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Mucoepidermoid Carcinoma of Lung
Presenting as a Peripheral Cavitary Lesion
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ABSTRACT

Mucoepidermoid Carcinoma (MEC) is a salivary gland neoplasm which originates from minor salivary glands in proximal bronchi.
They are usually central in location adjacent to large airways. Here, we report a case of MEC which presented as a peripheral
lesion with central cavitation. Patient underwent left upper lobectomy and histopathology was positive for p63, p40, CK5/6, CK7
and negative for TTF-1, Napsin A, with overall features in favour of high grade MEC. Post procedure he was stable and was later
advised for chemotherapy.
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CASE REPORT

A 78-year-old male patient ex-smoker with 20 pack years, diabetic
and hypertensive presented to the Department of Pulmonology
with complaints of cough for two months duration. Cough was
associated with mild mucoid sputum but he never reported blood
stained sputum. He was evaluated in a local hospital where
Computed Tomography (CT) scan showed left upper lobe lung

lesion and was referred for further evaluation and management. Y i

On clinical examination he had clubbing but respiratory system

examination did not reveal any abnormalities. Blood investigations

were unremarkable. Chest X-ray showed left upper lobe lesion

[Table/Fig-1]. CT scan revealed heterogeneous solid enhancing ,.
spiculated 58x40x44 mm mass lesion with central cavitation in [Table/Fig-2]: CT thorax with lung window showing left upper lobe cavitatory le-
left upper lobe apicoposterior segment [Table/Fig-2]. PET scan sion. (Orange coloured arrow)

revealed FDG uptake in the lesion with no evidence of metastasis
[Table/Fig-3]. Possible differential diagnosis made at this stage was
cavitating lung carcinoma like adenocarcinoma, Infective aetiologies
like tuberculosis or fungal infection. A CT guided biopsy of the lesion
was done which revealed features in favour of malignancy but had
low cellularity to characterise. Bronchoscopy did not reveal any
intraluminal growth. Broncho Alveolar Lavage (BAL) was negative for
tuberculosis, fungal growth and cytology did not show any atypical
cells. Since the CT guided biopsy reported as suspicious malignancy
it surgical removal of the lesion was decided. Left upper lobectomy .
with clearance of hilar and inferior pulmonary ligament nodes were 'Y‘ .-""*'h:/ -
done through Video assisted thoracoscopic surgery. Postoperative : . iy
period was uneventful, chest X-ray showed post lobectomy status

[Table/Fig-4] and he was discharged after few days.
[Table/Fig-3]: PET CT showing FDG avid left upper lobe lesion (Brown coloured

arrow).

[Table/Fig-1]: Chest X wing left upper lobe lesion. [Table/Fig-4]: Chest X-ray on postoperative day 7.
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Cut section of lung specimen showed irregular grey white lesion
6x5x4 cm abutting the pleura, and Haematoxylin and Eosin stain
showing lung tissue with a solid invasive malignant neoplasm
arranged in adenomatous configuration and in small nests. The
tumour cells were pleomorphic with marked nuclear atypia,
peripherally clumped chromatin conspicuous nucleoli and
moderate/vacuolated cytoplasm [Table/Fig-5,6]. Few cells showed
intense eosinophilia and individual cell keratinisation and small nests
of keratinised cells. Visceral pleural invasion was present. Frequent
mitotic activity noticed (8-10/10HPF). Focal areas show lymphocytic
infiltrate around tumour population. No evidence of lympho-vascular
invasion. Alcian blue and D-PAS [Table/Fig-7] highlights the mucin
in vacuolated cells. Tumour cells were positive for p63, p40, CK5/6,
CK7 [Table/Fig-8-11] and negative for TTF-1, Napsin A. Negative
stain for TTF-1 ruled out primary lung malignancy. Presence of
Carcinoma specific p63 and CK 5/6 leads to the possibility of
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[Table/Fig-5]: Histopathology 100 X magnification showing H&E staining, tumour
with lymphocytic infiltrates and muciphages (Black arrow on left bottom).

[Table/Fig-7]: Special stain PAS (Periodic acid- Schiff) positivity.
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[Table/Fig-9]: Immunohistochemistry showing p40 positivity.
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[Table/Fig-10]: Immunohistochemistry showing CK5/6 positivity.
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epithelial tumour. Vacuolated cells with Alcian blue and PAS showed
presence of muciphages which are commonly seen in Salivary gland
tumour. Overall features were suggestive of high grade MEC. In view
of visceral invasion he was advised systemic chemotherapy with
Pemetrexed and carboplatin. On follow-up after two months patient
was symptomatically better.

DISCUSSION

MEC is a rare tumour in lung and was first described by Smetana
and Liebow [1]. It is a tumour of bronchial gland origin with incidence
of 0.1 to 0.2% of among lung cancers [2] and occurs in relatively
younger age group [3,4]. It is a salivary gland type tumour and there
is no definite association with smoke or occupational exposure [5].

MEC arises from central bronchial glands [6] and appear as solid
lesions adjacent to larger airways. To our knowledge, this is the
only one reported case of MEC presenting as a parenchymal
lesion away from main bronchi and associated with cavitation. For
cavitory lung mass in a patient with significant smoking history,
the possible differentials are malignancy especially squamous
cell or adenocarcinoma and tuberculosis [7]. Sputum and BAL
was negative for Gene XPERT TB PCR. Histopathological and
Immunohistochemistry findings were in favour of high grade MEC.

MEC may appear as polypoid, pink-tan in colour, soft with cystic
changes and glistening appearance [5,6]. Tumour size at diagnosis
may range from 0.5 to 6 cm. Patient can present with symptoms
of cough, dyspnoea, haemoptysis, wheezing or fever. Histologically
they are thought to arise from minor salivary glands lining the
tracheobronchial tree [8]. MEC is classified as high or low grade
depending on the histological appearance, mitotic activity, cellular
atypia, necrosis and local invasion. Low grade tumours have
cystic and solid areas comprising small glands, tubules and cysts
of mucin secreting epithelial cells with infrequent mitotic activity.
Non keratinising squamoid cells can also be seen in sheet like
pattern. High grade MEC are relatively rare and have squamoid cell
predominance with minor component of mucin secreting elements
lining with nuclear atypia, high mitotic activity and increased nuclear
cytoplasmic ratio [5,6]. In our case mitotic activity was 8-10/10HPF
in favour of high grade tumour.

Well differentiated tumours have benign behaviour [9]. Low
grade tumours have a better prognosis. However, surgery is the
preferred treatment of pulmonary MEC. There is no proven effect of
chemotherapy or radiotherapy for MEC [5,6]. In view of less number
of cases there are no consensus regarding the treatment of high
grade MEC [10]. In Shen C et al., study of eight MEC showed good
response to surgery however in high grade cancer surgery resulted
in significantly worse prognosis [11]. Xi J et al., study showed that
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age, grade of MEC, lymph node metastasis and TNM stage correlate
with survival of patients [9]. Treatment with EGFR TKls have shown
benefit in some studies [12]. Studies have proven that pulmonary
MEC may have t (11;19) translocation with fusion of oncogene
(CRCT1-MAML2) [13-15]. Further studies are needed to assess the
possibility of targeted chemotherapy in these patients.

CONCLUSION

Primary MEC of lung is a rare type of lung cancer. Even though it
arises from central air ways, it can present as a peripherally located
cavitating lung lesion. Biopsy with immunohistochemistry can
confirm diagnosis. In low grade tumours, surgery is the treatment
of choice. In view of rarity of cases and lack of data and role of
chemotherapy is yet to be determined.
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