3129 ol jleow 31 oo 102 (5 59l 5L oSl (S gw 33 cagAd () 9929 owy ¥

'PhD)esl3 et 5 553 = (PID) (5356 dosme 753 = (MD) (o3 5 gugin 5y 5 755" = (MSC) il 3 203
Ol ety (OOS (S sl slSls 4S5 51 Slacs oy Do 5 o 1 gt ski 7
ghanaei@gums.ac.ir : Gy xS ey
AP/ e gl AV YT b 58 g g6

o>

Ol b 553 38 IS b Casl o0 S2gly TSl Cgie el £ YD b el (Dol DTS SIS slon ol ke Sosky TLsSn ToEe
bl dad o cagA 9 VacA Glolow 3l oud i S3gky STLaSD SB4 gw 53 Ol 9 (ume Jolge cizxad 9 S 55TL 4 dulg (2136 skow Jolge

B SlBgh b leF Mo 5lrd Ol slow 3 0 i Sraky 5T LeSud (S g 3d CAZA (35 19l qwy g IBAD

cagA j 1918 45 b plowil OIS Dbl Wy o leF Dlaion 3 s b1e5 olSlosd 4 ouiS 4 Tye slow 1YY 3 hwosi — ke adlian cul 1B 99 9 Sge
g3 B 39000 03kl 3390 (ST 39037 A (owyp (PCR)I yosls (S0 pomi3 (2519 31 odliiul b odlu (5 3gk 5 bgsuld 3550 B+ 53

i JIET Co gl Olslow b Bd o S gw 30 caZA 05 (1918 PCR 3 L .Ailas Cds™ 9y 4 S5k 3590 B¢ 33 okl (wyy Sladiges 3 :@lﬁ
S gl Olslow 3 oad fa (Sl gw b O3 (ol (Bl o 13 (G108 e gL 9 399 7V o g7 oo (UEFIF UMDY b § 4 000 053 § PP p5) (939! Lyl

Dgu 13 Sx0 0xe v 9 £ B ) i 1T g sl O olow 1 ok T (G4 gu 3590 33 D9l (g1l Lol (P<e/+B) Cuold 3929 93 59!
Sl s PO 05 9 Okme 5 s Oslews 3 CAZALS b Sgky ST LNl 1S S Aol

VET i lmis AT ol polex 5 o 0055 OIS (S5 p5le ity alme

Sy 5 03,5 Jlad €ag a3 sl o i by
OAs e @ Ol 5 oo alez OF 5l 48 sl ol gla ST
»—SUGBKNF)B KNF Wb gy, Jslse
Jas TCR GladbSms & fruly 53 45 sl (g5l s

(ol o8 acnlS bl s 10 5 3500
534S el ls it 5SS S AP-DAP-1
Slatmstd 53 J5 058 o Sl dsha #1511 (6 b
S Sl SladlbS s als 4 olazsl | sba T
o=l 0s Jlad s S eslil (53,8 o s TCR G, b
SLa0s Jold odnin a0 Ol Lol g 5is,y Julse
s diSJled Slal5 58 5 LarplS 58 sdiSUS lasss 30l
st esde I 5o sl ST slnest
GLa0) o p 4S old Sl S5t 3wl glac Il

9k AT [ ety o3 /50l ST 10319 Uls”

doio
5 odme o5 Ly inlS sl Jole (g by STl
(Y5 )l (i 58] Bl p ] odms Ol s cans sl
AL ol Lol os Tl 81 plas o (8L oy 2lS
AL als Ohlew 31 oS sde 55 L Lol el SKes
S 355 e slaml edre Ol b o35 dSle (00
0IiS o3ls a5 S gba (6 len Sslite sla)l>
@ S 513 i ax 55 550 iy &S alge 31 5 (F-0)
el Sl (Sas xS slen s 68U 2lioben Jelse
Ll (IS Gloysl Jalid (oo Lo 55T 3KCha o 5
2388 a5 5l 0 5 U SIS S S g
Akl e B Js il anils DI ol ole
€ag a3 Sk o i 4 Glate OS5 (alilen oo
0k A ole e sl Shas 51 LK (A a2l

