pen JB (mie S e Aag peal) 881 sal e Jgeanll
Al

32



Sell | Juaald|

il | § o bl |

dEBlial) CJIJ.'\.“ :&‘Jﬂ Jadll 4
i) Gk jall &% . 4-1



LGB g U ....eeveeecnesenensnnenssensenasensensssnssassensssases &I Juadll

dasill plad) el de sane 0o Lres & ) aall clie Al Cuiaad
ClS 13 La sl 35kl de sane (e Db | H.pylori @ sae ddau) 5 dnuiall dpaiagll
Aol cllad) sl dus cuil€ 3 dpacag)l da il g ooy gl Luia o Ale Slla
s LS0h 40 sl 31 Ja M duwi Ga 5S) 9% 60 H.pylori o sas Aol daagl)
(4-1)dSE) 8 a5

percentage of isolates %

da il

Ala) Eua G pladh) ) Jla 0 A

o) s H.pylori Adsbu g dpanagd) da 8L cnbiaal) @358 1(4-1 ISl

wiclan s GONG Al ) Liay Al ALl il Hall s 2l Al jall dags (581 53
2 b H.pylori Ll sl Assslall L il e dame o) @ jedl A1 (2022)
Jase OS5 ¢ (75.47) LS 2ie 4 &Y 4 el I 3) o 47.28 sasall 4a
il e el sanall QL) oaim ya & A g lall LSl AbaY)

LYl Jare Slo Ll Al Gualdl o U sileis & (2000) diclen s VU Al o & ekl
Lo Ji Y o) iy ¢ sanall Aa B (pam e G HLpylori A sl A5 slall G sl
Gl Claliae (e Ml Jlerio¥) Cansy 138 (5580 38 oS3 (e Sanall s 55 yay D)
S ae 0 jlaally sanall A iy Cililiadl) elusill ool Ay 5yl e

Al sd) A g olall i) Jaea L Sl (2014) 4ielea s Shrestha i
g 3amall s 8 3 ga g Lan b BN (0 766.7 5 LsSA (o £69.6 4wt H.pylori
P) ded il 3 (732.1) SUYL L jlae (763.2) LS die ST IS5y sde Y
. (0.001>

Malaty 4l 25 ¢ (1998)aiclea 5 Kawasaki dule Jia s AT bl jo a3 & iy
H.pylori s s ddagi yall Gl ¥ LS Jare o Cppind) G (58 1 (2002)4de e 5
carall s g dpanagl) Aa 8l (ia ye Jia ¢

1oand) o pal) 235542
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H.pylori ¢se dbls g dpidl Laagd) d4a all Guliadl ol Jlae) a5 o
da jill 5 peadl 483 Gllia cailS 3] Lo aaadl | 5kl de gene o Dliad peall Ciua

(4-1) Jsaad) b ran 3a 5 LeS paring]
4 pand) Adl) s H.pylori Ao 3 dgadagd) da AL Cluaal) @365 (4-1) Jsa O

L lpadl) | 4 @l Guladl) el g yand) LAY
H.pylori dau g2 dacagl)

%8 4 2 25-34

%20 10 4. 35-44

%32 16 % 4554

%40 20 4. 55 (348

%100 50 & sandl

H.pylori s sax dasdiall dpaagll da ol abiaall (ia jall (8 (5 922l Cisan Gl G )
(45-54) Gn L Jae 1 (& S 55 (5 sanll alana il 3) ¢ (26- 64 ) O sl sE Jles) S
(4-2) JSal Gase eS¢ 940 Aty (358 Lad 55 ) jae 5 ¢ %32 Ay

12 -

10 -

4, glall Ayl

25 35 45 55
Crmbaall 45 panl) Clsdl)

o ) G Al gal) A g Stal) Adas) g3 Aganagd) Aa AL Gnbuaal) g3 58 2(4-2 YIS

Ol G e ¢(2002) ieleas Singh e A8 Alu A jal Aliles dagmill oda il )
LS s dsanagll Aa il o 4l )0 a8 ¢ panll (g 8 Al Jal e (8 Eaa (5 gaal) dlle
o omll LS e )Ll ST el H.pylori

A sl Ag g Al s gae o 1S 5l S (1991) aiclea s Graham wd o iy Sl
ol o A0V clul el coll Laagd) da @l (a pe DlaY) A Ui 1550 qaali
L /7] dasiy endl 208 ae Ao jun 2231 3 andl a3E ae oy Hopylori s
o) Jlaay

Leie Basac gy Al ) A 3lal) (g ae L) <l gl ¢(2013) adelen s Yan 4wl s
il O Lale 60 e A2 470 5 Wle 20 G o 250 JWEEY) OIS dua ¢ LS Ay ) seen
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Ule 20 o b chasinlls a1 sal (3 el o ple JS8 el JLamy) @l s
770 5 Gle 60 o b cluSall 3730 ¢ otia V1 8 730 Gn Al s2a s ) i
Lol s sl 8790 ) s

: pal) il i a pal) 3355 .4-3

Szad H.pylori sae dabu g dnuiall Luaagl) As 8L Gubadll poa jall )58 o
Al dluad G A8 llia culS 13 Lo yaadl | aall Jliad Caes 3kl de sena o
(4-2 )d sl b mase o LS daiagll da jdll
s pdl) dluad cua H . pylori ddaw) g dradagl da il Gbaal) &3 65 (4-2)J 92

dgiadl Ll | H.pylori Ao g2 draagll da il (laal) i sall | adl) Cle gana
778 4 A
7.11,8 6 B
7.19.6 10 AB
7. 60 30 O
7100 50 V]

