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Ahctr{tct

llackgrounrl. tlelicobacler pylori are a gram negative spiral bacilli that cause one of the most chronic
i4fcction through out lhe v,orld. Ilelicobacter pylori infection is a.rsociated u,ith many important and serious
g{tstroinlestinal diseases like peptic" ulcer, chronic gastritis, a known precut'sor of gastric carcinoma.
lfi:!hod: v'e studied !h9 prevalence of Helicobacter pylori infection in a group of patients who presented with
r:,Iriltr upper G.ldisi'onrlorl belvveen murches 1997 -November 1999. 400 patients were enrolled, lhey were
e:ttitined t'linically and by upper G.l encloscopy and 2 piece biopsy vere taken from the an!rum for rapid
urr' ,,e lest/or detection af Helicobacter p),lori inJection.

Rt:.tttlts. Helicobacler pylori inleclion is o common infeclion and for any age group the incidence of inlection
v'os rrtore than 60% , pain was the mosl comnrcn presenting synptoitl ( 93%o) , patient hurboring ulcer were
88%6 positive for urease ( 89% in DL/ , 86% in G U), 72%o of pat ie nts v,ith e ndoscopic findings other than ulcer
wet.: tt'ease posili,-e and 7026 of patients ruith gaslric carcinonta vere positive vyhile 61ok oJ'palients wilh
nel;.ttive endoscopy(non ulcer dyspepsia) vere urease posititte.
Cutrt:lrrsion: infection v,ith Helicobacler pylori is contmon in this contmunity and is strongly associatedy,ith an
itureose risk oipeptic ulcer ,gaslritis and gastric ctrt'cinoma .t[oy,eyer ntctryt dy5psplic patienls wilh
Ilrircobacter p1'lori inJbction hat'e no endoscopic abnormaliyt (Functional, non ulcer $tspepsia) .W'efound that
urease teil is o rapid , cheap and practical test Jbr the detection of Helicobacter p1t161"1 infection .

KeyWOfdS; Helicobacter pylori, urease test, peptic ulcer

In!roduction

Heiicobucter p),loru.s is a new organism for
an old problem. It is first reported by
Bizzozero in the stomach of dog in 1893[]
A comprehensive autopsy study by Doeuges
showed a prevalenL of 43Yo for spiral
organism in the human stomach, but he was
unable to find a relationship between the
presence of organism and various gastric
diseases [2].
In 1983 Warren and Marshall frorn Australia
\vere able to isolate the curved organism
il'om human stomach and to culture it and
',vas first called Campylobacter like
(]rr:anisms (CLO) [3].ln l("189 the decision was taken by
iriii':rrrational agreement that this organism on
tlrc bases of bacteriological and ultra
strLlcture represents an entirely new genuss

hence called Helicobacter pylori 14,51.
Helicobacter pylorus a short, spiral , gram
negative bacillus measure 0.2-0.5 micron in
width with multiple (4-6) sheathed unipolar
flagellae which prefers micro aerophilic
environment, it reside in the mucus gel
coating the epithelial cell of stomach and
gastric mucosa other than stomach [5].
Helicobacter pylori is worldwide in
distribution, it is one of the commonest and
probably most chronic infection throughout
the world[6].
Infection is acquired during childhood and

increase with age, there is higher frequency
of Helicobacter pylori infection in the low
socioeconomic status and family members of
infected individuals and spread occur via

ffi
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pgrpn. to person transmissiontT_gj.

{:!!?b**: pylori have a key rote iir Ure
development of many importranjt and serious
disease of, gastroint6stinil tract from non_
autoimmune gaslritis through gastric and
ourldcnat ulcer fo gastric cancer and gastric
ly-mphorna [l 0, ] I 

" 
l]J.

