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Acute Pancreatitis in a Patient With Parathyroid Carcinoma: 
A Case Report

Rita Gervasia, Lucia Stella Curtob, c, Serena Fulginitib, Vincenzo Tiesib, Nadia Innaroa

Abstract

Parathyroid carcinoma is a rare endocrine malignancy. Clinical fea-
tures of parathyroid carcinoma are mainly due to the effects of primary 
hyperparathyroidism (PHPT). Hypercalcemia produced by primary 
or secondary hyperparathyroidism is a rare and unclear cause of acute 
pancreatitis. Acute pancreatitis was rarely described before as the first 
manifestation of parathyroid carcinoma. The case concerns a 45-year-
old man with hypercalcemia (15.9 mg/dL) and high levels of para-
thyroid hormone (1,089 pg/mL). Laboratory findings and ultrasound 
directed to right nodular goitre and an adenoma of the right lower 
parathyroid. The patient underwent right parathyroidectomy and ipsi-
lateral loboistmectomy with laterocervical lymphadenectomy. On the 
first postoperative day he reported pain in the epigastrium, resistant to 
analgesics. Laboratory values and computed tomography (CT) scan, 
associated with clinical data, indicated exudative pancreatitis. It was 
treated with medical therapy; after some days there was resolution 
of symptoms and laboratory indexes returned to normal value. His-
tological examination diagnosed infiltrating parathyroid carcinoma 
that exceeded its capsule and infiltrated fibroadipose, muscular and 
perithyroidal tissues. After 18 months, no signs of local recurrence or 
metastases were observed. Our case report is unusual for its presenta-
tion. Acute pancreatitis can be observed in patient with PHPT, but 
it rarely reveals after parathyroidectomy. In patient who underwent 
parathyroidectomy with previous hypercalcemia associated with ab-
dominal pain, acute pancreatitis should be suspected.
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Introduction

Parathyroid carcinoma is a rare endocrine malignancy with an 

annual incidence of < 1/1,000,000. It is difficult to diagnose 
this pathology preoperatively. The median patient age is 56 
years [1, 2].

Clinical features of parathyroid carcinoma are mainly due 
to the effects of primary hyperparathyroidism (PHPT). Com-
mon presentations include signs and symptoms of hypercal-
cemia, bone disease, nephrolithiasis, nephrocalcinosis, os-
teopenia, pathological fractures, gastrointestinal disturbances, 
fatigue, and depression [3-5]. Parathyroid carcinoma is gener-
ally associated with an indolent and slowly progressive course. 
There are some clues that could suggest the presence of para-
thyroid carcinoma such as markedly elevated serum parathor-
mone levels (usually more than five times of normal), severe 
hypercalcemia (usually > 14 mg/dL), a palpable neck mass and 
dysphonia.

Hypercalcemia due to primary or secondary hyperpar-
athyroidism is a rare and unclear cause of acute pancreatitis 
although rarely it is the first manifestation. Mechanisms in-
volved in its manifestation are not completely clear [6, 7]. 
There are very few studies that described acute pancreatitis as 
the first manifestation of parathyroid carcinoma; even less are 
those related to acute pancreatitis as early complication of a 
parathyroidectomy.

The first description of acute pancreatitis as a complica-
tion of parathyroidectomy was reported in 1950; literature re-
port that pancreatitis can show from 1 h to 22 days after par-
athyroidectomy.

Case Report

A 45-year-old man with a resistant primitive hyperparathy-
roidism, hypercalcemia (15.9 mg/dL) and high parathormone 
level (1,089 pg/mL) was admitted to Endocrine Surgery Unit 
of A.O.U. Mater Domini of Catanzaro.

