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Abstract
This study aimed to determine the relationship between H.pylori and chronic gastritis. It was carried out
on 90 patients with chronic gastritis admitted to Hilla surgical teaching hospital and Merjan hospital during
the period May/1999 to May/2000, normal controls were represented by 50 normal subjects. Three antral
biopsy samples were taken from each subject. The study parameters were the detection of urease
production, demonstration of bacteriological culture, and studying the histopathological changes in the
gastric mucosa. The results revealed that 79 /90 (87.7%) patients were suffering from H.pylori infection
associated with marked inflammatory cells and polymorphnuclear cells infiltration in the intraepithelial
regions and lamina propria and there is no atrophy of gastric gland and intestinal metaplasia. The control
group showed only 12/50 (24%) positive evidence of H.pylori.

ﺍﻟﺨﻼﺼﺔ
 ﻤﺭﻴﻀﺎ ﻴﻌﺎﻨﻭﻥ ﻤﻥ90  ﻭﺍﻟﺘﻬﺎﺏ ﺍﻟﻤﻌﺩﺓ ﺍﻟﻤﺯﻤﻥ ﻭﻗﺩ ﺘﻀﻤﻨﺕHelicobacter pylori ﻫﺩﻓﺕ ﻫﺫﻩ ﺍﻟﺩﺭﺍﺴﺔ ﺇﻟﻰ ﺘﺤﺩﻴﺩ ﺍﻟﻌﻼﻗﺔ ﺒﻴﻥ ﺒﻜﺘﺭﻴﺎ

 ﺒﻴﻨﻤﺎ ﺘﻤﺜﻠﺕ ﻋﻴﻨﺎﺕ ﺍﻟﺴﻴﻁﺭﺓ ﺒﺨﻤﺴﻴﻥ ﺸﺨﺼﺎ2000  ﺇﻟﻰ ﺃﻴﺎﺭ1999 ﻫﺫﺍ ﺍﻻﻟﺘﻬﺎﺏ ﻤﻥ ﺍﻟﻤﺭﺍﺠﻌﻴﻥ ﺇﻟﻰ ﻤﺴﺘﺸﻔﻰ ﻤﺭﺠﺎﻥ ﺨﻼل ﺍﻟﻔﺘﺭﺓ ﺃﻴﺎﺭ
( ﺍﻟﻔﺤﻭﺼﺎﺕ ﺍﻟﺯﺭﻋﻴﺔ ﺍﻟﺒﻜﺘﻴﺭﻴﺔ2) ( ﻓﺤﺹ ﺇﻨﺘﺎﺝ ﺍﻟﻴﻭﺭﻴﺯ1) ﺴﻠﻴﻤﺎ ﺃﺨﺫﺕ ﺜﻼﺙ ﺨﺯﻉ ﻤﻌﺩﻴﺔ ﻤﻥ ﻜل ﺸﺨﺹ ﻭﺘﻀﻤﻨﺕ ﻤﻌﺎﻴﻴﺭ ﺍﻟﺩﺭﺍﺴﺔ
(ﻤﻥ ﺍﻟﻤﺭﻀﻰ ﻜﺎﻨﻭﺍ ﻤﺼﺎﺒﻴﻥ% 87.7)90/79  ﺃﻅﻬﺭﺕ ﺍﻟﻨﺘﺎﺌﺞ ﺇﻥ.( ﺩﺭﺍﺴﺔ ﺍﻟﺘﻐﻴﺭﺍﺕ ﺍﻟﻨﺴﺠﻴﺔ ﺍﻟﻤﺭﻀﻴﺔ ﻓﻲ ﺍﻟﻁﺒﻘﺔ ﺍﻟﻤﺨﺎﻁﻴﺔ ﺍﻟﻤﻌﺩﻴﺔ3)
 ﻤﺘﺭﺍﻓﻘﺔ ﻤﻊ ﻭﺠﻭﺩ ﻭﺍﻀﺢ ﻟﻠﺨﻼﻴﺎ ﺍﻻﻟﺘﻬﺎﺒﻴﺔ ﻭﺍﻟﺨﻼﻴﺎ ﻤﺘﻌﺩﺩﺓ ﺍﻻﻨﻭﻴﺔ ﺍﻟﻤﺘﺭﺸﺤﺔ ﻓﻲ ﻤﻨﺎﻁﻕ ﺩﺍﺨل ﺍﻟﻨﺴﺞHelicobacter pylori ﺒﺒﻜﺘﺭﻴﺎ
Helicobacter  ﺒﻴﻨﻤﺎ ﻟﻡ ﺘﻅﻬﺭ ﺒﻜﺘﺭﻴﺎ،ﺃﻟﻁﻼﺌﻲ ﻭﺍﻟﺼﻔﻴﺤﺔ ﺍﻷﺼﻴﻠﺔ ﻤﻊ ﻋﺩﻡ ﻭﺠﻭﺩ ﻀﻤﻭﺭ ﻓﻲ ﺍﻟﻐﺩﺩ ﺍﻟﻤﻌﺩﻴﺔ ﺃﻭ ﺍﻟﺘﺤﻭل ﺍﻟﺨﻠﻭﻱ ﺍﻟﻤﻌﻭﻱ
.(ﻓﻘﻁ% 24) 50/12  ﻓﻲ ﻋﻴﻨﺎﺕ ﺍﻟﺴﻴﻁﺭﺓ ﺇﻻ ﺒﻤﻌﺩلpylori
ــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــ

