
Letters to the Editor

 Rev Esp Cardiol. 2010;63(4):488-502  499

4. Medina A, Suárez de Lezo J, Caballero E, Ortega JR. 
Platypnea-orthodeoxia due to aortic elongation. Circulation. 
2001;104:741.

5. Danner I. A rare dyspnea in internal medicine: platypnea-
orthodeoxia after pneumonectomy. Rev Med Intern. 1998;29: 
76-9.

6. Ilkhanoff L, Naidu SS, Rohatgi S, Ross MJ, Silvestry FE, 
Herrmann HC. Transcathether device closure of interatrial 
septal defects in patients with hypoxia. J Interv Cardiol. 
2005;18:227-32.

High-Risk Lesion in an Anomalous 
Single Coronary Artery Originating 
From the Right Coronary Sinus

To the Editor:

We report on a 45-year-old patient with no history 
of heart disease who presented at the cardiology 
unit after experiencing 2 months of effort angina 
episodes. Cardiovascular risk factors included high 
blood pressure, type 2 diabetes mellitus treated with 
oral agents, dyslipidemia, being an ex-smoker, and 
a family history of death from acute myocardial 
infarction. Physical examination, chest radiography, 
and analytics were compatible with normality. The 
electrocardiogram showed a Q wave and negative T 
wave in DIII.

venous flow is preferentially directed from the IVC 
through the PFO into the left atrium, especially 
if a persistent eustachian valve is present. This 
mechanism is related to several conditions, such 
as aortic root dilation,4 kyphoscoliosis, paralysis 
of the right hemidiaphragm or pneumonectomy.5 

Our patient had several of these conditions. It is 
likely that the platypnea-orthodeoxia syndrome is 
more common than is diagnosed. Therefore, given 
clinical suspicion and some predisposing factors, 
a TTE and TEE should be performed to rule out 
PFO. The treatment of choice is the closure of the 
defect with a special device using a percutaneous 
approach.6 Complications are minimal and the 
success rate is high. As demonstrated in this case, 
it is also accompanied by clear symptomatic 
improvement.
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also received flow from a right atrial branch. Both 
the left anterior descending and circumflex followed 
their normal anatomical route. There was a serious 
injury of 70% stenosis in the proximal segment of 
the RC, which was interpreted as being equivalent 
to a common trunk injury and as explaining the 
patient’s chart. A 70% injury was also shown in 
the third bisecting proximal branch (Figure 1). Left 
ventricular systolic function was preserved without 
segmental alterations in contractility, and ejection 
fraction was 68%.

A 64-slice multidetector computed tomography 
(CT) was used to complete the study and confirmed 
the conventional coronary angiography findings of 
the absence of the left coronary ostium. The segment 
affected in the middle third of the RC showed 
complicated-looking plaque with fibrocalcific 
content, which produced severe stenosis (Figure 2). 

The decision was made to implant a zotarolimus 
4/20 mm stent in a percutaneous intervention. 
The success of the implant was confirmed using 
intravascular ultrasound. Following discharge, the 
patient was asymptomatic. Exercise testing was 
repeated 2 months after the procedure with negative 
clinical and electrical results after 11 min of effort.

Several series have described an incidence of 
coronary artery anomalies of around 1% in patients 
undergoing coronary arteriography.1 Most of these 
abnormalities are not associated with the appearance 
of symptoms, signs or poor prognosis and are often 
incidental findings. However, some anatomical 
variants involve a greater risk of sudden death or 
complications and require a precise diagnosis and 
surgical correction, if applicable. One such anomaly 
is the isolated single coronary artery.2

Our case corresponds to an R-I-a variant of the 
classification proposed by Lipton et al,3 and is one 
of the rarest patterns.1 In their review,4 Barriales 
et al described the possible complications of these 

An exercise test using the Bruce protocol case gave 
positive clinical and electrical findings with a high-
risk pattern from the second minute. Given these 
findings, the patient was admitted as a priority case 
for coronary angiography. The study was performed 
via the right radial artery and showed an anatomical 
variant of the coronary tree with single coronary 
output from the right coronary (RC) ostium in 
the right coronary sinus, left main agenesis, and 
hypoplasia of the left anterior descending branch. 
The segment corresponding to the RC followed 
the usual anatomical route and, through one of the 
posterolateral trunks, provided anterograde flow 
to the circumflex, marginal and bisector branch, as 
well as to the descending anterior hypoplastic, which 

Figure 1. Angiography. Single coronary artery running from the right coro-
nary sinus. The arrow indicates the severe injury to the proximal third.

