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Primary Parotid Gland Sarcoidosis - Case Report
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ABSTRACT

Background: Sarcoidosisis rare disorder worldwide and in Saudi Arabia. Extrapulmonary involvement are
noticed as primary presentation seen in patients with sarcoidosis and can present at the same time as
pulmonary sarcoidosis. Methods: A notolaryngology view of case report following a 44-year-old female
presented with right painless parotid swelling for four months who was managed in Otolaryngology-Head and
Neck Surgery (ORL-HNS) Clinic of Khamis Mushayt General Hospital and referred to rheumatology for
evaluation and management and follow up for one year who completely cured. Conclusion: Primary parotid
sarcoidosis is an uncommon disease. The diagnosis has been obtained from the surgical excision of the lesion.
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INTRODUCTION

Sarcoidosis is a systemic disease of
unknown origin that is characterized by non-
caseating  granulomatous  lesions.  Primary
otolaryngology manifestations of sarcoidosis are
not commonly remarkable. The documented
incidence of parotid gland involvement (either
primary or secondary) is only 6%. Extra pulmonary
involvement can be present in up to 30% of
patients with sarcoidosis and can present at the
same time as pulmonary sarcoidosis®.

Parotid gland involvement is a well-
recognized extra-thoracic feature of sarcoidosis.
However, the data on epidemiology and clinical
characteristics of parotid gland disease in
sarcoidosis are limited @. This article aimed at
reporting an uncommon case of parotid lesion.

CASE DESCRIPTION

A 44-year-old female presented on February
17" 2017, at the Otolaryngology-Head and Neck
Surgery (ORL-HNS), Clinic of Khamis Mushayt
General Hospital, complaining of right parotid swelling
for Four months.  The patient complaint was painless
with no facial weakness or skin changes. Symptoms
were progressive with no aggravating or relieving
factors. No history of cervical lymphadenopathy, fever,
loss of appetite or weight loss.

On examination, the patient was generally
stable, but she had right firm parotid swelling,
about two by two cm, not tender with facial nerve
intact. No lymphadenopathy.

Basic laboratory investigations were
normal. CT scan revealed ill defined, heterogenous
enhanced mass from right parotid gland, no sizable
cervical lymphadenopathy Fig 1.

Fine needle aspiration (FNA) done showed
lymphoid aspirate with low cellularity and air
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dryness. However, this result doesn’t give
definitive diagnosis and need biopsy.

The decision was made to treat the patient
operatively.  Superficial  parotidectomy  was
performed for right parotid mass. Under general
anesthesia preauricular incision was made near the
crease of the ear. We were very conscious not to
distort the anatomy of the ear. A flap was made on
the surface of the parotid gland to help expose the
gland and tissue to be removed. Veins and nerve
branches were identified. Facial nerve monitoring
had been found to reduce nerve associated
morbidities. Dissection of the nerves took place in
order to avoid any stimulation while operating.
Parotid tissue was removed (Fig 2,) and sent for
histopathology examination, which revealed non-
caseating epithelioid granuloma suggestive for
sarcoidosis Fig 3.

Patient referred to rheumatology consultant
and he ask for Antinuclear antibodies and
Rheumatoid factors which showed negative result.
CT lung done revealed unremarkable indication.
Follow up of the case after one year revealed
complete disappearance of her symptoms.

Fig. (1): (A,B) ill defined, heterogenous enhanced mass
from right parotid gland
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Fig. (2): Right parotid mass.

Fig. (3): (A,B) Revealed non-caseating epithelioid
granuloma suggestive for sarcoidosis.

DISCUSSION

Sarcoidosis is a multisystem disorder of
unknown etiology that most commonly affects
adults between 20 and 40 years of age. Lung and
lymph node involvement is seen more commonly
than other organs. Sarcoidosis is slightly more
prevalent in women than men and it is more
common in adults . Parotid gland involvement
occurs in 0.5-15 % of patients of sarcoidosis ©.
The main clinical signs are painless swelling of
parotid glands, cervical lymphadenopathy and
xerostomia ©. In our case, only painless swelling
of parotid gland was present.

Our patient was a 44-year-old female
presented with right painless parotid swelling for
four months with no any other symptoms.

Biopsy, radiography and serum ACE level
are important in the diagnostic process.
Histologically and cytopathologically noncaseating
granulomas, composed of epithelioid cells,
histiocytes and giant cells are characteristic
features of sarcoidosis 9.

There is no specific laboratory test for
Sarcoidosis. Markersof activity include raised levels
of serum angiotensinconverting enzyme (ACE),
abnormal calcium metabolism, apositive Kveim-
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Siltazbach skin test and radioactive galliumscanning
(Gallium-67 citrate) of parotid gland ©*.

The diagnosis of Sarcoidosis.is confirmed by
the presence of non-caseatingepithelioid cell
granulomas on histopathology of the affected parotid
gland. Since non-caseating granulomas are
occasionally seen in tuberculosis, special stains such
as Ziehl-Neelsen may be used to rule out the above
condition ©.

The main treatment of sarcoidosis is
corticosteroids and nonsteroidal anti-inflammatory
drugsalthough in the literature some patients have
been found to be treated surgically ® Y.
Spontaneous regression of this disease has been
reported “?. In our case, prednisone and anti-
inflammatory drugs were used for treatment.

CONCLUSION

In Conclusion, Sarcoidosis is a complex
disorder that often involves the head and neck.
Despite the presence of strong clinical evidence,
tissue diagnosis and imaging are needed for
confirmation of the disease.
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