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ABSTRACT
Chronic gastritis has a high incidence in adults, causing progressive destruction of glandular structures, favoring
the development of gastric atrophy. The association of chronic gastritis with intestinal type metaplasia of gastric
mucosa has a poor outcome as intestinal metaplasia is regarded as a precancerous lesion. Metaplasia is common in
patients with Helicobacter pylori infection. The aim of our study was to study chronic gastritis and its association
with H.pylori and intestinal metaplasia. The study was conducted on a total of 800 patients, aged between 20 and
60 years, who presented for dyspeptic disorders in the period 2015–2016 and were examined clinically and
endoscopically. During the gastroscopic examination, fragments of gastric mucosa were collected for the
histopathological study and for detection of H.pylori infection. For the histopathological study, Hematoxylin–Eosin
was performed, while for identifying H.pylori infection, giemsa stain was done. A diagnosis of gastritis was
established in 390 patients, representing approximately 48.75% of all cases. Most cases with gastritis were found in
people of middle age. Gastritis was present in almost all age groups. Of the 390 cases of gastritis, histopathological
examination identified the presence of intestinal metaplasia in 45.64% of patients with chronic gastritis, and
h.pylori positive was found in 51% of patients with chronic gastritis. This study highlights the association of
chronic gastritis and H.pylori and the presence of intestinal metaplasia, which is a precancerous condition.
KEYWORDS: Intestinal metaplasia, chronic gastritis, H.pylori.
INTRODUCTION
Chronic gastritis is characterized by inflammation of the
gastric mucosa, with long-term evolution, characterized
by progressive superficial and deep extension of the
inflammatory process, eventually leading to destruction
of glandular epithelium (atrophic gastritis). According to
other authors,[1] chronic gastritis has a high incidence in
adults and the incidence increases with age. Like any
inflammatory lesion, chronic gastritis is characterized by
a chronic inflammatory cell infiltrate located mainly in
the lamina propria of the gastric mucosa, but sometimes
also in the submucosa, consisting mainly of lymphocytes
and plasma cells. The chronic inflammatory process
affects the stomach and causes progressive destruction of
glandular structures favoring the development of gastric
atrophy.[2] The association of chronic gastritis with
intestinal type metaplasia of gastric mucosa is an
aggregate of histopathologic lesions that may have a
poor outcome as intestinal metaplasia is regarded as a
precancerous lesion that increases the risk of gastric
cancer by six times.[3] Gastric mucosa metaplasia means
the replacement of the lining epithelium and/or gastric
glands with intestinal type epithelium glands similar to
Lieberkühn glands.[4] Intestinal metaplasia is very
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common in adults, being detected in approximately one
in four patients undergoing endoscopy. Prevalence of
metaplasia is significantly higher in patients infected
with Helicobacter pylori and heavy smokers. [4] In our
study, we evaluated the relationship between chronic
gastritis with intestinal metaplasia and H.pylori infection.
MATERIALS AND METHODS
The study was conducted on a total of 800 patients, aged
between 20 and 60 years, who presented for dyspeptic
disorders at the Gastroenterology department of
SBMCH, in the period 2015–2016. They were examined
both clinically and by gastroscopy. During the
gastroscopic examination, fragments of gastric mucosa
were collected for the histopathological study and for
highlighting the H.pylori infection. Fragments of gastric
mucosa were collected using standard endoscopic biopsy
from five areas of the gastric wall, according to updated
Sydney system. For the histopathological studies gastric
mucosa fragments were fixed in 10% neutral formalin
solution and embedded in paraffinan and stained with
Hematoxylin–Eosin and Giemsa stains.
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RESULTS

DISCUSSION

Statistical analysis of patients with dyspeptic syndrome,
clinically and endoscopically investigated at SBMCH,
Chennai, between 2015 and 2016 allowed us to note that
of the total of 800 patients with eso-gastro-duodenal
pathology, a diagnosis of gastritis was established in 390
patients, representing approximately 48.75% of all cases.
Most cases with gastritis were found in people of middle
age, employed, especially between the age groups of 35–
45 years and 45-55 years, where over 50% of people
with dyspeptic syndrome were diagnosed with gastritis.

Gastritis is the most common stomach disorder and,
because of its polymorphism, it is very difficult to make
an accurate characterization of this disease. According to
some authors,[2] chronic inflammation of gastric mucosa
is observed at all ages, with a higher frequency between
20 and 35 years. Clinical and statistical data we obtained
showed that gastritis was present in over 48.75% of
patients having an upper gastrointestinal distress, which
is a very high percentage. The fact is that the evaluation
of gastritis incidence in the general population is difficult
to determine because the diagnosis of gastritis is often
established only superficially based on subjective
complaints, and in another section of the patients,
showing reduced clinical signs of gastritis although
gastric mucosal lesions were observed at endoscopy and
confirmed by histo- pathology.