Ol oY OloedY dly ot 55T oK1 caly pole oLl )

i Ol pl ad; (S (S p ke olS8ils S 5 (2,158 Slacs o Sliio S 0 Y



e sk LS Glaw s 3 caBA 05 355 sz

55 3 ek o5 a)l ol i J1al oy 28
RN V’“‘”“L’ aasiles

ged 33 Sl o 5100 plakd 5 6 8L llalax
Sl s 4 8 oSl law s 5T U ) e
Jgamen Slopsl S C8) s Slossl S ai gl S

S 53l 5 o3 5 g0i b plandl o s (OLES L S
gl Jaen 513 53 35 oo T e 5T sl s
S ol BTy ciS s 5 iz Kbl &
S g edd S6 A b Lk S Ot Loy 0 -V L

12,3 0 Coy (sl (s5lem oS Ll i 5o alisy dd el
YV osles 53 550 bt Sde o A VL b
Cosh s Ldd (S Wb § 5l S Sl ax s

53 e S 0 8 55l S5 w2l SL la IS
5 VB Glosl slaces 003 e (S Sr 23

AL dsle 4 o SL el cis s el slas]
=Ye 53 DNA #lsual o&Ka b Jawe S olin
MR ST NVIC W TS

a5 DNA sl DNAG a5 7l 5l
5k e L sad 11l (0P8 plonil o35 1S 5 b 5 It
STES il s Son 00 5 2ol sy gle o 5 53

(Tris-) 3L )5 Ses Y+ (SDS-Tris-EDTA-NaCl)

$sln Slapon s A3 3L3I PH=VA |, TE EDTA
A S T Ol ) W) el w pp IS s
wids 0 5 WS,y akds ) ol 4 5 LD
Y S 5 Sskole 51 e A (13000RPM)S i sl
O R R T = VAT glow ol
e s Ll Gl J 51 4 sed 02 ol V/0 s PH=0/Y

.z

agds Vv ams ST gl s agdsy Yo cldS )
JE L DNA sy ool oo (13000RPMDS 4, sl
Sstmle 4i3y 0 3l e S piied Aoy Ve
3,5 00 3 a1k £l el SLDNA (13000RPM)
5 CaeS LAE K Jee s PH=ANY) TE L
3 GRSl G i, b s WDNA cuis
RSE BTSN

oo b s S Y0 s 3 PCR sl (PCR plos

Sl i as b o a5 5 5 CAZ wid S 5L 0
Do L2035l S 0 E-VA) AiS o IS |y 5
cagA (Cytotoxin (}cag a—wsisl oo as
e 5h il slesl 4 &S ol associated gene A)
53 >3540bp axkas I >0 ,5 (Pathogenisity Island)
Oljms desyd 5 035 CAZADS (6 S 5,3 Jomn S 51
o L Sl &S el doy3 Y0 O (s 5158 5 stane
e il JUsl b cagd sls (Ao ,3¥9) 55 s
cagd (Y+ ) )c—ulodi i (o) oly L aCls glaes g
ol s s LSV EONYA (s oS el 35
SASL Lot s Ao )3 Vo005 05l (S o0 23 5s 5
s dssstm 4o 2505 5l e Cag i 201> 2525
53 8as i 5 a8 Jlad Oad i 5 Olge

sl Olge Jobw 0ss ) ol 5205
Sole Olge s sl SUaSla cagA o5 (YN 5IV)s 50 o
53 il Gl el odra Ol s 5 odas 055 55 Sl
3525 LUl dlasad sl 5 Hpylori glas 8 ¢ 55 5,550
shia i sl Oy e il LeagA
Sl bl gdme lad s 5o el 5 54058550
Slad s 53 CAZA O o) o andllas ol s (YY)AS s
sl o slas Ohlas 5o Lo 5Ty Sls
ONS US55 ool S Sl S e w0 e iSanxl e 5158

