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Organic basis of gastrointestinal symptoms is in the scope of many specialists. In 
this article lymphocytic gastritis, relatively newly described and not widely-known 
entity is presented. The lesion is characterized by presence of numerous mature 
lymphocytes in the surface and foveolar epithelium, as well as lymphocytic infil-
tration of the lamina propria. According to the definition at least 25 lymphocytes 
per 100 gastric epithelial cells is now required for the diagnosis. Literature found 
in wide range of databases was searched for morphological features of lymphocytic 
gastritis and its relationship with others coexisting or predisposing conditions or 
lesions. A strong positive correlation between celiac disease and Helicobacter pylori 
infection, and occurrence and severity of lymphocytic gastritis was revealed. A re-
lationship was also found between lymphocytic gastritis and gastric lymphomas 
and other conditions.
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Introduction

About thirty years ago, Haot et al. [1] described 
endoscopic and microscopic features of the condition, 
they called lymphocytic gastritis (LG), characterized 
by accumulation of lymphocytes in the gastric epi-
thelium. In fact, the lesion probably corresponds to 
previously reported one (in 1945) called varioliform 
gastritis with very unusual gross appearance, i.e. 
thick gastric folds with central umbilications sur-
rounded by redness [2].

Lymphocytic gastritis is regarded rare entity, com-
prises 1-5% of all chronic gastritis cases underwent 
upper gastrointestinal endoscopy [1]. However, 
based on broad series of microscopically examined 
gastric biopsies, Odze [3] estimated its prevalence 
as less than 0,3%. It usually concerns adults in 5-6th 
decade, men and women equally [3], but in patients 
with celiac disease the condition is more frequent in 
women [3]. Patients with LG do not present specif-
ic symptoms. The most common ones are dyspep-
sia, upper abdominal pain, heartburn, vomiting or 

weight loss [3, 4]. The symptoms may also be caused 
by primary diseases that are believed to be linked 
with LG, like gastric lymphomas, HIV infection, 
Crohn’s disease, Menetier’s disease, inflammatory 
polyp, or esophageal carcinoma. However, there are 
the convincing evidences of association of LG with 
two other conditions which are: Helicobacter pylori 
(HP) infection and celiac disease (CD) [3]. The fre-
quency and character of the linkage between these 
conditions vary between different studies. 

Morphology of lymphocytic gastritis

In many endoscopic examinations, the stomach 
in patients with LG seems unchanged, however vari-
able macroscopic lesions might be visible. The most 
frequent are erosions with or without mucosal eleva-
tions, as they are found in 55% of cases [5]. The others 
might include nodularity or mucosal elevations, pol-
yps, aphthous erosions, ulcers or ulcer scars. Thick-
ened or giant gastric folds like that in hypertrophic 
gastritis, or above mentioned – nodular targetoid  
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erosions (varioliform) are rarely observed [5, 6, 4]. 
Moreover, local spots (Fig. 1) or mosaic structure 
of the mucosa might be found. The most common 
location of the lesions are the body and the an-
trum as together they are included almost 90%  
of cases [7]. 

The diagnosis of LG is based on microscopic ex-
amination of gastric mucosa and according to current 
definition the main feature is a presence of at least 
25 intraepithelial lymphocytes (IEL) per 100 gastric 
surface and foveolar epithelial cells [1, 2, 3]. Those 
lymphocytes are usually round and small [2]. Inside 
the cells, there is a clear halo, nuclei are small, hyper-
chromatic and round. The cells stay usually single, 
spread evenly in the surface and foveolar epitheli-
um [2] (Fig. 2A, B). Most of these lymphocytes pres-
ent CD3+ and CD8+ phenotype [6] (Fig. 3A-C). 
Microscopic examination can also reveal other lesions 
like foveolar epithelial hyperplasia, epithelial prolif-

eration and glandular atrophy as well as intestinal 
metaplasia [2, 3, 7]. Apart from lymphocytes, neu-
trophils might be occasionally found in the gastric 
mucosa [2, 3]. 

