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Abstract

The study ained to detenrine the relationship between H. pylori & gastric ca.The period of ihe
study covercd 24 months and started in Nov. 1997. 37 patients with gastric ca. enrercd inro the study
and the diagnosis of gastric carcinoma was rnade by clinical exanination and confimed by upper cIT
ondoscopy and histopathological examination. Also eighly four subjects were taken as healthy control.
Three antral biopsy specimens wefe taken , inaddition to biopsy from the lesion, and these specimens
were subjected to the tlree main important methods, including :

Microbiological culture
Hislopalhologi(alchdnge( in rhe Sa.bic mucosa .
The results show that l0 out of37 patients ( 8 i.l % ) has got evidence of H. pylori infecrion
associated with sever atrophy ofgastric glands, intestinal metaplasia and marked inflammarory cells &
pollanophs infihlations in rhe intmepithelial regions and lamina properia . The control group shows
only l9 % positive evidence ofH. pylorii.fection .
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Introduction

H. pylori ( H p ) infection is
most common wherc socioeconomic
condition is poor ; and it is a prime
candidate for an early life influence on
risk of stomach cancer; given that

persistent infection is often acquired in
childhood . (1- 4)

The proposed sequence lor
development of gastric adenocarcinoma
was well corelated to H p infection of
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gastric mucosa and Hp infection is the
main environrnenlal factor causing
active chronic atrophic gastritis with loss
ofchief cells & parietal cells and making
a media susceptible lo rhe elTecls of
carcinogens , which are generated by an
over growing nitriSing bacteria and
some other dietaxy factors , including
high salts intake & low vitamin C
consumption .(5X6)

The rates of stomach cancers arc
declining rapidly in many countuies,
especially in the developed world parlly
might be due to a conesponding decline
in the prevalence of H p infection. (7)
(8) Also primary gastric lymphoma &
the mucosa associated lymphoid tissue
llmphoma ( MALT ) have been
associated with H p infection. (9)
The ( MAL IOMA ) rj,?e has been
sho\ n lo regress aRer eradication of H p
in abou180 oZ ofcases .(10)

The most accurate methods(ll ) of
diagnosis of H p infecrion are based on
per{orming of muJLJple diagnostic tests .
which may not be universaliy
arailable :and two categories oftests are
present including :
(a) Endoscopic ( invasive )
(b) Non- endoscopic ( non - invasive )
The (ests lor which endoscopies are no(
necessaxy include various methods of
anibody delecrion and rhe carbon-
labeled urea breath tests & also the
newl)-developed immunoassay lhal
detects bacterial artigens in a faecal
specimens (12X13)(14X15X16) .The
serological tests (17) (18) can provide a
reliable non-inrasive melhods for
antibody detection ofH p infection & it
sho$s sensil iviry from q5.5% for FIISA
technique to 80% for Latex
Agglutination tesq and the specificity
range from 76.9olo in ELISA to 69.2% by
Latex Agglutination test .

We did a slud) in order lo delecl lhe
relation of H p infectJon & gcstic Ca. in

our patients and the mair meLhods used
lor the diagnosis. are rapid urease tesls.
microscopy of t icsue specimen &
bacteriological culture .

Patients & Methods
We made a study in the endoscopy

unit of Mirjan hospital over a period of
about 2 years Aom Nov. 1997 to May
2000.We enrolled in this study 37
patients with gastric Ca. & 21 are males
and 16 aJe females; their mean ages
equal to( 58.5 years ).We also include in
this study 84 control subjects.Upper
CIT endoscopy were performed on
allthese patients using Olympus-trce PQ
endoscope and its various accessories.
We pedorm tissue biopsy by using
endoscopy forceps& usu. we take three
antual biopsy and these specimens were
subjected to urease test , bacteriological
culrure methods on blood ager plales and
under miqo-aerophilic condition and
last sample r\as lested for
histopathological changes which could
be seen under light microscopy .
The urease lesl was considered positive
if gastric anlrum mucosal biops.l
specimen was placed in (leri le plaslic
tube containing the test reagent and the
lesl \rasjudged 1o bepositive ifa colour
had occuned including a change in
colour of the sample from yellow to red
within 24 hrs time .(19)

During h isr opath o log ical
assessment of gastric mucosal biopsy
specimens , the specim€ns were fixed in
pouins solution & stained wit-lr
haematoxylin & eosin stain. The
histopathological changes & grading of
its severiry were assessed by rwo
pathologists and according to Sydney
system . (20) Patients with two positive
results were considered infected with
Hp.
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TyDes oftest No. Positive % Neealive %
Urcase test 73 3 1 83.8 6 16.2
Cultue '73 25 67.5 2 32.5
Histopatholoey '73 30 8 l . l '7 18 .9

Table (2) Demonstate the compadson rate ofH. pylo infection, which was
between control groups and patients statistically significant in palient with
with gastric carcinoma and detection gastric carcinoma.

