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letter to the edItor

We thank Dr. Núñez and colleagues for their comments on our recent study on the 

competing risk between cardiac status and renal function during hospitalization for 

acute decompensated heart failure (HF).1 We agree that there are different mechanisms 

for worsening renal function (WRF) during admissions for acute decompensated HF, 

and for that reason WRF in itself should not be looked on as a sole prognostic parameter 

but in relation to other prognostic parameters. Our study suggests that improving car- 

diac parameters (a sufficient N-terminal pro–B-type natriuretic peptide [NT-proBNP] 

reduction) outweighs WRF parameters.

Indeed, others have also reported that WRF is outweighed as prognostic parameter 

when such parameters as hemoconcentration, weight change, and blood pressure 

reduction are considered. Unfortunately, these favourable parameters have not been 

compared with a natriuretic peptide response, but will probably indicate the same 

mechanism (i.e., that treating the effects of decongestion with success reflects the 

cardiac reserve). In addition to this, the magnitude of renal function change should be 

of primary interest, although it is not yet clear how this magnitude should be precisely 

defined. Nunez et al.2 published on this topic recently where they described that even 

a mild loss of renal function was a prognostic adverse sign in patients with renal dys-

function already at baseline (estimated glomerular filtration rate, <60 ml/min/ 1.73 

m2). In contrast, loss of renal function was almost absent as a risk factor in patients 

with a normal baseline renal function (up to a change in creatinine of 0.8 mg/dl).2 

The distinction between these 2 groups was, however, a twice as high NT-proBNP 

level in patients with baseline renal dysfunction (estimated glomerular filtration 

rate, <60 ml/min/1.73 m2), indicating a much higher “cardiac” risk in those with 

somewhat depressed renal function at baseline. Instead of pointing toward a certain 

renal mechanism of vulnerability, it may well suggest that in this particular subgroup 

the larger possibility to improve cardiac situation was important, rather than baseline 

kidney function. This idea was also confirmed by Testani et al.3 in a recently published 

study, in which it was found that in the subgroup of patients with a baseline renal 

dysfunction primarily the BNP or the urea carries the prognostic information, and not 

the baseline renal function.

In our study, only the more severe type WRF was found to be of importance for 

prognosis, defined as an absolute increase in serum creatinine level of >0.5 mg/dl in 

combination with >25% increase in serum creatinine level.1 So we would still advise 

to be aware of a severe WRF as it affects prognosis, and also attempt to find its causes, 

but accept a moderate WRF during hospitalization for acute decompensated HF and 

during therapies that aim to improve cardiac status.
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As a third comment, that is underlying this statement, and to further answer on the 

question of mechanisms of WRF, the renal function change and cardiac parameter 

change were dissociated in our study, as it was in other studies using BNP as a marker 

of cardiac status,4 or even with pulmonary artery catheter guidance toward lower left 

ventricle loading pressures.5 The incidence of renal dysfunction in our study was the 

same whether or not HF treatment was regarded as successful, and renal dysfunction 

was not prognostically worse between patients with or without a successful HF treat-

ment in our study. This level of dissociation between cardiac and renal parameters 

may, to some extent, not in the extreme terms of cardiogenic shock, even disrupt the 

term cardiorenal, and perhaps the term renocardiac is more appropriate, because HF 

therapies may not be as effective or as often used in patients with a poor renal function.
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