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INTRODUCTION 

There has been an increase in the incidence of acute 

pancreatitis reported globally and despite of 

improvements in access to care, and interventional 

techniques, acute pancreatitis continues to be associated 

with significant morbidity and mortality. The most 

common causes of acute pancreatitis are gallstones and 

over alcohol consumption.1 The availability of new 

imaging modalities has changed clinical practice and 

availability of guidelines, recent studies auditing clinical 

management of acute pancreatitis have shown 
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ABSTRACT 

 

Background: There has been an increase in the incidence of acute pancreatitis reported globally and despite of 

improvements in access to care and interventional techniques, acute pancreatitis continues to be associated with 

significant morbidity and mortality. The present study was aimed to assess the clinical profile of acute pancreatitis 

and to assess the efficacy of various severity indices in view of   outcome of patients.  

Methods: A hospital based prospective cross-sectional study was conducted from October 2022-March 2023 in 

Gastro and Liver care center in Ongole, Prakasam District, Andhra Pradesh India. All consecutive 72 patients with a 

diagnosis of acute pancreatitis were included in this study. 

Results: Out of total acute Pancreatitis cases   61 (84.7%) were males and 11 (15.3%) were females and acute 

abdominal pain (97.2%) and decreased appetite (95.8%) were the most common presenting complaints, 54.2% cases 

were due to Alcoholism, followed by hyperlipidemia with 20.8% and Gall stones 13.9%.  All 72 (100%) received 

pancreatic supplements, 68 (94.4%) were given pain killers, and 65 (90.3%) were taken anti-ulcer agents. Twenty-

three (31.9%) patients with 0 to 3 points as per CTSI Score and 4-6 range points were observed in 47 (65.3%) 

pancreatitis patients. Maximum (40.3%) were improved on 2nd day, 22 (30.6%) were on 3rd day.  Positive correlation 

noticed between Amylase and in diagnosing acute Pancreatitis, it is significant at 0.05 level.  

Conclusions: Early assessment of the clinical severity and identification of patients at risk is important for early 

intensive management and timely intervention and to improve quality of life. So, it is mandatory to assess the clinical 

severity using different scoring systems. and appropriate treatment based on guidelines.  
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improvement in noncompliance with evidence-based 

recommendations.2,3  

Acute pancreatitis (AP) is a common clinical problem in 

gastrointestinal practice and it is  diagnosed in the 

presence of acute onset of upper abdominal pain, elevated 

amylase and/or lipase levels, and imaging evidence of 

pancreatic and peripancreatic inflammation. Its incidence 

is increasing over the past 2 decades and varies from 30 

to 80 per 100,000 population.4,5 Acute interstitial 

pancreatitis is seen in 70-80% of patients, in contrast, 

acute necrotizing pancreatitis, a severe form of the 

disease is present in 20-30% of patients and associated 

with a mortality rate of up to 40%.6 

The cause of Acute Pancreatitis (AP) is evident after 

standard investigations in about 70%-80% of patients 

during or after the first attack. Gallstones are the cause of 

AP in about 45%, alcohol intake in 20%-25%, and 

miscellaneous in about 5% of cases.7 The cause is not 

evident in 20%-25% of patients after standard evaluation 

and such patients are labelled as having idiopathic AP. 

The aetiology of  recurrent acute Pancreatitis (RAP) in 

the idiopathic group are not clear from these studies as 

the commonest causes of RAP in these series were 

alcohol intake and gallstones. 8 About two-thirds of AP 

patients have a mild course of disease with a quick 

recovery. One third experience disease progression, with 

the development of local complications.9 The 

development of local complications (collections, 

necrosis) is linked to fluid sequestration during the early 

phase but, most importantly, has consequences in the late 

phase, in which those local complications can be 

associated with symptoms and infection.  

Clinical diagnosis of acute pancreatitis is based on patient 

symptoms, physical examination, laboratory analysis, and 

radio-logical data. According to practice guidelines 

published in 2006, a diagnosis of acute pancreatitis 

requires two out of three main features: first one is 

abdominal pain typical for acute pancreatitis, second one 

is serum amylase and/or lipase greater than or equal to 

three times the upper normal limit; and third is evidence 

of acute pancreatitis on computed tomography (CT) 

scans.  