S ool Ol lews

by w9y 9 3Mg0
&ﬂ;@u.:j;ﬁ;f&)\;o&u)bgoJ&JSW\f)Laﬁ
g caoliion eSS Sl e A planil OIS Ol LS
awr A el jasid SIS aesie by ool
= 64..)».. )‘ eala! 2 w.o 6\4,4\..;4}.4) d‘)L&f
Mvswédbwwuaﬁkﬁ‘)bJUJJSLAG“)J?LSGM
Gy oS 5lee (50503 b (s by 5Tl ade (S5 S
3550 53 g sSs kil laasly sy 030 G pae S
Jolo o Soler 4 Oblew e 5 0dld O Jlew o

ARV ;ﬁé)}}/quu/r)Lﬁ)Wg}ﬁ/d%éﬂﬁr}&e@\:@ Yo



ab‘)w‘}fﬁ:-):s.)jszﬁwaJJs}-v&w)w)ﬁjﬁfSJ-ﬁGJﬁg_,...l)

s Ve Sdews g S 5 Jaey 5ol S sle VY
sl Sl a g 1A bl VY Gl s
Jhis O 5l cte JgS Olgea 5w ATCCA43504
J5 55 PCR (slaes 51 5 s eslizal ine J 28 Ol ssws
s oele s Sl e LA 63 5 Aoy V0 LK
size marker «yioen g g VYO eslitul 5,5 3
el b 5l 51 w25 (100bP) (3L i) s
Ll o311 5 (15 e ol |25 slail 51 dbes

A s S50 055 e L

+/6 MgCly )5 S V/0 PCR IX 5L 51 25 s Y/0
A5 A S /e 0l o5 52) ANTP 2l S
Taq DNA o3l 25 Se /Y (0 dsa) el
DNA I s Se ) 5 (03w &S %) polymeras
A bl (o ply Sl Slad s Sl el 2l sl
S5 s iS5 (Bio-RAD) IS 50 5 olSzus 53 DNA
Glos L3 adsl (e uls 4ids 0 il el o5 e 4
A6 s ai3s) Jold oS e IS TY IS e ax s A8

5 aids) ‘.>|J§6:JL..~ a3 OA 3 4ads) ‘.>|J§6:JL..~ a5

cagA 05 j:SLT 6‘}3 oslazwl )40 ﬂ\ﬁ\d‘gu\:-

Gens Primer Name

Primer Sequence

Amplicon Size(bp)

CagA

D008 ATAATGCTAAATTAGACAACTTGAGCGA
RO08 TTAGAATAATCAACAAACATCACGCCAT

298bp

i oalizul 587 sdems (g LT 0 503T 5 SPSS 16)|J~_a‘¢,;;‘ SleMb! i 5 45 5205 (1

5> 4 sl Ol il ekt s slaOS L ol bl
g;.:J:MLf )L?T-J (M)Jf.\“))\»ﬁ YY) casdlee Sy Cumar
A ¢ﬁjj)‘ g;ijlmlf (M)JY/\))qu\f. ¢;A.:.§;- J‘Jbi
s lzo v}-) (M)J\i))t,qﬁ \% E) ebjbb r}) (M)b\-\))l.q.ﬁ

Pl
3550 00 eate 51 eyl G S b olen @5V YY
sdalie L, wolantl S Lase o (o)sls SLSila
dl SA e 5 S0le (03 Y 5,0 Y5l ol a5 s S

5 olew Cj.a L .)ol.ﬁ)‘ 33 e de 4 L ils QLY =AY)

Sl gbes S nm 5 1S OIS s Ohlew 3l e li= H. pylori js cagA o Vsl b Y s

&= JAT el 923931 29l oo 13 P9 o) oy Sy~
n(%) s (%)n (%)n (%o)n (1) 03

(AF)FY (AO/Y) YA ($F/¥) 4 [SEEPAY (o)A cagA+

(VA YOVF/Y) (¥o/v) o (OX cagA-

cagA o5 g3k iz YN wads & Ly, o PCR Jgas 55585 5801 5 s 1) 1S

S W Vs 5 3k i Vo JS0se SO M Cis; Ohley ek sed Y-V lacis ) (it J iS4 b e A slacis; il 4 o

