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INTRODUCTION

Acute kidney injury (AKI) is the abrupt loss of kidney
function, resulting in the retention of urea and other
nitrogenous waste products and the dysregulation of
extracellular volume and electrolytes. The term AKI has largely
replaced acute renal failure (ARF), reflecting the recognition
that smaller decrements in kidney function that do not result in
overt organ failure are of substantial clinical relevance and are
associated with increased morbidity and mortality. The term
AREF is now reserved for severe AKI, usually implying the need
for renal replacement therapy (Palevsky et al., 2013).

Acute kidney injury has emerged as a major public health
problem that affects millions of patients worldwide and leads to
decrease survival and increase progression of underlying chronic
kidney diseases. Patients in particular those in the Intensive Care
Unit (ICU) are dying of AKI and not just simply with AKI. Even
small changes in serum creatinine concentrations are associated
with a substantial increase in the risk of death. Acute Kidney
Injury is not a single disease but rather a syndrome comprising
multiple clinical conditions. Outcomes from AKI depend on the
underlying disease, the severity and duration of renal impairment,
and the patient’s renal baseline condition (Singbart and Kellum,
2012).

Acute tubular necrosis (ATN) is the primary cause of
AKI. The rates of AKI have been reported in hospitalized
patients to be between 3.2% - 20%, and rises in ICUs up to
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22% and even to 67% depending on population studied and the
definition used (Murugan et al., 2011).

Impairment of kidney function requires special attention
in ICUS, because if multi organ failure affects the kidney, it
carries a greater risk for worse outcome and furthermore
survivors have higher risk than normal population for chronic
renal failure. They also have higher mortality and morbidity
rates compared to normal population (Kellum and Ronco,
2011).

During the acute stage of renal failure, renal replacement
therapy (RRT) is the mainstay of therapy. Adequacy of dialysis
is likely to be linked to better outcome. Various modalities of
RRT are available. Continuous RRT using convective methods
are preferred in sepsis-induced ARF, especially in
hemodynamically unstable patients. Early initiation of RRT is
probably advantageous, although the optimal timing of dialysis
is yet unknown. Higher doses of RRT are more likely to be
beneficial (Rajapakse et al., 2010).

Substantial  progress has been made toward
understanding the mechanisms whereby sepsis is associated
with a high incidence of acute renal failure. Recent
investigations in animals and humans suggest that, the effect of
CRRT in sepsis may increase survival in patients with sepsis—
associated ARF. Moreover, recently identified clinical
investigations may decrease the occurrence of ARF and sepsis
and the associated high mortality (Simmi et al., 2011).
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AIM OF THE ESSAY

S/o, the aim of this essay was to highlight the updates in
\\\)terminology and classifications of acute kidney injury
(AKI), with the possible causes encountered in intensive care
and the updates in diagnosis of AKI and the possible modalities

of management of such patients in intensive care.
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ACUTE KIDNEY INJURY IN INTENSIVE
CARE: CAUSES AND DIAGNOSIS

A cute kidney injury (AKI) is a clinical syndrome representing
ia sudden decline of renal function leading to the decrease of

glomerular filtration rate (GFR) (Bellomo et al., 2012b). This
“conceptual” definition has been utilized for many years in
place of a more precise and universally accepted classification:
Currently, objective parameters such as urine output and
creatinine levels have been included into the so-called KDIGO
(Kidney Disease: Improving Global Outcomes) definition
(Kellum and Lameire, 2013). This recent innovation into
clinical practice of AKI is improving uncertainties in
epidemiology and clinical management. However, still the
literature reports that AKI incidence and mortality varies
widely (incidence ranges 1-31 % and mortality ranges 28—
82%) (Lameire and Kellum, 2013).

This depends on the fact that often patients with different
characteristics and severity of renal dysfunction are included in
the analyses. Furthermore, AKI etiology and patient clinical
condition strongly affect outcome, moving mortality rate from
20 % of the cases with isolated AKI with minimal or absent
comorbidities to 80 % in case of AKI associated with severe
sepsis or septic shock. Hence, in the description and evaluation
of AKI in the clinical context, it becomes very important to

diagnose this pathology with a consensus definition, to exactly
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