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Abstract

Dieulafoy’s lesion (DL) is a rare but potentially life-threatening cause of upper gastrointestinal bleeding. Endoscopic therapy is the first-line treatment; however,
recurrent bleeding may necessitate surgical intervention. A 55-year-old male presented to the emergency department with hematemesis and hemodynamic
instability. Initial endoscopy revealed a Dieulafoy’s lesion in the gastric fundus with active bleeding. Hemostasis was achieved with epinephrine injection, thermal
coagulation, and hemoclip placement, and temporary stabilization was obtained after blood transfusion. On the third hospital day, recurrent bleeding required
repeat endoscopy and an additional hemoclip application, but the patient continued to experience symptoms. On day eight, intraoperative endoscopic tattooing
with methylene blue facilitated accurate localization of the lesion, and wedge resection was performed. The postoperative course was uneventful, and histopatho-
logical examination confirmed the diagnosis of DL. This case demonstrates that intraoperative endoscopic marking is a valuable adjunct in refractory Dieulafoy’s
lesions, enabling precise localization, avoiding unnecessary radical surgery, and allowing successful limited resection.
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Introduction

Dieulafoy’s lesion (DL) is a rare cause of upper gastrointestinal
bleeding, most commonly originating from a congenital
vascular malformation along the lesser curvature of the
stomach. Hemorrhage occurs due to erosion of the gastric
mucosa overlying a large-caliber submucosal vessel (1). The
lesion was first described in 1884 by Gallard as an aneurysm
resulting from congenital malformations associated with
arteriovenous (AV) shunting and submucosal abnormalities.
Later, in 1898, the French surgeon Georges Diculafoy termed it
“exulceratio simplex,” considering it an early stage of ulceration
characterized by a visible artery responsible for bleeding (2).
DL can occur in any part of the gastrointestinal tract but
is predominantly localized at the gastroesophageal junction
and along the stomach’s lesser curvature. It accounts for
approximately 2—5% of intermittent upper gastrointestinal
hemorrhages. The majority of lesions are located within
6 cm of the gastroesophageal junction, though rare cases
have been reported in the bronchus and other regions of the
gastrointestinal system (3). Bleeding is usually occult, but
in rare cases, massive hemorrhage may occur when a large
artery is involved.

Historically, in the absence of endoscopic techniques,
surgery was the mainstay of treatment for DL bleeding.
Radical procedures such as subtotal or total gastrectomy
were associated with considerable morbidity and mortality.
With the advent of endoscopic hemostatic methods, surgical
intervention has been largely replaced and is now required
in fewer than 10% of cases (4). Currently, endoscopy
is considered the gold standard for both diagnosis and
treatment, achieving success rates of 80-100%, with
enhanced efficacy when combined with thermal therapy.
Nevertheless, surgical intervention remains the final option
in cases of uncontrolled or massive bleeding due to DL (5).

Case Report

A 55-year-old male presented to the emergency department with
hematemesis, generalized fatigue, and dizziness. His medical
history was notable for hypertension. He denied alcohol use,
tobacco consumption, and nonsteroidal anti-inflammatory drug
(NSAID) use. Three years prior, an upper gastrointestinal (GI)
endoscopy had revealed only mild gastritis.

On examination, the patient was hypotensive (BP 80/50
mmHg) and tachycardic (HR 110 bpm). Rectal examination
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revealed melena. Laboratory tests showed anemia with
hemoglobin of 8.1 g/dL. Given suspicion for upper GI
bleeding, emergent esophagogastroduodenoscopy (EGD)
was performed. Endoscopy identified active bleeding
from the gastric fundus without mucosal ulceration. A
protruding submucosal vessel consistent with a Dieulafoy
lesion was visualized. Initial hemostasis was attempted with
epinephrine injection and thermal coagulation (Figure-1-2).
The patient received three units of packed red blood cells,

raising hemoglobin to 10.5 g/dL.

Figure 2. Adrenalin injection is made after irrigation with tap water and
after sclerotherapy

On hospital day three, recurrent hypotension and
hemoglobin decline (7.5 g/dL) prompted repeat EGD,
confirming persistent bleeding. Mechanical hemostasis
was achieved with a hemoclip, and three additional units
of erythrocyte suspension were transfused, increasing
hemoglobin to 9.5 g/dL. Follow-up endoscopy showed the
hemoclip in place and no active bleeding.

Despite initial control, on day eight, the patient
experienced another episode of hematemesis with
hypotension (BP 90/60 mmHg, HR 110 bpm). Due to
recurrent hemorrhage and failure of endoscopic management,
a third EGD was performed in the operating room for lesion
localization via methylene blue tattooing. Active bleeding
from the previously clipped site was confirmed.

A laparotomy was performed, and the tattooed lesion
was identified (Figure-3). The lesion was excised via
wedge resection (Figure-4). The postoperative course
was uneventful, and the patient resumed oral intake on
postoperative day three. Histopathology confirmed a
Dieulafoy lesion, characterized by a dilated submucosal
artery protruding through otherwise intact mucosa.