Almost all patients with acute pancreatitis have acute 

upper abdominal pain at onset and confined to the mid-

epigastrium or may be diffuse throughout the abdomen. 10 

According to the severity, acute pancreatitis is divided 

into mild acute pancreatitis (absence of organ failure and 

local or systemic complications), moderately severe acute 

pancreatitis (no organ failure or transient organ failure 

less than 48 hours with or without local complications) 

and severe acute pancreatitis (persistent organ failure 

more than 48 hours that may involve one or multiple 

organs).11,12 

When gallstones from the gallbladder, pass and obstruct 

ducts of the pancreas, they develop choledocholithiasis or 

cholangitis.13 Since most patients are asymptomatic, 

diagnosis for Pancreatitis includes a combination of 

clinical history, physical examination, serum biochemical 

analysis and imaging of pancreas and gallbladder.14,15  

The rising costs of intensive care management  and the 

need to prolong the life of critically ill patients creates a 

need for early identification of those patients who will 

benefit from intensive care. The present study was aimed 

to assess the clinical profile of acute pancreatitis and to 

assess the efficacy of various severity indices in view of   

outcome of patients.  

METHODS 

A hospital based prospective cross-sectional study was 

conducted from October 2022-March 2023 in Gastro and 

Liver care center in Ongole, Prakasam District, Andhra 

Pradesh India. All consecutive 72 patients with a 

diagnosis of acute pancreatitis were included in this 

study. Patients with Acute gallbladder pancreatitis, 

common bile duct stones; traumatic, idiopathic were 

included in the study. Diagnosis for acute gallbladder 

pancreatitis was made based on abdominal pain similar to 

AP, three times or more elevated serum levels of 

pancreatic amylase and or lipase and finally radiographic 

diagnosis using abdominal Computed Tomography (CT) 

or Abdominal Ultrasound (AUS) images. Patients 

presenting with chronic pancreatitis, pancreatic 

malignancy; pseudocysts, acute fluid collections, 

necrotizing pancreatitis, walled-off necrosis; AP in 

pediatric patients; pregnancy were excluded from the 

study.  

Hospital ethics committee approval and informed and 

written consent by the patient were obtained before 

undertaking the study. Demographic, clinical, 

biochemical and radiographic data was prospectively 

collected. After detailed history and physical 

examination, laboratory investigations were sent at the 

time of admission-arterial blood gas analysis, hematocrit, 

kidney function test, liver function test, serum 

electrolytes, serum amylase, serum lipase and complete 

hemogram. All patients underwent abdominal 

ultrasonography at admission and contrast enhanced 

pancreatic protocol CT scan 72 hours after onset of 

symptoms. Patients were classified into mild, moderate 

and severe acute pancreatitis based on Ranson’s score 

Glasgow scoring and the BISAP (Bedside Index for 

Severity in Acute Pancreatitis) score.16-17 

The BISAP score provides a single point for each of five 

pa-rameters: BUN >25mg/dL, impaired mental status, 

systemic inflammatory response syndrome (SIRS), age 

>60 years, and/or the presence of a pleural effusion, for a 

possible total of five points. A BISAP score greater than 

three is associated with a seven- to 12-fold increase in the 

risk of developing organ failure.18 Hemo-concentration, 

indicated by an admission hematocrit of 47%, and 

subsequent failure of the hematocrit to decrease by 24 

hours are risk factors for the development of pancreatic 
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necrosis.19 Older age (55 years) and a body mass index 

(BMI) 30 are also known risk factors for more severe 

forms of pancreatitis. In particular, obesity is associated 

with increased risk of developing both systemic and local 

complications.20 

The revised Atlanta classification of acute pancreatitis 

established in 2008 identifies two phases of the disease: 

early and late. Severity is classified as mild, moderate, or 

severe. Mild acute pancreatitis, the most common form, 

has no organ failure or local or systemic complications 

and usually resolves in the first week. Moderately severe 

acute pancreatitis is defined by the presence of transient 

organ failure, local complications, or exacerbation   of 

co-morbid disease. Severe acute pancreatitis is defined by 

persistent organ failure lasting longer than 48 hours. 

Patients with mild pancreatitis were managed in the ward, 

and severe pancreatitis were admitted in ICU. Severity of 

the disease was evaluated in terms of ICU admission, 

Improvement with management, final grade as per 

Atlanta 2012 classification. Data were collected 

prospectively in a Microsoft Excel Database. After 

completion of data collection, the database was imported 

into SPSS software version 20.0. Categorical variables 

were expressed as absolute numbers and proportions. A 

P-value of <0.05 was considered statistically significant. 