CilS | dacagll da il abiadl ol (8 B35 sall o sl FEY) aal) de sena )
(B) pl Aluad Lali (% 19.6) dusiy (AB) pl Alusd &5 ¢( 9 60) 4ausiy(O) Ae sane
biadll (s (% 7.8) i o (A) pall Alpsd Ciloas |3l (% 11,84
) o Al 4l [y ye sal bl Cpeds dud all saa 3 il e diacagl da 3l
G ome LS AY Jiladll e S Ale Hhlae @l S5 (0) a2 duad o)) vy, (O
- (4-3) Jsa
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adll Jilad

Alpah s Dl ) A Slal) Ailas gy Apaagll il cppuaaall g355 2(4-3 )JSaul
Al
?

diclan s Hein 4ul 0 ey cyoal Al A5l clul )il ae 4ol saa dilhae Cud
Ay lall lewad A (5 50all 5 O pall Al (s (5 ima Tl )) 2535 el il (1997)
O Lo Jsand) o5 Al Clball W a0 4as a5 ¢ (P = 0.01) H.pylori 4l sd)
i din e ST O pall Aluad 31 a1 ) (2011) Jaff A s sy il 5l e aal)
ST Aol dysla Alaiul agaals iy grall Lpamall Lgilie Lina s 4 sl 4 3lall Ly ity
. ABO _aY) sl e gana (1 Lgd

el s 4l il ilaef (2000) aiclea s Alkout Al Jie (AT il
Sy sinse g (H.pylori s sl 45 3lall olad e Zpleill sl O pall Aisd o) i)
Aminu il 2 S5 5 saall anall aliall sliall & 4 glaalll LAY Jlus e e
CH.pylori s sie 0S8 3 50 Slale (585 38 O pall Al () ity (2021) 4iclen
e Al sall A g I L SHIL el A je AT Al ) o2 (8 A pl) Al am je (IS
AB sl duad o) 8 Gl (sl Sl jall e aaell Se e Al aall Gle sans
. (2005) «iclex s Kanbay 4wl & LS Ayl sall 4 5 lall L Sl 4badl 4 je il

: dad Sad) A Al 4-4

A= g Ao gl 5 4y ,iSall SLLaY) (e daall Sigan L Lega |50 oLl Jleadl el
Al allay) et A S e W Al delidl Glabaiall e G gill)
led daelial) Jal gall 5 il gl o3gd A 5 ol) JIKEY) aans o 4d cld Y Laas A s pldll
H.pylori < dsial dpeagl da il Lbal) LLE 2aad (3 50

: 1L-1B 511 ¢ 38k ¢e gl 4-4-1
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OV asa s, Aval 2l a3 Jlainly PCRsbuiall 3l yad sl Jeli il ¢ jelil

305 skl & TT sl baail) ek 3} (TT, CT, CC ) &,y blal 4336 5 C5 T

CC Sl haill (g2l =55 1155 190 4xkadll 3 CT Sl baailly | g2eld z )
C(4-4) S8 LS gaeliz 55 190 Aakadll 8 sela

M- -2 -3 4 5 6 F 8- 9 10411 12

== 190 305

— — — — —

M 13 14 15 16 17 18 19

s alra Jlag M sl [L-1B 511 ¢l (o) il Al gl Joa AN (4-4) a8, Jd
100

Jii23 522 521 519516515 512511 510 8956555451 < budl ; sl 45

Gl bl CC (Sl okl Jiad 24 520 518 517 51358 5752 <l ) TC Sl )kl
LTT Sl okl Jis 14 53

Ol seb il w23 sl A 3 Gle (4-3) dsaadl 8 AilasV) cilibll cisiS 3
CT sl baaill | slen dpaian da B agual Al sall 435 31ally Gladl) (e (13.59%0)27
aall e (4%)8 o) s b, CC balll agadl badll (om all (0 (7.5 %)15
Sle 53 (15%)30 o) A, (sl 3okl de gana ae Al TT Jaadll agadl
Y3 TT hatll e 55385 (2.5%) 55, CC Laaill e s 5ia (7.5%)15 5,CT Ll
A8 1 Ll (g sina (38 (5 250

) 8 ,CC5 CT Sl baaill g sheny cpbadll (10 (8.4%) 42 o)) i€ wildl 72 el
O Cun bl de gena ae i | TT Sosl) laaill (sleny cubadl e (4%
Eua L TT Laalll slesy (2.5%) 55, CCs CT sl Laaill o skeny (22.5%)45
Ll (5 e (38 3a Y

, CCs CT Lall sy gpbad) (e (17.5%)35 o) i€ il zasal
@55 (17.5%)35 o) A skl de sens po Aile TT Ladll oslesy (7.5%)155
Gl e YA TT Lall e (545383 (7.5%)155, CCs CT Slsl haill e
LA ) 1) Bl (g sina

39



LEBUA g i) ....oocveeveessensessessessessessessessessasssssasssenses &I Sadl

e e CAY) Osteny 75, T SV O sheny Gabeaal) (40 4001 <L) s 3 L
G 2 C AV e 55085 60 5, TAIY) o (583 400 3 3 kel de sana
el IL-1B-B11TT unll haaill o} (2020) 4icles 5 Altamemi a2 ojelal du
IL- i) JSEY) 238 (P = 0.005) Js Sl de sana (o omgall G Jasale (S5
Las 4 g lall L i€l ddai jall il 33 sl dale 44ia; 1B 511 T > C (rs16944)
el (a5 daniagll da il Gld b
LSl cpbad) el of ciow Sl (2012) aieleas Santos Al s <l
31- pasall 8 C/C 5 511- poasall 8 T/T Al Llai¥ll ) shans 5 4l ) A5 sl
Sl giae (e 5 Al Llai) s2a 2 ga s O 52y Basall el Lbadl il Fia jlad g
Al sl A5 3la) (5 gaxd AulgrilV) uladiuV) adiiay 5 Bazall (aes 1A ey Ul IL-18
sVl Al 5 paiuall ALY I Gl 1 gam 8 aad gl L)) o Lea
52080 amgl) Slead) Gl jal gl s Leiinla g

