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Abstract

Aims and Objective: To determine the etiology of acute kidney injury

Material and Method: In our study 100 patients admitted in MGM hospital in medical ward and MICU
with diagnosed AKI were enrolled. A detailed history was obtained, detailed systemic examination followed
by relavant investigations were conducted and result noted.

Result: In 100 patients maximum age group involved is 41-50years(41%),common etiologies are multi organ
failure with sepsis(16%) followed by snakebite(12%),malaria(10%),congestive cardiac failure(9%),urinary
tract obstruction(8%),cholera(6%),myocardial infarction(6%),dengue(5%),Acute exacerbation of COPD
and acute gastroenteritis(4%),while remaining etiologies constituted 20% of etiological factors.

Conclusion: Acute kidney injury is an increasingly common and potentially catastrophic complication.
Mortality rates remain unacceptably high despite significant advance in health care. The diagnosis of AKI is
based on indirect measures of GFR, plasma urea and creatinine concentrations. AKI can be prevented if
detected early and appropriate treatment is initiated early.
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Introduction
Definition: Acute Kidney Injury (AKI) is a

The kidney being relatively unique among organs
of the body in its ability to recover from almost

clinical syndrome characterized by rapid (hours to
weeks) decline in glomerular filtration rate (GFR)
and retention of nitrogenous waste products such
as blood urea nitrogen (BUN) and serum creatin-
ine with perturbation of extracellular fluid volume
and electrolyte and acid base homeostasis ¢,

Nissenson defined AKI as “Rapid decline in
glomerular filtration rate resulting from direct
ischemic or toxic injury to kidney” occurs due to
reduction in glomerular capillary permeability,
back leak of glomerular filtrate, tubular
obstruction and intra renal vasoconstriction .,

complete loss of function. Acute kidney injury is
responsible for major morbidity and mortality of
hospitalized individuals because of serious nature
of underlying illness and high incidence of
complications. It is rare for a patient to die
directly as a result of acute kidney injury, but is an
independent risk factor for death “>®. Factors
other than loss of renal functions like bleeding and
sepsis will determine the outcome and their
identifyication is necessary to improve the
prognosis of acute kidney injury @.
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Acute kidney injury is a common clinical
condition in hospitalized patients ” with mortality
rates varying between 10 — 80% ®. Acute kidney
injury can be hospital acquired or community
acquired. The most common causes of Hospital
acquired Acute Kidney Injury are due to medical
causes mainly drug induced followed by sepsis
(ICU). The most common causes of Community
acquired Acute Kidney Injury are acute diarrheal
illness, malaria, sepsis, leptospirosis, snake bite
followed by obstetric and surgical causes. Most
common clinical features are oliguria (82.5%)
followed by encephalopathy, vomiting and
acidosis”.

Mortality in patients with uncomplicated AKI- 10
% 9, 10).

Mortality in patients with AKI and multi organ
failure- 50 %.

Mortality  inpatients who  require  renal
Replacementtherapy-80% (112

The diagnosis of AKI in clinical practice is most
often based on indirect measures of GFR, plasma
urea and creatinine  concentrations, and
infrequently also on the clearance of creatinine
over a 24-hour urine collection. Recently, a novel
marker of renal function, cystatin C, was proposed
to be more sensitive than plasma creatinine for
various forms of chronic renal dysfunction .
The present study was undertaken to determine
the etiology of acute kidney injury

Material and Method

Source of Data: The present study, an
observational study was conducted in MGM
college and Hospital, a tertiary care hospital in
Navi Mumbai, Maharashtra. All patients who
were having met with AKIN criteria were
included.

Duration of study: From October 2013 to July
2016.

Study Design: Prospective observational study of
100 cases. All patients studied with a detailed
history, physical examination, systemic
examination and investigated.

Inclusion Criteria
e Patients admitted in medical ward and
MICU with clinical and biochemical
evidence of acute kidney injury.
e Age group between 16-60 years
Exclusion Criteria
e Patients below age group of 16 years and
above age group of 60 years
e Patients who were diagnosed as acute
Kidney injury and progressed to chronic
kidney disease on follow up
e Patients admitted in surgery and OBGY
ward

Results

Out of 100 patients maximum number of patients
belonged to age group 41-50 years, while 23
patients belonged to 51-60 years and there were
only 2 patients below 16-20 years. Mean age was
43.5 years.
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C) Common etiologies are multi organ failure

with sepsis (16%) followed by snakebite (12%),

malaria (10%), congestive cardiac failure (9%),
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urinary tract obstruction (8%), cholera (6%),
myocardial infarction (6%), dengue (5%), Acute
exacerbation of COPD and acute gastroenteritis
(4%), while remaining etiologies constituted 20%
of etiological factors.

Etiology Frequency |

Multi-organ failure with sepsis 16
Snake bite 12
Malaria 10
CCF

Urinary track obstruction
Myocardial infarction
Cholera

Dengue

Acute gastroenteritis
COPD

Cirrhosis

Gl blood loss

Ischemic CVA

Burns

Tuberculosis

Urethral stricture
Glomerulonephritis
Prostatomegaly with UTI
BPH

Viral hepatitis

Total
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Discussion

Acute kidney injury is a common, often under
recognized disorder that is increasing in incidence
globally, and strongly associated with increase
long term morbidity and mortality**. The sequelae
of AKI are severe and characterized by increased
risk of short term and long term mortality, incident
chronic kidney disease (CKD) and accelerated
progression to end stage renal disease(ESRD)™.
The in hospital mortality rate is approximately
20% to 50% and may exceed 75% in critically ill
patients or patients with sepsis.

In the present study majority of patients (41%)
were in the age group of 41-50years. The male
female ratio is 1.27:1. This is similar to the study
conducted by Sharma S.K et. al*.

The most common etiological factors of AKI in
present study were multi-organ failure with sepsis
(16%), snake bite(12%), malaria (10%), CCF
(9%), urinary tract obstruction (8%), cholera
(6%), myocardial infection (6%), dengue (6%),
acute gastroenteritis (4%), COPD(4%) while

remaining etiologies constituted 20% of the
etiological factors. These findings were almost
similar to study of Sharma S.K. et. al* in which
the most common etiological factors were
septicemia followed by acute gastroenteritis and
congestive cardiac failure. These findings were
also almost similar to study by Rebic et. al*’ in
which common etiology factors were acute
interstitial nephritis followed by congestive
cardiac failure and sepsis.

Conclusion

Acute kidney injury is an increasingly common
and potentially  catastrophic ~ complication.
Mortality rates remain unacceptably high despite
significant advance in health care. The diagnosis
of AKI is based on indirect measures of GFR,
plasma urea and creatinine concentrations. AKI
can be prevented if detected early and appropriate
treatment is initiated early in the course of the
disease.
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