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Letters to the Editor

et al. reported that their patient had elevated 
pulmonary capillary wedge pressure at the time of 
catheterization. In addition, Sitges et al8 reported 
a case of pulmonary hemorrhage following 
abciximab use who had radiographic evidence 
of pulmonary congestion before administration. 
This probable correlation was also supported 
by Khanlou et al,9 who reported 6 patients with 
pulmonary hemorrhage following abciximab use, 5 
of whom had elevated pulmonary capillary wedge 
pressures. Although the small number precluded 
any definitive comments, pulmonary congestion or 
elevated pressures in the pulmonary bed in patients 
who receive glycoprotein IIb-IIIa inhibitors may 
predispose patients to alveolar hemorrhage. 
Since, the radiographic features of diffuse alveolar 
hemorrhage strinkingly resemble cardiogenic 
pulmonary congestion, we think that before 
administration of these agents, a radiographic 
examination may help us to diffentiate the high risk 
group for this life-threatening complication.

Meltem Refiker Ege,a Mehmet Birhan Yilmaz,b  

and Vedat Caldirc

aCardiology Clinic, Yalova State Hospital, Yalova, Turkey
bCardiology Clinic, Sivas Cumhuriyet University, Sivas, Turkey

cCardiology Clinic, Türkiye Yuksek Ihtisas Hastanesi, Ankara, Turkey

REFERENCES

1. Agnelli D, Al-Kayyali S. Hemorragia alveolar después del 

tratamiento con tirofibán. Un diagnóstico engañoso. Rev Esp 

Cardiol. 2010;63:368-9.

2. The EPIC Investigators. Use of monoclonal antibody directed 

against the platelet glycoprotein IIb-IIIa receptor in high-risk 

coronary angioplasty. N Engl J Med. 1994;330:956-61.

3. The EPISTENT Investigators. Randomised plasebo-controlled 

and balloon-angioplasty-controlled trial to assess safety of 

coronary stenting with use of platelet glycoprotein IIb-IIIa 

blockade. Evaluation of platelet IIb-IIIa inhibitor for tenting. 

Lancet. 1998;352:87-92.

4. PRISM-PLUS Study Investigators. Inhibition of the platelet 

IIb-IIIa receptor with tirofiban in unstable angina and non-Q 

wave myocardial infarction. N Engl J Med. 1998;339:436-43.

5. Ali A, Hashem M, Rosman HS, Kazmouz G, Gardin JM, 

Schrieber TL. Use of platelet glycoprotein IIb/IIIa inhibitors 

and spontaneous pulmonary hemorrhage. J Invasive Cardiol. 

2003;15:186-8.

6. Ali A, Patil S, Grady KJ, Schreiber TL. Diffuse alveolar 

hemorrhage following administration of tirofiban or abciximab: 

a nemesis of platelet glycoprotein IIb/IIIa inhibitors. Catheter 

Cardiovasc Interv. 2000;49:181-4. 

7. Yilmaz MB, Akin Y, Biyikoglu SF, Guray U, Korkmaz S. 

Diffuse alveolar hemorrhage following administration of 

tirofiban in a patient with acute coronary syndrome: a fatal 

complication. Int J Cardiol. 2004;93:81-2. 

8. Sitges M, Villa FP. Massive pulmonary hemorrhage in a patient 

treated with a platelet glycoprotein IIb/IIIa inhibitor. Int J 

Cardiol. 1997;6:269-71.

9. Khanlou H, Tsiodras S, Eiger G, Abousy K, Goldberg S, 

Nakhjavan F, et al. Fatal alveolar hemorrhage and Abciximab 

therapy for acute myocardial infarction. Cathet Cardiovasc 

Diagn. 1998;44:313-6.

Aortoesophageal Fistula Due to  
a Penetrating Aortic Ulcer

To the Editor,

Penetrating aortic ulcers (PAU), aortic dissection 
(AD), and intramural hematomas (IH) constitute 
what is currently known as acute aortic syndrome. 
This condition carries a high rate of morbidity, 
meaning that an early diagnosis is necessary to start 
treatment quickly.1 After reading the interesting 
article by Gutierrez-Martín et al,2 we present the 
case of a penetrating aortic ulcer which fistulizes to 
the oesophagus. We did not have time to insert a 
vascular endoprosthesis as the patient died due to 
massive haematemesis. We would therefore like to 
point out the importance of recognizing this fatal 
complication.

