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Introduction

Acute gastrointestinal (GI) bleeding is a common cause of 
hospital admissions in the United States with an overall mor-
tality rate of 5%–10%, which can vary depending on the eti-
ology of the bleed.1,2 Specifically, GI bleeds can be 
categorized as an upper GI bleed (UGIB) or a lower GI bleed 
(LGIB) depending on whether the origin of the bleed is prox-
imal or distal of the ligament of Treitz, respectively. LGIBs 
account for 20%–30% of GI bleeds and occur more fre-
quently in the elderly.3 Indeed, LGIB has a greater than 200-
fold increase in incidence from third to the ninth decade of 
life where age is also positively correlated with a longer hos-
pital course.2

Diverticular disease and angiodysplasia are the predomi-
nant causes of LGIB in the elderly population.2 Other com-
mon causes of LGIBs include ischemic colitis, inflammatory 
bowel disease, and malignancy.3 Dieulafoy lesion, a specific 
type of angiodysplasia, is an uncommon but difficult to diag-
nose cause of severe, life-threatening UGIB or rarely LGIB.4 
Dieulafoy lesions, which are typically located in the stom-
ach, esophagus, and duodenum and seldomly located in the 

colon, predispose for hemodynamically severe hemorrhage 
as these vessels maintain a constant arterial diameter despite 
their submucosal location, unlike other components of the 
arterial tree.4 While UGIBs can be brisk, LGIBs may also 
present with massive bleeding in the elderly, especially in 
those with numerous comorbidities, where the mortality rate 
may be high as 21%.3 Taken together, acute GI bleeds, 
encompassing both UGIB and LGIB, require prompt accu-
rate diagnosis of the etiology and subsequent management to 
mitigate morbidity and mortality. Here, we present a case of 
a Dieulafoy lesion, located in the cecum, as a rare cause of 
LGIB.
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Abstract
Dieulafoy lesions are a rare but life-threatening cause of gastrointestinal bleeding. Colonic Dieulafoy lesions are exceptionally 
rare, comprising only 2% of these lesions. We present a case of cecal Dieulafoy lesion as an unusual cause of lower 
gastrointestinal bleeding—along with hemoptysis. An 81-year-old male with pulmonary hypertension presented with a 
one-day history of hematochezia. He subsequently developed new small-volume hemoptysis/hematemesis with increasing 
oxygen requirements. Bronchoscopy revealed old blood in the left lower lobe, with no active bleeding. The hemoptysis was 
attributed to severe pulmonary hypertension. Colonoscopy revealed a 2-mm cecal Dieulafoy lesion with spurting bleeding, 
which was clipped. We report a rare case of cecal Dieulafoy lesion with only 13 other published cases. Our case was 
complicated by hemoptysis creating an interesting diagnostic dilemma. In patients bleeding from both oral and anal orifices, 
a brisk upper gastrointestinal bleed—as well as independent causes involving the gastrointestinal and respiratory tracts—
should be considered.
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Case

An 81-year-old male with a history of atrial fibrillation on 
warfarin, heart failure with moderately reduced ejection 
fraction (HFmrEF; EF 44%), coronary artery disease status 
post coronary artery bypass graft (CABG), pulmonary 
hypertension (pHTN; right ventricular systolic pressure 
[RVSP] 59 mmHg), moderate–severe tricuspid regurgitation 
(TR), obstructive sleep apnea, hypertension, hyperlipidemia, 
and thoracic aortic aneurysm presented with a one-day his-
tory of numerous grossly bright red bloody bowel move-
ments. He also reported epigastric abdominal pain which had 
resolved, along with stable chronic dyspnea and leg swell-
ing. He denied dyschezia, hematemesis, and lightheaded-
ness. His last colonoscopy was performed 16 years prior to 
presentation.

On examination, he was afebrile (36.8°C), normotensive 
(101/63 mmHg), with normal heart (73 bpm) and respiratory 
rates (18 breaths/min) and oxygen saturation of 90% on home 
3-L oxygen. Cardiopulmonary and abdominal examinations 
were normal. Digital rectal examination showed bright red 
blood with positive stool guaiac test but no external hemor-
rhoids. He had 3+ pitting edema of the lower extremities.

Laboratory studies revealed supratherapeutic international 
normalized ratio  of 3.1, creatinine of 1.37 (baseline 1.1–
1.3 mg/dL), and normal hemoglobin (12.9 g/dL). CT abdomen 
and pelvis was negative for evidence of GI bleeding.

Intravenous vitamin K was administered for warfarin 
reversal; however, he continued to have hematochezia. On day 
2 of admission, he developed new small-volume hemoptysis/

hematemesis with hemodynamic stability but had increasing 
oxygen requirements of 4–6 L. Chest imaging revealed a new, 
small, focal consolidative opacity in the left lower lung lobe 
representing possible hemorrhage. Bronchoscopy revealed 
old blood in the left lower lobe, with no active source of bleed-
ing identified. On hospital day 3, colonoscopy revealed a soli-
tary, 2-mm cecal Dieulafoy lesion with spurting bleeding 
which was clipped (Figure 1). Colonoscopy also revealed a 
nonbleeding deep mucosal arteriovenous malformation 
(AVM). Esophagogastroduodenoscopy showed erosive gas-
tropathy in the gastric body and antrum. He had no recurrence 
of hematochezia nor hemoptysis and did not require any blood 
transfusions during his admission.

