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Introduction

Acute HF is defined as “a rapid onset or change in the

signs and symptoms of HF, resulting in the need for urgent

therapy.” It may be either new onset HF or worsening of pre-

existing HF and that cardiac dysfunction may be related to

different causes, including acute coronary syndromes (ACS),

valve dysfunction, arrhythmias, pericardial disease, and

increased left ventricular (LV) afterload and that these different

causes may interact (Dickstein et al., 2008).

The majority of acute heart failure patients have

worsening chronic heart failure; after initial management

resulting in stabilization, they should no longer be considered

acute but chronic heart failure (Dickstein et al., 2008).

The most important pathophysiologic drive of heart

failure is a reduction in cardiac output. This can be the

consequence of decreased systolic function, impaired diastolic

function, or a combination of both. The net result is the same:

decreased cardiac output resulting in decreased renal perfusion

(Dickstein et al., 2008).

Worsening of renal function during hospitalization for

acute decompensated heart failure occurs in more than one-

third of hospitalized patients and is associated with prolonged

hospital stay, higher in–hospital mortality, increased likelihood
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of readmission, and increased mortality after discharge

(Giamouzis et al., 2009).

Importantly, new evidence suggests that renal failure in

heart failure has a striking resemblance with chronic kidney

disease in primary renal disease and not only includes

functional changes such as decreased GFR, decreased

erythropoietin production, calcium- phosphate metabolism

disturbances, chronic inflammation, and vitamin D deficiency

but also glomerular and tubular damage (Belonje et al., 2010).

In recent years nephrologists and cardiologists have

worked together in further elucidating this frequently occurring

condition now termed as cardiorenal syndrome (Ronco et al.,

2010).

Both reduced renal perfusion and increased renal

Venous pressure represent the hemodynamic interaction of

reduced GRF in the cardiorenal syndrome in heart failure. This

highlights the observation that the pivotal player in the

pathophysiology of cardiorenal failure remains impaired

hemodynamics, but that there are other so-called cardiorenal

connectors such as renin angiotensin aldosterone system

activity, inflammation, nitric oxide balance, sympathetic

nervous system activity, reactive oxygen species and the

presence of diabetes and hypertension that may modulate this