Ll I gam paeall 8 (aliasl o) 1w (2007) 4ieleas Moorchung
Slexinl) s dage Adpme gl Al g (masd) 1A OF ¢ Aulsall g lal) LSl
cladl Gayb e Al eliall cali 3ol ) (J) o 4 saxall ) 3) paladsl g g Sl
Ll 3] 5 et oty Lesale 30 lgiV) ol 53 5 Ay S0 pansl) oS i

JSGy Baeall leilly s cda B Gigas 50 (2002) 4ielea s Furuta 4wl s
Laail) L) Vsims , IL-1B-511T/T (nll baaill o sibay 0l (i pall (B S
Osad) alasY) d sandl jpae (b daseall da )y gl IL-1B2511 s
A 5l A ) gladl (5 sam

S5 JEY) o 8 |- 18 om Bl Y1 S5 (2002) aiclea s Hwang sl 5o o) s
) saa y Barall el ¢ dnaiagll da Al (e
IL-1B 2511C Ja¥) o ilas) Ul ) dllia o (2001) 4icles 5 Kato &l s < el
s 699 (e 4 sSall Al aglic gana (8 Gl ullS 3axall () jal

Gt T U5 IL-1B-511C/ Tl <in (U (2006) 4isbens Ito Al s & LS
C o) o) Y1 el (aal el Alal) jhalae (lisl]
Gl Gy o il Caliag i) QKA s o) () 3 gy il jally Cadia ) g oyl 13a
LS sladl 5 clalall g 3030 Lo g5 50 A3 A A1 jaadl w35t Jie AT Jal e e Sl
A sl
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O IL-1B 511 Al JW&Y) amil dal) Jaadlly S claa i (4-3) dssa Cpw

Slaal) g ol sal)
z3sall 3 ) sl OR Ci95| Pi.d
(Model) | (Control) Cbadl) (Pvalue)
Codominant model il bl &3 saill
TT (2.5%)5 (4%)8
CT| (15%)30| (13.5%)27 0.56 | (0.16-1.92) 0.27
CC| (75%)15| (7.5%)15 062| (0.16-2.35)| 0.36
Dominant model ALl 3 gaill
TT (2.5%)5 (4%)8
CT+CC| (22.5%)45| (8.4%)42 058 (0.17-1.92)] 0.27
Recessive model >l 73 saill
TT+CT| (17.5%)35| (17.5%)35
CC| (75%)15| (7.5%)15 1.00] (0.42-2.35)] 0.58
Alleles BN
T 40 43
C 60 57 0.88] (0.50-155)] 0.38

&

: IL-1B + 3954 (padl 8 dh e (s adl), 4-4-2
(4-5) JSa & AIWNI 2 o 5 il U8 MUCT ¢l PCR il gea

IL-1B+30954 Chad Lial) 8 jaly Sl il b 568N S ) (4-5) S8 o
el £ 35100 adas ana alra Jiag Mbwall TAGT 481 a3 55 Alalaall
L g3\8 793 249 anay U dakd Jiai 1-14 <l jlall g
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Y 3 5a 5 TAG | il 53 Jlasinls s PCRAwbesiall 3 el gl Jeldi geilis &yl
5249 dakidll & TT sl laaill jeka Cum (TT, TC, CC)as 5 blail &35 s C5 T
, 114 gl 3 jeds CC sl haalll 249 135,114 okl 3 TC 55 Jaall

(4-6) U & im0 LS 135

IL-1B+3954 gene ¢l (Alosd) pladll il <l Joa 8l (4-6) a8y JS&

7535251 S bud :TAG | 288 a3 34 Jlariny 9 RFLP 44y 4k polymorphism

10585655 <l lusall TT Jiaiall ()5l Sl Jiay 4 Jlsdl TC alaciall (Sl 500 ikl i 9 5
.CC Jiaiall )l 31kl Jii 12511

zosaill A 8 ) (4-4) Jsaall S Ll Jua i) a3 3l dilean ) i) < )

Ll | sles dpaian a8 agaals Al sl A5 5lally aliaall e (129%0) 24 o) seds XLl
2 (3%)6 o s 2, TC bl agaal Gubeaal) (m el e (10%)205 CC (SlsY
e 888 (11.5%)23 o) A kel de gene ge Al TT Jaaill agual  (ia yall
N TT bl o (5585 (4%)85, TC Laadl e 53 (9.5%)19 5 ,CC Ll
A1)l LalaiYl (5 sina (38 (5 22 Y

5 ,CC Sl Laill gelany gabad) 3w (21.5%)24 o) <aiS dlall 72 gaill
O 3 8okl de gane e A s TTHTC A Laaill ¢ sheny Gabadll (10 (%3.5)7
aas¥ ) TTHTC Laadll sleny (1.5%)35, CC Sl bl ) sleny (23.5%)47
LLa¥) g (5 sine 38