ATCC43504 « s « by e

Al ARV Lﬂ)‘;}‘)ﬁ/qvg‘ﬂ.«ikﬂ.ﬁJgf,...a.iwjé/(})k;&ﬂ€)l.:—a\§.i.v'\:4.leu






e sk LS Glaw s 3 caBA 05 355 sz

5 Janchang poen (YV)owleds 518 dos
s e 3 cagd o5 Sl g« Wlesls Ol oL
el (7)) cl oy AV o s (g alo ST SCls
sl g 5> cagd Fo—r oS Ll esls QL2 ooman

Voo odne Ol 5 Sy sbaess Sl Ohles b L e
« NUD (Non Ulcer Dispepsia) ;= sl 3l ;5 5 ds)ys
Ol OLKans V50 asllas L3 (YA)Cwul doys 4f

adlas (YA)As 5,158 Aoy T9/6 cagd o5 sl

Ol 5o OLen 5 (Jos5 55,5 6 5o O 5 2o
doys ALY AYI0 s Sa |y cagAos Slslp Olse
Aydin Lo g ¢ s adlas s (0 V)l 035 518
S s s cagd 05 Sl Olpe @S5 s OLSes
5 oy VI Sy Slae=s 4 M Ohley 31l T
53 (Vewsleds 5158 Aoy £V NUD @ S Ol lews s
Sy Ohlew 31 el la slaws s Ao ys AO/Y Lo anlllas
o5 o Ohle 5ledd i (laa s Ao sV e+ NUD

v}-) )l};) Q‘)LM )‘ b.L:J‘.L?- LSLQA'.’.}""' M)) \" o=

s Osles Sl el i Slagy 5w b ys WNF 5 L2e
593 allae 53 g cagd 05 ol s5s)) Sy S
cagA e Ol (b3 03 OLKes Carloss L. g
o254 e Oblen b Lad e sbawsw 55 el 215
A3 Ve/0 NUD s Olsley 55 5 Aoy 40/0 i
FY) 54

ol o edal ks cagd O3 Sl slazals b e
s S siS Sl an el 518 Sldlas b asdlas
Chen aslas o 51 3,5 (sla,y5iS 55l e 53 5
cagd 0 sy pde b 5 2pms &S spes blazul Olg e
53 Soben A3 LT g s 6 S,b Olpea KIS
Al ek atlis s Jolge 8 UL bl 5sd 4 S L
288 el 8Ll plilen 53 s Juls

U o ple STl 48 Clens o33 OLES sl andllas s
28 (o F5 5 edee o sl Olew o > cagAl]
23 e Slided e e B 4 ol 0 s e Rl
5 2Bl ek b 5o 585 el SULE e 25
FB i Gladisei sl b 5508 s il glacoe 53

2 sl SUsls ol plulis Slag g ¢ gazee S
Cp e Sils s cagA 5 (hoys A4 gl Y
\")rjlbjjb V}) 9 odxs V}) ejjf BE) cagA 05 J‘)‘Jﬁ

(YJ =) Ey (Ao

S S dom 9 Somy
2> Hopylori)s, sl 5T sSils G055 K) A o35 50! )
5 edae o5 (o 1ulS 03 edas Slags e 3 5 2l
I e e L SR PP TR
OS5l Olge Gl llig Olosle 5w 31 (5L
s el edls olastl s w1 (V) i
wdns Sl g S 3T sl U Hopylori oS as  jasie
poles 5 Olgr sl 3 mld ellS Ol e s