Correlation will used to find association between 

different relevant factors. 

RESULTS 

Out of  total 72 acute pancreatitis cases   61 (84.7%) were 

males and 11 (15.3%) were females, in terms of  age 

group two (2.8%) below 25 years, 42 (58.3%) were  

between 25 to 44 years age group, 24  (33.3%) were in 

between 45 to 64 years age and 4 (5.6%) were 65 and 

above age group.   It was observed that 8 (11.1%) were 

illiterate, 18 (25%) were completed primary education, 

25 (34.7%) were studied up to 10th class, 5 (6.9%) 

educated up to intermediate, 14 (19.4%) were graduates 

and only 2 (2.8%) were professionals. It was noticed that 

23 (31.9%) patients with occupation of business, 12 

(16.7%) were farmers, 7 (9.7%) house wives, 13 (18.1%) 

were software professionals and others were 18 (18.1%) 

(Table 1). 

It was observed that acute abdominal pain and decreased 

appetite were the most common presenting clinical 

features and these were   seen among 70 (9.2%) and 69 

(95.8%) respectively. Vomiting was noticed in 26 

(36.1%) patients, Weight loss was observed in 25(34.7%) 

cases, and restlessness was seen in 9 (12.5%) cases. 

Bilious vomiting was also one of the charactered features 

in acute pancreatitis and it was seen in 11 (15.3%) of 

cases. Fever, loose motions, irritability and rash 

symptoms were seen in 7(9.7%), 6 (8.3%), 3 (4.2%) and 

1 (1.4%) respectively. It was also observed that 

abdominal pain in acute pancreatitis was improved with 

bending forward position seen in 55 (76.4%) cases (Table 

2). 

Table 1: Socio-demographic factors among 

pancreatitis cases. 

Details  Number Percentage 

Gender     

Males 61 84.7 

Females 11 15.3 

Age group     

<25  2 2.8 

25 to 44 42 58.3 

45 to 64 24 33.3 

65 and above 4 5.6 

Education      

Illiterate  8 11.1 

Primary  18 25.0 

Secondary 25 34.7 

Inter 5 6.9 

Degree 14 19.4 

Professional 2 2.8 

Occupation     

Business 23 31.9 

Farmer 12 16.7 

House wife 7 9.7 

Soft ware 13 18.1 

Others 18 25.0 

Doctors 1 1.4 

Table 2: Distribution of clinical features in acute 

pancreatitis patients. 

Symptoms Number Percentage 

Acute  abdominal pain 70 97.2 

Vomiting 26 36.1 

Bilious vomiting 11 15.3 

Appetite decreased 69 95.8 

Weight loss 25 34.7 

Fever 7 9.7 

Loose motions 6 8.3 

Restless 9 12.5 

Irritable 3 4.2 

Improvement with 

bending forward 
55 76.4 

Rash 1 1.4 

It was observed that out of total 72 cases 39 (54.2%) 

cases were due to Alcoholism among them 27 (69.2%) 

cases were between 25 to 44 years age group, 10 (25.6%) 

were between 45 to 64 years age group. Second most 

common was found to be hyperlipidemia among 15 

(20.8%) cases and gall stones found to be third most 

common cause in 10 (13.9%) cases followed by 

idiopathic seen in 8 (11.1%) cases (Table 3). 

It was observed that out of 72 cases all 72 (100%) 

received pancreatic supplements, 68 (94.4%) were given 

pain killers, and 65 (90.3%) were taken anti-ulcer agents.  

Vitamin supplements were given to 46 (63.9%) cases 
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antipyretics were given to 8 (11.1%) and diuretics were 

given to 7 (9.7%) patients. Antibiotics were also 

prescribed to these cases levofloxacin was prescribed to 

22 (30.6%) cases, followed by ceftriaxone and 

tazobactam combination was given 20 (27.8%) patients. 

Imipenem antibiotic was used in 18 (25.5%) cases, 

followed by piperacillin and tazobactam in 7 (9.7%) 

cases then metronidazole in 5 (6.9%) cases (Table 4). 

Table 3: Etiology spectrum of acute pancreatitis cases. 