HelicCIb*cter pvlori are capable to produce
many enzymes like catalyses, phospholipase,
protgase and urease [4,13]. _Tirere'are ffiarly
methods for diagnosing- the presence of
f{elicobacter pyloii, sonie of th'ese iests are
rnvasive and need biopsy to perform Gram,s
stain, culture or RApID UngaSE TEST(RUf) and histological examinati,on and
touch cytology (lmprint) [14J.
I here are several non_invasive methods for
diagnosing Helicobacter pylori titce- C_urea
Meath__test, rudioactive C [l4]_urea, ELISA
[1s,16J.
The aim of this sfudy is to determine theincidence of Helii.obacte, pfiori in
Sulaimani province in patients wiih ua.ious
rlpper gastrointestinal disorders using Rapid
Urease Test (RUT). o

Patients and Methods

This is a prospective study conducted at
uuralmaru 

_general -teaching hospital between
I\4arch 1997 to Nov. tq"gq. Foui hundred
patients were studied consequentiveiy using
:pg"ll for'.rm questionnaire' includiig age,
chret complain and duration , aggrinutring
and relieving factors , smoking,atriToi , aiei
, drug history ...
AII patients underwent complete upper GI
endoscopy .Two biopsies from 'int u*
were taken and they were crushed by sterile
needle the-n put in Urea solution [ih- .The
solutton observed for any change 

- 
in color.

9\1ns* of color from yello"w i; pink
indicates the presence of Hehiibacter
pyt0rr.

If the solution remained yellow far 24 hours,
l1yur regarded as negati-ve result.
Patient who received-antibiotic for a[ ieast 3
pays for the last four weeks and patierits
below I2 years of age were excluded ironr
the study.-

Reswlts

Four hundred patients with various
gastrointestinal discomforts were included in
the study, 5gYoweremale and q %iere
female.

Fig. I Gender Distribution

Ureay test was positive in (g4 o/a) in age
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fal'ole 3Tabte 2
The main Presenting symptoms was

pain ( 93Yo).'Epigastric pain were the most

tom,ron site ( 88%) hunger Pain were

for-rnd in 560/o and nocturnal pain in607o ,

relapse were present in 63 %o of patients '

(Tab. 1).

Diet was the most conlmon aggravating
factor (59%), while psychological stress

and smoking were related to the
symptoms ii 48% and 30 %o respectively
(Tab.2).

The Aggravating f,actors

Urease test was positive in 88% of patienls

with ulcer (89%'in duodenal ulcer and 86%
in sastric ulcer) .Patients with functional

lnoll utc.t dysfepsia were 64%o). (Tab'3 and

4).

Table 3
Edoscopic finding and urease test

Numbers and
percentage of
the patients

Aggravating
factors
(positive
history)

Tahle 1" Presenting sYrnPtrtms

SYNIP'TOFIS NUl!IIIERS

A:(D

PERCENTAGE

OF }IE

PATIENTS

MALE FEMALE

lYU*18f,R

Iliiin 368 93 57 43

E pig,tstric 35J 88. 5l 38

l'inger 228 57 35 ))

Diffuse 1t1 37 45 i5

Rarliltion 185 !6

Back 82 11 46 54

Rt. HvPoch. l6 9

Chesl 6 3

Lt 3 I.5

i tilnbilicat I

}I 715 s6 59 4l

N0cturnal 2tt 60 56 41

Relapse 217 62 5/ {3

Heart Bum t79 45 59 4t

Nausea

&Vomiting

136 3.1 53 17

Sr:aso n I I 88 22 68 32

Haent.&
Nlelacna

l6 4 5/ {3

Endoscopic
findings

Number Urease
positive

o//o

Ulcer 102 90 88

Other than
ulcer

148 107 72

Negative
(NUD)

185 120 64
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reaction

Ulcer Numtrer

0f
positive

urease

o//o N{ale 7o ['cmale 7"

Duoifu: 71t80 fi9 68 32

Gastric 19t22 86 71 26

Iotal 90t102 88 litt 3I

Table 4
Patients with Ulcer and Urease

,; ,.,rc was niole related to gastric ulcer (54yo)
,. ii .' ;: 37.5on in Cuodenil ulcer

; l-;.5 ).

Table 5
Relaiion of ulcer to smoking

'i'e fbund that duodenal ulcer were four
linres more common than gastric ulcer
(1'ab.6).

Table 6
The Patients rvith ulcer

i

I I i*:l'
i
j

I ..*u nrb,
i

l)e rre n

:r and

irge of
:nts

il{ale
/o

FernaleTo

Xo.

