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INTRODUCTION: Tropical pancreatitis is a non-alcoholic form of idiopathic, chronic, calcifying
pancreatitis observed in young adults in tropical countries. Multiple and large intraductal calculi are a
hallmark of the disease. We report a case of a 29 year old male patient with a large, solitary
pancreatic duct stone who was managed successfully with lateral pancreaticojejunostomy. This case
is reported in view of rarity of presence of single, large calculus in tropical pancreatitis.

CASE REPORT: A male patient aged 29 years presented with complaints of episodes of abdominal
pain since past 6 months. The pain was intermittent, located in the epigastrium, radiating to the back
and dull aching in nature. There was no history of nausea, vomiting, or altered bowel habits. He
revealed that he has been consuming alcohol for the past 3years, but it was limited to 1 to 2 beers per
week. There was no family history of similar condition.

Examination revealed a thin built man, with no clinical evidence of jaundice. Abdominal
examination showed no remarkable findings. Rest of physical examination was normal.

Patient was investigated which showed normal Hb, normal blood sugar level, normal serum
amylase, renal function tests and liver function tests.

Endoscopic ultrasound showed altered echotexture in the pancreas with heterogenous foci
and calcifications with main pancreatic duct dilated to 1.3cm. A solitary calculus was seen in the MPD
in the region of the head of pancreas measuring 4.5x1.5cm. Gall bladder and liver appeared normal.

CT abdomen showed pancreas to be atrophic with a 4.2cm dense calculus in head and neck
with dilated MPD. Illldefined patchy hypodense areas were seen in the tail and peripancreatic regions.

MRCP showed a 4.3x1.1cm calculus in the MPD in the head and neck and MPD dilated to
13mm in body and tail.

Patient was taken up for laparotomy on 25/08/2012.

The MPD was found to be dilated to around 1 cm. A 5.5x1.5c¢m solitary calculus was found in
the head and neck region of pancreas and was delivered.

Fig. 1: MPD being opened over the stone Fig. 2: Pancreatic duct calculus
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Roux-en-Y loop of jejunum was mobilized and anastamosed with the pancreatic duct.

Patient had an uneventful recovery and was discharged on 7t post-operative day.

DISCUSSION: Tropical chronic pancreatitis (TCP) is a form of chronic calcific non-alcoholic
pancreatitis, seen almost exclusively in the developing countries of the tropical world. Some of the
distinctive features are younger age at onset, presence of large intraductal calculi, more aggressive
course of disease and a high susceptibility to pancreatic cancer.l!l The prevalence of tropical
pancreatitis is about 126/100000 population in southern India.[2!

Clinically,>90% of patients present with abdominal pain. About 25% of patient develop
diabetes mellitus which generally requires insulin for its control but is ketosis resistant.l2] The
diabetic stage of tropical chronic pancreatitis is referred to as Fibrocalculous Pancreatic
Diabetes(FCPD). The presence of SPINK1 mutations in both TCP and FCPD suggests a common
genetic basis.3]

Mahurkar et al, suggested the two hit model for the pathogenesis of TCP. First hit is likely to
be loss of balance between activation events and degradation of active trypsin, leading to presence of
persistent “super trypsin’' within the acinar cell, resulting in inflammation. Presence of additional
genetic or environmental factors constitute the second hit.[4l According to Sathiraj E, malnutrition is
not an etiological factor of TCP and weight loss occured as a result of low calorie intake after the
onset of TCP.[5]

Pancreatic calculi are the hallmark of the disease. They may be solitary or multiple and
sometimes the entire pancreas may be studded with calculi. The stones tend to be large, dense and
rounded with well-defined edges in contrast to the small, speckled, ill-defined stones in alcoholic
chronic pancreatitis.[!]

According to Vinaya Kumar et al, over the last three decades there has been a considerable
change in the natural history of the disease and it now affects an older population and has become
less severe. Diabetes mellitus is mild and is easier to control, but the microvascular complications
have become prominent. Carcinoma pancreas has emerged as a leading complication and the most
important cause of mortality.[”]

Indications of surgery in TCP include: severe, intractable pain, pancreatitis associated
complications of adjacent organs, distal common bile duct stenosis, duodenal stenosis, segmental
portal hypertension, pancreatic pseudocyst with ductal pathology, internal pancreatic fistula and
pancreatic ascites, exclusion of malignancy despite extensive workup, progressive destruction of the
organ despite conservative treatment and, occasionally, progressive ill health and problems arising
from malnutrition.[®]

Patients with tropical chronic pancreatitis who undergo the Puestow procedure not only have
relief from pain but also improvement of diabetes.[8] Ductal decompression can also be achieved by
endoscopic techniques. Small pancreatic calculi can be extracted using a basket after an endoscopic
pancreatic sphincterotomy. This technique may not be successful for large stones in the MPD. The
problem can be overcome by fragmenting the calculi. ESWL is an established modality in the
management of large pancreatic duct calculi.[]
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