Age Alcohol  Gall stones Hyperlipidemia Idiopathic Total 

<25  1 1 0 0 2 

25 to 44 27  4 8 3 42 

45 to 64 10 4 7 3 24 

65 and above 1 1 0 2 4 

Total 39 10 15 8 72 

% 54.2 13.9 20.8 11.1 100 

 

Table 4: Medical management of acute pancreatitis 

cases. 

Drugs N=72 % 

Antibiotics     

Ceftriaxone and tazobactam 20 27.8 

Imipenem 18 25.0 

Levofloxacin 22 30.6 

Metronidazole 5 6.9 

Piperacillin and tazobactam 7 9.7 

Pancreatic supplements 72 100.0 

Antipyretics 8 11.1 

Analgesics 68 94.4 

Vitamin supplements 46 63.9 

Diuretics 7 9.7 

Anti-ulcer agents 65 90.3 

Vitamin K supplements 4 5.6 

As per the Ranson’s criteria, 53 (73.6%) acute 

pancreatitis patients were with points between 0-2, 19 

(26.4%) were with points from 3 to 5 and none of them 

having score more than 5. Whereas per Glasgow score 

mild pancreatitis cases with below <3 points were 46 

(63.9%), severe cases were 3 and above were found in 36 

(36.1%) patients. Twenty-three (31.9%) patients with 0 to 

3 points as per CTSI Score and 4-6 range points were 

observed in 47 (65.3%) pancreatitis patients, none of the 

patients fall in the range of 7 to 10 points (Table 5). 

It was also observed that 32 (44.4%) were with normal 

BMI, pre obese with 25 to 29.9 were 31(43.1%), and 

patients with obesity more than 30 were 8 (11.1%) 

patients and out of 72 cases 11 (15.3%) were suffered 

with diabetes and 18 (25.0%) with hypertension. as per 

revised Atlanta grading mild cases were 38 (52.8%), 

Moderate were 19 (26.4%) and severe cases were 15 

(20.8%), out of total cases 48 (66.7%) without any 

organic failure, 22 (30.5%) patients were with transient 

organic failure, 2(2.7%) were with persistent organic 

failure and none of them landed up in multi organic 

failure (Table 6). 

Table 5: Ranson’s criteria, glasgow coma scale and CTSI score among acute pancreatitis patients. 

Ranson’s 

Criteria 
Number Percentage Glasgow score  Number Percentage 

CTSI 

score 
Number Percentage 

0 to 2 53 73.6 Mild (<3) 46 63.9 0 to 3 23 31.9 

3 to 5 19 26.4 Severe (3 and above) 26 36.1 4 to 6 47 65.3 

>5 0 0.0       7 to 10 0 0.0 

 

It was observed that 3 (4.2%) cases were improved on 

first day, maximum number 29 (40.3%) were on second 

day, 22 (30.6%) were on 3rd day, 15 (20.8%) improved on 

4th day and 3 (4.2%) on 5th day (Figure 1). 

The ultra sonographic findings revealed that bulky 

pancreas in 27 (37.5%) cases, fatty liver in 15 (20.8%), 

ascites in 13 (18.1%) altered echo texture, gall bladder 

stones and elongated pancreas observed in 4 (5.6%) cases 

(Figure 2). 

Amylase levels elevation observed in acute pancreatitis 

the patients that out of  72 , 14 (19.4%) ranging from 

200-450, 21 (29.2%) ranging from 451-900, 22 (30.6%) 

above 900, 15 (20.8%) of patients were  below 200 IU/L. 

serum lipase levels elevation i.e. majority of the patients 

33(45.8%) with above 900 IU,  18 (25%) ranging from 

451-900 16 (22.2%) were within the range of 160-200 

IU/L and 5 (6.9%) within the range of 200 to 450 (Table 

7). 
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Table 6: BMI, comorbid status of Covid patients, 

revised Atlanta grading-12 of pancreatic patients. 

BMI Number Percentage 

<18.5 1 1.4 

18.5 to 24.9 32 44.4 

25 to 29.9 31 43.1 

30 to 34.9 7 9.7 

> 35 1 1.4 

Comorbid Number Percentage 

Diabetes 11 15.3 

Hypertension 18 25.0 

Not  comorbid 43 59.7 

Revised Atlanta 

grading 2012 
Number Percentage 

Mild 38 52.8 

Moderate 19 26.4 

Severe 15 20.8 

No organic failure 48 66.7 

Transient organic failure 22 30.5 

Persistent organic failure 2 2.7 

Multi organic failure 0 0.0 

 

Figure 1: Improved days in admitted acute 

pancreatitis patients (%). 

