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Introduction
Alcohol abuse is the major cause of chronic inflammation of 

the pancreas. Although it has long been thought that alcoholic 
pancreatitis is a chronic disease from the outset, evidence is 
accumulating to indicate that chronic damage in the pancreas may 
result from repeated attacks of acute tissue inflammation and 
death1. Alcoholic chronic pancreatitis usually progresses from 
acute attacks to chronic pancreatitis and it affects all life stages of 
the people. The factors responsible for the appreciable variability 
in progression are alcohol consumption and cigarette smoking. 
Chronic pancreatitis is one of the consequences of alcohol abuse 
[1,2]. It is a disease often characterized by recurrent episodes 
of abdominal pain accompanied by progressive pancreatic 
exocrine and endocrine insufficiency [3,4]. The effect of surgery 
on pancreatic functional abnormalities in the long term will 
require the study of more patients followed up over a longer 
period of time [5]. Chronic calcific pancreatitis of the tropics 
(CCPT) is characterised by pancreatic calcification, abdominal 
pain and diabetes starting in early childhood or adolescence 
[6]. In this study, the relation between alcohol consumption, 
cigarette smoking and the incidence and severity was analysed.  

 
The severity is more in acute episodes with alcoholic chronic 
calcific pancreatitis.

Case Study
A 30-year-old man, previously well, came to the hospital 

complaining of a long history of abdominal pain and sometimes 
radiating into the back. He also related a 1-week history of 
fever, chillness, generalized weakness, and a single episode of 
vomiting on the day of his visit and various other laboratory 
abnormalities is reported. He had been to 2 different physicians 
within the previous year, who had prescribed various antibiotics 
for a presumed diagnosis of chronic pancreatitis and pain 
respectively. Further investigation led to a diagnosis of chronic 
calcific pancreatitis as its initial manifestation and atrophy of 
pancreas in the head, body and tail region. When examined, 
he was a young, alert, well appearing man. He denied alcohol 
use and cigarette smoking 7 years back. His family history was 
remarkable for gastroenterological disorders. His father was 
died by unidentified chronic gall stone leads to cancer in the 
gall bladder, within a year it invades into the liver and whole 
digestive system. His elder brother was died by acute necrotic 
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Abstract

Alcoholic chronic pancreatitis usually progresses from acute attacks to chronic pancreatitis. Chronic pancreatitis is the progressive and 
permanent destruction of the pancreas resulting in exocrine and endocrine insufficiency and, often, chronic disabling pain. A 30-year-old male 
with a past medical history of chronic pancreatitis with multiple calculi is admitted to the hospital with a chief complaint of abdominal pain 
for a longer period time. The patients with chronic pancreatitis have a long history of heavy consumption of alcohol and cigarette smoking 7 
years back. He also have complains of fever and chills. The etiology is multifactorial. Pancreatic imaging reveals a rare association of diffuse 
enlargement of the pancreas and irregular narrowing of the main pancreatic duct due to the calcification inside the pancreatic duct. We 
reported a case demonstrating the progressive narrowing of the pancreatic duct. As consumption of alcohol is the most common association 
of chronic pancreatitis and most is known about the pathogenesis of alcoholic chronic pancreatitis. Here, we presented a case of a 30-year-
old -alcoholic man, diagnosed to be suffering from chronic calcify pancreatitis with atrophy and the severity of acute episodes with alcoholic 
chronic pancreatitis was analysed. 
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haemorrhagic pancreatitis. The patient was suggested to take 
pancreatin enzyme tablets (Creon 10000) regularly, because, a 
stone blocking the pancreatic duct and there is no passage for 
the flow of pancreatic juice. Pain in epigastrium for the past one 
year and dull aching pain, occasionally radiating to the back or 
sometimes continuous pain not relieved by pain killer. He has 
stopped alcohol consumption 7 years back and he has an ex-
smoker also. Pancreas is mildly atrophied in the region of head 
and uncinate process with multiple pancreatic calcifications. 
Pancreatic duct dilated in the region of body and head, measuring 
4.5mm in size in the head region. The margin of the duct appears 
mildly irregular. Focal dilation of minor pancreatic duct also 
noted in the region of head. Main pancreatic duct dilated and 
tortuous measuring 7.5 mm in size. Multiple intra ductal calculi 
in the main pancreatic duct at the level of head of pancreas near 
the confluence with common bile duct. He is symptomatic 7 years 
back. First episode of abdominal pain 2 years before evaluated 
and have C.C.P. Second episode of abdominal pain one year 
before and started on Tab. Creon 20,000 tds. Last episode is two 
months before continuous pain with oily stools. The appetite is 
normal with no weight loss. His clinical reports showed that the 
VLDL cholesterol 36mg/dl; T.cho/HDL ratio 4.4mg/dl and LDL/
VLDL ratio 3.1mg/dl, Blood sugar (F) 110mgs/dl; Blood sugar 
(PP) 134mgs/dl. MRCP- C.C.P. with pancreatic calcifications. 
The upper GI Scopy showed that the oesophagus, fundus, 
body, antrum, pylorus, Ist part of duodenum and IInd part of 
duodenum is normal and OG junction measures 42cm (Figure 
1). The Real time B-mode Ultrasonography of abdomen and KUB 
was done (Figure 2). The scan report showed that the Liver is 
filled with homogenous parenchymal echos. No abscess or mass 
lesion in the liver. Gall bladder is distended, shows normal wall 
thickness. No calculi or sludge seen within the lumen. Pancreas 
appeared swollen and mixed echogenic. Pancreatic duct dilated 
(5mm). A calculus measuring 8mm is seen in the head. MR 
Cholangiopancreatogram showed that the pancreas is mildly 
atrophied in the region of head and uncinate process with 
multiple punctate calcifications (Figure 3 & 4).