(9.5%)195 ,CC Laaill (sleny cubaall (0 (15.5%)31 o) i€ oaiall 2 saill
Laill o (5513 (%517.5)350) 3 8okl de sane pe 43 ) TT+TC Laaill ¢y slany
e B8 LY Alls & L) 3 TTHTC el e (5553 (16%) 325 ,CC sl
O Cun bl de gane pe e TT Ji¥) o keny 32 5 ,C Jal¥) () slasy (pbiadl)
Aban¥) il e ity . TT ddY) e 53 35 o)y, C i) e (553 65
de gana o TC,TT ,CC Aiall Lalaill) il 53 8 4, gina (35,8 23 5 ¥ iy Aallad) Al ol
IL-1B  JWSEY) axi 0 A83e (gl asmg ade judy Lo 138 5 5 k) de sanay (o yall
 8anall Gl jusill s dpaiagll As ) o +3954
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< (2001) aielan s EI-Omar 4wl Lel) cilia o8 ) il ae dagiill sda Cisilla
Ao sanally (el Gle sane Gn il Bl il 55 8 (5 ine GU8 2 Y adl iy
Jie Baxall (sl ol g 8o (5f 4edai ¥ [L-1B +3954 JSEY) axs3 () aa 5 <l ddadlizal)
Cdanall U e g da 3l

JEY) 223 Lol ) 25 5 a2y (2003) adelen 3 Zeng 4wl Allad) 4l il ciadla
& ade il o ol Tl W) 13 o i 3) samall il el 8355 IL-1B+ 3954 il
cAdiall G gl Gl

A |L-1B + 3954 TT of < 3 dladl 4l all (2018) 4iclea s Rad 4wl o cdlla
OR)] = ) 4aa ) ] Loangll da il 5 sanall Cleills Lbay) Hhlie glii )l 4dle
Sle (Cl=1.72- 6.71) «(Cl = 1.47 — 4.70) (OR =3.40 ) 795 &l Jualé < 2.63
Cl = 795 OR = 1.64 ) (s 3al) sasall Gilgills |L-1B + 3954 T il Lasi ) 5 I 53l

. (1.13-2.36

Ll PANEN C)i & dlias c.d\ (2013) «ielea 3 Hnatyszyn aul y & AT AP
Bl Gl s dpaagll da il da je TT (150

A8 ) Cle ganall b Adliad) dgiall Jpall o il 6 GDEAY) I S S
adiad

O 1L-1B+ 3954 (Asall JSaY) asil al) haaill g Jt¥) <ilaa 5 (4-4)J 92 (o

slaallly g pall

z3sall 3 yhaall alasy) OR Ci95 P ded
(Model) | (Control) Cbanl) (P value)
Codominant model & jidiall 2Ll 3 gaill

CC 23 24

TC 19 20 1.00 (0.43-2.35) | 0.57

TT 8 6 0.71 | (0.21-2.39) 0.40
Dominant model ALl 73 gall

CC 23 24
TC+TT 27 26| 0.92](0.42-2.02) | 0.50
Recessive model >l 73 5all
CC+TC 42 44

TT 8 6 0.71](0.22-2.23) | 0.38
Alleles Y

C 65 68

T 35 32 0.87 | (0.48-1.57) 0.38

: IL-1RN 86 VNTR ¢ 34k ¢85l | 4-4-3
Jsall e PCR ilaiie 43a3 2y PCR Juduciall 3y jed sl Jelin i < yelil
Ay Jalail A3 5 25 L <Y asa s, read safe daay ruais 5 SY) 4l
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A10 dxbadl & (Jyghall k) LL Jsl baill jela 3 (FL/*L, *L/*2, *2/*2)
240 dakadll & sk *2/*%2 A5l haill 2405 4104xdkdl & *LF2 ) aaill
(4-7) K& 4 mm e LS

LSO 1412

48 Jlenialy [L-1RN Al Q&Y sl b gsh) dia ) (4-7 ) o, JS4
59 58 57 55 54 53 5251 O jluall Q.G-’-c'@ 395100 o> a-"-‘ Jau M el RFLP
15 bl ;AL ghall U A ) k) Jias 24 523520 519518 517 5165 14513 512 511
SS e (sl ot e il Sk i 22 5 16 ol fel pscill (WU 311 5L i
o Al glall 5 3 _jpmdll ISV

e 48 O el Gl zasall Ala 3 o) (4-5) Jsaa 8 Alaal) clilll ceig
e 25 *LAL (Sl baadll slea dpama Aa B agaaly Anlsll Ap g 5lall ubiadll
e #L2 Taadll gl G e da g Y O Cps (B, %2742 Jaail) ageal Gabiaa) (ol
65 *2/*2 baaill e (5 ¢3a3 8 ¢ ¥ /AL Jaaill e (5638336 ) Cus 3 k) de gana pa
FL2 haadll o (g 5ins

e iy Jale liay (5% ) %2/%25 *L/*2 A5 baaill (g sime 38 22 g Cua
L paall
Cbiaddl e 2 ) *LAL S laadll (slesy Culiaddl (e 4800 CalS MLl #0 salll
sl Baaill () slany 36 () 3} 3okl de sana pe Al F2/*2 + *L/*2 Laaill () slesy
Lailly 0.001% day s sima (58 2 5 3 ¥L/*2 + *2/*2 Ll (ysleny 25 *L/*L
ol e 8 5 dale ey o 6S) SN X %24 *2/*2

5 FLA2 + FLFL Sosl Baaill (pleny ubadl (e 480 S oaiall 7 gaill
sl baill e (553 420) 3] 5okl Ao gane ae A *2/*2 Laaill ) sleai?
G seka*2/*2 5l laall ) Gum *2/%2 Jaaill e (g 5in3 85, *L/*2 + *L/*L
oAl (e A Jale Ay (35S, AN %0, 0046 ey (5 sie

