Letter to the Editor

A rare gastric lesion: Russel body gastritis
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Russell body gastritis was first described by Tazawa
and Tsutsumi, and it is a very rare medical condition.
Russell body gastritis is a condition in which the lami-
na propria of the gastric mucosa are over-infiltrated by
plasma cells containing Russell bodies, which are eo-
sinophilic intracytoplasmic inclusions. Yu et al. reported
a similar case in South Korea in 1987, which was not
described as Russell body gastritis at the time. There
are very few case reports in the literature. Some of them
have been associated with Helicobacter pylori infection.
However, it has been reported in HIV-positive cases that
are not due to H. pylori.

We aimed to present a case of Russel body gastri-
tis diagnosed by biopsy taken with suspicion of gastric
premalignant lesion in our clinic.

A 55-year-old male patient was admitted to our
clinic with complaints of nausea, epigastric pain, and
indigestion. Physical and laboratory examinations were
normal. Upper gastrointestinal endoscopy revealed dif-
fuse hyperaemic, oedematous, and nodular erosions in
the antrum of the entire gastric mucosa. Biopsies were
taken from the lesions in the antrum (Figure 1). Histo-
logical examination revealed chronic gastritis and Mott
cells in the lamina propria. Russel body gastritis was re-
ported. Mott cells were positive for CD138 and negative
for pancreatin. x and A light chains showed that they
originated in a polyclonal plasma cell (Figure 2). Antrum
biopsy materials was positive for H. pylori infection with
Giemsa stain. Helicobacter pylori eradication therapy
was performed according to guidelines. Endoscopic fol-
low-up and controls were planned after the treatment.

In 1890, for the first time, Russell bodies were iden-
tified [1]. These bodies occur as a result of abnormal
functioning of immunoglobulin secretion pathways in
plasma cells [2]. These plasma cells are referred to as
Mott cells. These cells may occur in the gastric muco-
sa due to chronic inflammation. Mott cells can also be
seen in some diseases such as ulcerative colitis, malig-

nant lymphoma, Hashimoto’s thyroiditis, rheumatoid
arthritis, and malignant plasmacytoma [2, 3]. In 1998,
Tazawa and Tsutsumi used the term Russell body gas-
tritis for the first time, when they reported the accu-
mulation of plasma cells containing Russell bodies sec-
ondary to H. pylori infection [1]. The cause of localised
accumulation of plasma cells is not clear. However, it
has been suggested that chronic antigenic stimulation
caused by H. pylori infection may be a cause. However,
cases of Russell body gastritis that are HIV positive and
H. pylori negative have also been reported in the liter-
ature [4, 5]. It is a disease that mostly affects women
[4]. Most patients present with non-specific gastroin-
testinal symptoms. These symptoms include abdominal
pain, dyspepsia, and nausea. Like these symptoms, the
endoscopic image of Russell body gastritis is not spe-
cific. Fluffy nodules can sometimes be seen in the gas-
tric mucosa [2]. Biopsies of the gastric mucosa should
be performed for diagnosis. Russell body gastritis is
a disease diagnosed with histopathological findings.
Histopathologically, the diagnosis is confirmed by an
excessive number of Mott cells in the gastric mucosa.

Figure 1. Endoscopic image
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Figure 2. Histopathological findings. A — Mott cells. B—CD 138. C, D — k and A chain

In differential diagnosis, other Mott cell diseases should
be excluded. Cytokeratin negativity on histopathologi-
cal examination excludes carcinoma. k and A polyclonal
immunoreactive pattern excludes plasmacytoma and
MALToma as a diagnosis [6]. Some Russell body gastri-
tis cases show similar features endoscopically to gastric
xanthoma. Histopathological examination is necessary
to confirm the differential diagnosis. Other causes of
Russell body gastritis include infectious agents, ethanol
use, and gastric cancer [7]. The most common antrum
involvement is reported. In addition, H. pylori was pos-
itive in more than 70% of cases. After H. pylori treat-
ment, it was found that 80% of the cases recovered
[1]. It has been reported that Russell bodies are more
common in normal tissues surrounding malignant le-
sions and may reflect the possibility of a relationship
between malignancy and Russell body gastritis [8].

In our case, Mott cells were stained positive for
CD138 and negative for pancreatin histopathologically.
k and A light chains showed that they originated in poly-
clonal plasma cells. Thus, gastric carcinoma was ruled
out. Helicobacter pylori was positive with Giemsa stain.
Endoscopic erosion nodules were observed in our case.
The image in terms of malignancy was met with suspi-
cion. Because it is a rare clinical condition after patholog-
ical examination, we believe that it should be presented.
Further studies and case study reports are needed for
this condition, which is limited in the literature.
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