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 Implication for health policy/practice/research/medical education:
Primary PCI in ST elevation myocardial infarction.

A 67-year-old man presented with symptoms of typical chest pain. An electrocardiogram 
(EKG) showed ST elevation at the inferior leads and ST depression at the anterior leads. 
His blood pressure was 80/50 mmHg with a pulse rate of 100 beats/min. The glycoprotein 
IIb/IIIa inhibitor (eptifibatide) was administrated and a primary percutaneous coronary 
intervention PCI was done. Despite the restoration of TIMI grade 3/3 flow, the patient’s 
blood pressure dropped and pulmonary edema occurred. On the second day following 
PCI, the hemoglobin level started to drop. While working up the case, the patient sud-
denly complained of dyspnea and had a bloody foamy discharge from his mouth. Due 
to severe hypoxemia orotracheal intubation was carried out. A chest x-ray revealed an 
alveolar hemorrhage. Treatment with high dose hydrocortisone was started and the pa-
tient went on mechanical ventilation for seven days. Following extubation, the patient 
was put under close observation for five days and then discharged from hospital without 
any complications. During a 3 month follow-up, he has remained symptom free.
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1. Introduction
Acute coronary syndromes and myocardial infarction 

are often caused by platelet activation. Eptifibatide (Inte-
grilin) is an antiplatelet agent that binds to the receptor 
of glycoprotein (GP) IIb/IIIa and leads to platelet aggre-
gation inhibition (1). Percutaneous coronary interven-
tion (PCI) is often preferred as the primary therapy (2). 
In previously published meta-analyses, the beneficial ef-
fects of glycoprotein have supported (GP) IIb/IIIa in PCI 
(2). Several types of bleeding have been reported in asso-
ciation with eptifibatide, however, alveolar hemorrhage 

remains a rare side effect of eptifibatide (3). In this case 
report, we want to present this infrequent complication 
of eptifibatide.

2. Case Report
A 67-year-old man presented to the emergency depart-

ment with the chief complaint of new onset chest pain, 
from 10 hours previously. His risk-factors for coronary 
artery disease were; hypertension, hyperlipidemia and 
smoking. An electrocardiogram (EKG) showed ST eleva-
tion at the inferior leads and ST depression at the ante-
rior leads. His blood pressure was 80/50 mmHg, with a 
pulse rate of 100 beats/min, pulmonary rales were also 
present. The patient was referred to the catheterization 
laboratory for a primary PCI. A coronary angiography 
revealed total cut off at the mid-part of the right coro-
nary artery (RCA) and long significant (90%) stenosis at 
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the proximal part of the left anterior descending artery 
(LAD). Glycoprotein IIb/IIIa inhibitors (eptifibatide) was 
administrated and a primary PCI was done on the RCA. 
Because of cardiogenic shock, an angioplasty was also 
performed on the LAD. Despite the restoration of TIMI 
grade 3/3 flow, the patient’s blood pressure fell and pul-
monary edema appeared. An inotropic agent was started, 
an IABP (intra-aortic balloon pump) was embedded, and 
orotracheal intubation completed. Mechanical ventila-
tion was started and after 6 hours of intensive treatment, 
his blood pressure increased to 100/60 mmHg with a 
pulse rate of 80 beats/minute. On the second day post 
PCI, the patient was extubated, but his hemoglobin levels 
started to fall and exhaustive follow-up was done in or-
der to find the source of the hemoglobin loss. Two hours 
after extubation, he suddenly complained of dyspnea 
and there was a bloody, foamy discharge from his mouth 
with severe hypoxemia, which led to re-intubation. After 
consultation with the pulmonologist, a chest X-ray was 
indicative of an alveolar hemorrhage. The echocardiog-
raphy showed 2 + mitral regurgitation with a left ventric-
ular ejection fraction (LVEF) of 45%. Treatment with high 
dose hydrocortisone was started and the patient was put 
under mechanical ventilation for seven days. After extu-
bation, he was put under close observation for a further 
five days. He was discharged from hospital without any 
complications. During the 3 months follow up period, he 
was free of symptoms.

3.Discussion
A serious risk of glycoprotein IIb/IIIa inhibitors is bleed-

ing, and it has been described in various cases (3). Alveo-
lar hemorrhage leading to death has also been reported 

in association with glycoprotein IIb/IIIa inhibitors (4). 
Alveolar hemorrhage has been reported with all kinds 
of glycoprotein IIb/IIIa inhibitors. The incidence rate of 
eptifibatide associated alveolar hemorrhage has been es-
timated to be 0.5% (5). 

The effects of interstitial-alveolar edema and the raising 
of pulmonary capillary wedge pressure, which happens 
among patients with; pulmonary edema, cardiogenic 
shock and other related situations, should be investi-
gated as a possible reasons for an alveolar hemorrhage. 
According to our findings, we believe that GP IIb/IIIa in-
hibitors (Integrilin) should be considered conservatively 
for these patients. Clinicians should make this decision 
on an individual case basis, although more studies need 
to be done in the future. 

It seems that cardiogenic shock is a risk factor for al-
veolar hemorrhage. Therefore, investigation of alveolar 
hemorrhage associated factors in the presence of pre 
Integrilin-infusion cardiogenic shock could be helpful. 
Finally, the role of increased pulmonary capillary wedge 
pressure (PCWP) as a risk factor for alveolar hemorrhage 
remains ambiguous and so further animal based studies 
are suggested.
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Figure 1. Chest Radiography Shows Alveolar Hemorrhage.