)8 *2 V) Osleny 45 XL DY) slesy baall e 960 LY Al G Wl
AL F2 A e 5588522 oy, FL JiY) e (55883 780 dua 3kl de sene g
Oe A dale Aliay S AN X2 V) & (p = 0.001%) das (5 5ima B4 ek
oall
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GOV ) @Y Caiial ¢ (2001) 4ielea s Machado sl i ol
ds. (L= *5 ¢ #4 ¢« *¥3 *1 B ) ALkl @SN (2= %2 JAV) el
o U Allae L (K242 5 L2 5 LIL e o ) Lol L] g
IL- il Sl & € G s g aae iy S (2019) aieles 5 Idris Al o
s o)) iy Sua | (p-value=1.0000) ddlia¥liasll H.pylori s &« 1RN
shlia S U5 IL-IRN*L Jill Lasiy) 3 jsaeall Gl pels 3leiy [L-1RN JI5Y)
IL-IRNL/L gl el ¢ ¢ (P=0.0261) (yann IS aim sall e (b 5anall al el
all ) pdie Y ) sl el Gl haal sl e B S S K
¢ ey e s le (0dd=6.000 (95% Cl =1.750-20.57, P=0.0056),¢ Asagl!
. (P=0.0504) IL-1RN*2 Jal¥) 4 (il 33nall la oo (s S ol ) lia
O O O i S (2002) adelea s Wit Gl 5o Jie 2l il 5o Layf il LS
b Gge 1550 caly 2 AV o 52w ¢ [L-1Ra VNTR JK&Y) aaa3 3 diadd) cdUIY)
A 5 Jale Agliag () 55 aaas 30l ) Ol s A1) Ao Liall 5 daliaall (gl a3 el ula)
oAl e
IL- Jass s2) i yall ) (2018) diclan s Rad (sl a2 celal ¢ s e 50k
Cl = (OR = 2.97) decagll da L 4adl 1yl ia 15ia) *2 Y15 IRN L/ 2
. s e (CI=1.13-2.36 <OR = 1.64 ¢1.72-5.11

IL- ol 8 %2 QY1 g i) el (2002)wielen s Furuta w3 & <

L g obie )5 amall da 8 (i pe dm S B il IRN*2/%2

SV aa 2N (ol sl dading Capaally L paSll dall Blail) (e apall Jon
L IL-1IRN2/2 Gl baaill o ) Al Zul pall Uil | i sally ladl da je
Jaaill 138 (pe (ygilay (Al (mpall Caaginy () Banal) da i AbaY) lady S UK
omS s ) samal) da g Aball jhalaa 3l ) (e 2l e 5 el 4l gAl) sl

O 32l ST g A shae dlgl daelie Aladine) agaad JaV) 138 5 shasy (dl) (alaslI () 3
J A 33 O @dgiall ged ¢ IL-1RA (e AT Al s blail ageal (il LalasY)

Gl AndlSe 3 3l ST GalddV) oV Jead 88 Cisag 3l Al [LIRN*2

Witkin  Aul 0 B LS Ay delidl ah) cuen Jleaiul) ol A Sl
O3S (2 say 38 Adliaal) AGlull il jall (8 jeda 3 il s (i . (2002)4ie Lea
Dhan (558 3 dpdgee Cilale 5 Adline A0 ) Adld ae ddlida 5ol o @y il
e (CagA Al ol Lulay)) Hopylori @ sie 8 dpuall CUBEAY) Wayl jigs 8 abll)
. H.pylori & sas canaall [L-1RN VNTR JWSEY) s Lol ;Y|
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sl s IL-1RN () SIS aaai! dad) Jaalll g J¥) <ad 5 G (4-5) Jssa

slaa g
z 3 salll 3yl Uiyl OR| Ci9% P da8
(Model) (control) COmbadl) P value
Codominant model & jidall 2Ll &3 5l
IL-IRN*L/*L | (18%)36 | (24%)48
IL-1RN*L/*2 (3%)6 0| 0.42](0.33-0.54) 0.008*
IL-1RN*2/*2 (4%)8 (1%)2| 0.18| (0.03-0.93) 0.028*
Dominant model ALl 3 el
IL-IRN*L/*L | (18%)36 | (24%)48
IL-1RN*L/*2 (7%)14 (1%)2| 0.10| (0.02-0.50) 0.001*
+
IL-1RN*2/*2
Recessive model exiiall z3 gaill
IL- | (21%)42 | (24%)48
IRN*L/*L+
IL-1RN*L/*2
IL-1RN*2/*2 (4%)8 (1%) 2| 0.21](0.04-1.08) 0.046*
Alleles RN
IL-1IRN*L 78 96
IL-1IRN*2 22 410.14 | (0.04-0.44) 0.001*

: MUC1 5640G>A o 3db (e s a3l 4-4-4
GO SIS AL cligyll dlle e uS S G s Mucind
it Al Ak ¢ Ll Adal A )l 4 seaall Sl a5 ( glycosylated)
A3 o v s ALSh ol leadl s 8 Ly slimedT (ha LIS A Ay el LAY
Aabiall 43030 pualiall e J sean) agiSay 3) G gpalls Jasi i 0 (S Al <l s Sal
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Aoa) LU AWEY) ¢y sal ) ) s e ¢ iV g bS5 Al 5l leall
. ( Derrien etal.,2010 ) 4ssal)

(4-8) JS&l & AIWNIT il a5l bl J8 MUCT ¢l PCR il poa

Alalaall J8 MUCT ¢l Uil 3 yaly Jo Uil il b ¢Sl Jaa ) (4-8) S c

Fadad Jiad 170 Jsall s 530l 755 100 paas o plee Jias M_tsal) AIWNI 258580 o 330
Ll 755188 aasa la

pla3iuly PCR Giladie Juab 22y | PCR - RFL duuiall 33 yadd gl Jelii milis & jelil
3. (AA, AG, GG) 4l s blal &3 5 Gy A OV 25a g ¢ AIWNI 2l oy 53
Lall 5188 4kl & AG Jl baaill 1144130 & AA sl baill el
(4-9) JS8) b moa 5a LS 74 Zakadl) b jeh GG (S5