Figure 2. Multislice computed 
tomography. The arrow on the left 
indicates the fibrocalcific component 
of the complicated plaque in the single 
proximal coronary artery. On the right, 
a rendered reconstruction where the 
absence of the left main trunk can be 
observed. 
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factor for a composite variable of contrast-induced 
nephropathy, need for dialysis, and mortality 
during the stay in the coronary unit. 

Although the results seem clear, not all studies 
have been favorable to the use of N-acetylcysteine 
in preventing contrast nephropathy, with sometimes 
conflicting results.2-5 For example, in a clinical trial 
in China4 which included 200 patients with stable 
moderate kidney failure (creatinine clearance <60 
mL/min) scheduled for coronary angiography, 
a protective effect of N –acetylcysteine was 
observed. For example, in a clinical trial in China 
which included 200 patients with stable moderate 
kidney failure (creatinine clearance <60 mL/min) 
scheduled for coronary angiography, a protective 
effect of N-acetylcysteine was observed: 12% of 
patients randomized to placebo showed an increase 
of over 25% in serum creatinine values within 48 h 
after administration of contrast, compared with 4% 
treated with N-acetylcysteine (P=.03). However, 
a systematic review of 10 clinical trials, including 
1,163 patients, by Adabag et al5 indicated that the 
use of perioperative prophylactic N-acetylcysteine 
did not reduce cardiac surgery, acute renal damage, 
the need for hemodialysis, or death, although in 
patients with chronic underlying renal disease 
treated with N-acetylcysteine there was a trend 
towards a reduction in acute renal damage.

These differences likely stem from several factors, 
including differences in study design, differences in 
patient baseline characteristics (mainly whether there 
was pre-existing renal damage or not), differences in 
procedures, or the use of different doses or routes 
of administration of N-acetylcysteine. A further 
potentially very important factor is concomitant 
medication. 

Although the main mechanism by which 
N-acetylcysteine is able to prevent contrast 
nephropathy is its antioxidant capacity, it could be 
potentiated by concomitant use of other treatments,6 
such as inhibitors of angiotensin converting enzyme 
(ACE). Thus, while the presence of an inhibitor of 
nitric oxide synthesis reduces the antihypertensive 
effect of ACE inhibitors, the addition of an SH 
group donor such as N-acetylcysteine could enhance 
the antihypertensive activity of ACE inhibitors 
through a mechanism dependent on nitric oxide.7 
This enhancement in the effect of both medications 
when used concomitantly might have beneficial 
effects on blood pressure control and the prevention 
of contrast nephropathy.

In Carbonell et al, prescription of ACE inhibitors 
was similar in both groups, as would be expected 
if randomization is adequate. However, in light 
of this evidence, it would be very interesting if the 
authors could analyze whether there are differences 
in the prevention of contrast nephropathy by 

anomalies, principally sudden death and induced 
ischemia even in the absence of atherosclerosis. 
For that reason, they recommended imaging and 
ischemia tests to identify the highest risk patients.

The case described is a high-risk coronary 
anatomy per se, coexisting with severe atherosclerotic 
involvement that multiplies the likelihood of adverse 
events, as reflected in the outcome of the exercise 
testing, coronary angiography findings, and CT. 
Percutaneous treatment was feasible and effective in 
the short to medium term, pending longer follow-up. 
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Can the Nephroprotective Effect  
of N-Acetylcysteine Be Optimized? 

To the Editor:

Carbonell et al1 recently published an 
interesting study on the potential benefits of 
using N-acetylcysteine to prevent contrast-
induced nephropathy after coronary angiography 
in patients with kidney disease. To this end the 
authors conducted a prospective, randomized, 
double-blind trial in patients with chronic renal 
failure (serum creatinine ≥1.4 mg/dL) undergoing 
coronary angiography. Patients were randomized 
to receive intravenous N-acetylcysteine (600 
mg/12 h) or placebo. A total of 81 patients were 
included. The overall incidence of contrast 
nephropathy was significantly lower in patients 
treated with N-acetylcysteine (5.1% compared to 
23.8%, P=.027). Multivariate analysis also showed 
N-acetylcysteine to be an independent protective 