Pathogenesis of lymphocytic gastritis

Association of lymphocytic gastritis  
with Helicobacter pylori infection

Helicobacter pylori infection is known to cause a con-
dition called chronic active gastritis, which can be de-
fined as presence of inflammatory infiltrate composed 
of lymphocytes, plasmocytes, and neutrophils within 
the gastric mucosa [8].

Helicobacter pylori infection is also known to be 
associated with LG. The presence of infection in 
patients with LG varies between studies, reaching 
from 0 up to 27% [2, 6]. It rarely concerns children 
and young adults below 2nd decade of life [8, 9, 5]. 
On one hand, only less than 5% of patients with HP 
infection develop LG, while chronic active gastritis 
is developed in up to 80% of cases [8]. It has been 
noticed that eradication of HP decreases number 
of IELs, even if the symptoms remain [10]. Nielsen 
et al. [6] suggested that due to that fact, the con-
dition should be rather named “active chronic gas-
tritis”, not “lymphocytic gastritis”, but nowadays 
the former term is used to describe an above-men-
tioned, different pathology. However, some studies 
show lack of important correlation between HP in-
fection and LG [6].

There is some evidence that lower number of bac-
teria is present in LG, than in non-lymphocytic 
HP-associated gastritis [6]. On the other hand, LG 
is sometimes present only in a serologically positive 
H. pylori infection and in such cases levels of anti- 
bodies are higher than in patients with non-LG. It may  

Fig. 1. Endoscopic image of gastric mucosa of patient with 
incidentally diagnosed lymphocytic gastritis. Local spots in 
antral part of the stomach

Fig. 2. Dense lymphocytic infiltration of both surface and foveolar epithelium and proper gastric in lymphocytic gastritis 
(A and B: HE, objective magnification A – 10×; B – 20×)
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lead to the conclusion that the presence of anti-
gen, not infection itself contributes to development 
of LG [6].

Additionally, spontaneous remission of LG after 
treatment only with H2 blockers or proton pump 
inhibitors without antibiotics, has been described in 
the literature [11]. It has also been noted that ther-
apy of HP infection even without microscopically 
confirmed presence of the bacteria can lead to im-
provement of patients’ clinical state [11]. Even with-
out presence of HP in the gastric biopsy, it is possible 
that a result of a serological test towards HP in pa-
tients diagnosed with LG is positive. This might be 
caused by either unnoticeable level of the infection 
or by the fact that LG might only be an immuno-
logical reaction to the presence of bacterial antigen 
without an infection itself. The second thesis can be 
additionally supported by the finding that a consid-
erable number of patients develops LG in only sero-
logically positive HP infection [12]. Nielsen et al. [6] 
observed that in nine of their microscopically-nega-
tive patients, two had positive serology towards HP. 
Treatment of HP infection can lead to a significant 
reduction not only the number of bacteria but also in 
the number of IELs [11] or only lower of IEL count, 

but it also leads to improvement in microscopic ap-
pearance of mucosa in terms of increased prolifera-
tion, foveolar hyperplasia, inflammatory activity and 
glandular atrophy that are present in HP-associated 
LG [7]. 

The kind of IEL that appear in HP infection as-
sociated with LG seems to be slightly different in 
comparison to other clinical situations. There is less 
activated cytotoxic T-cells in the epithelium in HP 
infection, which means that their cytotoxic activity is 
lower. Activated T-cells show activity of granzyme B  
(GrB). In HP associated LG, the number of such 
cells is 10.8%, while in celiac disease (CD), for ex-
ample, it is 12-18.9% [13]. On the other hand, 
there are more GrB+ cells in HP-associated LG that 
in other types of HP-associated gastritis [13]. More-
over, in such cases, the amount of GrB+ cells posi-
tively correlate with apoptotic activity [13]. A more 
detailed study shows that there is a slight increase 
of CD4+ cells in HP than in CD, and no statistical 
difference of B- and NK cell compare to a healthy 
control group [12]. 