, MUCL 5640G>A oaall Al paill b gl Ja il (4-9) a8, JSi
165 14 513 51251057 55 51 Sjbadl 1 388 7 95 10023 alra Jiay M b
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Skl Jii 21520515 5 9 58 54 52 Sl AG Sl Hlokll Jiwi 24 523518 5175
CAA S Skl B 22 5195 11 56 53 Gl GG Sl

@ O (4-6) Jsaal) (b mem se LS Ll Jsamall 5 ) Ailian ) il i€ Cum
daf aeaal s Al ) A g lall Cpbadl) (e (12%) 42 O Jedae (bl zasadll Alls
, GG Laadll pgaal (pbadll msall (e (7.5%)19 5 AG S50 Jaaill | sles Granian
3ohudl Ao gane e A | AA Ll apal sl Gk (4%)7 O o G
Laill e ssiad (9%)18 , AG Ll e s sia3 (14.5%)29 ¢ 31 (control)
A Ll (5 sime B8 g) 22 YY) AA Ll e (5 6ia5 (1.5%)35 GG
5, AG+GG sl el () shany Gabiaall (0 (21.5%)43 o) S 3l =3 5aill

O Cua bkl de sana ge Ajlae L AA Gl Baail sy gabeadll 0 (3.5%)7
px s . AA Lall (lesy (%1.5)35 AG+GG sl baadll o slasy (23.5%)47
cBlal) s s (3 25a s
(9.5%)19 5 AA+AG Laaill ¢ sleny Guliad) (1 (15.5%)310) i€ aliall 72 saill
baill dala Ladd (17.5%) 350 I 3okl de sann ae 430 GG Laadll (sleny
CAagine 358 Mlia a0V gl ¢ GG bl e (5513 (16%) 325, AA+AG S5l
L G daY) sleny 625 A JY) Gslesy Galeadl) (e 380 <LV Alls A Ll
o G Y e (65iai 65 ol A JiY) e g 5iai 350)) Cua 3kl de sana aa
G A LWl Y1 G Lsine G Y A a8 Al L s s
e ¢ il JSEY) sast s da i) G daual 5 A8e aa ¥ Gl claall 5 Guliadll
3axall [l el ae MUCLA! (saad) sasill d83e iy Al 5 dslad) il ) Qlef e
Ol G ye Jie H.opylori b G20 AY)

I ol A (2021) aielea s Shekarriz gl ae dallall dul jall il 5 55
Loy sha sl S JS5 H. pylori s GA / GG )l il Lls )l aea s
.(p = 0.0001 Cl: 0.128-0.493 7.95 «OR = 0.251) 3} sanall da usy

Ol e S ol ) @83 (2003) 05030 Silva Awl Gl
L) ol 1 ssedal WNTR goase o8 G5 Gailise | 55l (e jall 3anall Clgilly bl
Jszall 5 samall Gl Lbay) 4L e 25 MUCT Gl VNTR (s saea¥) Ayl
barall Clgill sk 8 dajsie MUCT il JSEY) aaed o) Wl 155y | (s snall
2 Barall (U el dadie 8 5 ¢ (g small Jgall 5 (e el (5 ) sancall

MUCL 0 & il JSY) o ol el (2013) ielens Li Al Ay
JSG sty sa (H. pylori )i sl 4 s sl oia je (8 Al Alaiul) A ol L)
Sazall Gla jual dlasiul) 82 ) 5 sasall Cilgdll (8

WY axed o) caigy 3) Al il Al (2020) 050340 5 Alikhani 2l s calls 3
A Lol 3 amall Uy eV had (ymlidily i jall 58 MUCT 154072037
«0.507= OR) L byl shaa (mlisilh MUCT ceal rs4072037 (& 35254l G
JSEY) aand o ) @il @yl < 150 (p = 0.003 «Cl: 0.322-0.799 790
Ll il ) & B <MUCT 5640G
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3sas (2014) aiclea s Kupcinskas 4wl e Jie sal Glul o magi ol ¢ @l aag
is il ae H. pylori s MUC1 rs4072037 cpal JSEY) axxd o € Ll )
. Bazal) s s g Bazall Clgdl) (diaagl)

JSs (o3 el ekt Al il )l o b e i) (1 (2018) Allen Al o (25
o2 O S Apaagl) A 3ll (i ge G el e e Blaal) Jalat (g el sl (s gaal
eand ) oL 83l 5 () Apaimgl) A i) i je 8 Jlad) alall jLgiy) 1ha
Ll 391 iy G (AT Dl it 3 a5 A4 e a2 (o ¢ ) 128 8 Baadl)
¢ O Y ¢ paaa Y o sgde ae daiagl) Al i je (B Baxall uand 2l ial) Gaenl)
0 wis Y

050 A MUCT sl JKEY) axx3 0 (2003) 4iclea s Van de Bovenkamp o
@A e mucin S s dus slaall 2 MUCL e el ) aap AlaY) 300 B
Lol il Jiiall Jany 2) adasd) Bladd) s Ak & ) o Sall i
( The carbohydrate blood-group antigen < sxa s S IS g8 Al sl 4 g s
. Lebd Jals aal 58 MUCBAC 223 5 dsnaidall 33aall dasl 8 3 52 54l Leb Lewis B)
MUCL il JWEY) amil ) Jaadlly Ja¥) clani (6-4) b, Jsan O

sl g gl (o 5640G>A
sl 5 sl RS OR Cig95| pied
(Model) (Control) Cbadl P value
Codominant model & jiliall bl 3 saill
AA (1.5%) 3 (3.5%) 7
AG| (145%)29| (12%) 24 0.35 (0.08- 0.13
1.52)
GG (9%) 18| (9.5%)19 0.45 (0.10- 0.24
2.02)
Dominant model ) 23 sl
AA (1.5%)3 (3.5%) 7
AG+GG | (23.5%) 47| (21.5%) 43 0.39 (0.09- 0.15
1.61)
Recessive model il 73 saill
AA+AG |  (16%) 32| (15.5%) 31
GG (9%)18| (9.5%) 19 1.09 [ (0.48- 2.45) 0.50
Alleles SN
A 35 38
G 65 62 0.87 | (0.49- 1.56) 0.38

