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ABSTRACT
Russell body gastritis is considered a benign inflammatory disease. This is the first report that documented the
disease’s natural history over a 15-month period and the response to eradication of Helicobacter pylori, with fol-
low-up for another 15 months. In addition, Russell body gastritis was observed with magnifying endoscopy and
narrow-band imaging. In the period of 30 months, we were able to record progression of the disease in the
untreated state and its complete regression after clearance of H. pylori.

INTRODUCTION
Russell body gastritis (RBG), first described by Tazawa et al in 1998, is an unusual gastric mucosal lesion,
characterized by the accumulation of numerous plasma cells containing eosinophilic cytoplasmic inclusions
(Russell bodies).1 Russell bodies are considered to be condensed immunoglobulins resulting from disturbed
secretion in the cisternae of the rough endoplasmic reticulum.2 Plasma cells filled with Russell bodies are im-
munoreactive for CD45, CD79a, and immunoglobulin G.1 With the use of immunohistochemical analysis of
immunoglobulin light chains, both polyclonal and monoclonal expansions of the plasma cells have been
seen.3 Russell body gastritis is considered a benign inflammatory disease, but it may be confused with neo-
plastic diseases such as mucosa-associated lymphoid tissue (MALT) lymphoma and plasmacytoma. Russell
body gastritis is a rare disease, but reports of the disease are increasing in parallel with improvements in
gastrointestinal endoscopy and increased recognition of the disease by endoscopists and pathologists.
However, many issues regarding RBG, such as its natural history, clinical significance, and a possible etiolo-
gic role of Helicobacter pylori remain uncertain.3 Also, endoscopic findings of RBG are not well defined.
Magnifying endoscopy with narrow-band imaging (ME-NBI) is useful for the diagnosis of gastritis and gastric
cancers, because it visualizes microsurface structures and microvessels.4

CASE REPORT
A 64-year-old woman with bronchiectasis underwent esophagogastroduodenoscopy because of heartburn and for
a health check. She did not have a history of alcohol abuse, and her serological examination was negative for human
immunodeficiency virus infection. A white, granular lesion, about 2 cm in size, was seen on the posterior wall of the
lower gastric body (Figure 1). A mucosal biopsy revealed active chronic gastritis with infiltrating neutrophils, lym-
phocytes, and plasma cells containing numerous Russell bodies (Figure 2). Nuclear atypia, lymphoepithelial lesions,
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and Dutcher bodies, which are attributed to immunoglobulin-
filled nuclear pseudoinclusions and are often associated with
low-grade malignant lymphoma,5 were not present. The
plasma cells were immunohistochemically positive for both
kappa and lambda light chains, which indicated that the cells
were not neoplastic. Therefore, the lesion was diagnosed as
RBG. Because the treatment and the natural course of the dis-
ease have not been established, we decided to carefully
watch the lesion without treatment.

The follow-up esophagogastroduodenoscopy, performed 15
months after the diagnosis, revealed that the lesion had
grown larger. Magnifying endoscopy with narrow-band imag-
ing showed destruction and partial disappearance of the
microsurface structure of the mucosa and irregular, elon-
gated, and distorted wavy microvessels (Figure 3). These

findings have some similarity with those of diffuse-type gastric
cancer6 or MALT lymphoma.7 However, the irregular vessels
were more linear and longer than the corkscrew pattern in dif-
fuse-type gastric cancer,6 and were thinner than those of the
tree-like appearance of MALT lymphoma.7 Biopsy specimens
from the lesion again had the features of RBG and no evi-
dence of neoplastic disease.

The patient’s serum anti-H. pylori antibody test was positive,
and histologic examination of gastric biopsies also showed
H. pylori infection. The patient received H. pylori eradication
therapy with amoxicillin 750 mg and clarithromycin 200 mg
together with lansoprazole 30mg twice a day for 1 week. Cure
of H. pylori infection was documented by urea breath test 3
months after the therapy. Esophagogastroduodenoscopy per-
formed 6 months after the eradication therapy revealed
regression of the white, granular lesion, and 15 months later,
the lesion had completely disappeared. Magnifying endos-
copy with narrow-band imaging at this time showed the regu-
lar microsurface structures and microvessels of normal fundic
glandmucosa. In the biopsy specimens of this area, the plasma
cells with Russell bodies were no longer present; only mild
mononuclear inflammatory cell infiltration was present.

DISCUSSION
To our knowledge, this is the first report of RBG with ME-NBI
findings that documented the disease’s natural history over a
15-month period and the response to eradication of H. pylori,
with follow-up for another 15 months. Thus, in the period of 30
months, we were able to record progression of the disease in
the untreated state and its regression after clearance of
H.pylori.

Little is known about either the short- or long-term course of
RBG. Araki et al8 reported that RBG of monoclonal type did
not change during 1-year follow-up, which supports the

Figure 2. Histological appearance of biopsy taken from the lesion.
Expansion of the lamina propria by infiltration of numerous plasma cells
with Russell bodies is present (hematoxylin and eosin stain 20x
magnification).

Figure 1. Conventional endoscopic findings. (A) A white, granular lesion is present on the posterior wall of the lower gastric body. (B) Fifteen months
after the diagnosis of RBG, the lesion has grown larger. (C) Fifteen months after the eradication therapy, the lesion is no longer present.
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opinion that RBG is a benign inflammatory change that does
not progress to lymphoid neoplasia. However, findings in our
patient suggest that it had the potential to progress to lymph-
oid neoplasia: the lesion enlarged during the relatively short
period of 15 months, and the ME-NBI characteristics initially
were similar to those of superficial-type MALT lymphoma.

Our report contributes to evidence that H. pylori infection
can cause RBG. Although more than 60% of reported RBG
cases have been associated with H. pylori infection,3 and
regression of RBG after H. pylori eradication therapy has
been reported,3,9 the etiology of RBG remains uncertain.
Nonetheless, eradication treatment of H. pylori in RBG cases
when the infection is found seems to be a logical. Other sug-
gested causes for RBG are human immunodeficiency virus
infection and alcohol abuse,3 which were not factors in our
patient. Whatever the cause, an inflammatory response or
immunological abnormality inducing plasma-cell hyperactiva-
tion might lead to the formation of Russell bodies.10
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Figure 3. Findings with magnifying endoscopy and narrow band imaging. (A) Before eradication therapy, loss of microsurface structures and irregular
microvessels with elongation and distortion can be seen. (B) After H. pylori eradication therapy, regular microsurface structures and microvessels
have been restored.
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