Moreover, apoptotic and cytotoxic activity 
of the lymphocytes is more strongly marked in HP- 
associated LG than in chronic HP gastritis. In cases  

Fig. 3. A) CD3-, B) CD4- and C) CD8-positive immu-
nohistochemical reaction in intraepithelial lymphocytes  
in lymphocytic gastritis associated with H. pylori infection 
(A, B and C: objective magnification 10×)
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of the latter lager number of T-helper cells are ob-
served among IEL than in LG [12]. In HP-infec-
tion-associated LG a presence of many granulocytes 
in gastric mucosa is noted [2], which is not observed 
in celiac-disease-associated LG [13].

However, some studies show lack of correlations 
between occurrence of HP infection and development 
of LG. Nielsen et al. [6] revealed that the percentage 
of the patients with HP infection is equal in both: 
those who present LG and those who do not. In this 
study, 54 patients with a diagnosis of LG were exam-
ined, and none of them suffered from a HP infection, 
confirmed by microscopic examination of a gastric 
biopsy, while e.g. CD was found in 12 of them. As 
mentioned before, nine of the patients had been sero-
logically tested for HP but only 2 were positive. That 
finding led to the conclusion that LG is not caused 
by HP, and that it is not a specific disease, but only 
a symptom presents in a wide range of various pa-
thologies [6].

Summing up, the connection between HP infec-
tion and development of LG seems not to be very 
strongly established. Many studies show that HP in-
fection is not more common in patients with LG than 
in general population or that LG is more common 
in patients with the infection, other studies confirm 
that eradication of HP lowers the number of IELs or 
that, in some cases, HP infection can lead to a devel-
opment of LG. What also needs to be mentioned, is 
that a well-known correlation between chronic active 
gastritis and HP infection does not appear in up to 
21% of cases of confirmed infection [8]. These find-
ings may suggest that LG, like chronic active gastri-
tis, is just a histological symptom of HP infection.

Moreover, it has been noted that there is a stron-
ger correlation between LG and only serologically 
positive HP infection and that there are actually low-
er number of HP bacteria in patients who present LG 
than in those who do not, which leads to a statement 
that LG might be to some extent caused by HP an-
tigens rather than the infection itself. Some authors 
recommended for patients with LG and negative HP 
histology to undergo serological tests, in order to ex-
clude the infection [1]. The precise connection be-
tween those two conditions is yet to be established.

Association of lymphocytic gastritis with celiac 
disease

The connection between LG and CD is stron-
ger than between LG and HP infection, as it varies 
from 10 to 38% [14,15] and appears to be higher 
in HP-negative CD than in HP-positive CD [15]. In 
pediatric patients, most cases of LG (42%) are associ-
ated with CD [15]. It is confirmed that the amount 
of IELs lowers as the patient introduces gluten-free 
diet [16]. Many patients with LG possess HLA DQ2: 
DQB1*0201 alleles as 95% of CD do [15]. It is also 

suggested that LG may be one form of presentation 
of CD, along with Duhring’s disease, epilepsy or 
depression. Due to that, it is strongly suggested to 
exclude gluten-dependent diseases in patients diag-
nosed with intraepithelial lymphocytosis [17].

In one big study almost 300 000 patients with 
different pathologies were evaluated [18]. Out of al-
most 4000 examined CD patients only 16% had 
shown a correct gastric histology. Only 0.3% of pa-
tients with HP infection presented LG, while only 
0.15% patients without CD had LG. In CD patients, 
villous atrophy correlated with occurrence of LG. 
This observation was confirmed by a recent Italian 
study, in which almost 90% of CD patients with LG 
had villous atrophy, crypt hyperplasia and increased 
small bowel IELs count [16]. The rest of the patients 
present, either increased IELs alone, or increased IELs 
and crypt hyperplasia. Brown et al. [19] also noted 
a correlation between the severity of CD and occur-
rence of LG. They observed higher neutrophil count, 
and stronger eosinophilic infiltration in CD patients 
with LG. The gastritis generally tended to occur in 
patients with more advanced stages of CD. There is 
also evidence that in CD patients, the mean count 
of IELs is higher than in healthy controls, even if LG 
cannot be diagnosed [28].  It might lead to a conclu-
sion that the diagnosis of LG is only arbitrarily taken 
from a wider spectrum. Moreover, patients with LG 
and villous atrophy tend to have a higher antibody 
count and lower serum albumin level [18].