:Pepsinogen-11 ins/del gene ¢ 8k (e (Aijadl g Al 4-4-5
o= Y H.pylori 4l sl 4 3lal) L Sl Lgilala o 3a3 Al dia jadd) V) o
& 25 @ Pepsinogen-ll ¢ua Wias sadly Ala¥l Slaa) (810 W oS
GlguS) 11 2 6P 1,12 o aly s2cld 7 ) olS 10.7 anas Bas) g A3 a8l gy L)
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Cadall / ) ay) Y aaas b b Lay ¢ Jall il e JKST 320 4l (i (ex0NS)
oSl Lgadati s PGC _wad e i ) (SNPS) <lasi sl sill (galal JISEY) saai
Gy barall da B ae PGC uall JKEY) aae3 Ll ) o 4Dl (e (5l
il pe alSllaall (e Galiiie (5550 (adla de 100 sty @lld g 4l sall 4 5 5la)
H.pylori Jb ombas (=il (e due 50¢ Pepsinogen-l1 ins/del gene J sl
. (3ol de sana) ailus (adli 50 5 drasad da 8 agaal

sle PCR wilaiie Juad 323 PCR Jdusiall 33 yad sl Jelii il < jelal ¢ pudiaail] ey
Lalail 2 5 S5 L <Y aga , read safe drwa Leauais 5s)SY1 2D 3 sl
Laill | gacld # 55 450 dadadll & LL 55l Jaadll jela 3) (LL SL ,SS)adl,s
755 310 Gakill & jela SS )l haalll 5 sacld 7 55 4004kl & SL )l
(4-10) JSall gem s LS (5208

M1 2 3 45 6 7 8 9 10 11 12 13 14 15 16 17 18 19

310

M 20 21 22 23 24 25 26 27 28 29 30 31 32 33 34 35 36 37 38

g5 0o Pepsinogen-11 gl (Aol nlaall b <l S il (4-10) ad, g8
14 513 511 51 < bud) 1 @3B 95 100 o> alra Jiag M besal) ddLa) /cidal)
528526520 51059 5653 52 o lusall : AL ghall LI Jlaiall 431,501 k) Jiai 31529
Skl Jii 19518 517516515585 755 54 el Huadl S F1 )0 )kl Jie 335
355 305 22 5 12 Gl jlusall Lo Alyshall g 5 il SOV S e (g stall puilaiall e 1)

Obadll (e (179%) Sl & jiiall Sl z gail)l a3 AdlasV) clilyd) ciis
(6.5%)135 SL (S1sl) Jaaill | slas dpaan da B agaal s H.pylori 4l sl 4 jlall
. LL il agaal (1.5%) (om0 3 O g (A, SS baadll agaal fubadl) o ) (0
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sLL haill e s5ias (15.5%) 31 o) 3 ,(slaaa¥l) 3kl de gane pa 4l
-8) JSlly e 5a LS SS aaill e (5 5383 (396)6 5, SL baail e (5533 (6.5%)13
(4
Sale ey (58 M (g gina G8 LL (sl Jaail) jelal (ulal) agaill (& o)) Cus
sl Il ¢ slany abiaddl (e (8%) 37 o) <SS Ll zosaill | ALY e Al
O 35 shand) Ao gane ga & Ea , SS daaill ¢ sleny (pulbadd) e (6.5%)13 , SL+LL
.SS Laaill ¢y slany (3%) 65, SLALL &), s Blalll () slesy (22%) 44

LL Ll ) shany 35 SLALL daaill & slany Giaall (30 47 () RS adiall 2 saill
e 53195 LL S baill e (o585 310) 3 3okl de sane po 43 lie
Ly Jele Alier 58 AN (5 5ine B8 seday LL sl baadl) o) 3 SLALL daail
oAl e

Die L JiY Gsleny 405 S JiYI @sleny ubiaall (e B0 <OV Al i Ll
sebun S AV e (55883255 LAY e s 5iad 7500 Cua 3kl de sene ae
c ol e Al s Jale ey 05 AN L SV B (5 ina (52

) (1993) aiclen s AZUMA A 50 8 LS A8l il jall dallie cila iliil) 53a
sarall da iy aal) aage 8 PGC 8 il JSEY) aaed G € Ll )
o ey sl pamsall 3l JKEY) aaed (o Lol V) 13gd dpaal @llin (o 5 draiagll
. Baxall 4a 3
5 Aaagll da AL ALY sy dasi ) PGC JSAY) 2 of (2009) 4ielea 5 SUN S5
A(GC) samall o s (3o O silay (A (um ol
1 A @y 28 PGC 0l ) (2016) 4icles s Kumar deas ¢ 5,31 & il
& PGC b gia (30 SS A5l adll & jeda (53 (homozygous) < s J Jilaia
LSl (5 932 (mliaall (el (8 Aala s ¢ GC (e Usilan (il (apall (S Jiadl)
Gastric Intestinal ) el sl Jgsally 4 3l ¢ H.pylori 4wl sl 45 5is)
.(Metaplasia

Jladl JNT PGC ol (2006) 4icleas Pinto-Correia US> ¢ <l
PGC _uad mhiilh 3laie (€ SS A5l bl Jiaidl s (homozygous allele 1)1
o Bamall (age sk S8 Jale dolia ()5S
PGC ol (8 duall JKEY) aaad (s Lol 5l s gan s ) Ll Joasill 3 ) el