80 20 6?.5 32.5

)) 5.5 73 27

102 25.5 69 3l

L-
I ruaruirrr 

I

. N_on ulu,-, dyspepsia NUD defin,*ci as
chronrc or recurrent pain or discnlri{url
centered in the upper abdomen wejre
endoscopy fails to identify a de{jnite
structural cause [8]. The urease test was
p9s1!iv9 in 80% of patienrs with doudemitis,
11^%. in ga.stritis ,67 yo in esophagitis arad
70%o in patients with carcinoma of-stomacil
.{Tab.7)

Patients with endocopic findings other
than ulcer with pbsitive ur-ease

Table 7

reacfion

' C;lsflit lriili -- --+-I ir'',rl i

Discussion
Helicobacter.pylorus produces a variety of

protein which appears to mediate its
damaging effects on the gastric mucosa. The
urease prodLrced by Helicobacter pylori
catalyses the hydroiysis of urea to 'vi.ta
ammonia and CO2 This provides a more
alkaline rnicroenvironrn.ni thar 

- 
proiects

Helicobacter pylori from the efficts ofgastric acid, which prevents sastric
colonization by other bacteiia.
The urease results in damage to sastric
rnucosa by the hydroxide ionigeneraied by
equilibration of water with- ammonia.
Helicobacter pylori produce surface protein

\urnber of smokers

NtII) Patients
(No.)

urease

positive

{No.)

o//o

Duodenitis 26 2t 80
Gastritis 62 42 74

Esophagitis I5 t0 67

Duodenitis &
gastritis

3 3 100

Duodenitis &
Esophagitis

2 2 100

Carcinoma l3 8 6t
Stomach l0 7 70

Esophagus 3 1 33

Erosion 8 8 100

Folyp(G&D) 6 5 83

Total 1,18 107 72
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that are chemotactic for human neutrophil
and monocyte and activate monocyte to
produce super oxides, interleukin-I, and
Turnor necrosis factor cx, Helicobacter
pylori are also capable of producing
potentially toxic enzymes such as urease,
mucinase, lipase, phopholipase.
Approximately 50 yo to 600,4 of Helicobacter
pl.,lori isolates produce a toxin that induces
non l:iiial vr-curilliir.-.n irr a verity of cell
iiiir,iS, &li; tt"rxin :, :i.lUWfl aS VaCuOlatiff g
ijYti}toxi,i.
F{*licobn*ter pylori reduce somatostatin
seciletioil ivhich is ;, potent inhibitor of many
GI se*retory fi;irctior: whlch results in
incrcased gaslrin whlc,ll eause increased
ar;ic secretior: and dur:denal ulceration
{1i"17 ,20,21.2'2 23).
We firirnd a strong association between
Helicobaeter pylcri and various GI lesions.
899,'o of our patients with duodenal ulceration
were Ftrelicobacter pylori positive by urease
test, r,vhish is comparable with other studies,
I?"ichard C long Et a[. repoffsd 90% [19] and
I-ulrair A.Kassire Et al. 1994 reporle<! 88.3 %
[17] and Siephen Patcheet in 1995 reported
nrore than 95% 1211.
Zuhair A.K. Et al.l994 reported the
presence cf bacteria in 60ah of patients with
gastric ul;er [17] While our study shows
higher as.rcciation of about 86% which is
sirnilar to what was repofted by other
studies fig,24,25,26] like Marshal B.J.
study 1987 demonstrate the presence of
bacteria in 7A% of patients with gastric ulcer
[25], Richard G long, Brain T Cooper in1998
reported 75% U9l and Stephen Patcheet in
1996 report 9A%p41.
This can be explained by better exclusion
criteria and excluding patients who receive

antibiotics irr ^ .lays in the last 4 weelis.
Also we four-rd that-sriloking was related to
dyspeptic symptoms in about 30% sf
patients, it was about six times mone in n"lale.
4l% of ulcer patients were smokers, this
evidence support the significance of srnoking
in the pathogenesis of peptic ulcer.
The prevalence of Helicobacter pylori in
patients with endoscopic finding other than
ulcer and patients with gastric carcinoma
was 72Yo and 7\ok respectively. Fatients with
non ulcer dyspepsia were only 640/o urease
positive which is comparable with Al Kassir
study (63%) U7), While Herrnens DS [27]
reported 24 % and George A [28] repoft
82%. This wide variation rnay be explained
by various geographic distributions and the
type of popLrlation studied and the method
used for detection of F{elicobacter pylori
infection.

Conclusion

Helicobacter pylori are the main cause
of duodenal ancl gastric uleer .It is likely that
Helicobacter pylori also play a pivotal role
in non ulcer dyspepsia and gastric
cancer[29]. R.apici urease test (RUT) is a
simple cheap test to identify Helicobacter
pylori infection [30].
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