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Case report

Digestive tract hemorrhaging in a patient with
Brunner’s gland hyperplasia
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Abstract

Objective: This study analyzes the epidemiological characteristics, etiological and pathogenic bases, cli-
nical presentation, diagnosis and treatment of Brunner’s gland hyperplasia. Methods: We describe a case

of Brunner’s gland hyperplasia that was diagnosed incidentally during elective endoscopy and review the
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available literature. Results: This neoplasm consists of glandular proliferation preferentially located in the

proximal duodenum. lts diagnosis, normally made by endoscopic biopsy, can be associated with complica-
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tions that, although infrequent, should not be underestimated. Conclusions: Duodenal neoplasms are a small
percentage of those that affect the gastrointestinal tract. Because diagnosis is usually made by chance during

a scheduled endoscopy, treatment should be based on the symptoms and size of the lesion according to the
treatment standards of each medical center.

Keywords

Digestive hemorrhage, Brunner’s glands, Brunner’s gland hyperplasia, Brunner’s gland adenoma.

INTRODUCTION

Brunner’s gland hyperplasia (BGH), also known as
Brunner’s gland adenoma or Brunneroma, consists of a
proliferation of these submucosal glands of varying sizes
and morphology. Usually they are found in the duodenum.
The prevalence of BGH is not well established, since most
cases are incidentally discovered during an endoscopic exa-
mination. Although they are normally asymptomatic, they
can produce a variety of gastrointestinal symptoms ranging
from nausea and vomiting to gastrointestinal bleeding
which is related to their profuse vascularization. Diagnosis
is made by endoscopy, echoendoscopy or other imaging
techniques. When treatment is necessary, it must be indivi-
dual, either endoscopic or surgical.

CLINICAL CASE

The patient was a 60-year-old man who smoked and who
formerly consumed 30 grams of alcohol daily. He had a
history of arterial hypertension, stage IV chronic kidney
disease secondary to nephroangiosclerosis, and chronic
hepatopathy of enolic origin. There were no data on portal
hypertension. He had been taking 25 mg/day of spirono-
lactone and 40 mg/day of enalapril.

He was seen in our endoscopy unit for an upper digestive
endoscopy for varicose vein screening. During the explo-
ration, two subepithelial nodular lesions that each measu-
red about 10 mm and were covered with normal mucosa
were identified in the second duodenal portion distal to the
duodenal papilla (Figure 1). Taking of a diagnostic biopsy
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sample from one nodule led to persistent seepage of blood
which required placement of a hemoclip to achieve hemos-
tasis. No other lesions or evidence of portal hypertension
were identified.

Figure 1. Two subepithelial lesions covered with normal mucosa
immediately distal to the duodenal papilla.

Four days later the patient came to the Emergency
Department after two days of melena. Upon arrival, he was
hemodynamically stable with blood pressure of 110/80
mm Hg and heart rate of 73 beats per minute. He was sig-
nificantly anemic with hemoglobin of 9.7 g/dL. Previously,
it had been 14.3 g/dL. Other parameters were at their
usual values. Upper gastrointestinal bleeding was suspec-
ted so intravenous treatment with proton pump inhibitors
and continuous perfusion was initiated and urgent upper
endoscopy was performed. A clot attached to the pre-
viously placed hemoclip in the second duodenal portion
was identified, but there was no active bleeding. A new
hemoclip was placed, which again caused abundant blee-
ding. Ten mL of adrenaline diluted in 0.9% physiological
saline (1:10,000) and 2 mL of Etoxiesclerol® (lauromacro-
gol 400) were administered at the site, and two hemoclips
were placed. This stopped the bleeding. Another blood
test found that the patient’s hemoglobin had decreased to
7.5 g/dL, so two packs of red blood cell concentrate were
transfused. There were no further complications, and the
patient was discharged after S days.

The histological study of the lesion found proliferation
of submucosal glands, so Brunner’s gland hyperplasia
was diagnosed (Figure 2). Computed tomography (CT)
showed no extraluminal extension. Given the small size,
iatrogenic origin of hemorrhaging, and subsequent absence

of symptoms, a waiting attitude was chosen. The patient
remains asymptomatic eight months after diagnosis.