MALT (Mucosal Associated Lymphoid Tissue)
()l o5 o

g 4l cagAd o)yl et ls 05 w4 andlas ol
e 53 Sllen 6 SLse sl 1 05 crl 2bss L350
3 CagA O ssam Sso 53 sl 03 S ad YU et
JECRTINCI RS LYNUR AP AW 16 QN e
o3 AL oS sl QU 55 e OF s o p 35
ke CAZA 05 S5l g 2SS Glas e Sl sl 3
Lot s 53 05 ol Slalp b Ol opl &5 Lyl 1y
caliee la, iS5l edd e sly ST Sls
slaa sw 3 cagd o5 Sl Gaees (Yl Ogli
S das e DL 08 oS 5 Gl sk ST
SLssS elie s ity g b sES 505l Gl
(10 ,380) 05 5 (o p30V)e S iile 3,0 g (sl
(Lo, 308G 55 s o3 cagd o5 Slsl s .(YY0)cwl
sla,sis acagd 05 sl g5 (W)cwlods S
350 Ollew Cumaz 53 Sl s &0 ol S il

AL g s 3050 Slad g (S5 655 5 axlllas
s 45 Wlos ;S 5,158 1Kl 5l 0lKens 5 Raymond
cagd 03 Job (ssly ST ls Slat s Ao s T
oo oo Yoo Jl s 655 adlas 3 (Vs
»cagd 05 Sl Ol O1La 5 Luciano k. g

EA L5 Ol Sl el T (g ply ST oSl slaay g

ARV Qﬁ’))}é/qku/(’)l’ﬁﬁwﬁ‘)}b/o%éﬁﬁf}l"@b&?” Yv



a:bd...:cjj.....::-j;s:jLg;lﬁ.kwj;gb-u&w)w)ﬂf]?s:-ﬁ@)ﬁw)

1. Ahmad T, Sohail K, Rizwan M, Mukhtar M, Bilal R,
Khanum A. Prevalence of Helicobacter pylori
pathogenicity-associated cagA and vacA genotypes
among Pakistani dyspeptic patients. FEMS Immunol
Med Microbiol 2009; 55(1): 348.

2.Kargar M, Ghorbani-Dalini S, Doosti A, Souod N.
Real-time PCR assay using allele-specific TagMan
probe for detection of clarithromycin resistance and its
point mutations in Helicobacter pylori. Journal of
Isfahan Medical School 2011;29(126): 65 73.
3.Censini S, Lange C, Xiang Z, Crabtree JE, Ghiara P,
Borodovsky M, et al. Cag, a pathogenicity island of
Helicobacter pylori, encodes type I-specific and
disease-associated virulence factors. Proc Natl AcadSci
USA 1996;93:648—-653.

4.Akopyanz N, Bukanov NO, Westblom TU et al.
DNA diversity among clinical isolates of Helicobacter
pylori detected by PCR-based RAPD fingerprinting.
Nucleic Acids Res 1992; 20: 5137-42.

5.Xiang Z, Censini S, Bayeli PF, Telford JL, Figura N,
Rappuoli R, et al. Analysis of expression of CagA and
VacA virulence factors in 43 strains of Helicobacter
pylori reveals that clinical isolates can be divided into
two major types and that CagA is not necessary for
expression of the vacuolating cytotoxin. InfectImmun
1995;63:94-98.

6.Aydin F, Kaklikkayal N, Ozgur O. etal. Distribution
of vacA alleles and cagA status of Helicobacter pylori
in peptic ulcer disease and non-ulcer dyspepsia. Clin
Microbil Inf 2004; 10: 12-18.

7.Covacci A, Telford JL, Del Giudice G, etal.
Helicobacter pylori virulence and genetic geography.
Science1999;284: 1328— 1333

8. Peek Jr, Blaser MJ. Helicobacter pylori and
gastrointestinal tract adenocarcinomas.Nat Rev Cancer
2002;2:28 37

9.Keates S, Keates AC, Warny M, etal. Differential
activation of mitogen-activated protein kinases in AGS
gastric epithelial cells by cag+ and cag- Helicobacter
pylori.J Immunol 1999; 163: 5552— 5559.

10.Luciano LG, Ellen Kris FS, Ka'tia R L, etal. cagA,
vacA alelles and babA2 genotypes of Helicobacter
pylori associated with gastric disease in Brazilian adult
patients. Diag Microbiol Inf Dis2005; 51: 231-235.
11.Maeda S, Yoshida H, Ogura K, etal. H. pylori
activates NFkappaB through a signaling pathway
involving IkappaB kinases, NFkappaB- inducing
kinase, TRAF2, and TRAF6 in gastric cancer cells.
Gastroenterology 2000;119: 97 108.

