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A totat of 150 biopsies *rr, ,!,,o.tl,)!tlom dyspeptic patients with snd without
ulcers from endoscopic unit of Azadi hospital, Dohuk. 

-

This study found a hiqh percentage (64%r) of Helicobacter pylori in the antrum oJ'
dyspeptic patients without endoscopic ulcers, while much ii*e, percentage was
found in dyspeptic patients with gastric andduodenal ulce,*swhiciwas (3i'zoS and
Q0%,) respectively. This low level of percentage was attributed to the inhibitory
ffict of antibiotics (Metronidazole,'Amoxicillii, Tetraq,aline) wkich receivedby
(70%o) of patients _prior endoscopic examination. Tie study detected a high
association (75%o) between Helicobacter pylori and patients with chronic active
duodenol ulcer Rapid urase test was more reliable tian direct smear for detection
of H' pylori, which- can be employed as ascreening test. Helicobacter pylori can be
grown anaerobically for at least five days incubation at 37 Co by 

"ting 
selective

antibiotiecs to prevent contamination and without providing gas mixturc iy85% Nr,
l0'% Co2 and 50% oz which was used in ail previous- studies.
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Introduction

In 1983 Helicobacter pylori was
isolated by Marshall & warren from a
case of active chronic gastritis in perth,
Western of Australi a ll,2).
It was named Campylobacter like
organism [3], then called Campylobacter
pyloridis or Campylobacter pylori.
Finally it was placed under a new genus
called Helicobacter pylori [a]. This genus
include more than nine species but only
two species are important, Helicobacter

pylori which cause 99% of human
infections and Helicobacter beilmanii
acquired from patients cats or dogs [5].It is now certain that H. pylori is
associated with antral gastritis, duodenal
ulcer and possibly gastric ulcers and
carcinoma [6].
The purpose of this study is to detect the
prevalence of Helicobacter pylori in
dyspeptic patients with and without
peptic ulcers in Dohuk province.

37

tr
M ffi



(IZS) Journal of Zankoy Sulaimani, lune 2002, ltolS(2) PartA A -.*o 7 f S o Sto . t.. t attz"jr ;r ; t. L4jsxt pl3.i€

Muterial & Methods

Between October 1997 and October
1998 a total of 150 biopsies (50 from
antrum of dyspeptic patients without
ulcers and 100 biopsies fiom patients
with both gastric and duodenal ulcers)
were collected in the endoscopy unit of
Azadt Hospital. Samples were transferred
to the laboratory by using sterile normal
saline during one hour of collection.
All samples were examined by rapid
urase test and direct smear stained by
gram stain. Samples of urase positive
were Submitted for culture.

Rapid (Jrase test
Christensen's 2% urea broth was
prepared according to the method
described by (Koneman et a1,1992).
Fresh biopsies were placed in urea broth
and results were recorded positive when
the inoculated broth changed from
orange to dark red color within one houre
of the incubation at room temperature as

described by (Gabriel, 1997).

Direct Smeur
All samples were grinded by pestle and
smeared on the surface of clean glass
slides, fixed, stained by gram stain and
examined directly. The presence of pale
gtam negative curved, ('S" or spiral
shaped bacilli was considered positive"

Culture
Ten strong urase positive biopsies were
grinded by a pestle under aseptic
conditions and streaked on the surface of
blood agar (Oxoid) supplemented with
Campylosel (Bio Merieux) contain

Vancomycin (1Omgll), trimethoprim
lactate, (5mg/l), and Amphotericin B
sulphate (Zmgll) as recommended by (
Good win cs, 1985). The plates were
placed into an anaerobic jar (Mc Intosh
Jar) using anaerobic gas paks (BBL) and
incubr-ied at3TC for 7 days.
Colonies were identif,red as Helicobacter
pylori if they were grarn negative curved
or spiral shaped bacilli and had urase,
catalase and cxidase positive.

Results
The study revealed that 32 (64%)
biopsies f,rorn 50 antral biopsies from
dyspeptic patients without ulcers were
rapid urase positive for Helicobacter
pylori within half hour or even in less
than one rninute with five biopsies.

[figure l].

