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Introduction

Introduction

The kidney is a common ‘“victim organ” of various
insults in critically ill patients. Sepsis and septic
shock are the dominant causes of acute kidney injury,
accounting for nearly 50 % of episodes of acute renal
failure (Schrier and Wang, 2004).

The epidemiology of severe acute renal failure has
dramatically changed in the past decade. Its leading cause
iIs sepsis and the syndrome develops mostly in the
intensive care unit as part of multiple organ dysfunction
syndromes (Ronco, 2006).

Acute kidney injury (AKI), formerly known as
“acute renal failure,” has been traditionally described as a
rapid (ranging from hours to weeks, to less than 3
months) decrease in kidney function as measured by
increases in serum creatinine. While Acute Kidney Injury
Network (AKIN) defined it more precisely as “An abrupt
(within 48 hours) reduction in Kkidney function, It is
usually associated with a decrease in glomerular filtration
rate (GFR), a marked decrease in urine output or anuria
and azotemia (Joseph et al., 2011).

Clinical syndrome of acute Kkidney injury (AKI)
encompasses the entire spectrum of renal function
alterations, ranging from minor modifications to the
requirement of renal replacement therapy (RRT) (Kellum
et al., 2008).




Introduction

Sepsis is complex syndrome resulting from the response
of an organism to overwhelming infection with cytokine
release, activation of pro- and anti-inflammatory pathways,
immunological dysregulation, coagulation and endothelial
activation and usually leads to multiorgan dysfunction which is
condition characterized by simultaneous renal, cardiovascular
and pulmonary dysfunction, and an independent predictor of
mortality (Chvojka et al., 2010).

There is no doubt that the best measure for
preventing (ARF) in patient at the risk of developing
(MOF) is timely and adequate resuscitation. The
introduction of hemodialysis for the treatment of severe
(ARF) lowered the mortality rate from greater than 90%
to approximately 50%. The widespread availability of
continuous renal replacement therapies (CRRT) has led
to a growing interest in its use for the possible removal of
pro inflammatory cytokines in sepsis, in addition to its
use in volume and urea clearance, Delivered dose of
(RRT) may have an impact on survival (Jennifer and
Jonathan, 2005).

During the Acute stage of sepsis — induced (ARF),
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) wusing convective methods
are preferred in sepsis-induced (ARF), especially in