12. Meyer-ter-Vehn T, Covacci A, Kist M, etal.
Helicobacter pylori activates mitogen-activated protein
kinase cascades and induces expression of the proto-
oncogenes c-fos and c-jun. J Biol Chem 2000; 275:
16064— 16072.

13. Mitsuno Y, Yoshida H, Maeda S, etal. Helicobacter
pylori induced transactivation of SRE and AP-1

AL s "jJ,aL?

&b
through the ERK signaling pathway in gastric cancer
cells.Gut 2001; 49 18 22.

14. Odenbreit S, Puls J, Sedlmaier B,

etal. Translocation of Helicobacter pylori CagA into
gastric epithelial cells by type IV secretion. Science
2000; 287:1497-500.

15. Queiroz DM, Mendes EN, Carvalho AST,
etal.Factors associated with Helicobacter pylori
infection by a cagA-positive strain in children. J Infect
Dis2000; 181: 626—630.

16. Raymond PP, Diane S, Wuerth A, etal. Analysis of
the vacA, cagA, cagE, iceA, and babA2 genes in
Helicobacter pylori from sixty-one pediatric patients
from the Midwestern United States. Diagnostic
microbiology and infectious disease 2003; 46: 83—88
17. Selbach M, Moese S, Hurwitz R, Hauck CR, Meyer
TF, Backert S. The Helicobacter pylori CagA protein
induces cortactin dephosphorylation and actin
rearrangement by c-Src inactivation. Embo J 2003; 22:
515-28.

18. Stein M, Rappuoli R, Covacci A, Tyrosine
phosphorylation of the Helicobacter pylori CagA
antigen after cag-driven host cell translocation. Proc
Natl Acad Sci U S A2000; 97: 1263— 1268.

19. Akopyants NS, Fradkov A, Diatchenko L,Hill JE,
Siebert PD, Lukyanov SA, et al. PCRbased subtractive
hybridization and differences in gene content among
strains of Helicobacter pylori. Proceedings of the
National Academy of Sciences 1998; 96 2} 13108.
20.Censini S, Lange C, Xiang Z, Crabtree JE, Ghiara P,
Borodovsky M, et al. cag, a pathogenicity island of
Helicobacter pylori,encodes type I-specific and
disease-associated virulence factors. Proceedings of the
National Academy of Sciences 1996; 98 2} 14648.
21.Stein M, Bagnoli F, Halenbeck R, RappuoliR, Fantl
W.J and Covacci A. c-Src/Lyn kinases activate
Helicobacter pylori CagA through tyrosine
phosphorylation of the EPIY A motifs. Molecular
Microbiology2002 ;43: 971-80

22. Leunk R, Johnson P, David B, Kraft W ,Morgan D.
Cytotoxic activity in broth-culture filtrates of
Campylobacter pylori. Journal of medical
microbiology 1988; 26(2): 9.

23. Kusters JG,Vliet M.Pathogenesis of Helicobacter
pylori Infection. Clinical Microbiology Review
2006;3:449-490.

24. Segal ED, Cha J, Lo J, etal. Altered states:
involvement of phosphorylated CagA in the induction
of host cellular growth changes by Helicobacter pylori.
Proc Natl Acad Sci U S A 1999; 96: 14559— 14564.
25. Kim SY, Woo CW, Lee YM, Son BR, Kim JW,
Chae HB, et al. Genotyping CagA, VacA subtype,
IceAl, and BabA of Helicobacter pylori isolates from
Korean patients, and their association with
gastroduodenal diseases. Journal of Korean medical
science 2001; 16(5):579-84.

YA ARV ;ﬁé)}}/qvg)w/r)l.@a}WU)J/Q%&Qﬁr}&e@\:&w



e sk LS Glaw s 3 caBA 05 355 sz

26. Maeda S, Yoshida H, Tkenoue T, Ogura K,Kanai F,
Kato N, et al. Structure of cag pathogenicity island in
Japanese Helicobacter pyloriisolates Gut 1999;
44(3):336-41.