Figure 1: Upper GI Scopy.

Figure 2: Gross Pancreatic Anatomy by High Field 3T MR 
Cholangio-Pancreaticography.

Figure 3: Abdominal ultrasound of Pancreas.

Figure 4: Abdominal ultrasound of Pancreas.

Discussion
An increasing number of patients with CCPT are being 

reported from Northern India. A 36 year old male non-alcoholic 
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with chronic pancreatitis and diabetes for 12 years was admitted 
to the hospital with complaints of continuous, dull aching pain in 
the epigastric region and constipation since the past ten days. In 
contrast, here, the patient is alcoholic and cigarette smoker before 
seven years back. The patient presented with typical clinical 
history and radiological features suggestive of chronic calcific 
pancreatitis with atrophy of the head, neck and body region of 
pancreas. To our knowledge, this is the case of chronic calcific 
pancreatitis in combination with atrophy of pancreas. There 
was no history of drug intake and no significant past medical/
surgical illness. In the past, USG abdomen showed a cystic lesion 
measuring 5×3.6cms in the head of pancreas [7]. Chronic and 
Acute pancreatitis is a growing problem in India, particularly 
among alcoholics and cigarette smokers. This finding indicates 
strongly that alcohol consumption is the main reason for recent 
increases in incidence, the higher incidence in socially-deprived 
areas and for the lack of recent improvement in prognosis. Acute 
pancreatitis is sometimes caused by heavyalcohol consumption, 
with most recent studies reporting alcohol as the dominant 
aetiological factor in about 15-40% of cases diagnosed in Britain 
[8]. Norton, Thomson and in about 25-60% of cases diagnosed 
elsewhere in Europe [9-12]. Chronic pancreatitis occurs as a 
result of repeated necro inflammatory episodes, with progressive 
loss of normal pancreatic structure and function. Pathologically, 
chronic pancreatitis is characterized by necro-inflammation, 
fibrosis, and loss of glandular tissue (atrophy) [13]. Recurrent 
acute pancreatitis (RAP) and chronic pancreatitis (CP) are 
associated with alcohol consumption and cigarette smoking. 
The etiology of RAP and CP is complex, and effects of alcohol 
and smoking may be limited to specific patient subsets. Cigarette 
smoking has been reported to be an independent risk factor for 
developing CP [14-16] and to increase its rate of progression 
[17,18]. Alcohol abuse is the second most frequent causes of 
acute pancreatitis. Ethanol directly sensitises acinar cells to 
cholecystokinin stimulations. Acute pancreatitis develops in 
10% of chronic alcohol abusers. Two cases are illustrative for the 
association of chronic alcohol abuse and acute pancreatitis with 
rapid fatal evolution [19-26].

Conclusion
Heavy alcohol consumption and cigarette smoking are the 

major risk factors for Chronic Pancreatitis. A majority of patients 
with acute and chronic pancreatitis is currently seen in India 
reports very heavy alcohol drinking and cigarette smoking. 
Further studies designed to characterize the metabolism of 
ethanol and the pathways are awaited. 
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