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ABSTRACT 
 

 

Dieulafoy's lesion (DL) is an abnormal, enlarged 

(approximately 13mm) and tortious submucosal artery in 

the gastrointestinal tract wall. Herein, we report a case of 

recurrent bleeding from a gastric fundus DL in a 59-year-old 

man who presented with a history of melena associated 

with dizziness and palpitations. 

Esophagogastroduodenoscopy revealed a tortuous, dilated 

vessel in the gastric fundus. Computed tomography 

angiography revealed an aberrant vessel branching from the 

celiac artery. Surgery was performed, resulting in complete 

resolution of the patient’s symptoms. DL is a rare but life-

threating cause of gastrointestinal haemorrhage and should 

be considered in the differential diagnosis. 
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Implications for Practice:  

1. What is known about this subject?  

DL is an underrecognised cause of gastrointestinal bleeding, 

representing less than 5 per cent of all causes of 

gastrointestinal bleeding. 

2. What new information is offered in this case study? 

DL poses a high risk of recurrent bleeding regardless of the 

mucosal integrity. Thus, early therapeutic interventions 

should be considered. 

 

3. What are the implications for research, policy, or 

practice?  

All patients presenting with obscured gastrointestinal 

bleeding should be carefully investigated for DL, particularly 

in case of present comorbidities or risk factors for DL.  

 

Background 

Dieulafoy's lesion (DL) is an abnormal, enlarged 

(approximately 13mm) and tortious submucosal artery in 

the gastrointestinal tract (GIT) wall. The French surgeon 

Paul Dieulafoy first described this disease in his scientific 

paper published in 1896. It is also known as Dieulafoy's 

ulcer, gastric arteriosclerosis, gastric aneurysm, submucosal 

arterial malformation, cirsoid aneurysm, calibre persistent 

artery, and solitary exulceratio simplex.
1 

DL accounts for up 

to 5 per cent of all acute GIT bleeding causes.
1
 It is usually 

found in the first part of the gastric wall, approximately 5cm 

from the gastro-oesophageal junction, but it can be found in 

all parts of the GIT, including the oesophagus, small and 

large intestines.
2,3

 It occurs more commonly in males, older 

adults, and individuals with comorbidities, such as diabetes 

mellitus, hypertension, cardiovascular disease, and chronic 

kidney disease.
3-6

 Recently, alcohol consumption and 

antiplatelet agents were reported as risk factors for DL 

formation.
5
 The clinical manifestation of DL includes 

melena, haematemesis, haematochezia, tachycardia, 

hypotension, and syncope.
7
 Bleeding episodes are often 

self-limited, although the bleeding can be recurrent, 

profuse, or life-threatening. Herein, we report a case of 

gastric fundus DL in a 59-year-old man. 

 

Case details 
A 59-year-old Saudi male patient with a history of diabetes 

mellitus and hypertension presented to the hospital with a 

1-week history of melena, dizziness, and palpitations. He 

had been taking aspirin daily for the last one year as a 
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primary prophylaxis. On admission, his pulse rate was 

118bpm, blood pressure was 128/78mm Hg, respiratory 

rate was 18breaths/min, oxygen saturation was 94 per cent 

on room air, and body temperature was 36.8°C. Physical 

examination revealed pale conjunctivas, mild epigastric 

tenderness, and hepatomegaly. Laboratory findings on 

admission were as follows: haemoglobin: 8.3g/dl, mean 

corpuscular volume 88.5 fl, mean corpuscular haemoglobin 

26.7pg, white blood cell count 11.4, platelet count 336, 

prothrombin time 12.6s, partial thromboplastin time 24.2s, 

international normalized ratio 1.1, creatinine 1.21mg/dl, 

blood urea nitrogen 21mg/dl, sodium 136mmol/L, 

potassium 4.68 mmol/L, aspartate transaminase 21U/L, 

alanine aminotransferase 43U/L, total bilirubin 0.48mg/dl, 

direct bilirubin 0.12mg/dl. Tests for human 

immunodeficiency virus antibody, hepatitis B surface 

antigen, and hepatitis C antibody were negative. Abdominal 

computed tomography (CT) angiography showed a well-

defined tortuous vascular structure in the gastric fundus 

(Figure 1) and enlarged fatty liver, measuring up to 20cm. 