 

Figure 2: Ultrasonographic features in acute 

pancreatitis cases (%). 

Table 7: Amylase and lipase levels in pancreatic 

patients. 

Amyla

se 

levels 

Number % 
Lipase 

levels 
Number % 

<200 15 20.8 <200 16 22.2 

200-450 14 19.4 200-450 5 6.9 

451-900 21 29.2 451-900 18 25.0 

>900 22 30.6 >900 33 45.8 

Table 8: Pre and post assessment of amylase and 

lipase levels. 

Parameters Mean SD  P values 

Amylase (pre) 798.55 98.64 
P< 0.01) 

Amylase (post) 138.64 3.34 

Lipase (pre) 1090.5 146.47 
P< 0.01) 

Lipase (post) 150.65 5.68 

Statistically significant association find in in reduction of 

amylase and lipase levels with treatment in pre and post 

assessment of enzyme levels statistical analysis details of 

patients with acute pancreatitis (Table 8). 

Positive correlation noticed between amylase and lipase 

with 0.8326, in diagnosing acute pancreatitis, it is 

significant at 0.05 level (Table 9). 

Table 9: Correlation between amylase and lipase. 

* Correlation is significant at the 0.05 level (2-tailed) 

DISCUSSION 

Pancreatitis is a contributing factor in causing an 

additional deaths every year in various countries and 

rising a heavy economic burden, and health costs 

annually in the United States.22 Unpredictable diagnostic 

delay often leads to belated and ineffective interventions 

and practice of guidelines for standardization of 

management of the patient, will in turn give better 

outcomes. In this study out of total 72 acute pancreatitis 

cases 61 (84.7%) were males and 11 (15.3%) were 

females, and the male preponderance of 2.7:1 seen in 

Ramu et al study and similar findings noticed in Jamaican 

study where a male preponderance was 4:1.22,23 A study 

conducted in Andhra Pradesh on acute pancreatitis 

revealed that 95% patients were found to be males and 

5% were females.24 

In our study it was found that 39 (54.2%) cases were due 

to Alcoholism, second most common was found to be 

hyperlipidemia among 15 (20.8%) cases, followed by gall 

4.2

40.3

30.6

20.8

4.2

18.1
20.8

37.5

5.6
2.8 4.2 5.6 5.6

    Amylase Lipase 

Amylase 

Pearson 

correlation 

coefficient (Sig) 

two tailed  

1                

71 

       0.8326* 

       0.567   

       72 
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stones in 10 (13.9%) cases even though the etiology of 

acute pancreatitis varies alcohol consumption and gall 

stones predominate in most of the countries. As per one 

of the South Indian Study out of the total 436 cases, 

alcohol induced pancreatitis was higher (42.431%) 

