
Malnutrition Increased catabolism with protein energy wasting is
common in severe AKI, particularly in the setting of multisystem
organ failure. Inadequate nutrition may lead to starvation
ketoacidosis and protein catabolism. Excessive nutrition may
increase the generation of nitrogenous waste and lead to worsening
azotemia. Total parenteral nutrition requires large volumes of fluid
administration and may complicate efforts at volume control.
According to the Kidney Disease Improving Global Outcomes
(KDIGO) guidelines, patients with AKI should achieve a total energy
intake of 20–30 kcal/kg per day. Protein intake should vary
depending on the severity of AKI: 0.8–1.0 g/kg per day in
noncatabolic AKI without the need for dialysis; 1.0–1.5 g/kg per day
in patients on dialysis; and up to a maximum of 1.7 g/kg per day if
hypercatabolic and receiving continuous renal replacement therapy.
Trace elements and water-soluble vitamins should also be
supplemented in AKI patients treated with dialysis and continuous
renal replacement therapy.

Anemia The anemia seen in AKI is usually multifactorial and is not
improved by erythropoiesis-stimulating agents, due to their delayed
onset of action and the presence of bone marrow resistance in
critically ill patients. Uremic bleeding may respond to desmopressin
or estrogens, but may require dialysis for treatment in the case of
long-standing or severe uremia. Gastrointestinal prophylaxis with
proton pump inhibitors or histamine (H2) receptor blockers is
required. It is important to recognize, however, that proton pump
inhibitors have been associated with AKI from interstitial nephritis, a
relationship that is increasingly being recognized. Venous
thromboembolism prophylaxis is important and should be tailored to
the clinical setting; low-molecular-weight heparins and factor Xa
inhibitors have unpredictable pharmacokinetics in severe AKI and
should generally be avoided if possible.

Dialysis Indications and Modalities (See also Chap. 312) Dialysis
is indicated when medical management fails to control volume
overload, hyperkalemia, or acidosis; in some toxic ingestions; and
when there are severe complications of uremia (asterixis, pericardial