Esophagogastroduodenoscopy revealed a tortuous, dilated 

vessel in the gastric fundus without any obvious erosions 

(Figure 2). 

 

The patient’s condition improved after proton pump 

inhibitor infusion; thus, considering the above findings, a 

therapeutic endoscopic or surgical intervention was not 

performed at that time. The patient was discharged in a 

good clinical condition. However, he was readmitted 1 week 

later due to recurrent bleeding manifesting as 

hematemesis. Diagnostic upper GIT endoscopy showed the 

presence of the same large tortoise artery, without any 

obvious erosions. CT angiography showed an aberrant, 

large, tortuous artery inside the gastric wall, which 

branched from the celiac artery. Therapeutic endoscopic 

intervention was not performed due to the large artery size 

and the high risk of complication occurrence. Arteriographic 

embolization was attempted as a safe therapeutic option; 

however, we could not reach the aberrant gastric artery. 

Therefore, we performed surgical ligation through 

exploratory laparotomy without any complications. At the 

follow-up at 1 month after surgery, the patient’s symptoms 

had fully resolved and his haemoglobin level had improved.  

  

Discussion 
Although the aetiology of DL is still uncertain, it is 

considered that these lesions are congenital in nature.
8
 

Currently, endoscopy is the main diagnostic and therapeutic 

method for DL. Endoscopic criteria for DL include: (1) Active 

arterial bleeding from a visible tiny mucosal defect or from 

the normal mucosa; (2) Presence of a large vessel within the 

GIT wall, measuring approximately 13mm, with or without 

bleeding or mucosal defect; or (3) Presence of an adherent 

clot attached to the tiny mucosal defect or normal mucosa.
7
 

There is no specific radiological modality used for 

diagnosing the disease, but barium study, video capsule 

endoscopy, angiography, and tagged red blood cell scanning 

can be used to locate the bleeding site. Endoscopic 

intervention is the first-line therapy for DL.
9
 It includes 

regional injection therapy, such as injection of epinephrine 

or sclerosants, mechanical haemostasis therapy, such as 

band ligation or application of haemoclips, and thermal 

coagulation therapy, such as heat probe coagulation or 

electrocoagulation.
10

 The rate of bleeding recurrence is 

lower in mechanical haemostasis therapy than in injection 

therapy,
11

 but using them together gives better results in 

controlling the bleeding, preventing recurrent bleeding, and 

decreasing hospital stay lenght.
12

 Surgical ligation can be 

considered for failed endoscopic intervention. Angiography 

with embolization is another alternative modality that can 

be considered in patients with active bleeding who cannot 

tolerate endoscopic and surgical interventions.
13

 After 

therapeutic interventions, the patient should be followed 

up for at least six months due to the high risk of recurrent 

bleeding during this period.
14 

In the present case, recurrent 

bleeding occurred one week after the initial conservative 

treatment. At that time, endoscopic treatment was deemed 

unsafe due to the size of the aberrant artery, and 

arteriographic embolization failed. Therefore, surgical 

intervention was performed with a good clinical outcome. 

 

Conclusion 
Although DL is uncommon, it should be considered in the 

differential diagnosis of GIT bleeding, particularly in case of 

present comorbidities or risk factors, because it poses a high 

risk of recurrent bleeding regardless of the mucosal 

integrity. The risk of undiscovered DL in another part of the 

GIT should also be considered, particularly in patients with 

ulcers. Early intervention is the mainstay in DL 

management. Combining two different endoscopic 

intervention methods provides best treatment outcomes. 

Arteriography with embolization can be considered in some 

cases. Surgical intervention is preferred when the patient is 

hemodynamically unstable or when other methods have 

failed. 
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Figure 1: Transverse view of abdominal CT angiogram 

 

 
Note: A prominent vessel within the gastric wall (arrow) 

 

Figure 2: Endoscopic view of the gastric fundus Dieulafoy's 

lesion 

 

Note: A large, tortuous vessel prominent through the gastric 

fundus mucosa without any obvious defects or bleeding 

 

 

 

 

 

 

 