In another study, 10% out of 70 patients with di-
agnosed CD presented LG [14]. Their age was slight-
ly higher that the average of the group, three patients 
were new ones and four did not follow the rules 
of gluten-free diet. The sex had no influence on oc-
currence of LG [14]. The authors noted only slightly 
higher IELs count in small intestine biopsy in group 
with LG in comparison to group that did not have 
LG. The lymphocytes in the duodenal epithelium 
were also CD3+ T-cells.

However, a more detailed study showed that in 
CD the prevalence of CD8+/CD4– T cells in gas-
tric epithelium in LG is significantly higher than in 
HP-associated LG [6]. There is slightly lower num-
ber of CD4+ cells in comparison to HP-associated 
LG and there is no difference in count of B and NK 
cells in comparison to the norm [6].

Additionally, there is a study that compares 
CD and LG in terms of immunological regulation 
of the expression of the inflammation in the epithe-
lium [20]. It is known that the NKG2D-NKG2DL 
(Natural Killer Group 2D-Natural Killer Group 2D 
Ligand) system and the IL-15 are important CD8+ 
infiltration-inducing factor in CD. The study shows 
that the same can be said about LG, but not in HP 
infection itself, which indicates that both CD and LG 
have the same immunological regulation path [20].
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however histological types of lymphoma specific 
were not specified. There is evidence of coincidence 
of LG and gastric low-grade B-cell MALT-lympho-
ma [23]. In terms of typical histopathological fea-
tures, the lymphocytes in lymphoma have different 
morphology than in LG. In lymphoma-associated 
lymphoepithelial lesions they form groups and have 
bigger nuclei in comparison to LG [22]. Lymphoma 
lymphocytes are mainly B-cells, while in gastritis 
they are mostly T cells. On the other hand, there are 
reports of T-cell lymphoma which microscopic view 
highly resembles LG [24]. There is no correlation be-
tween stage or type of lymphoma and the number 
of IELs [22]. The presence of LG itself does not in-
dicate an increased risk of lymphoma [1]. However, 
some case studies show that LG can arise on the basis 
of a treated lymphoma and atrophy of gastric mu-
cosa. There is also an observation that HP infection 
seems to be much less common in lymphoma with 
LG than in lymphoma without LG [22]. It may be 
caused by extinction of previously present bacteria 
due to loss of acid secretory function of the gastric 
mucosa. The authors also observed the same number 
of eosinophils in patients with or without LG, more 
neutrophils in LG and more advanced body atrophy 
in LG in comparison to lymphoma-associated in-
traepithelial lesions [22]. 

A recent study finds a connection between devel-
opment of LG and colonization of gastric mucosa by 
bacteria different than HP [20]. It was discovered 
that Propionibacterium acnes may contribute to devel-
oped of LG, as it was almost 50% of taxa in gas-
tric microbiota in LG in comparison to only about 
22% in healthy control group. It was also noted 
that P. acnes activates an above-mentioned NKG2D- 
NKG2DL system [20]. What is very important, it is 
underlined that the use of antibiotics, depending on 
their spectra can indirectly lead, either to induction, 
or suppression of this system. This fact may explain 
why application of antibiotic therapy may lead to 
improvement of patient’s state and decrease of IELs 
count even without a presence of H. pylori, which, 
on the other hand, fails to induce this inflammation 
regulation path [20].    

Another study describes an association of LG and 
increased gut permeability [25]. 

There is also evidence of a connection between LG 
and protein loss with Campylobacter infection [25]. 
A conclusion is drawn, that the presence of IELs can 
be the cause of impairment of function of gastric mu-
cosa that leads to protein loss, similarly to the pa-
tients with CD.

Moreover, there is evidence that LG can occur 
without any coexistent pathologies. Recent case stud-
ies show possibility of a genetic factor in pathogenesis 
of LG [15]. 

