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Abstract 

Introduction: Acute kidney injury is well recognized for its impact on the 

outcome of patients admitted to the intensive care unit (ICU). 

The pursuit of improved biomarkers for the early diagnosis of AKI and its 

outcomes is an area of intense contemporary research; recent studies have 

demonstrated the utility of FST dose for predicting the severity of AKI, 

and possibility of administration as a treatment for AKIN I&II. 

Methodology:Our study was conducted on eighty consecutive patients  in 

the general ICU of Nasser institute Hospital from september 2017 till 

february 2018. 

Forty of our patients received FST dose while the other forty patients 

received standard management of AKIN I, II. 

Any patient who develops acute kidney injury grade Ι – Π according to 

(AKIN) will be subjected to: History taking including (co-morbidity – 

drug intake), clinical examination., Kidney function tests (KFT) daily, 

estimated glomerular filtration rate GFR, Potassium, magnesium, sodium 

and phosphorus follow up daily for three days ., Hemodynamic monitoring 

(heart rate HR, mean blood pressure BP, central venous pressure 

measurement CVP within six hours after inclusion, urine output per hour 

UOP/6hour). 

Results:In first 6 hours, there was a statistically significant increase in 

urine output in group I after 1
st
&2

nd
 hours (p value= 0.026, 0.008 

respectively), as well as cumulative UOP over 6 hours (P value 

=0.003),as compared to group II, Cut off point as regards UOP for 

detection of progress to AKINIII& dialysis was found to be 325ml in both 

group with sensitivity 86.7 %, specificity 68% in group I and sensitivity 

95%, 95%specificity in group II. There was a highly significant difference 

between the two groups concerning hypotension with 11 patients in group 

I vs. none in group II with P value =0.001,and there was no significance 

difference between both groups concerning progression to AKIN III& 

dialysis with P value =0.260,and there was no significance difference 

between the two groups concerning length of ICU stay with P value 

=0.621,and according to mortality there was no significance difference 

between the two group with P value =0.201.UOP in non progressed 

patients was higher than progressed patients in group I P value0.001. 

Conclusion: Furosemide stress test is a good predictor of severity of 

tubular damage in early stages of acute kidney injury with no additional 

privilege over standard management in the treatment of AKI. 

Key words: 

AKI-Furosemide-Dialysis 

 



Introduction  

1 

Introduction 

Acute kidney injury (AKI) refers to an abrupt 

decrease in kidney function, resulting in the retention of 

urea and other nitrogenous waste products and in the 

dysregulation of extracellular volume and electrolytes 

(Alderson P et al., 2000) 

Acute kidney injury (AKI) is a common 

complication of critical illness, seven to ten percent of 

intensive care units patients present with AKI during their 

ICU stay.  An early detection of adult patients with acute 

kidney injury may provide the opportunity to treat and 

prevent the extension of kidney injury (Akriviadis E et al., 

2000). 

Acute kidney injury can be staged by AKIN criteria 

into three stages    using serum creatinine and urine output 

(Andriessen P et al., 2009). 

Because serum creatinine and oliguria are often late 

signs of significant acute kidney injury (AKI), more 

sensitive diagnostic tests are required. This clinical need 

has led to the development of multiple candidate acute 
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kidney injury (AKI) biomarkers (Bagshaw S M et al., 

2008) 

Clinicians have access to limited tools that predict 

which patients with early AKI will progress to more severe 

stages. In early AKI, urine output after a furosemide stress 

test (FST), which involves intravenous administration of 

furosemide (1.0 or 1.5 mg/kg), can predict the development 

of stage 3 AKI. (Uchino S et al., 2005)  

Patients who develop acute kidney injury (AKI) 

often require renal replacement therapy (RRT), however 

clinicians often disagree about the optimal timing of the 

initiation of renal replacement therapy (RRT) (Bagga A et 

al., 2007) 
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Aim of the work 

 

 The Aim of our study is to evaluate the role of 

furosemide stress test in assessment of tubular function in 

acute kidney injury 

 

 