.(4—7)d}~3§5\ @ c.sAjA LS 'E.JMS\ ‘; A\A)Sl\}

O Pepsinogen-11 adl JSEY) aail aad) Jaalll g Jd¥) cilaa 5 (4-7) Joda O

Slaal) g ol )
z 2 salll 3 yhall salaisy) OR Ci95 piad
(model) (control) Cmbanl) (P value)
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Codominant model S yiiall bl 73 saill
SS (3%) 6 | (6.5%)13
SL| (6.5%)13 | (17%) 34 | 1.20](0.37-3.84) 0.48
LL | (15.5%) 31 | (1.5%) 3 0.04| (0.01-0.20) | 0.0001*
Dominant model Sl 73 gl
SS (3%) 6| (6.5%) 13
SL+LL | (22%)44| (18%)37| 0.38](0.13-1.12) 0.06
Recessive model (il 72 saill
SS+SL| (9.5%) 19| (23.5%) 47
LL| (155%)31| (1.5%)3|0.03 |(0.01-0.14) | 0.001*
Alleles
S 25 60 Y
L 75 40| 2.00((1.09-3.65) | 0.017*

S ¢ Al aaa 8 CODUAY) Crann ALl Sl ol cp daiill 8 DAY 1 (S, 8

s Jaais (oall 8 COAY) s s Juluial) Sl paal gall Jeld Al

L

. wa el

Dmady Mg g gall e Ay Jale ga L (Sl el o) o Adlad) Al pall 8 Wl
@M@S\P:\ﬂ;é&kﬁ}aﬁ\:\u‘_}ﬂ‘uﬁc M.\Lmj\&l.m\)ﬂ\t.«éhﬂ\c.\% qu
C sl Jaail) gy Al jrall A mguéu,:‘y\ Yaal g

: Gila i) g clalitiuy)
slaliiiud
JaV Ll dlay) sy S AV Ll ) 8 PGC cuadl JSEY) o aaluy 38 - 1
el e 4l 5 Jale Ay Jans L
Aliag Jasy *2 V) o i) [LIR-86VNTR Jl sl JISEY) aams o Jlaiad - 2
coaall e 4y dale
Lol f Juaiad (sl Wl yal () Al ol elai ol 11 -1B 511 JIKaY) aseil dailly -3
Agaagl da Al o e
. H.pylori G sa AbaY) Ale MUCT U sl JSEY) 20e3 aaluy 38 - 4

s sine Bl ) (51 1L-1B+394 (el JSEY) a0l () o) Jlainl - 5

Jib dbadlae 8 A ol Anel Hopylori s
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Goodll paadl Gl jall (pe ddlide dlhalic (e (i yall (e oS 2ae e Al Hall saa (guldad
C o) oy

aghli )l s S gl ge &Y glead el JKEY) s Jlesiuly Al 3 ¢l ol
. H.pylori ¢ s

G9e ae Al ol san (& all JSEY) s UK all el e G A8D1)) alay
H.pylori

Adliaa) Ayl gl Hopylori < Abal) G 48kl il ) )3 ¢l sl
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Summary:

Helicobacter pylori is a genus belongs to the family

Helicobacteriaceae, and has been associated with gastrointestinal
diseases such as gastritis, peptic ulcer, duodenal ulcer, and
stomach cancer in infected persons. The genetic variation of many
immune and other genes influences the susceptibility of bacteria
to infection.
This study aimed to investigate the relationship of H.pylori
infection with the patient's gender, blood types and susceptibility
to gastritis by bacterial infection, in addition to investigating the
effectiveness of genetic polymorphisms of immune response
genes such as IL-1RN 86 genes VNTR, 1L-1B511, and IL -1B +
3954 and other genes such as the MUC1 5640G>A, Pepsinogen-II
ins/del. Peptic ulcer and severe gastritis associated with H.pylori
infection are widespread in Iraq.

samples of 50 people infected with H.pylori were diagnosed in
laboratories associated with gastroenterologists (Al-Kindi
Laboratory) in Babylon Governorate in the period from
September 2021 to November 2021, blood samples were collected
in EDTA tubes for each patient and also 50 samples for uninfected
people as a control group. The DNA was extracted using a DNA
extraction kit (G-spin/ Korea), using the Promega/USA master
mix, then PCR technique (in vivo DNA doubling), electrophoresis
with agarose gel, where the DNA is decomposed Nuclear.

The results showed that most cases of peptic ulcers and chronic
gastritis caused by H.pylori infection were more in women and
also in a greater proportion in people with blood type O. The

genetic polymorphisms of the genes ( IL-1B + 3954, 1L-1B511,



MUC1 5640G>A) had no significant association with peptic ulcer
infection, as there was no significant difference between the
genotypes and alleles, as the P values were respectively (P = 0.38,
P=0.38¢<p=0.38).

This study found an association between genetic polymorphisms
at the Pepsinogen-11 ins/del gene locus and gastric ulcers.

The LL genotype showed an increase in the control group, which
provides protection, so it serves as a protective factor against peptic ulcer
infection with H.pylori infection, where p = 0.0001 *).

There is also a significant association between the genetic polymorphisms
in the gene locus (IL-IRN 86 VNTR) where the P values were,
respectively, P = 0.001 and stomach ulcers.

The results summarized that the patient's gender and blood type affect
the incidence of peptic ulcers with H. pylori infection.

In addition to genetic variation for many genes that affect infection,
namely (IL-1RN 86 VNTR) that increase susceptibility to peptic ulcer,
while IL-1B+3954 1L-1B511, MUC1 5640G>A gene polymorphism was
not related to infection, as for the polymorphism at the Pepsinogen-II
ins/del gene locus, the LL genotype appeared as a protective factor

against infection.
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