Figure 3. The lesion is stained with Methylene Blue Dye and anterior
stained portion is opened and the lesion is found
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Figure 4. The lesion is seen in pathologic specimen

Discussion

Dieulafoy lesions (DL) are uncommon but potentially
life-threatening causes of acute upper gastrointestinal
bleeding, representing approximately 1-2% of cases (6).
They are characterized by a large-caliber submucosal artery,
typically 1-3 mm in diameter, that protrudes through a small
mucosal defect, often covered with an adherent clot. The
pathogenesis involves thinning of the overlying mucosa,
which predisposes the vessel to erosion and intraluminal
hemorrhage. Lesions are most frequently located within
4-6 cm of the gastroesophageal junction along the lesser
curvature of the stomach, although they may occasionally
occur in other gastrointestinal sites (7). In our patient,
the lesion was located approximately 6 cm distal to the
gastroesophageal junction on the lesser curvature, consistent
with the most common location reported in the literature.
Although the exact etiopathogenesis of DL remains
incompletely understood, it is considered a multifactorial
process. The predominant mechanism is believed to be a
congenital submucosal vascular malformation in which a
dilated, large-caliber artery is covered by a thin mucosal layer
that may erode over time and bleed. Several systemic and
environmental factors have been proposed to modulate this
process, including advanced age, which may reduce mucosal
resilience and microvascular integrity, as well as chronic
comorbidities such as cardiovascular disease, hypertension,
cirrhosis, renal insufficiency, and diabetes, all of which may
impair tissue perfusion, coagulation, or mucosal healing
(8,9,10). Lifestyle factors such as smoking and alcohol
consumption may contribute to chronic inflammation and
ischemia, while the role of diet and genetic predisposition
remains largely speculative. Overall, these factors suggest
that DL develops on a background of vascular anatomy but
may be unmasked by systemic or environmental stressors.

Medication-related mucosal injury, particularly from
aspirin or nonsteroidal anti-inflammatory drugs (NSAIDs),
is known to increase the risk of DL rupture. Baettig et al.
reported that up to 39% of patients with DL had a history
of NSAID or aspirin use. Such agents can compromise
the mucosal barrier, exposing the submucosal vessel and
predisposing it to necrosis and rupture. In contrast, our patient
had no history of NSAID or aspirin use, and endoscopy
revealed normal gastric mucosa without ulceration. This
underscores that DL can present even in the absence of
identifiable mucosal injury (11).

Clinically, DL often presents with sudden, massive,
or recurrent upper gastrointestinal bleeding, which may
be pulsatile or intermittent. Endoscopy is both diagnostic
and therapeutic, allowing direct visualization of the lesion
and intervention. Endoscopic hemostatic methods include
injection therapy (epinephrine or sclerosants), thermal
coagulation, and mechanical therapy with hemoclips or
band ligation (12). Combination therapy has been associated
with lower rebleeding rates compared with monotherapy,
with reported recurrence rates ranging from 9% to 40%.
Although generally safe, endoscopic therapy carries a small
risk of complications (13).

Surgical intervention is reserved for cases in which
endoscopic management fails or bleeding recurs. Options
include local excision, wedge resection, ligation via
gastrotomy, or, rarely, total gastrectomy. Precise localization
of the lesion is often challenging intraoperatively due to its
small size and variable location, particularly for posterior
or proximal lesions near the gastroesophageal junction.
Intraoperative endoscopic localization and marking with
dyes, such as methylene blue, can facilitate targeted resection,
reduce operative time, and limit the extent of surgery. In our
case, intraoperative endoscopic tattooing allowed accurate
identification of the lesion, enabling a small anterior
wedge resection with confirmation of complete excision on
palpation of the specimen (14).

This case highlights several important points. First, DL
should be considered in patients presenting with massive
upper gastrointestinal bleeding, even in the absence of
NSAID or aspirin use or visible mucosal ulceration. Second,
endoscopic therapy remains the first-line treatment, but
clinicians should remain vigilant for rebleeding. Third,
intraoperative endoscopic localization can optimize
surgical management and prevent unnecessarily extensive
procedures, particularly in unstable patients or when the
lesion is difficult to locate. Finally, anteriorly located lesions
may be more readily identified and resected, whereas
posterior lesions pose additional challenges.

Conclusion

Gastric Dieulafoy lesions are rare and diagnostically
challenging sources of upper gastrointestinal bleeding.
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Endoscopy is the cornerstone of both diagnosis and treatment,
with combination therapy reducing the risk of rebleeding.
Surgery is indicated for recurrent or uncontrolled bleeding,
and intraoperative endoscopic localization and marking
facilitate precise, limited resections while minimizing
operative morbidity. Awareness of lesion location, patient
risk factors, and potential challenges in surgical management
is essential for optimal outcomes.
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