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Letters to the Editor

CRF, also detected that the patients with CRF, 
independently of whether this was determined from 
the glomerular filtration rate or serum creatinine 
figures, had more risk factors, more organ damage 
and worse blood pressure control. However, 
the results also showed that the risk profile and 
blood pressure control did not vary according to 
whether the glomerular filtration rate was <60 
mL/ min/1.73 m2 or the creatinine was ≥1.3/1.2 
mg/dL (men/women), which indicates that these 
two parameters are identifying the same group 
of patients. Furthermore, it should be recalled 
that the measurement of either the glomerular 
filtration rate or serum creatinine can be affected 
under certain circumstances, so that just one single 
determination at a particular moment would seem 
inadequate. 

Consequently, in view of these findings, the 
first point to consider is that greater importance 
should be given to the early detection of CRF, 
however mild it may be, as we are dealing with 
very high risk populations.4 Additionally, all 
patients with a creatinine ≥1.3/1.2 mg/dL (men/
women) should be considered as very high risk 
patients, since they already have CRF, though in 
fact many physicians fail to identify a creatinine 
of 1.3 mg/dL in a man as renal disease. Finally, in 
patients with normal creatinine figures, it should 
be obligatory to calculate the glomerular filtration 
rate, as they could have occult CRF, especially 
those patients who have several associated risk 
factors, concomitant vascular disease or poor 
blood pressure control.
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Importance of Early Identification  
of Renal Disease

To the Editor, 

We read with interest the study by Cases 
Amenós et al about the prevalence of chronic renal 
failure (CRF) in patients with or at a high risk of 
cardiovascular disease. The authors used the data 
from the MULTIRISC study1 to carry out an 
epidemiological, cross-sectional multicenter study in 
outpatient clinics belonging to cardiology, internal 
medicine and endocrinology departments. The 
patients were older than 18 years of age and with 
a high cardiovascular risk (SCORE [Systematic 
Coronary Risk Evaluation] >5% or diabetes mellitus 
or concomitant clinical disease). CRF was defined 
as an estimated glomerular filtration rate (MDRD 
[Modification of Diet in Renal Disease formula]) 
<60 mL/min/1.73 m2; established CRF was defined 
if, in addition, the serum creatinine was ≥1.3 mg/dL 
in men or ≥1.2 mg/dL in women, and occult CRF 
when the creatinine figures were lower. 

The study sample comprised 2608 patients, 
of whom 62.7% did not have CRF, 18.9% had 
established CRF, and 18.4% had occult CRF. As 
was to be expected, when the clinical profile of the 
patients was compared according to whether or 
not they had CRF, those with CRF had more risk 
factors and associated vascular disease. 

The clinical benefit of calculating the glomerular 
filtration rate is unquestionable, both to diagnose 
CRF and to adjust the doses of certain drugs. 
Moreover, patients with CRF are known to have a 
worse clinical profile, a greater cardiovascular risk 
and, consequently, a worse prognosis. Likewise, it 
is not uncommon for this population to be under-
treated and to undergo fewer diagnostic tests, which 
just worsens the situation even more.2 Nevertheless, 
it should not be forgotten that the glomerular 
filtration rate is a continuous variable and a cut-off 
point of 60 mL/min/1.73 m2 is still arbitrary. Is there 
really such a difference in prognosis according to 
whether a patient has a glomerular filtration rate of 
61 or 59 mL/min/1.73 m2? 

A recent study involving 2024 patients with 
chronic ischemic heart disease and hypertension 
analyzed possible differences in the clinical profile 
and control of risk factors according to the 
glomerular filtration rate (≥60 vs <60 mL/min/1.73 
m2) or according to serum creatinine figures 
(≥1.3/1.2 in men vs <1.3/1.2 mg/dL in women) and 
a glomerular filtration rate <60 mL/min/1.73 m2 

vs creatinine ≥1.3/1.2 mg/dL, respectively.3 The 
results of this study, as well as demonstrating 
that approximately one third of the patients had 
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Response

To the Editor,  

In response to the letter of Barrios et al concerning 
our article published in the Revista Española 
de Cardiología,1 we wish to make the following 
comments. 

