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Abstract:

Hypercalcemia of primary hyperparathyroidism associated with acute pancreatitis is a rare entity it was described in 1 to
9% of the series; This entity has peculiarities and diagnostics; Therapeutics and prognostics; In this work, we report the
observation of a 54-year-old patient admitted to intensive care for a disturbance concsience on acute pancreatitis whose
origin is hypercalcemia following hyperparathyroidism of the parathyroid adenoma. After the removal of the two

parathyroid adenomas, the evolution was well.
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Introduction

The two main etilogies of acute pancreatitis are the migration of a stone
and alcohol; the other causes are genetic; malformative, tumorous, drug-
induced and metabolic (hyperlipidemia, hypercalcemia) [1.2]. its
incidence is in the range of 3.5 to 4.8% and most patients with primary
hyperparathyroidism (PTH 1) are mildly symptomatic. [3.4]

The aim of this work is to report that primary hyperparathyroidism is a
rare cause of acute pancreatitis but should be routinely investigated in the
presence of any acute pancreatitis, when

There is no obvious cause.
Observation:

This is a 57-year-old patient with no particular history who presented two
weeks prior to admission with a picture of vomiting associated with
abdominal pain; The patient admitted to a picture of disturbance of
consciousness with a GCS of 8 reason she was intubated and admitted to
intensive care
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The hydroelectrolitic balance was normal and the pancreatic test showed
lipasemia 8 times normal with a phospholipid profile that objectified a
serum calcium level of 240 and a hyperaparathyroidism of 1200; The rest
of the biologic workup was normal.

A requested abdominal CT scan showed stage E pancreatitis of balthazar
with peripancreatic ; perisplenic FLUID infiltration and at the level of the
parietocolic gutters without stones or dilation visible in the intrahepatic
and main bile ducts (Figure 1) with on cervical ultrasound two inferior
retrothyroid nodular formations measuring on the right 15.5/15.2mm and
1eft22/16.8/13mm ovals with irregular contours in places, strongly
hypoechoic, site of microcalcifications and vascularized in doopler
(figure2); The rest of the thyroid parenchyma was normal in appearance
and volume.

Management included rehydration (41/D); symptomatic treatment of
diuretics and corticosteroids and admitted to the operating room for
removal of both parathyroid formations under general anesthesia (figure
3.4); Postoperatively, the serum calcium level decreased to 90 and the
patient was extubated with good clinical improvement.
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Figure 2: cervical ultrasound two inferior retrothyroid nodular formations measuring on the right 15.5/15.2mm and 1eft22/16.8/13mm ovals with
irregular contours in places, strongly hypoechoic, site of microcalcifications and vascularized in doopler(figure2); The rest of the thyroid parenchyma

was normal in appearance and volume.

Figure 3.4: Peroperative image of the parathyroid mass on the left, the image of the two removed parathyroid formations

Discussion:

In the literature, acute pancreatitis is associated with PTH 1 in 0-13% of
cases. Several groups believe that the association between pancreatitis
and hyperparathyroidism is not coincidental and that there is a causal link
between these conditions, although there is no formal experimental
evidence [3,5,6—10]. Only Bess et al. [5] remain skeptical about their
interaction. Itis now well established that a high level of serum calcium
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is the most important element in the development of acute pancreatitis.
This is the main predictor of acute pancreatitis in the literature [5.6.7].

The pathophysiology of pancreatitis has given rise to many controversies,
which are still relevant today. It is now accepted that pancreatitis is a
consequence of hyperparathyroidism, rather than the opposite, as was
suggested in the 1950s. Indeed, it is unlikely that glucagon hypersecretion
leading to hypocalcemia would cause reactive parathyroid hyperplasia.
Proye et al [8] reviewed 403 patients operated on for HPT 1. Of these, 14
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had associated acute pancreatitis [3.5.10], which was consistent with
published data. Two main hypotheses were proposed to demonstrate the
causal link. On the one hand, hypercalcemia could cause local DIC
leading to necrotizing and hemorrhagic lesions, inducing pancreatitis. On
the other hand, hypercalcemia could lead to a higher concentration of
ionized calcium in the pancreatic juice. By precipitating in this alkaline
environment, calcium could activate the transformation of inactive
trypsinogen into active trypsin, triggering autodigestion of the gland.
Neither hypothesis has been validated experimentally. Prinz and Aranha
[8] hypothesized that hypercalcemia would lead to a higher concentration
of ionized calcium in the pancreatic juice, which would then precipitate
in the alkaline medium to form lithiasis, causing upstream pancreatitis.
These hypotheses are all the more plausible in that pancreatitis has been
reported in patients with hypercalcemia secondary to multiple myeloma
or vitamin D intoxication (unpublished personal observation [9.10], even
after hypercalcemia-inducing parenteral nutrition [11.10]. Only patients
with hypercalcemia developed acute pancreatitis. The role of
hypercalcemia in the onset of acute pancreatitis therefore appears
important for both hypotheses.

A third mechanism has been suggested, involving the direct toxic action
of parathyroid hormone on the pancreas. Van Lanschot and Bruining, in
1984 [12], posed the question of the direct role of this hormone.
Hypersecretion of parathyroid hormone would cause microthrombi in the
organs, leading to pancreatic necrotic lesions. However, this hypothesis
does not explain why chronic dialysis patients, who often have elevated

parathyroid hormone levels, do not suffer more acute pancreatitis than the
general population [2]. Nor does this hypothesis explain acute pancreatitis
due to vitamin D intoxication [10.11]. Finally, the similar level of
parathyroid hormone in this study does not support a direct role for this
hormone in the mechanism of acute pancreatitis.

In 1982, Layer et al. experimentally studied the effect of chronic
hypercalcemia on the pancreatic juices of cats [10.12.13]. They concluded
that chronic hypercalcemia did not stimulate pancreatic enzymes when
cal- cium was injected intravenously. More recently, Felderbauer et al.
suggested a genetic risk factor, such as mutations in the serine protease
inhibitor Kasal type 1 (SPINK 1) and CFTR genes [6.7.8].

SPINK 1is a natural inhibitor of the trypsino- gene, and mutations in this
gene have been reported in some cases of pancreatitis. Mutations in the
CFTR gene are responsible for cystic fibrosis.

Some mild CFTR mutations are responsible for attenuated forms of the
disease with moderate pancreatic involvement. It is conceivable that such
genetic mutations could be a favourable breeding ground for the
development of acute pancreatitis in the presence of another triggering
factor, such as hypercalcemia. [[10.13.14.15.16.17]

Conclusion

In conclusion, this work confirms the possibility of a causal link between
HPT 1 and acute pancreatitis. It also confirms the importance of
hypercalcemia on the incidence of acute pancreatitis. The
pathophysiology of this association is not yet well understood. HPT 1,
which is a curable cause of acute pancreatitis, should be systematically
investigated in all cases of acute pancreatitis.
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