In his medical history he had chronic kidney failure, kid-
ney stones, ankylosing spondylitis HLA-B27, hypertension, 
ulcerative colitis and right nodular goiter. He underwent surgi-
cal removal of giant cancer cells of the right femur. In 2015 
and then in 2017, he was already subjected to right parathy-
roidectomy for adenoma but in another hospital. In December 
2017, the ultrasound scan of the neck showed the presence of a 
hypoechoic lesion in the lower pole of the right thyroid lobe. In 
2018 the patient was subjected to hexakis 2-methoxyisobutyl 
isonitrile (MIBI) scintigraphy showing a low probability scin-
tigraphic picture for adenoma or hyperplasia of the parathy-
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roid (Fig. 1). The neck computed tomography (CT) identified 
an elongated nodular formation in postero-inferior pole of the 
right lobe of the thyroid.

In June 2018, the patient was submitted to right parathy-
roidectomy and ipsilateral loboistmectomy with laterocervical 
lymphadenectomy. Postoperative course has been character-
ized, on the first postoperative day, from pain in the epigas-
trium, resistant to paracetamol. The blood tests (white blood 
cells 15.29 × 103/µL, neutrophils 90.3%, creatinine 2.49 mg/
dL, amylase 1,393 U/L, lipase 1,189 U/L, calcium 11.9 mg/
dL) and the abdomen CT suggested the diagnosis of exudative 
pancreatitis (Fig. 2). He was treated with medical therapy (in-
travenous water therapy, nasogastric tube, ranitidine), with res-
olution of symptoms and return to normal laboratory indexes. 
The abdomen CT scan was repeated after 24 h and it showed 
regression of peripancreatic edema. Complete regression of 
the edema was confirmed in CT scan performed after 1 month.

The histological examination of the parathyroid diagnosed 
infiltrating carcinoma that exceeded its capsule and infiltrated 
fibroadipose, muscular and perithyroidal tissues.

Actually, the patient is followed up and he is disease free.

Discussion

Typical clinical manifestations of parathyroid carcinoma are 
well known and they depend by high levels of parathyroid hor-
mone and serum calcium; there are also unusual manifesta-
tions of hypercalcemia. Acute pancreatitis can reveal as mani-
festation of parathyroid adenoma or carcinoma, but, similarly, 
it can occur after parathyroidectomy. Acute pancreatitis after 
parathyroid excision is a rare complication; its incidence is 
about 0.2-9% [8]. Pathophysiological mechanisms that lead to 
pancreatitis are not completely clear and often opposed. Prob-
ably the rapid postoperative reduction of the serum calcium 
plays an important role. Preoperative serum calcium concen-

tration above 12 mg/dL might cause pancreatic changes [6]. 
Another hypothesis is relative to manipulation of the gland 
during surgical neck exploration that causes an acute rinse 
of serum calcium that cannot be compensated by calcitonin. 
Moreover, microvascular clotting and thrombi formation could 
cause intraparenchymal activation of trypsinogen [6, 7].

Only few studies describe pancreatitis after parathyroid-
ectomy [8, 9], while different studies described a hyperamyla-
semia post-parathyroidectomy without abdominal pain [10].

Our case report is unusual for its presentation; in literature 
there are very few cases of acute pancreatitis in patient with 
parathyroid carcinoma. Furthermore, right loboistmectomy 
was performed and it could be involved in pancreatitis genesis. 
In fact, there is a significant increase in pancreatitis incidence 
when thyroidectomy is performed at the same time as neck ex-
ploration for hyperparathyroidism (3% without thyroidectomy 
vs. 23%). It supports the protective role of calcitonin, because 
removal of part or all of the thyroid gland whose C-cells are 
responsible for the secretion of calcitonin acts to enhance the 
deficiency of calcitonin at the time of parathyroidectomy, thus 
increasing the incidence of pancreatitis [8].

The present case suggests relationship between acute 
pancreatitis and parathyroidectomy, even if the connection 
between these two entities remains questionable according to 
current literature.

Patients who refer abdominal pain after parathyroidecto-
my might have an associated pancreatitis, so suspicion should 
be maintained to warrant accurate and timely diagnosis.
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Figure 1. Parathyroid scintigraphy.

Figure 2. CT imaging of pancreatitis. CT: computed tomography.
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