The glomerular filtration rate (GFR) is indeed 
a continuous variable, but we do not agree that 
the criterion of 60 mL/min/1.73 m2 is an arbitrary 
value. This figure was based on criteria of morbidity 
and mortality employed by the American K/DOQI 
initiative in developing its classification of chronic 
kidney disease, and which was subsequently 
accepted internationally. 

We coincide with these authors in their 
appreciation of the limitations of measuring 
creatinine, and thus of the estimated GFR (eGFR) 
using equations based on creatinine, as well as the 
need for 2 determinations, at least 3 months apart, 
to conclude that a patient has chronic renal failure 
(CRF). However, it is the simplest way to estimate 
the GFR, as recognized by nephrology societies as 
well as other scientific societies, such as the AHA. 

Barrios et al cite a cross-sectional study of theirs 
from which they infer that creatinine is to be used if 
it is high and only eGFR if this is within the reference 
range to detect occult renal failure.

We believe this to be an excessive simplification: 
the risk of morbidity and mortality has been shown 
to increase as the GFR decreases, and the prevalence 
and severity of hypertension increases in parallel 
with the reduction in the eGFR. 

The classification of chronic renal disease into 
different stages helps the physician to know what 
approach to take at any particular time. CRF is 
associated with various complications, such as anemia 
or alterations in bone and mineral metabolism, that 
need to be evaluated and treated. 

The pharmacokinetics is altered in CRF. In 
the MULTIRISC study, we noted that the use 
of drugs that were contraindicated or unsuitable, 
eg, metformin or aldosterone antagonists, in 
patients with an eGFR <30 mL/min/1.73 m2 
was not negligible. This was partly attributed 
to lack of recognition of the stage by the health 
care professionals. Finally, early referral to the 
nephrologist is associated with better survival. 

Thus, for all these reasons, we believe that the 
eGFR should be determined in all patients, not just to 
categorize them as patients with a high cardiovascular 
risk, but also to classify them correctly, delay the 
disease progression, treat the complications derived 
from the CRF, avoid iatrogenic complications and, 
if necessary, refer the patient to the nephrologist. 
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Aldosterone Antagonists:  
From Cirrhosis to Heart Failure?

To the Editor,

We have read with interest the article recently 
published in your journal by Skhiri M et al with the 
title: “Evidence-Based Management of Right Heart 
Failure: a Systematic Review of an Empiric Field.” 
The authors carry out a wide and comprehensive 
review of the different pharmacological treatments 
that have shown clinical benefit in the treatment of 
right heart failure (RHF).1 However, in the article 
the role of antialdosterone drugs in the clinical 
management of patients with RHF is not addressed. 
On the other hand, scientific evidence of the use of 
antialdosterone drugs in RHF is scarce. This may be 
one of the reasons Skhiri M et al have not included 
this treatment group in their review.1

Patients with RHF may present symptoms of 
jugular venous pressure elevation, ascites and 
oedema of the lower limbs. Clinically, the congestion 
of RHF may partially resemble, congestion with 
ascites due to chronic liver conditions. In this respect, 
there are certain aetiological and pathogenical 
characteristics that are common to RHF and 
liver cirrhosis (LC).2 Both clinical situations are 
accompanied by a decrease of circulating arterial 
pressure, due to low cardiac output in the case 
of heart failure (HF) and decreased peripheral 
resistance in the case of LC.2 In both HF and LC, 
activation of the renin-angiotensin-aldosterone axis 
causes vasoconstriction of the renal arteries, fluid 
and sodium retention and an increase in venous 
congestion. In this subgroup of patients with RHF 
and ascites, pharmacological treatment has been 
very little assessed in clinical trials. In patients with 
RHF, the use of drugs that have been shown to be 


