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The manual collates available evidence, national guidelines and clinical standards into clear AKI patient pathways and 
accessible, practical advice. It is designed for those managing AKI in general ward areas. It also aims to clarify the 
interaction between general wards, local critical care and regional kidney unit services. The availability of a written guideline 
with this content is an NCEPOD standard for each NHS Trust. 

Use of the guidelines and manual is optional. Trusts may operationalize the manual contents as a Trust guideline or adapt 
its contents to local needs. Trusts are encouraged to link guideline databases to our clinical guideline 
(http://www.londonaki.net/clinical) and users may access our general educational resources on 
www.londonaki.net/academy

We will guarantee that this guideline will be quality assured, updated on a three yearly basis and that the feedback of 
network members will inform its development. 

Definitions of AKI have not changed. AKI is present if there has been a 1.5 rise in serum creatinine from a presumed 7 day 
baseline or a >26micmol/l rise within 48 hours. The National AKI detection algorithm will produce a ‘test message’ 
incorporating an annualised median baseline, however clinicians must use discretion in interpreting such test messages.

The AKI care bundle (management and investigation) should be instituted for all patients classified as AKI i.e. 1.5 x rise from 
the most recent baseline Cr (in the last year) or 6 hours of oliguria (0.5mls/kg/hr). While the bundle may be instituted earlier 
(e.g. for creatinine rises of >26micmol/ml) we recommend pathway activation as a basic standard of care for patients who 
have even mild AKI at this threshold. 

Patients who progress to, or have, AKI 3 which represents >80% loss of kidney function, should be discussed with the local 
nephrology (2013 NICE guidance) with the exception of multi-organ failure patients managed in critical care. We also 
recommend that such severe, ward-based AKI patients should be discussed with local critical care teams. 

Nephrology advice should be sought on any AKI patient unless the cause has been identified and that cause can be 
effectively treated by the base team. 

Patients with even mild AKI should be referred to nephrology services if primary renal disease is suspected 
(e.g. glomerulonephritis, tubulointerstitial nephritis, haemolytic uraemic syndrome). Such patients need specialist 
nephrology diagnosis (possibly including renal biopsy) and management.  

If transfer to critical care is required this should be as soon as possible. Transfer target to kidney unit is 24 hours, but there 
are currently heavy demands on acute renal bed useage at some sites. 

Patients with evolving multi-organ failure should be managed locally in critical care. They will generally not meet transfer 
safety criteria. Guidelines for this and who should be referred from ITU to renal are in the manual. 

The basic panel of investigations is USS, dipstick and routine haematology and biochemistry. More specialist tests (anti-GBM 
etc) may be done but results delivery should not delay the referral process. 

USS should be performed<24 hours for all non-recovering AKI where the cause is not obvious. The target is <6 hours 
where urinary obstruction with infection is suspected. (NICE 2013). 

In general single organ support should be provided within the regional renal unit. Some patients need stabilisation prior to 
transfer as outlined in the guideline. In some patients having on-going specialist care (e.g. complex surgery or cancer care) 
it may be preferable to manage the patient in the local ITU to maintain continuity with the base speciality teams. 

Temporary lowering of K with insulin and dextrose does not facilitate safe transfer (as there may be rebound in transit) 
and hyperkalaemic patients should have onsite CVVH or bicarbonate prior to transfer such that the K lowering is likely 
to be sustained. 

We would recommend early discussion with your nephrology or critical care teams when there is any uncertainty regarding 
the most appropriate clinical plan. 

These are guidelines rather than binding protocols. Guidelines inform and harmonise practice but are not a substitute for 
the proper clinical assessment of individual cases. We will guarantee that our materials represent consensus, National 
guidelines, available evidence and are up to date. We cannot assume clinical responsibility for the consequences of 
deployment of these guidelines, appropriately or otherwise. 
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Overview

Prevent AKI - The 4 ‘M’s
Monitor Patient

(observations and EWS, regular blood tests, pathology alerts, fluid charts, urine volumes)
Maintain Circulation

(hydration, resuscitation, oxygenation)
Minimise Kidney Insults

(e.g. Nephrotoxic medications (NSAID, aminoglycosides, ACE/ARB, diuretics), surgery or high risk inter-
ventions, iodinated contrast and prophylaxis, hospital acquired infection)

Manage The Acute Illness
(e.g. sepsis, heart failure, liver failure)

Risk, Prevention and Recognition
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Background
Elderly (>65)

CKD
Cardiac failure
Liver disease

Diabetes
Vascular disease

Background nephrotoxic medications

Some AKI Is Predictable, Preventable and/or Recognised Late

Risk Assess for AKI
The risk of AKI is contributed to by the acute insult and background morbidity

Recognise AKI
1.5 rise from recent baseline creatinine, >26 rise in 48 hours,

prompt from National algorithm or 6 hours of oliguria

INSTITUTE CARE BUNDLE
Prevent AKI progression by rapid diagnosis, supportive care, specific therapy and appropriate referral

AKI Develops

Acute ‘STOP’
Sepsis and hypoperfusion

Toxicity
Obstruction

Parenchymal kidney disease