Another important observation is that not only 
LG is more frequent in patients with CD, but also 
the general number of lymphocytes in the gastric 
epithelium is higher in this group. In one study, in 
11.4% of patients with CD the number of IELs was 
between 15 and 25/100 and in as much as 65.7% 
the IEL count was in a range of 5-15, while in 
non-coeliac control group the average count of IEL 
was 5.15 [14]. The count of the IELs used to per-
sist in patients who did not stick to gluten-free diet. 
The last observation was confirmed by Gabrieli  
et al. [16], that revealed that in CD patients, LG 
withdrew after an introduction of a gluten-free diet 
is more than 90%. This could be said about only 
20% of CD-associated chronic active gastritis. It is 
suggested that LG in case of CD is a gastric immu-
nological response to gluten, only less intense than 
in the small bowel [16]. On the other hand, howev-
er, there is a case of a collagenous gastritis that was 
successfully cured by an introduction of gluten-free 
diet, which may indicate a similarity between LG and 
chronic gastritis [17].

Vogelsang et al. [21] reported 43 patients diag-
nosed with CD, without or with already introduced 
gluten-free diet. They conducted endoscopic biop-
sy of both gastric and duodenal mucosa, and with-
in a week they performed oral permeability test in 
order to establish a correlation between microscopic 
lesions and increased gastric and small bowel perme-
ability. A positive correlation between LG, CD and 
increased gastric permeability was found. The au-
thors also observed that CD-associated LG leads to 
symptoms connected rather with abnormal function 
of the stomach than upper intestine. It is also sug-
gested that microscopic lesions in stomach mucosa 
can lead to increased gastric permeability even if 
the patient does not present any symptoms. No cor-
relation between increased permeability and LG itself 
was observed [21].

Summing up, the correlation of LG and CD is 
well-established. Introduction of a gluten-free diet 
causes a reduction in the number of IELs. Moreover, 
there is a strong representation of certain HLA alleles 
in both CD and LG, which would be a further sup-
port for its immunological etiology. It is also known 
that histological changes in gastric mucosa to some 
extent correlate with severity of CD.

Association of lymphocytic gastritis with other 
diseases 

Connection of LG with other pathologies is not 
well evaluated, but there are some studies that bring 
very important information. One condition that 
seems to correlate with LG is lymphoma. In one re-
port [22], LG occurs in 32% of patients with prima-
ry gastric lymphomas, which is a higher percentage 
than in case of dyspepsia or chronic active gastritis, 
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One more recent study revealed, that IELs, in 
comparison to lymphocytes in healthy individuals, 
show higher expression of TIA-1 and lower expres-
sion of perforin and GrB [26]. 

Early studies suggested that LG and Meneti-
er’s disease might be two diseases that are a part 
of the same spectrum. It was due to frequent coex-
istence of the conditions and common situation in 
which LG appeared in absence of Menetier’s disease. 
It was additionally supported by the finding that, in 
LG, most of the lymphocytes are α/β T-cells, not γ/δ 
ones [27]. 

Last but not least, it should be mentioned that 
there is evidence that LG might be drug-induced. 
Ticlopidine is known to a be possible factor that 
contributes to development of LG [20]. Another 
drug that is linked to development of LG is pem-
brolizumab. There is a recent report of a patient 
suffering from recurrent melanoma lung metastases, 
who developed LG after being treated by the drug 
for a month [28].

There are reports that LG can associate collage-
nous gastritis [29, 30]. The latter, although, can 
present a lymphocytic gastritis-like histological pat-
tern [31]. 

Summary

The analysis of the above-described scientific 
studies leads to a few conclusions. There is no one 
exact cause of LG. It might be easy to find HP-in-
fection in LG, due to its relatively frequent abun-
dance. The fact that antibiotic therapy lowers num-
ber of IEL might, as well, be caused by eradication 
of different bacteria, what influences inflammation 
regulatory paths [20]. There is a strong immuno-
logical resemblance with CD, as the same cytokines 
trigger the reaction [20] and LG reacts to glu-
ten-free diet in cases where the two conditions co-
exist [16]  On the other hand, those conditions also 
differ, since in CD the lymphocytes that infiltrate 
the epithelium are T γ/δ cells and in LG those cells 
are the α/β type. 