Figure 2. More than half of the mucosa shows correct villus height
and Brunner’s gland lobes. These lobes are continued with abundant
Brunner’s glands in the submucosa. The cells show typically clear
mucous cytoplasm without cytological atypia (H&E x400).

DISCUSSION

Brunner’s glands are acinotubular and are found in the
submucosa, most commonly in the proximal duodenum
between the pylorus and the duodenal papilla. They are
less commonly found in more distal portions of the duode-
num and even in the jejunum. Their fundamental function
consists of producing and secreting alkaline mucus which
helps protect the duodenal mucosa from chime. (1, 2)
Although there is no established name for proliferation
of these glands, Brunner’s gland hyperplasia covers both
diffuse hyperplasia (<1 cm) and polypoid lesions (> 1 cm)
which are commonly known as Brunneroma. (3) Within
this group we can differentiate between hamartoma and
adenoma depending on whether or not they have mesen-
chymal elements. (2)

Although the etiopathogenesis of these lesions has
not been clearly established, several theories attempt to
explain their formation. The hyperchlorhydria hypothesis
is most commonly accepted. Overproduction of gastric
acid may act as a stimulus for compensatory proliferation
of Brunner’s glands, ultimately culminating in an BGH. (4)
Other hypotheses place their origin in dysembryoplastic
lesions, while others see them as an adaptation to local
inflammatory processes such as H. pylori infections or
chronic pancreatitis. (1, 2)

BGH appears predominantly in middle-aged patients
without differences of gender distribution. (S) In general,
primary tumors of the duodenum are rare and represent

Digestive tract hemorrhaging in a patient with Brunner’s gland hyperplasia 415



less than 1% of gastrointestinal tumors. BGH may have
an incidence of 0.008% according to some studies. (5)
However, it is difficult to establish its prevalence since most
are asymptomatic lesions found incidentally in endoscopy,
and only a small proportion are diagnosed clinically. (6-8)

In general, larger polyps tend to have symptoms more
frequently. The most common are nonspecific symptoms
such as nausea, vomiting and chronic abdominal pain.
Other less frequent symptoms are digestive hemorrha-
ging due to profuse vascularization and found as occult
blood in feces, recurrent pancreatitis, obstructive jaun-
dice, and even biliary fistulas. (6, 9) Regarding potential
malignancy, Sakurai et al. observed dysplasia in 2.1% and
invasive carcinoma in 0.3% of the 722 cases of GBH they
studied. (10)

To establish the diagnosis of this entity, upper endoscopy
within a biopsy is the first choice. Given the submucosal
nature of these glands, histological specimens obtained
by conventional biopsy are often negative or inconclusive.
This makes deeper biopsy methods such as polypectomy
biopsies necessary. They have higher diagnostic yields but
are also associated with increased risk of complications
such as bleeding and perforation. (9)

When histology is inconclusive, echoendoscopy is the
technique of choice for characterizing GBH. It allows
determination of their origin and study of their vascula-
rization. (1, 3) Finally, some authors propose the use of
contrast CT scans to establish both the extent and diffe-
rential diagnosis with other entities such as adenomatous
polyps, lipoma, leiomyoma, and gastrointestinal stromal
tumors (GIST). These tools make it possible to plan an
appropriate therapeutic approach that avoid sexcessively
aggressive treatments of these lesions with low potential of
malignancy. (2, 3)

There are no clinical guidelines for treatment or qua-
lity studies in this area. It is accepted that these lesions
should be resected when they are larger than 2 cm and
when they produce symptoms. (2) Treatment can be
endoscopic or surgical, and each case must be individua-
lized according to the characteristics of the patient, the
lesion, and the experience of the medical center. So far
there is no evidence of recurrence after removal by either
method. In recent years there has been a strong tendency
to use endoscopic treatment due to technical advances
that have resulted in lower morbidity and mortality rates.
Endoscopic techniques include resection with either a
traditional polypectomy loop or an endoloop and sub-
mucosal endoscopic dissection. (2) Surgical techniques
range from transduodenal polypectomy to pancreatico-
duodenectomy.
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CONCLUSION

The diagnosis of duodenal lesions such as BGH is usua-
lly made after histological study of biopsies obtained
during endoscopy. This procedure has potential com-
plications such as gastrointestinal bleeding due to the
abundant vascular irrigation of BGH. When necessary,
endoscopic or surgical treatment should be decided on
an individual basis.
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