
CASE REPORT

An 80-year-old male was admitted with generalized weak-
ness, pale skin and tarry stools. He had a past medical history
of atrial fibrillation on anticoagulant therapy (warfarin) and
osteoarthritis requiring more than occasional non-steroidal
anti-inflammatory drugs. His blood pressure was 154/65
mmHg and he had no abdominal tenderness. Significant lab-
oratory results showed: hemoglobin 9.4 g/dl, international
normalized ratio (INR) 3.84, blood urea 141 mg/dl and cre-
atinine 1.2 mg/dl. Upper endoscopy revealed an oozing ulcer
at the bulbar apex (Forrest classification IB) that was treated
with epinephrine (10 ml at 1:10,000) and polidocanol (5 ml
at 1%) injection (Fig. 1). Warfarin was stopped and intra-
venous proton pump inhibitors initiated. After 24 h, he started
to complain of progressively increasing epigastric pain. A
drop in hemoglobin concentration to 6 mg/dl, a prolongation
of the INR to 4.05, an elevated amylase (2,491 U/L) and lipase
(16,100 U/L) were noted. He was transfused with two units
of packed RBC. On abdominal ultrasound (US) no particular
finding as to the cause of the pancreatitis was found. However,
the abdominal complaints worsened and on day 3 an abdom-
inal CT revealed pancreatic head edema, inflammatory
changes in the peripancreatic fat and a huge intramural duo-
denal hematoma (14 x 6 cm) that involved the second portion
of the duodenum and was associated with free peritoneal fluid
and air (Fig. 2). Returning from the CT scan, the patient suf-
fered cardiac arrest and died in spite of our best efforts to
resuscitate him.

DISCUSSION

The main cause of intramural duodenal hematoma (IDH)
is abdominal trauma, which in adults accounts for more than
70% of cases. Blood dyscrasias, anticoagulant therapy and
to a lesser degree, duodenal biopsy, injection therapy for
bleeding peptic ulcer or pancreatic disease are responsible
for the rest of the cases (1,2). Presently, warfarin toxicity is
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Fig. 1. Oozing duodenal ulcer at the bulbar apex efficiently treated with the
injection of 10 cc of adrenaline (1:10,000) and 5 cc of polidocanol (1%).

Fig. 2. Abdominal CT image revealing a huge intramural duodenal
hematoma (14 x 6 cm) that probably caused pancreatitis and wall per-
foration.
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the most common cause of spontaneous intramural small-bowel hematoma (3). This type of complication after endoscopic
treatment of bleeding ulcers occurs most often with the use of epinephrine, polidocanol and fibrin tissue adhesive, especially
in patients with some kind of disturbance of the coagulation parameters (4). Hemostatic clips do not seem to have a protective
role (5). Current recommendations suggest INR correction if the values are supratherapeutic because it facilitates endoscopic
treatment (6) but the admission INR does not seem to impact on patient outcomes such as mortality, transfusions, need for
hemostasis, or rebleeding (7). Acute pancreatitis as been described as a consequence of IDH when there is duodenal papilla
obstruction by the hematoma (1,2). Abdominal US is an excellent screening modality (8) but abdominal CT is the imaging
technique of choice both for the diagnosis and for the exclusion of complications such as acute pancreatitis or perforation
(9). In conclusion, maximal awareness for intramural hematoma is required as it is a potential complication of duodenal
endoscopic hemostasis and in these occasions strong effort should be placed at optimizing patient coagulation parameters
before endoscopy. In addition, our case illustrates two rare and ultimately fatal occurrences that are the development of
acute pancreatitis and duodenal wall perforation secondary to the intramural hematoma.
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