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ABSTRACT

Metabolic causes of acute pancreatitis though uncommon, are important as early recognition helps in the management
and prevention of recurrent episodes. Among the uncommon etiologies, Primary hyperparathyroidism (PHPT) is one
of the important causes of acute pancreatitis. We studied nine patients with acute or recurrent acute pancreatitis with
etiology of PHPT. All patients had elevated serum calcium on admission and high levels of circulating parathyroid
hormone. Ultrasonography, 4D CT and Sestamibi scan was used to localize parathyroid adenoma. These patients
underwent parathyroidectomy and post-operative histology was consistent with parathyroid adenoma.
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INTRODUCTION

Excessive alcohol consumption and gallstone related
acute pancreatitis are by far the most common etiologies,
both of which account around 70% of cases. The
remaining 30% are those cases were not riggering even
thus been mentioned.

In these 30% of cases,15% are said tobe idiopathic, while
the rest cases are due to rare etiologies like anatomical
variants, drugs, metabolic causes, infections, and genetic
abnormalities.®  The  association  of  Primary
hyperparathyroidism (PHPT) and acute pancreatitis is
controversial.® While alcohol and gallstones are the more
common causes of acute pancreatitis.

Metabolic causes like hypocalcaemia  and
hypertriglyceridemia do account for a few.

Early recognition and treatment probably hold key to
successful management, as associated pancreatitis if
severe can have fatal consequences.

CASE SERIES

In this series, we present nine cases of acute pancreatitis
(Table 1). Of nine patients, three had prior history of
acute pancreatitis. None of them consumed alcohol.
Evaluation for a metabolic cause revealed normal
triglycerides but high serum calcium levels in all
patients. Based on this suspicion of hypercalcemia
related disease was thought in all these patients. Further
evaluation revealed elevated intact parathyroid hormone
inall.

For location of adenoma, Ultrasound neck (Figure 1), 4D
CT neck and parathyroid scintigraphy (Figure 3 and 4)
was done in patients and all had a lesion in neck which
was suspicious of a parathyroid adenoma. All patients
had mild acute pancreatitis as per modified Atlanta
classifications, and organ failure were seen as per
Marshall scores. Based on this, Patients were treated
with hydration, analgesics and other supportive care.
Later, then these patients subsequently underwent
successful removal of the lesions. Macroscopic
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examination confirmed parathyroid adenoma in all follow-up and are doing well.
patients (Figure 5). The patients have since been on

Table 1: Cases of primary hyperparathyroidism with acute pancreatitis.
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Figure 1: USG showing parathyroid adenoma. Figure 2: 4D-CECT showing parathyroid adenoma.
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Figure 3: Parathyroid scan showing right
parathyroid adenoma.

Figure 4: CECT showing bulky pancreas.

Figure 5: Excision of parathyroid adenoma.

DISCUSSION

Acute pancreatitis is an inflammatory process of pancreas
characterized by systemic inflammatory response
syndrome, local injury, and organ failures.

This disease is one of the most common
gastroenterological condition that leads to severe
sufferings, morbidity, and mortality. Diagnosis of acute
pancreatitis require two among the following three
features: (a) pancreatic type abdominal pain; (b) greater
than three-folds elevation of serum amylase or lipase

titers; and (c) features suggestive of acute pancreatitis on
cross-sectional imaging. The etiology of AP can be
readily established in most patients. The most common
cause of AP is gallstones (40-70%) and alcohol (25-
35%).%“ In the absence of alcohol or gallstones, caution
must be exercised when attributing a possible etiology for
AP to another agent or condition. Medications, infectious
agents, and metabolic causes such as hypercalcemia and
hyperparathyroidism are rare causes, often falsely
identified as causing AP.”® Among these rare ones,
PHPT accounts less than 0.5% of all cases of acute
pancreatitis, and the incidence of acute pancreatitis in
patients with hyperparathyroidism varies from 0.5%
t01.5%.

The mechanism by which PHPT leads to acute
pancreatitis is unclear. Carnaille et al suggested that
elevated serum calcium level is responsible for the
development of pancreatitis inpatients with PHPT.° The
molecular mechanism of hypercalcemia are gradually
being resolved. Proposed mechanisms include premature
activation of pancreatic protease leading to acute
pancreatitis and deposition of calcium salts.® Calcium is
important for intracellular signally and homeostasis.
Disturbances in intracellular calcium levels impair its
signally functions and high cytosolic levels within the
exocrine acinar cells trigger premature protease
activation.!* Blocking the uptake of calcium into the cells
or chelation of intracellular ionized calcium largely
prevents digestive zymogen activation and pancreatic
damage.

Estimation of serum calcium holds the key to early
diagnosis and treatment. Identifying hypercalcemia
during an episode of acute pancreatitis may pose a
problem as calcium levels may be low during the attack.?
Therefore, it is important to recheck calcium levels after
resolution of acute pancreatitis especially in patients with
idiopathic recurrent acute pancreatitis. PHPT and
malignancy account for approximately 90% of cases of
hypercalcemia.® Elevated intact parathyroid hormone
helps distinguish the two. Elevated iPTH is usually found
in PHPT and once after the diagnosis of PHPT is
labelled, the next step one has to go imaging to localize
the source of PTH secretion. Radio nuclides cintigraphy
and ultrasonography are the most common pre-operative
tests used for localization of parathyroid glands. The
treatment for hypercalcemia includes hydration with
normal saline, forced diuresis, bisphosphonates,
calcitonin, oral phosphates, glucocorticoids, and dialysis.

All these patients were managed by giving IV fluids for
first 24 hours, after volume expansion, diuretics can be
used. The underlying PHPT can be cured by surgery.* In
patients with acute pancreatitis, surgery should be
performed early so as to prevent recurrent episodes of
acute pancreatitis.

Several clinical trials have been set-up to investigate the
possibility of reducing the incidence and severity of
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pancreatitis by interfering with the intracellular effects of
calcium, although not being a definite therapy.

CONCLUSION

From our study we conclude that hyperparathyroidism
though not common cause of acute pancreatitis, while as
early recognition by biochemical and radiological means
help in early management and prevention of recurrent
episodes of acute pancreatitis. Early management of
hypercalcemia along with underlying etiology like
excision of parathyroid adenoma results in reduced
episodes of acute pancreatitis. Hyperparathyroidism
related pancreatitis are usually mild as compared to
pancreatitis secondary to other causes. Usually all had
mild to moderate elevations of serum calcium. None of
our patients had life threatening hypercalcemia. All
patients had parathyroid adenoma as an etiology for
elevated PTH.
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