Fig. 1: Chronic gastritis-Giemsa stain showing
H.pylori positivity.

Fig. 2: Chronic gastritis with intestinal metaplasia,
showing goblet cells.
In our study, we were particularly interested in the
presence of H. pylori in patients with gastritis. Of the
390 cases of gastritis, giemsa was positive in 201
patients, representing approximately 51% of all patients
with gastritis. Most cases showed the histological form
of partial to complete metaplasia, consisting of goblet
cells and ciliated cells of intestinal type. The most
obvious form of intestinal metaplasia was that with
goblet cell proliferation, while the presence of Paneth
cells were infrequent. The transition from gastric type
epithelium to the intestinal type was sometimes sudden,
and sometimes there was a “transition zone”, with cells
of various sizes giving a pseudostratified appearance to
the surface epithelium were also seen.
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Our study showed that lesions of gastritis can be found at
any age but the maximum incidence was seen in people
aged between 35 and 50 years. We believe that the data
we obtained are more realistic because at this age
etiopathogenic factors act more intensively. Thus, certain
fried foods, some canned food and meat, spicy foods,
alcohol, coffee and tobacco abuse under- lying
histological and physiological changes of gastric mucosa
are more common in these age groups. Many of the
drugs with irritating effect on the stomach, as salicylates,
aminophenazone, anti-neuralgics, cortisones, indocide,
phenylbutazone, etc., were used by adults included in the
study group.
In our study, some cases of chronic gastritis were of
atrophic type. Gastric atrophy is considered the final
stage of chronic gastritis and as a precancerous
condition.[5–7] Most cases of gastric atrophy are
associated with H. pylori infection, bacteria regarded as
an important cause of chronic atrophic gastritis.[8,9]
Correa P postulates that carcinogenesis occurs as a
progression from chronic gastritis to gastric atrophy and
intestinal metaplasia, then dysplasia, and ultimately to
cancer.[7] Intestinal metaplasia represents the conversion
of gastric glands to a form similar to small bowel
mucosal glands containing goblet cells, absorbing cells
and Paneth cells. This transformation of the mucosa is a
risk factor leading to the development of intestinal-type
gastric cancer.[10]
It seems that intestinal metaplasia is the most frequent
and most common change of the gastric mucosa.
Although the Sydney system of examination of the
gastric mucosa is used a lot worldwide, a large-scale
study in Houston showed that intestinal metaplasia was
diagnosed in less than 50% in patients with chronic
gastritis.[11]
Numerous studies have shown that H. pylori infection is
the most common identifiable cause of gastritis in
children and adults.[12] Although H. pylori infection is
usually acquired during childhood, there is little
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information regarding the prevalence of atrophy or
intestinal metaplasia in the stomach of the child. Gastric
mucosal atrophy in children is either rare or
unrecognized, and when identified, it was not well
characterized.[13,14]
In our study, using giemsa staining of the biopsy sample,
H.pylori was identified at a rate of 51% of cases.
Numerous studies show that H. pylori infection varies
from country to country. However, it is estimated that
60% of the world population is infected with the
organism.[15] Generally, infection is correlated with
social and economic conditions.[16] Infection incidence
rates in countries with developing economies reach an
impressive rate:80–90%.[17,18]
It is well established that chronic inflammation induced
by H. pylori may lead to loss of normal gastric mucosal
architecture, with destruction of gastric glands and
replacement by fibrosis of subepithelial connective
tissue. This process of gastric atrophy and intestinal
metaplasia occurs in approximately half of patients with
H. pylori infection, especially in patients with severe
inflammation.[19]
Zhang C et al. (2005) suggest that H. pylori seems to be
the most important risk factor for development of
glandular atrophy and intestinal metaplasia, but not the
only risk.[20] Other identified risk factors include
cigarette smoking, bile reflux, use of NSAIDs, salt,
autoimmune gastritis and not yet recognized genetic
factors.[21–23]
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CONCLUSION
Chronic gastritis was clinically and endoscopically
diagnosed in more than 48% of patients with dyspepsia,
and intestinal metaplasia was identified in more than
45% of patients with chronic gastritis.
H. pylori infection was identified in 51% of patients with
chronic gastritis, highlighting the importance of
bacterium in the pathogenesis of gastric lesions.
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