An 83-year-old male with a background of arterial 
hypertension, dyslipidemia, and a permanent 
pacemaker implanted 3 years earlier for symptoms 
of panconductional defect, had been diagnosed 
1 year earlier with prostate carcinoma, which 
was stage IV with bone metastases at the time of 
consultation. The patient sought attention for 
retrosternal chest pain that radiated to the back 
over 4 days, and a recent episode of hematemesis. 
Physical examination showed blood pressure of 
160/90 mm Hg, heart rate of 110 bpm, and normal 
pulse in both legs. Electrocardiogram showed 
abnormalities only in relation to the pacemaker, 
and cardiac enzymes (creatine kinase, troponin) 
were normal. Suspecting acute aortic syndrome, 
we performed a computerized tomography (CT) 
of the chest (Figure), in which an aortic intramural 
hematoma was observed that extended from the 
aortic arch (Figure, A), associated with PAU with 
anfractuous borders, hemomediastinum, and 
air bubbles related to an aortoesophageal fistula 
(Figure, B). We performed an endoscopy, in which a 
4 cm ulcerated lesion, covered with normal mucosa 
and broad coagulation, without active bleeding, and 
compatible with an aortoesophageal fistula, was 
observed. The treatment plan involved placing an 
endovascular prosthesis but the patient died due to 
massive hematemesis before we could proceed.

Originally described by Stanson in 1986,3 is 
currently considered to be a condition different 
from aortic dissection. It is defined as the ulceration 
of an aortic atheromatous plaque that penetrates 
the internal elastic layer up to the medial layer, 
causing it to weaken and aneurysms to form, or 
even rupture, which occurs in as many as 40% of 
untreated cases. It is frequently accompanied by a 
haematoma inside the aortic wall. This condition 
affects hypertensive patients over 65 years of age 
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Intracardiac Thrombosis Associated 
With Behçet’s Disease

To the Editor,

We present the case of a 24-year-old male with 
history of recurrent painful oral ulcers, which was 
spontaneously resolved 2 years earlier. He sought 
medical attention for chest pain, hemoptysis,  
and fever, and was diagnosed with a respiratory tract 
infection. The same symptoms appeared 3 weeks 
later, and a chest radiograph showed a right basal 
condensation and another small left basal condensation. 
The patient received wide-spectrum antibiotics and we 
performed a venous Doppler ultrasound of the legs 
and a computed tomography angiography (angio-
CT) of the pulmonary arteries, with no evidence of 

with severe atherosclerosis. The ulceration is most 
frequently located in the thoracic descending aorta. 
The clinical presentation includes intense chest pain, 
and a differential diagnosis is required to distinguish 
this condition from acute coronary syndrome, AD, 
and IH. Diagnosis is performed using a multidetector 
CT, which shows that iodinated contrast media 
accumulated in the aortic wall in the shape of a 
“bag, shirt button, or crater,” on a wall which is 
normally thickened due to the associated IH. Intimal 
calcification provides a means for differentiating 
between intramural haematoma (extraluminal) and 
aortic thrombi (intraluminal).4 

Fistulization towards the stomach has been 
reported in other studies.5 In our case, the 
anfractuous border of the ulcer, the presence of 
air in the haemomediastinum, and submucosal 
haematoma of the posterior esophageal wall all 
pointed towards this diagnosis. Treatment is based 
on placing a vascular endoprosthesis to isolate the 
ulcer in the bloodstream and to reinforce the aortic 
wall.6,7
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Figure. Chest computerized tomography. A: axial: aortic intramural 
haematoma (short arrow) identified by the intimal calcification (long arrow), 
persistent in the upper left vena cava (arrow point), and submucosal 
haematoma in the posterior wall of the oesophagus (hollow arrow). B: coronal 
reconstruction: hyperdense saccular image projecting from the right margin 
of the aortic wall corresponding to a penetrating aortic ulcer, extravasation 
of the contrast due to perforation (short arrow), increased paraaortic density 
in relation to the haemomediastinum (long arrows), and small hypodensities 
inside the haemomediastinum caused by air bubbles (arrow points).
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