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Alveolar Hemorrhage Following 
Tirofiban Treatment.  
A Misleading Diagnosis

To the Editor,

We read with great interest the recent case report 
by Agnelli et al related with alveolar hemorrhage 
following tirofiban treatment.1 Although large 
clinical trials have demonstrated the clinical 
effectiveness of therapy with glycoprotein IIb-IIIa 
inhibitors in patients with ischemic heart disease,2 
combination therapy with aspirin, clopidogrel, 
and heparin can be associated with bleeding 
complications.3 Although major and minor bleeding 
complications are the most frequent adverse events 
associated with the use of glycoprotein IIb-IIIa 
inhibitors,4 alveolar hemorrhage, as a potentially 
fatal complication, is often under-recognized. On 
the basis of the low number of cases reported in the 
literature, we can conclude that clinical suspicion 
is required to diagnose this life-threatening 
complication. The number of patients in whom 
alveolar hemorrhage might have been misdiagnosed 
is unknown.5 Clinical findings in addition to 
a sudden fall in hemoglobin with hemoptysis 
following administration of glycoprotein IIb-IIIa 
inhibitors should alert physicians to the likelihood 
of this severe complication. In the literature, Ali 
et al6 were the first to report a case of pulmonary 
hemorrhage following tirofiban use and the second 
case was reported by Yılmaz et al.7 Although in 
previous studies,5 no association was clearly defined 
between the presence of underlying lung disease and  
the development of alveolar hemorrhage, Yılmaz 

and we performed the hemodynamic diagnosis of 
constriction.2

After discussing the various treatment options, 
we proposed tricuspid repair with a right 
pericardiectomy.2,3 If the ascites is caused by the 
RHF, a class A-6 cirrhosis on the Child-Pugh scale 
would imply an acceptable surgical risk. However, if 
cirrhosis was the cause, class B-9 on the Child-Pugh 
scale would imply a high-risk procedure.4 Even so, a 
Model for End-Stage Liver Disease (MELD) score 
of 8 meant an improved prognosis.5

The patient’s initial postoperative evolution 
was favourable, but RHF worsened on day 6. The 
echocardiogram showed severe residual TR and a 
large clot that was compressing the right ventricle. 
After another intervention, the patient’s progress 
was slow. First, he suffered from hepatorenal 
syndrome requiring hemodialysis. He then had 
severe pulmonary sepsis that triggered death of the 
patient 1 week after the second procedure.

Ebstein anomalies and pericardial constriction 
can be considered as rare diseases.2,3 It is extremely 
rare for both conditions to simultaneously appear 
in one patient. Symptoms are not sufficient to 
be able to diagnose the 2 conditions, requiring 
imaging tests and hemodynamic data. Cardiac 
cirrhosis intensifies the clinical manifestations of 
RHF and complicates patient care.1 Both tricuspid 
valve surgery5 and pericardiectomy6 have high 
mortality rates. Morbidity after cardiovascular 
surgery is much higher if the patient has cirrhosis, 
and the prognosis is influenced by the functional 
state of the liver disease. Although the Child-
Pugh classification system is very useful for this 
objective,4 the MELD score has also been used in 
recent years, and its value has been demonstrated 
in tricuspid valve surgeries.5
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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.
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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 