27. Ashour AAR, Magalhdes PP, Mendes EN,Collares
GB, Gusmao VR, Queiroz DMM, et al.Distribution of
vacA genotypes in Helicobacter pylori strains isolated
from Brazilian adult patients with gastritis, duodenal
ulcer or gastric carcinoma. FEMS Immunology &
Medical Microbiology 2002; 33(3): 173-8.

28. Jianchang Z,Jianzhong Z, Capiu X, etal.
cagAgenotype and variants in Chinese Helicobacter
pylori strains and relationship to gastroduodenal
diseases J Med Microbidl2004 53:231-235.
29.Molaei M, Foroughi F, Mashayekhi R,Mehrdad H,
Zojaji H, Jafari H, et al. CagA status and VacA
subtypes of Helicobacter pylori in relation to

histopathologic findings in Iranian population. Indian
Journal of Pathology and Microbiology 2010; 53(1):24.
30.Douraghi M, Mohamadi M, Shirazi M.H,Esmaili M,
et al. Evaluation of cytotoxin associated gene with
gastric disorders in H.pylori infected patients. Journal
of Iran Medical Microbiology2008; 2(1): 31-6.[Text in
persian]

31. Dousti A, Rahimian Gh, Nasiri J, Yavari foroshani
P. Identification the frequency of cytotoxin associated
gene in H.pylori strain isolated form biopsy samples in
Shahrekord.Journal of Armaghan Danesh2007;29(1):
12-38.[Text in persian]

32. Carlos AAB, Lenora MBS, Norma J, etal.
Prevalence of cagA and vacA Genes in Isolates from
Patients with Helicobacter pylori-associated
Gastroduodenal Diseases in Recife, Pernambuco,
Brazil. Mem Inst Oswaldo Cruz Rio de Janeiro 2003;
98: 817-821.

WAL 35558 /ATl /ol 5 G 0553 /OAS (S pshe oSl alons Y4



Survey the Existence of CagA in Helicobacter Pylori Levels Separated
from Patients Suffering from the Lower Gastrointestinal Disorders by

PCR Method.

Pourghasem Z (MSC)I-*Mansour— Ghanaei F (MD)*- Faezi M (PhD)' -Isazadeh KH (PhD)'
“Corresponding Address:Gastrointestinal and Liver Disease Research Center, Guilan University of Medical Sciences,
Rasht, Iran

Email: ghanaei@gums.ac.ir

Received: 13 May/2014  Accepted : 27 jul/2014

Abstract

Introduction: Helicobacter pylori is the main reason of different gastrointestinal diseases. Studies have shown that the
diversity of infection outcomes resulted from H. pylori may be associated with differences in genotypes or bacterial
pathogenesis factors expression and also environmental and host factors in isolated H. pylori strains in patients with
CagA and VacA.

Objective: The purpose of this study is to determine the frequency of cagA gene in helicobacter pylori levels separated
from patients suffering from lower gastrointestinal disorders.

Materials and Methods: This study is a cross- sectional descriptive one, carried out on 127 patients referred to
gasterointestinal clinic of Guilan Province, Gastrointestinal and Liver Research Center, in which the frequency of cagA
gene in 50 separated helicobacter pylori cases was investigated using polymeras chain reaction (PCR). The used
statistical test was Chai Square.

Results: Among the studied samples, in 50 cases bacteria were isolated by culture method. After performing PCR, the
frequencies of cagAd gene in strains from patients with mild antral gastritis, erosive gastritis, duodenal ulcer, gastric
ulcer were equivalent to 85.7% 64.3%, 100% and 100%, respectively. There were significant differences in the
association of this gene with isolated strains from patients with erosive gastritis (p<<0.05), but the difference was not
significant for the isolated strains from patients with mild antral gastritis, duodenal ulcer, and gastric ulcer.

Conclusions: This study has shown that H. pylori cagA gene level was higher among patients with gastric ulcer and
duodenal ulcers.
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