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ABSTRACT: Chronic pancreatitis is a relatively rare disorder occurring in 1.6 to 13 per 100,000 

population.  This is a progressive disease with persistent inflammation leading to damage and/or 

destruction of the anatomy and functioning of pancreas.  The etiology is multifactorial. Alcohol 

consumption is implicated in 73% of cases. Primary hyperparathyroidism is an unusual cause and 

literature is limited on this interesting association. Hypercalcemia is thought to be the mechanism by 

which hyperparathyroidism causes chronic pancreatitis.  In this paper, we discuss a case of an 18 

year old female patient presented with prolonged dull unremitting upper abdominal pain since 3 

years with hypercalcemia as cause due to parathyroid adenoma.  
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INTRODUCTION: Chronic pancreatitis is characterized by continuous inflammatory changes of 

pancreas leading to irreversible morphological changes and /or permanent loss of function.(1) 

The common causes of chronic pancreatitis include chronic alcohol abuse, idiopathic 

pancreatitis, hyperparathyroidism, hereditary pancreatitis, tropical pancreatitis, autoimmune 

pancreatitis and hypertriglyceridemia.(1) 

Primary hyperparathyroidism is a rare cause of both acute and chronic pancreatitis.1-4%.(1) 

Chronic pancreatitis occur in cases of untreated hyperparathyroidism. Hypercalcemia due to 

hyperparathyroidism causes increase in calcium secretion of pancreas.  

Many case reports(2-3-4) and case series(2-4) proved the cause and association of primary 

hyperparathyroidism and chronic pancreatitis. 

 

CASE REPORT: An 18 years old adolescent female presented with recurrent acute episodes over 

constant dull upper abdominal pain since 3 years. Her serum amylase and lipase levels were elevated.  

Ultrasound of abdomen revealed an enlarged hypoechoic pancreas with coarse calcifications all over 

parenchyma. There is uneven dilatation of main pancreatic duct up to 6mm with few intraductal 

calculi, hyperechogenic gall bladder sludge and bilateral bulky hyperechogenic kidneys.  

Contrast enhanced CT of abdomen revealed bulky pancreas with coarse intra pancreatic 

calcifications all over pancreas and dilated main pancreatic duct up to 6mm with few intra ductal 

calculi and hyperdense sludge in gall bladder. Bilateral bulky kidneys with few tiny calculi.  

MRCP showed irregularly dilated main pancreatic duct and few side branch dilatation.  

In view of calcific pancreatitis and renal stones, hypercalcemia is suspected and serum 

calcium were done, which is slightly elevated up to 13 mg/dl. On evaluating causes for hypercalcemia, 

hyperparathyroidism is suspected.  

Thereby, on ultrasonogaphy of neck revealed well defined homogenously hypoechoic nodule 

located inferior to left lobe of thyroid suggestive of left parathyroid adenoma as a cause for primary 
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hyperparathyroidism. Which is then confirmed by elevated serum paratharmone levels to 132 

ng/ml? Later parathyroidectomy was done for the patient which is confirmed histopathologically as 

parathyroid adenoma.  

On follow up after 6 months, there is decline in frequency and severity of acute episodes.  

Serum calcium levels and serum paratharmone levels gradually returned to normal.  

 

DISCUSSION: Chronic pancreatitis is characterized by the inflammatory changes of pancreas 

involving following: fibrosis, calcification, ductal inflammation and pancreatic stone formation. 

Finally, endocrine and exocrine functional impairment results from the irreversible pancreatic injury. 

This produces constant dull pain, weight loss, steatorrhea, glucose intolerance and weight loss.  

Alcohol constitutes most common cause in western world.  The incidence of chronic 

pancreatitis has quadrupled risk per gm of alcohol per day over 6 to 12 years. In tropical countries, 

tropical pancreatitis is commonest non-alcholic etiology. Genetic diseases (e.g., cystic fibrosis) and 

anatomic defects predominate in children.  Pancreas divisum is commonest cause among congenital 

anomalies.  

The TIGAR-O (Toxic-metabolic, Idiopathic, Genetic, Autoimmune, Recurrent and severe acute 

pancreatitis, Obstructive) classification system is based on risk factors for chronic pancreatitis.[5] 

Primary hyperparathyroidism (PHPT) is a rare cause of chronic pancreatitis.  Presence of 

normal or increased serum calcium in the setting of pancreatitis raises the suspicion of primary 

hypercalcemic state as the underlying cause for pancreatitis.  

Pancreatitis related to PHPT was first reported over 60 years ago.[5] The healing of 

pancreatitis after parathyroidectomy favours this hypothesis.  

Data from the west suggests an association in upto 7% of cases.(6) Centers from India have 

reported a prevalence of up to 15.2%.[7]  The largest study from India is a recent prospective, 

nationwide study of 1, 086 subjects of chronic pancreatitis carried out by The Indian Pancreatitis 

Study Group.  The results were as follows: Idiopathic pancreatitis was the most common form of 

pancreatitis (60.2%) and alcoholic chronic pancreatitis accounted for about a third of the cases      

(38.7%).  Using well-defined criteria, only 39(3.8%) cases could be labeled as ‘tropical pancreatitis.  

The rest (1. 1%) had rare risk factors, including pancreas divisum (0.4%) and hyperparathyroidism 

(0.2%);(8) in addition, one patient each (0.1%) had agenesis of the pancreas, autoimmune pancreatitis, 

hypertriglyceridemia-related pancreatitis, trauma and microlithiasis.  

Chronic pancreatitis due to PHPT has important characteristics in its biochemical and clinical 

manifestations.  When compared to alcohol-related chronic pancreatitis and idiopathic chronic 

pancreatitis, the incidence of renal colic, nephrolithiasis, and nephrocalcinosis were significantly 

more common in patients with chronic pancreatitis due to PHPT.[9] Similarly, bone disease, palpable 

neck nodule, and psychiatric abnormalities were statistically more common in the latter group.  The 

complications of CP such as steatorrhea, diabetes mellitus, pancreatic calcification, and pancreatic 

pseudocyst were not statistically different across the three groups.  

When patients of chronic pancreatitis due to PHPT were compared with PHPT patients 

without chronic pancreatitis, renal colic, nephrolithiasis, steatorrea, and diabetes are common in 

patients with chronic pancreatitis. The mean corrected calcium and mean iPTH levels were 

significantly higher in patients of chronic pancreatitis due to PHPT, while other biochemical 

parameters such as serum amylase, serum alkaline phosphatase (ALP), blood sugar, and triglyceride 
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levels were not different from patients with alcohol-related chronic pancreatitis and idiopathic 

chronic pancreatitis.[10] 

The issue of the relationship between primary hyperparathyroidism and pancreatitis and its 

mechanism needs to be clearly resolved.  The mechanism of development of pancreatic disease in 

PHPT is correlated to the hypercalcaemia.[11]  Hypercalcaemia per se, in addition to being an 

independent risk for the precipitation of pancreatic cellular injury, could also augment pancreatic 

disease in patients with ongoing pancreatic injury because of other causes.  The exact cellular 

mechanism by which hyper-calcaemia causes pancreatic injury in PHPT remains to be elucidated.[11] 
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