Fiqure fi

Only 20 (23%) from 85 duodenal ulcer
biopsies were positive by rapid urase test
while 5 (33%) from 15 gastric biopsies
were urase positive.
Eighty three percentage (S3%) of the
patients with duodenal ulcer not
receiving antibiotics (metronidazole,
amoxicllin, tetracycline) were positive
for H. pylori by rapid urase test while all

shows the results of ra
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the patients with gastric and duodenal
ulcers who received antibiotics were
urase negative for H. pylori [figure 2].
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Figure 2 klts oa r4id trce bst tor ddedion of
lt pylori in peaientsuith gastricad duoderd

Seventy five percent (75%) of the
patients with chronic active duodenal
ulers were positive for H. pylori.
Rapid urase test was more sensitive than
the direct smear for the detection of H.
pylori but with same specificity [figure
3l
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Figure( 3 ): Comparison between
sensitivity of smearand rapid

urase test for detection of H.pylori.

All cultured biopsies were grown
after 7 days of anaerobic incubation and
showed small colonies. Colonies were
catalase, urase and oxidase positive with
gram negative curved or "S" shaped

bacilli [figure 4].

Figure (4): Gram stain preperation from a

colony of bacteria isolated from a gastric
biopsy specimen showing the
characteristic spiral and cuved shapes of
H.pylori.
The bacteria were changed their
characteriestic shape after subculturing
into small rods and coccobacilli forms

[figure 5]

Figure (5): Gram stain preperation of a
subcultured colony showing coccoid &
bacilli forms together with curved shapes

of H.pylori.

While spiral shaped bacteria were more
obvious in direct preperation from fresh
biopsies [figure 6].
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Figure (6): Direct Gram stdined smear of This low preoentage was attributed to the
duodenal biopsy taken from a case of inhibitory effeets of antibioties
chronic active duodenal ulcer, where the (Metronidazole, amoxicillin and
characteristic spiral appearance of tetracycline) whieh were received by the

majority of patients prior to endoscopic
examination. I{igh percentage (83%} af'
H" pylori was found among those with
duodenal ulcers but mrithout receiveing
antibioitics which was consistent rriitlt
that repc,rted by (lieter F{awker, 1989).
Fligh prevalenee {75Ya) of H. pylori was
found among patients with chronic aetive
duodenal ulcer rvhieh rnay explain the
strong association between chronic aetii,e
duoderal ulcer anrJ J.I. Pylori.
Rapid urase .test.was rrrore sensitive than
the tlireet gram staineel smear fcrr

detection of H. Pytrori which is in
consistent rvith that reporletl by
screening test fcrr Hclicohaeter pylori.
I{elieobacter' pylori can be gror.'un on
Blood 'agar Supplemented with
antibioties and incubated anaerobicall3,
by using anaerobic gas paks for at least
five days of incubation u,ithout r:sing
campy gas paks which provide gas

rnixture of 85% N2, 10% Cflz and SYo Oz

and used in altr previous siudies
(Goodwin CS, 19E5), (Koneman et al,
1992), (ATR Axon, 1994).

The results of this study revealed a
high percentage of Flelicobacter pylori
(64%) in the antrum of dyspeptic
patient's without endoscopic ulcers
which is consistent with that had been
reported by (schneider, 1990) and (Peter
Hawker, 1989). H. pylori was not found
among gastric ulcers patients because all
of tlrem received antibiotics prior to the
endoscopic examination,
Low percentage was found in dyspeptic
patients with both gastric and doudenal
ulcers which was 33% and 20%
respectively.
The results obtaind were much lower
than the results reported by (Conner,
t9e6).

H.ovlori is shown (arrow).

Discussion
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fi.ll rff 'A{L4l 'gjJ;l011 tl.pylori a.gif,.iiril Cl
6-elr.f lrjr 9 ri#slrqsJ.

clltr arlr- *fl A+5,riblCl t+ll &lr o:lrtl 4rll s,

6.Lg S f.grll;*1gr.Lre ,r&Jlr-ir #b alr ,1. oiijirSi 1to.y sei e4Jl €&i
''+cr g drl.,l diiJt dilJl*ill

g:q{*'ir 5*f ,t{l#f rlallC Helicobacter pylori a.$r# t/'Itr qlb i+'i ajrll'rrs.C
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