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MANAGEMENT 
The focus of AKI management is the
identification of modifiable risk factors
and management of the conditions
contributing to renal dysfunction.

The fluid volume status of patients
with AKI must be accurately assessed by
taking a careful history and examination.
If the patient is hypovolaemic or
dehydrated increased oral intake of
fluids should be encouraged. However, 
it is important to avoid inadvertent fluid
overload. Monitoring their weight may
help patients assess their fluid volume
status.

Individuals with suspected sepsis
should be referred to hospital for blood
cultures, antibiotics and fluid
resuscitation. Early treatment of
infections that may be contributing to
hypotension is advised.

Drugs that may induce, exacerbate or
complicate AKI should be stopped, at
least temporarily. Diuretics, angiotensin
receptor blockers (ARBs), ACE inhibitors,
and NSAIDs will exacerbate hypoperfusion
of the kidneysand should be withheld
until the patient has recovered and AKI
has resolved. Drugs that can complicate
the management of AKI are shown in
box 3, below. 

Medications are often co-factors in the
development of AKI. Furthermore,
because of a sudden decrease in renal
function associated with AKI, many
drugs will need their dosage reduced to
avoid serious side effects. It is important
to review all the patient’s regular
medications (see box 3, left). 

If medications which might aggravate
hyperkalaemia are being commenced in
patients with advanced CKD, who are
already at risk, careful monitoring of
potassium is paramount.

Urgent referral to a urologist for relief
of urinary tract or bladder outlet
obstruction is crucial. 

REFERRAL 
Not all patients with AKI need to be
referred to hospital. If there is a clear
cause for the AKI and it is responding to
management in the community referral
is not necessary. 

Direct same day contact with a
nephrology team is advised for those
patients who may require urgent 
dialysis for AKI complications such as
hyperkalaemia, metabolic acidosis,
and/or pulmonary oedema.11 NICE also
recommends urgent referral to hospital
for those patients suspected to have
urinary tract obstruction; AKI and sepsis;
hypovolaemia with the need for IV fluids
and individuals with no identifiable
cause for AKI.11 »

If the cause of AKI is readily apparent
then an ultrasound of the urinary tract is
not necessary.11 If an infected and
obstructed kidney is suspected then an
immediate ultrasound of the urinary
tract is needed to help plan
management including drainage and
antibiotics.11 When individuals have no
obvious cause for AKI or may be at risk
of urinary tract obstruction urgent
ultrasound of the urinary tract is
recommended (within 24 hours of
assessment).11 

Basic laboratory investigations for AKI
include: U&E (results should be
compared with baseline values
whenever possible); full blood count;
CRP; liver function tests; glucose and a
bone profile. 

Immunological tests for rarer causes
of AKI may be required such as:
antineutrophil cytoplasmic antibodies
(for vasculitis); anti-glomerular
basement membrane (GBM) antibody
(for anti-GBM disease); autoantibody
screen including anti-dsDNA titres and
complement levels (for SLE and lupus
nephritis); serum free light chains, serum
immunoglobulins, plasma protein
electrophoresis (for myeloma).

Box 3

Drugs that may complicate the
management of acute kidney injury

Drugs interfering with renal perfusion
•ACE inhibitors and ARBs
•NSAIDs
•All antihypertensives
•Diuretics 
•Nitrates
•Nicorandil

Drugs requiring dose reduction or
cessation
•Low molecular weight heparins
•Opiates
•Penicillin-based antibiotics
•Metformin
•Sulphonylurea-based
hypoglycaemic agents
•Aciclovir
•High-dose statins

Drugs requiring close monitoring
•Warfarin

Drugs aggravating hyperkalaemia
•Digoxin
•Beta-blockers
•Trimethoprim
•Potassium-sparing diuretics e.g.
eplerenone, spironolactone, amiloride
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Acute kidney injury (AKI) is a common complication 
in hospitalised patients and is associated with an increased
risk of chronic kidney disease (CKD) and higher mortality.
Two thirds of AKI cases develop in the community prior to
hospital admission. The relationship with CKD is bidirectional:
patients with CKD are at much higher risk of AKI and AKI
can contribute significantly to the progression of CKD.

AKI can result from abnormal perfusion to a structurally 
normal kidney (pre-renal AKI), injury to the nephrons (renal
AKI) or obstruction to urinary flow (post-renal AKI).
Restoring fluid volume to optimal levels may reverse 
pre-renal AKI. However, prolonged pre-renal AKI can lead to
kidney cell damage known as acute tubular necrosis which
is not fluid volume responsive. Recovery may be slow and
incomplete.

AKI may be challenging to recognise because it is typically
asymptomatic. It is usually detected incidentally in the
setting of another illness when a rise in serum creatinine
from baseline is identified. AKI may also be associated with
a reduction in urine output but this is difficult to detect in
community settings. Risk factors for AKI include age ≥65,
diabetes, CKD, neurological or cognitive impairment, heart
failure and the use of potentially nephrotoxic medications.
Recognition of those at risk should prompt earlier and more
frequent testing of U&E during any acute illness.

If an unexpected rise in serum creatinine is observed,
a careful assessment of the patient’s history, and 
a medication review, should be carried out to establish if
any of the more common AKI risk factors are present. 
If the patient has a fever, rash, joint pains or pulmonary
infiltrates on chest X-ray a less common aetiology for AKI
should be considered. Proteinuria and/or haematuria on
urine dipstick testing may indicate glomerular disease.
Urological symptoms may indicate bladder outlet
obstruction. Clinical examination should include an
assessment of fluid volume status. Patients with heart or
liver failure are at particular risk of AKI especially when
decompensation occurs. Fluid overload (peripheral
oedema or ascites) does not prevent AKI developing.

Direct same day contact with a nephrology team is advised 
for those patients who may require urgent dialysis for AKI
complications such as hyperkalaemia, metabolic acidosis,
and/or pulmonary oedema. NICE also recommendsurgent
referral for those patients suspected to have urinary tract
obstruction; AKI and sepsis; hypovolaemia with the need
for IV fluids and individuals with no identifiable cause for
AKI. Management of AKI should be discussed with a
nephrologist if the patient has one or more of the following:
a renal transplant; a possible diagnosis requiring specialist
investigation and treatment e.g. glomerulonephritis,
vasculitis, myeloma; or AKI occurring in a patient with
advanced CKD. If there is a clear cause for the AKI and it is
responding to management in the community, referral is
not necessary. 