Introduction
Several epidemiological studies have
revealed that the infection with H.pylori
is more common in developing countries
and
among
individuals
with
socioeconomic status [1,2]. Although is
contracted in childhood, the prevalence
of organism increases with age, cohort
effect reflecting a lower standard of
living and higher childhood infection
rate in previous generation [3,4]. The
adult infection and re-infection rate is

thought to be about (0.5 –1.0) % per year
[5]. The main rout of infection is from
person to person either by fecal-oral or
oral - oral mean [6]. The proposed
sequence for development of gastric
adenocarcinoma is well correlated to
H.pylori
infection
of
gastric
mucosa ,likewise H.pylori infection is
the main environment factor causing
active chronic atrophic gastritis with loss
of chief cells and parietal cells and
making media susceptible to the effect of
carcinogens which are generated by an
370
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over –growth of nitrifying bacteria and
some other dietary factor including high
salts intake and low vitamin C
consumption [7,8]. H.pylori can
cause an acute gastritis immediately after
initial infection with the organism [9].
This work aimed to detect the
relationship of H.pylori and chronic
gastritis.
Materials and Methods
This study was carried out in the
endoscopy unit of Hilla surgical teaching
hospital and Merjan hospital over a
period of one year May/1999-May/2000.
The samples consisted of 90 patients (56
males and 34 females), those patients
were of mean of age 56.5 year. Fifty
subjects who were apparently healthy
individuals were also studied as normal
controls. Tissue biopsies were performed
by using endoscopy forceps. Three antral
biopsies specimens were taken and
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subjected to urease test, bacteriological
culture and histological studies. The
urease test was performed by mixing the
gastric
antrum
mucosal
biopsy
specimens with test reagent in a test tube
and the test was judged to be positive if
a color changed from yellow to red
within 24 hour [10].
Bacteriological culture was carried out
by inoculating blood agar plates by the
second biopsies and cultivated under
microaerophilic conditions for 24-48
hour at 37 oC [11].
The last sample was fixed in Pouin’s
solution and stained with haematoxylin
and eosin stain. The histological changes
and grading of its severity were assessed
by two pathologists and according to
Sydney system (table-1) [12] . Patients
with two positive parameters were
considered to be infected with
H.pylori[13] .

Table 1 Sydney system classification of the severity of inflammation
Cells per field
Degree of severity
Mild
>10*
Moderate
10-20
severe
<20
*scale of Sydney system is (0-2 mild,2-4 moderate , < 4 severe)
that of bacterial culture technique.
Results
Patients infected with H.pylori were
The result of this work revealed that
characterized by marked inflammatory
H.pylori infection was significantly
cells and polymorphnuclear cells
higher in patients with chronic gastritis
infiltration in the intraepithelial regions
when compared to that of control group
and lamina propria (figure 1) and there
(table 2). The detection rates of H.pylori
was no atrophy of gastric gland and
by using of the three different techniques
intestinal metaplasia (figure 2- a), on the
were shown in table ( 3). It is clearly
other hand no histological changes were
detected that H.pylori was significantly
noted among control group (figure 2- b).
higher by using of urease and
histological techniques in comparison to
Table 2 Distribution of H.pylori infection in patients and controls
subject
Controls

Total number
50

H.pylori infection
12 (24 %)

Patients

90

79 (87.7 %)
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Table 3 Results of the three parameters using in the demonstration of H.pylori
Test

Control

Patients

Positive

Negative

Positive

Negative

Urease

17(34%)

33(66%)

84(93.33%)

6(6.7%)

Bacterial Culture

2(4%)

48(96%)

33(36.67%)

57(63.33%)

Histological changes

12(24%)

38(76%)

70(77.77%)

20(22.23%)

6
6

5
4.2
4
3

Sydney
Unit

3 Cell No.
H. pylori positive
1.75

H. pylori negative

2

1.2

1
1

0
intraepithelium PMN

PMN in the lamina
properia

Inflamatory cells
infiltration in the
lamina properia

Cell type s

Figure 1 Histological differences between H. pylori positive and H. pylori negative
infection in gastritis patients.
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Figure 2-a A photomicrograph of cross section in gastric antrum of gastric patients

Figure 2-b A photomicrograph of cross section in gastric antrum of control group
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Discussion

References

The results expressed above were
agreed to a large extent with other
studies that have been focused on the
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production of urease is the most
important [19] .Other virulent factors
include
vacuolating
cytotoxin
,
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The high rate of H.pylori detection in
this work indicates that this bacterium
type play an important role in the
development of gastritis among the
studied patients.
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