followed by idiopathic pancreatitis (36.9%).22 Our study 

results are consistent with the findings of 

Vengadakrishnan et al, from the study done at SRM 

Medical College, Chennai were alcohol induced 

pancreatitis was higher (51%).25 

As per Casas et al, in their study of 148 patients, found 

gall stones (57%), alcohol consumption (21%) are the 

causes of acute pancreatitis which is in contrast to present 

study.26 Similar results were obtained in Victorian 

study.27 This can be explained by the greater incidence of 

alcohol intake in the Indian population. A study done in 

Atlanta found that gall stone disease (92.6%) followed by 

traumatic (3.7%) were the most common etiology 

spectrum in our study. There are many possible 

underlying causes of acute or sudden onset pancreatitis, 

but 60 to 75 percent of all cases are caused by 

gallstones.28 

It was observed in our study that acute abdominal pain 

(97.2%) and decreased appetite (95.8%) were the most 

common presenting clinical features, vomiting was 

noticed in 26 (36.1%) patients, abdominal pain is the 

cardinal symptom of acute pancreatitis.14 It was observed 

in Ramu et al study that triad of epigastric pain, nausea 

and vomiting was present in 256 (58.5%) of cases.22 In 

the study done by Sameer et al in People’s college of 

medical sciences and research center, Bhopal the triad of 

epigastric pain, nausea and vomiting was seen in 75% 

patients.29 

Abdominal pain was present in all cases which were in 

concordance with the study done by Reid et al where 

abdominal pain was present in 96.7% cases.30 Nausea and 

vomiting was present in 70.2% cases. Epigastric 

tenderness is found in almost all patients. This illustrate 

that most typically presenting symptoms are abdominal 

pain, vomiting and also other GI symptoms which was 

supported by Harindranath et al.31. Majority of patients 

had abdominal pain (96.3%) which is mostly radiating 

(93.8) a most common symptom of gall stone related 

acute pancreatitis.32  

It was observed in our study  that 44.4% were with 

normal BMI, pre obese were 43.1%, and Obesity more 

than 30 were 11.1% , as per Manrai et al study majority 

(66.7%) of patient had BMI between 30-34.33 From 

Erlinger and Stender et al it is evident that increased body 

mass index (BMI) increases the risk of gallstone 

formation.34,35 In our study it was noticed that  15.3% 

were suffered with diabetes and 25.0% with  

hypertension, though studies have reported that gallstone 

disease is related to several diabetes risk factors, there is 

no proof that diabetic patients have more gallstones.36 

However, in Ikard et al study,  it was found that 43.2% 

patient suffered with diabetes mellitus as comorbid 

condition. This could be due to fact that about 50.9 

million people suffer from diabetes.37  

Lipase has a higher diagnostic accuracy compared to 

amylase as the serum lipase levels are elevated for a 

longer period.38 Caution should be exercised when 

interpreting amylase results in patients with 

hypertriglyceridemia as they can have a falsely low 

amylase result. In our study it was found that amylase 

levels elevation observed in acute pancreatitis 19.4% 

ranging from 200-450, 29.2% with 451-900, and 30.6% 

above 900. As per Reddy et al levels elevation is as 

follows majority of the patients 53.3% ranging from 200-

450, and 36.7% with 450-900, and these study results 

were supported by Matull et al.24,39 In our study we also 

found that serum lipase levels elevation i.e. majority of 

the patients 45.8% were above 900, 25 % were in 450 to 

900 range. This also indicates over activation of the 

lipase enzyme within the acinar cells and causing auto 

digestion of pancreas which was supported by Esmaili et 

al.40 Early diagnosis and prompt treatment is the main 

stay of therapy in AP for significantly decreasing 

morbidity and mortality which was supported by Ahlawat 

et al.41 The ultra sonographic findings revealed that bulky 

pancreas in 37.5% cases, fatty liver in 20.8%,  ascites in 

18.1%, altered echo texture, gall bladder stones and 

elongated pancreas observed in (5.6%) cases. This 

denotes the patients with bulky pancreas, altered echo 

texture is leading when collate to other findings, it shows 

these two finding are commonly present in AP which can 

be diagnosed by ultrasonography with high sensitivity 

which was supported by Shah et al.42 

In our study it was found that 31.9% patients with 0 to 3 

points as per CTSI score and 4-6 range points were 

observed in 65.3% pancreatitis patients, none of the 

patients fall in the range of 7 to 10 points. As per one 

South Indian Study.  It was found that 70% patients were 

mild and 30% patients were moderate, no patients with 

severe acute pancreatitis were admitted to the hospital 

during our study period.24 This indicates the patients with 

no organ failure is more when collate to the patients with 

the complications which was supported by 

Pongprasobchai et al.43 Similar results were obtained in 

the study done in North India by Ahlawat et al where 

82% were mild cases.44 

CONCLUSION 

Although a small number of patients analyzed in this 

single center study, to our knowledge this work provides 

the first known regional description of the etiology, 

clinical profile and outcome of acute pancreatitis. Early 

assessment of the clinical severity and identification of 

patients at risk is important for early intensive therapy 

and timely intervention and to improve quality of life. So, 

it is mandatory to assess the clinical severity using 

different scoring systems. Safe and effective management 

of acute pancreatitis patients there is need to evaluate 

https://www.dovepress.com/acute-pancreatitis-current-perspectives-on-diagnosis-and-management-peer-reviewed-fulltext-article-JIR#ref9
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cause, clinical severity, and appropriate treatment based 

on guidelines. As per our study incidence of alcoholic 

pancreatitis was higher and it can be can be explained by 

the greater incidence of alcohol abuse in India. Lifestyle 

modification and public education are recommended for 

prevention. 
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