Even though the morphological resemblance 
of LG and lymphoma might cause diagnostic prob-
lems [24], LG does not behave like a neoplasm [22], 
however they might coexist, or, more often, might 
develop on a basis of post-lymphoma lesions [23].

There is also evidence that LG might occur in 
many more medical conditions like protein losing en-
teropathy [25], that it is connected to Menetier’s dis-
ease [27] or that it can even exist without any other 
coexisting pathology [15]. 

Due to all these facts, the only conclusion that 
can be drawn is that, rather than being a separate 
disease, LG is more likely an immunological reac-
tion to certain factors, a symptom of certain dis-

eases. That is why a finding of LG should be an in-
formation for a clinician to look for a coexistent 
pathology.

The authors declare no conflict of interest.

References
1. Haot J, Hamichi L, Wallez N, et al. Lymphocytic gastritis: 

a newly described entity: a retrospective endoscopic and histo-
logical study. Gut 1988; 29: 1258-1264.

2. Hwang JE, Hong YO, Song DE, et al. Clinicopathologic 
analysis of lymphocytic gastritis. Korean J Pathol 2007; 41: 
289-295.

3. Lash RH, Lauwers GY, Odze RD, et al. Inflammatory disorders 
of the stomach. In: Odze and Goldblum Surgical Pathology 
of the GI Tract, Liver, Biliary Tract and Pancreas. Odze RD, 
Goldblum JR (eds.). Sanuders 2015; 352-401.

4. Joo M. Rare gastric lesions associated with Helicobacter py-
lori infection: a histopathological review. J Pathol Transl Med 
2017; 51: 341-351.

5. Kim MJ, Eom DW, Park K. Helicobacter pylori associated 
lymphocytic gastritis in a child. Pediatr Gastroenterol Hepatol 
Nutr 2014; 17: 186-190.

6. Nielsen J, Roberts C, Lager L, et al. Lymphocytic gastritis is 
not associated with active Helicobacter pylori infection. Heli-
cobacter 2014; 17: 349-355. 

7. Mäkinen JM, Niemelä S, Kerola T, et al. Epithelial cell prolif-
eration and glandular atrophy in lymphocytic gastritis: effect 
of H pylori treatment. World J Gastroenterol 2003; 12: 2706-
2710.

8. Yilmaz B, Koseoglu H, Coskun Y, et al. Comparison between 
different first-line therap protocols in eradicating Helicobacter 
pylori in a region with high clarithromycin resistance. Gastro-
enterology Rev 2018; 13: 150-156.

9. Konrad P, Chojnacki J, Gąsiorowska A, et al. Therapeutic effi-
cacy of amoxicillin and rifaximin in patients with small intes-
tinal bacterial overgrowth and Helicobacter pylori infection. 
Gastroenterology Rev 2018; 13: 213-217.

10. Shimoyama Y, Mukai M, Asato Y, et al. Clinical and endoscopic 
improvement of lymphocytic gastritis with eradication of Heli-
cobacter pylori. Gastrointest Endosc 2001; 54: 251-254.

11. Shienbaum A, Pavlenko A, Liu J, et al. Lymphocytic gastritis, 
isolated type occurring in family members. A case report. Int  
J Sci Arts Commerce 2017; 11: 16-22.

12. Broide E, Sandbank J, Scapa E, et al. The immunohistochemis-
try profile of lymphocytic gastritis in celiac disease and Helico-
bacter pylori infection: interplay between infection and inflam-
mation. MediatorsInflamm 2007; 2007: 81838.

13. Han SH, Joo M, Kim KM. High proportion of granzyme b+ 
intraepithelial lymphocytes contributes to epithelial apoptosis 
in Helicobacter pylori-associated lymphocytic gastritis. Heli-
cobacter 2013; 18: 290-298.