Table 2

Srbject No Number of patient
infected

Percentage

Control group 84 16 t9.A
Patients 30 atv"

In figure number I we demonstrate the whereas tha mucosa of the gastric
histopalhological differences in antral antrum of patient non-infected showed
gastdc mucosa between patient with mild atrophy of gastric gland and rnild
gastdc ca infected with Hp ancl patient intestinal metaplasia and little cells
with gastdc ca . non-infected with Hp iniltration.
and fiom this figure it seems thal the
market inflammatory cells and
polymorphs cells infiltuation in the
gastric gland, intestinal metaplasia with
infected with Hp shows atuophy of the
lamina properia and intra epithelial
mucosa of the sastdc anhum
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Results

The following tables Table 1 demonstrate the detection rates
demonstate the detection rales of H p ofH. pylod in different tests
infection in patients with gastric Ca.

Table I
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Fisure 1 : The Histopathological Differences Between Hp Positive And Hp Negative
Patient

Discussion
There is now strong epidemiological
evidence that Hp infection is
associated with the development of
gastric adenocarcinoma . (21) The
association between H pylori infection
and stomach cancei rises public health
questions aboul how to reduce the
burden of childhood infection and
whether this in- tum rgduce the
incidence of stomach cancer needs
further evaluation . (22)
A number of mechanisms have been
postulated to explain how Hp infection
pre disposes to gastric lesion and

cellular proliferation and eventually
cancer (25) (26)
For that reason Hp has led to cultual
rcvolution in the field of
Gastroenterologr with a tendency
toward considering this bacterium as
the culprit of many gastric disordeN .
I-Ip undoubtedly reprcsents a new and
relevant etiological factor in the
carcino genic sequence of Conea(4 ;
5 ) being responsible for the onset of
chronic gastritis The existing
differences between the prevalence of
the infection and that of atrophic
gastitis is dilficult to explain if other
variable such as the genotlpic
charactedstic of the individual and
enviroDmental factors are not taken
into accounts .
There are few poi!1ts in the literatue
that totally question the relationship
between llp and gastric carcer . (27)
One poitlt is that the prevalence of Hp
is the same in both; in the vadous
countdes examined , while the male to
female ratio for gastric ca. points to a

c \cer ( 23),Q4) The leading
hypothesis is that the increased cancer
risk is due to induction of an
inflamnatory response .
It is possible that chronic Hp
infection lead to chronic atolhic
gastritis with the resulting
achlorhyderia which in tum favon
bacterial over gro\a4h that can convert
nitrates in dietary components to
nihites . These nitrites in combination
with genetic factors promote abnomal

Inflanrmalory cells
infiltmtion in the lamina
properia
(0-2)

PMN in tbe lamina
properia (0-3)

Inira epithelial PM
(0-3)

inira epiihalamia PMN
(0-3 )

intestinal Melaphasia
(0-6)
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grealer frequency in males .The 2od
point is based on data from several
developing countries and in the study
documented by Massimo Crcspi that
the prevelance of H p infection is as
high as 90% with very low ftequency
of gastric cancer in these countries ,
but the argument on this ; is that the
onset of cancer could be related to the
acquisition of the infection which is
particularly hish in vounser ase
g.o.,p. .ti" 3'I point that siould ie
raised is the fact that Hp is responsible
for duodenal ulcer (D U ) and carriers
of DU present a low risk of gastdc ca.,
however , only the aggessive strains
of Hp , that are prcducer of Cag A
toxins( 18) could play an important
role in carcinogenesis of gastdc Ca.
In conclusion : The relation of H p
infeclion & cance. could be explained
under the following headings
a-The role of H p should be related to
only the initial promoter phase of
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