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Abstract

Collision tumors of adenocarcinoma and MALT (Mucosa-associated lymphoid tissue) lymphoma
are often rare findings of resection specimens of gastric carcinomas. The fact that these two histo-
logical lesions are contiguous may suggest a common oncogene. As it is widely known, Helicobac-
ter pylori (H. pylori) plays a leading role in gastric oncogenesis. Could it be responsible for these
tumors? As of today, the exact mechanism is still unclear. However, some histological findings may
suggest that H. pylori promotes the formation of MALT lymphoma which increases the risk of car-
cinomatous changes. Prognosis of collision tumors is tightly linked to the carcinoma lesion, which
is generally poor due to diagnostic delay. Large scale strategies to eradicate H. pylori and detect
early lesions could reduce the mortality of this disease.
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1. Introduction

Since the discovery of Helicobacter pylori (H. pylori) in 1982 and the establishment of causative effect between
this pathogen and ulcerative disease, researchers tried to incriminate this agent as a leading suspect in gastric
malignancies. In fact, some observations of regression of MALT (Mucosa-associated lymphoid tissue) lympho-
ma with antibiotic treatment for H. pylori leaded to the hypothesis of a relationship between them [1]. This was
not the case for adenocarcinoma. But, other rare findings of contiguous MALT lymphoma and adenocarcinoma
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[2]-[4] raised suspicions of a common origin. In this study, we report a case of a collision tumor of adenocarci-
noma and a MALT lymphoma in the stomach that may suggest a common oncogene. If this is true, could it be
the infamous H. pylori?

2. Case Report

A 74-year-old woman presented to our outpatient department with non-radiating epigastric pain of two months’
duration, periodic vomiting, loss of appetite, and loss of weight. There were no personal history of fever or ga-
stro-intestinal bleeding and no family history of gastric cancer.

Inspection showed no conjunctival pallor and no abdominal lump. On palpation, epigastric tenderness was
noted with no palpable mass. No adenopathy and no hepatosplenomegaly were found and digital rectal examina-
tion was normal.

Laboratory blood tests were unrevealing (Hemoglobin level was at 127 g/L, total leucocyte count was
8200/ml, liver function tests were normal).

Gastroscopy showed a suspicious area of gastric carcinoma in the antrum. Several biopsies were taken, re-
vealing on histological examination an undifferentiated gastric carcinoma.

On CT scan there were no signs of metastatic disease or adenopathy.

After agreement, the patient underwent laparotomy. In the operation field, we discovered ascites and perito-
neal carcinomatosis. The gastric tumor was advanced, with transverse mesocolon invasion. A palliative resec-
tion of the stomach (Figure 1) and the transverse colon was performed.

The final histological examination showed a collision tumor of an undifferentiated carcinoma and a MALT
lymphoma (Figure 2). H. pylori was detected in the specimen.

Post-operative course was uneventful and the patient was referred for chemotherapy.

3. Discussion
3.1. Particularity of Collision Tumors

Simultaneous coexistence of carcinoma and MALT lymphoma in the stomach is very rare [5]. In two of the
largest series, it accounts for 0.098% [2] and 0.082% [6] of resection specimens of gastric carcinomas. Preoper-
ative diagnosis of these cases can be challenging since MALT lymphoma can infiltrate the submucosa without
altering the mucosa and requires sometimes multiple biopsies or even an endoscopic submucosal dissection [7].
One interesting subtype of these cases is contiguous carcinoma and MALT lymphoma, also known as colli-
sion tumor. In this subtype, these two distinct neoplasms develop in juxtaposition to one another, without areas

Figure 1. Macroscopic aspect of the tumor in the antrum.
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Figure 2. Gastric mucosa is invaded by 2 cellular proliferations:
lymphoid and carcinomatous components (HE x 40).

of intermingling [3]. In the literature, only 26 cases of gastric adenocarcinomas colliding with lymphomas have
been reported [8].

An inquirer should ask himself: Is it a mere coincidence of two tumors developing independently at first and
then colliding afterwards? Or is it a common oncogene that is responsible for the genesis of the two tumors at
the same time? Or maybe that one of the tumors promotes the other?

3.2. Suggested Role of H. pylori in Collision Tumors

It is widely admitted that H. pylori is incriminated in gastric oncogenesis in the animal model [9], as it satisfies
the components of Koch’s postulates for determining the causative effect between a pathogen and a disease. In
humans, the story is more intricate, as these components are not completely fulfilled. In addition to bacterial vi-
rulence factors (such as the cytotoxin associated gene A), host genetics, nutrition and environmental factors got
their part of the action [10] [11].

As of today, the precise mechanism of gastric collision tumors is still unclear. One fact that we are sure of is
that H. pylori infection is present in the majority of the cases [2]. This microbe may provoke a lymphocytic ga-
stritis with CD8 T cells infiltration that may promote B cell proliferation, ultimately giving birth to the MALT
lymphoma [12]. Many authors think that MALT lymphoma occurs before carcinogenesis and maybe increases
the risk of it, as would suggest the smaller size and less wall infiltration of carcinoma in collision tumors in the
literature [3] [13] [14], and in our case as well. The main motor for these carcinomatous changes would be the
chronic inflammation of the mucosa as suggested by some studies [3] [15].

3.3. Prognosis

The lack of data on patient’s survival or postoperative therapy, does not allow us to assess the prognosis of col-
lision tumors. Some authors suggest that it is primarily related to the carcinoma prognosis as MALT lymphoma
could regress after H. pylori eradication therapy [2]. This leads us to the conclusion that prevention and early
detection of these lesions could enhance outcomes of this disease.

4. Conclusion

Pathogeny of gastric malignancies is intricate and more studies need to be conducted in order to apprehend all of
its secrets. H. pylori plays a leading role in this matter. Therefore, until we unveil the full enigma of this disease,
prevention against this pathogen is still a string of hope to significantly reduce mortality of one of the major

cancers.
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