His hospital course was complicated by acute kidney 
injury, with peak creatine at 2.38 mg/dL. The cause was 
thought to be cardiorenal syndrome due to acute exacerbation 
of HFmrEF, given severe pitting edema on examination and 
new transthoracic echocardiogram showing enlarged inferior 
vena cava with reduced inspiratory collapse. Additionally, his 
RVSP had increased to 72 mmHg and the TR was now severe. 
He responded to diuresis and returned to home oxygen require-
ments, with an 8 kg reduction in weight upon discharge. He 
was transitioned to apixaban prior to leaving the hospital. On 
outpatient follow-up, he denied bleeding recurrence.

Discussion

The overall mortality from Dieulafoy lesion has decreased to 
9%–13% from 30% a few decades ago, due to improved and 

Figure 1.  Colonoscopy findings in the cecum of a patient presenting with a lower gastrointestinal bleed. (a) Cecal Dieulafoy lesion. (b) 
Cecal Dieulafoy lesion after clipping (arrow). (c) Arteriovenous malformation (arrow).
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aggressive endoscopic management.4 However, these statistics 
are still concerning and warrant further recognition to decrease 
morbidity, mortality, and length of hospitalization.4 Bleeding 
from Dieulafoy lesion is more prevalent among the elderly, 
possibly due to age-related mucosal wear and tear of the 
lesion.4 Although Dieulafoy lesion itself is rare, it is commonly 
associated with and is responsible for 1.5% of UGIBs, given 
that 70% originate in the stomach with additional common 
sites including other upper GI tract locations.4 While colonic 
lesions comprise only 2% of Dieulafoy lesions, it is important 
to include this rare phenomenon in the differential diagnosis 
for LGIB, to allow prompt management.5 Here, we report a 
rare case of cecal Dieulafoy lesion as a cause for LGIB.

An extensive literature search for case reports in the English 
language of GI bleeding from Dieulafoy lesions in the cecum 
was conducted in PubMed/Medline and Embase since incep-
tion. This search yielded only 11 relevant articles consisting of 
13 cases.6–16 Only 3/13 cases were reported prior to 2000, 
which may signify increased awareness of Dieulafoy lesions 
as a rare cause of GI bleed (Table 1). Our case was similar to 
all 13 cases, which showed an average age of 67.9 ± 17.9 years 
and a male predominance (64.3%).4 Additionally, women with 
Dieulafoy lesions were older and had smaller age variability 
(74.6 ± 10.8 years old) compared to men (64.1 ± 20.5 years 
old). This was due to two male outliers who were much 
younger than all other patients (Table 1).

As expected, most patients (11/14) presented with hema-
tochezia/bleeding from the rectum only. However, one 
patient presented with melena and another patient, surpris-
ingly, with both melena and hematochezia. Remarkably, ours 
was the only patient with both hemoptysis and hematoche-
zia. Only two other patients, like ours, were on anticoagula-
tion for indications including recent history of pulmonary 
embolism and atrial fibrillation. While in most of the cases 
the patients were hemodynamically unstable (8/14), only our 
patient and one other were hemodynamically stable through-
out the hospitalization. Similarly, while our patient did not 
require a transfusion of packed red blood cells, all other 
cases that provided this information did require transfusions, 
where the average number of units required was 5.6.

Regarding diagnosis, Dieulafoy lesions were discovered 
mainly via colonoscopy (9/14); other modalities utilized 
included angiography +/− pathology (4/14). In one case, the 
Dieulafoy lesion was diagnosed postmortem. Most cases 
(9/14), including ours, were treated endoscopically with a 
combination of clips, epinephrine injections, and/or cauteri-
zation/coagulation. Less common treatment strategies 
included surgical management mainly via right hemicolec-
tomy (3/14), followed by arterial embolization. In nearly all 
cases (10/14), including ours, management prevented 
rebleeding, and only one patient expired due to the acute GI 
bleed secondary to Dieulafoy lesion.

One limitation of our case was inability to ascertain the etiol-
ogy of the hemoptysis, as the bronchoscopy revealed old blood 
without a distinct source of bleeding. However, the suspected 

cause of hemoptysis was significant pHTN or pulmonary hemo-
siderosis secondary to acute heart failure exacerbation, with 
preference for the former etiology given the severity of bleed-
ing. Initially, it was not known whether the oral bleeding was 
due to hemoptysis or hematemesis, though hematemesis was 
initially considered given the presence of LGIB. This created an 
interesting but challenging diagnostic dilemma. We maintained 
a broad differential including a brisk UGIB with hematemesis 
and hematochezia, or two separate conditions causing hemopty-
sis and hematochezia. Unfortunately, this aspect remained 
unclear since the upper endoscopy showed erosive gastropathy 
and bronchoscopy old blood in the left lower lobe. Additionally, 
our patient was predisposed to bleeding from supratherapeutic 
anticoagulation and the presence of an AVM. While an AVM 
was discovered on colonoscopy, the bronchoscopy and chest 
imaging did not reveal similar findings in the pulmonary vascu-
lature. Note that this paper was formatted according to the 
CARE guidelines for case reports.17

Conclusion

In conclusion, we present a rare instance of cecal Dieulafoy 
lesion and summarize 13 previous cases reported in the lit-
erature. Dieulafoy lesions are rare, and cecal Dieulafoy 
lesions are exceptionally rare. Our case was unique as it was 
complicated by subsequent hemoptysis/hematemesis, and 
while workup was suggestive of hemoptysis, this initially 
created an interesting diagnostic dilemma. Clinicians should 
recognize cecal Dieulafoy lesion as an unusual cause of 
LGIB. In patients with both oral and anal bleeding, a brisk 
UGIB should be considered. Depending on comorbidities, 
such are our patient with pHTN, both GI and respiratory 
sources of bleeding should be in the differential diagnosis.
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