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ABSTRACT 
 

Aim: To determine the frequency of acute renal injury in patients with severe acute pancreatitis 
Methods: It is an observational research where patients coming at tertiary care hospital analyzed as severe acute pancreatitis of 
either gender were examined. Acute pancreatitis was determined when patients introducing to have pain in abdomen, ascend in 
serum amylase or potentially lipase > multiple times of ordinary reach and radiological discoveries reminiscent of acute 
pancreatitis. Acute kidney injury (AKI) was named when individuals with past ordinary renal capacity created decay of renal 
capacities with ascend in creatinine >2 mg/dl with decrease in urine output to under 0.5mg/kg/hr for 6 hours or more.  
Results: In our study out of fifty patients of severe acute pancreatitis 20 (40%) were males and 30 (60%) females, 15 women 
had history of gallstones while the history of alcohol was observed in 10 males and 02 females. The mean age ± SD for whole 
population is 58.85 ± 8.52. The pain abdomen was present in all patients followed by vomiting in 80%, jaundice was present in 
30% cases and fever in 28%. The acute kidney injury has been detected in 32 (64%) of patients and 16 (32%) patients required 
renal haemodialysis (replacement therapy). The mean ± SD of hemoglobin (g/dl), WBC (x103 cells per cumm), serum potassium, 
urea, creatinine and bicarbonate for AKI population is 9.52±3.21, 27.85±10.95, 5.63±2.73, 268±20.85, 12.94±8.53 and 
15.73±92.21. The mean ± SD of days of kidney insult and haemodialysis sessions for AKI population is 12.75±96.62 and 
6.86±4.85 while the frequency (and %) of circulatory failure and deranged INR have been observed in 12 and 21 AKI patients.    
Conclusion: AKI is an incessant complication of acute pancreatitis and normally creates after the malfunction of different 
organs. 
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INTRODUCTION 
 

Acute pancreatitis is a typical problem with different clinical 
varieties and its occurrence is expanding. The severe acute 
pancreatitis responsible for 2-10% mortality and occupies 25% of 
acute pancreatitis2. The main stage is portrayed by broad 
pancreatic irritation and additionally cell death and is trailed by a 
SIRS that may prompt multi organ failure with in the primary week3. 

About half of deaths happen inside the principal seven day 
stretch of the assault, generally from MODS4. The development of 
contaminated pancreatic putrefaction or liquid assortment happens 
for the most part in the subsequent week5. The variables 
responsible for mortality in many patients with acute pancreatitis 
appear to be connected explicitly to various organ dysfunctions 
and these represent 40-60% of in-emergency clinic mortality in 
entire age groups6. 

Acute kidney injury (AKI) is a successive entanglement of 
serious acute pancreatitis and conveys an extremely poor 
anticipation, especially if renal substitution treatment is needed, 
with mortality exists between 26% and 78%7. The specific 
component of AKI in patients with AP is unpredictable and surely 
knew. Distinctive key pathophysiologic measures incorporate 
arrival of pancreatic catalysts with coming about debilitation of 
microcirculation of kidney, low oxygen, low blood pressure, intra 
abdominal hypertension, cytokines and endotoxin interceded 
injury8. 

Consequently the point of this research is to sum up the 
acute renal impairment in patients with severe acute pancreatitis. 
 

PATIENTS AND METHOD 
 

It is an observational research where patients coming at tertiary 
care hospital analyzed as severe acute pancreatitis of either 
gender were examined. The acute pancreatitis was considered 
when patients introducing to have pain in abdomen, ascend in 
serum amylase or potentially lipase > multiple times of ordinary 
reach and radiological discoveries reminiscent of acute 
pancreatitis. Severity determination was based on APACHE II 
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scoring or CTSI record while the organ malfunction going on for 
over 48 hours were named as acute severe pancreatitis. The 
patients in medication ICU were contemplated. Circulatory shock 
was named when on inotropic backing to accomplish systolic pulse 
>100 mm of Hg. The pulmonary impairment when patient required 
mechanical ventilation due to poor oxygenation. Acute kidney 
injury (AKI) was named when individuals with past ordinary renal 
capacity created decay of kidney capacities with ascend in 
creatinine >2mg/dl with decrease in urinary output to under 
0.5mg/kg/hr for 6 hours or more. Patients were assessed for the 
term of manifestations, severity of injury, clinical course during 
medical clinic stay and outcomes while the data entered and 
analyzed in SPSS. 
 