14. Feeley KM, Heneghan MA, Stevens FM, et al. Lymphocytic 
gastritis and coeliac disease: evidence of a positive association. 
J Clin Pathol 1998; 51: 207-210. 

15. Rostami-Nejad M, Ehsani-Ardakani MJ, Assadzadeh H, et al. 
Pathological and clinical correlation between celiac disease and 
Helicobacter pylori infection; a review of controversial reports. 
Middle East J Dig Dis 2016; 8: 85-92.

16. Gabrieli D, Ciccone F, Capannolo A, et al. Subtypes of chronic 
gastritis in patients with celiac disease before and after gluten-free 
diet. United European Gastroenterol J 2017; 6: 805-810.

17. Bajwa R, Joshi A, Heikenen J. Successful treatment of collag-
enous gastritis in a child with a gluten-free diet. WMJ 2015; 
114: 271-273.



161

Lymphocytic gastritis

18. Lebwohl B, Green P, Genta RM. The coeliac stomach: gastri-
tis in patients with coeliac disease. Aliment Pharmacol Ther 
2015; 42: 180-187.

19. Brown IS, Smith J, Rosty C. Gastrointestinal pathology in ce-
liac disease: a case series of 150 consecutive newly diagnosed 
patients. Am J Clin Pathol 2012; 138: 42-49.

20. Montalban-Arques A, Wurm P, Trajanoski S, et al. Propion-
ibacterium acnes overabundance and natural killer group 2 
member D system activation in corpus-dominant lymphocytic 
gastritis. J Pathol 2016; 240: 425-436.

21. Vogelsang H, Oberhuber G, Wyatt J. Lymphocytic gastritis 
and gastric permeability in patients with celiac disease. Gas-
troenterology 1996; 111: 73-77.

22. Miettinen A, Karttunen T, Alavaikko M. Lymphocytic gastri-
tis and Helicobacter pylori infection in gastric lymphoma. Gut 
1995; 37: 471-476.

23. Song DE, Kim JS, Huh JR, et al. Lymphocytic gastritis in 
Helicobacter pyloripositive gastric MALT lymphoma. Korean  
J Pathol 2005; 45: 354.

24. Nga ME, Tan SH, Teh M, et al. Lymphocytic gastritis-like T cell  
lymphoma: molecular evidence of an unusual recurrence. J Clin 
Pathol 2004; 57: 1222-1224.

25. Crampton J, Hunter J, Neale G, et al. Chronic lymphocytic 
gastritis and protein losing gastropathy. Gut 1989; 30: 71-74.

26. Fujiwara H, Fujiwara H, Akatsuka I, et al. Letter to the editor. 
Lymphocytic gastritis showing concomitant occurrence of both 
CD4+ and CD8+ T-cells among epithelial cells. Pathol Int 
2014; 64: 361-363.

27. Mosnier J, Flejou J, Amouyal G, et al. Hypertrophic gastropa-
thy with gastric adenocarcinoma: Menetrier’s disease and lym-
phocytic gastritis? Gut 1991; 32: 1565-1567.

28. Yip RH, Lee LH, Schaeffer DF, et al. Lymphocytic gastritis 
induced by pembrolizumab in a patient with metastatic mela-
noma. Melanoma Res 2018; 28: 645-647.

29. Stancu M, De Petris G, Palumbo TP, et al. Collagenous gas-
tritis associated with lymphocytic gastritis and celiac disease. 
Arch Pathol Lab Med 2001; 125: 1579-1584.

30. Kamimura K, Kobayashi M, Sato Y, et al. Collagenous gastri-
tis: review. World J Gastrointest Endosc 2015; 16: 265.

31. Arnason T, Brown IS, Goldsmith JD, et al. Collagenous gas-
tritis: a morphologic and immunohistochemical study of 40 
patients. Mod Pathol 2015; 28: 533-544. 

Address for correspondence
Michał A. Puderecki
Department of Clinical Pathomorphology
Medical University of Lublin
Jaczewskiego 8b
20-090 Lublin, Poland
e-mail: mpuderecki@poczta.onet.pl