RESULTS 
 

In our study out of fifty patients of severe acute pancreatitis 20 
(40%) were males and 30(60%) females, 15 women had history of 
gallstones while the history of alcohol was observed in 10 males 
and 02 females. The mean age±SD for whole population is 
58.85±8.52. The abdomen pain was present in all patients followed 
by vomiting in 80%, jaundice identified in 30% cases and fever in 
28%. The acute kidney injury has been detected in 32(64%) of 
patients and 16(32%) patients required renal haemodialysis 
(replacement therapy).  The intubation / mechanical ventilation with 
low oxygen saturation / altered sensorium have been detected in 
10(20%) patients and all were in acute kidney injury. The mortality 
has been observed in 8(16%) patients of acute severe pancreatitis 
while remaining population has been fully 25(50%) or partially 
17(34%) recovered with time. The mean±SD of hemoglobin (g/dl), 
WBC (x103 cells per cumm), serum potassium, urea, creatinine 
and bicarbonate for AKI population is 9.52±3.21, 27.85±10.95, 
5.63±2.73, 268±20.85, 12.94±8.53 and 15.73±92.21. The 
mean±SD of days of kidney insult and haemodialysis sessions for 
AKI population is 12.75±96.62 and 6.86±4.85 while the 
frequency% of circulatory failure and deranged INR have been 
observed in 12 and 21 AKI patients. 
 

DISCUSSION 
 

Acute pancreatitis is a consequence of unseemly discharge of 
zymogens, impair cell structure of the pancreas causing auto 

mailto:drashfaque98@hotmail.com


P. Mal, G. Fareed, N. L.Seerani et al 

 

 
P J M H S  Vol. 16, No. 05, May  2022   27 

processing of the organ and is a deadly illness and requires timely 
diagnosis and treatment .Acute renal injury in relationship with AP 
was first depicted in 1951, as "renal anoxia condition".9 Further 
literature uncovers case reports and arrangement featuring high 
mortality in AKI in relation to AP.10 The basic components can be 
ascribed to unseemly initiation of trypsinogen to trypsin advancing 
to SIRS because of pancreatic injury, later causing multi organ 
failure and mortality in some individuals.11 Also arrival of 
vasoactive compounds, damaged pancreas releases proteolytic 
enzymes and due to spread intravascular coagulation.12 Former 
literature tells about the part of hypoxia, pancreas releases 
amylase with coming about hindrance of kidney microcirculation, 
abdominal compartment condition diminishing renal perfusion, 
intra-abdominal hypertension and low blood pressure.13 The 
actuation of complement along with severe types of pancreatitis 
has additionally been accounted for, additional advancing intra-
peritoneal irritation and cytokine activation.14 The free radicals of 
oxygen prompting pancreatic apoptosis.15 Endothelial malfunction 
and tissue injury is depicted to be unequivocally connected to 
excessive formation of NO16. Various researches proposes that 
frequency of AKI in intense pancreatitis is 14-42%17,18. Tran DD, et 
al found 16% occurrence of AKI in AP19. 

A research by Kumar R done on severe acute pancreatitis 
revealed 19.4% occurrence of AKI and 57.1% mortality in serious 
acute pancreatitis forecast is poor in diabetics and alcoholics.20 Lin 
H  announced 23.6% mortality related with SAP21. Naqvi R 
research in Pakistan showed that 79% patients of AKI in severe 
acute pancreatitis required haemodialysis.22 Deferred organ 
explicit treatment can influence prognosis in our population, 
particularly in developing nation due to lacks of facilities for health 
care and uniqueness in assets accessibility regularly controls the 
fortune.23, 24 In our series, the individuals visit and hospitalized as 5 
to 30 days of building up side effects however length is not 
essentially unique in endure and perished subjects. 
 

CONCLUSION 
 

AKI is an incessant complication of acute pancreatitis and normally 
creates after the malfunction of different organs. It conveys worst 
prognosis, especially if renal replacement therapy is required. 
There is a requirement for forthcoming research to build up the 
genuine occurrence and hazard factors for AKI in acute 
pancreatitis. 
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