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Epithelial myoepithelial carcinoma (EMC) is a tumour of intercalated duct origin mostly arising in

salivary gland. It occurs mainly in the 6th to 8th decades with a female predominance1. Its infiltrative

nature and presence of dual glandular secretary and myoepithelial differentiation are the main criteria

of diagnosis. The tumour arises de novo. Most of the reported cases in the literature originated from the

major salivary glands, particularly parotid gland. The clinical course was variable with lymph node

metastasis at presentation and 23.5% local recurrence in a series of 2l patients. Twelve of these cases

were tested and yielded a diploid DNA histogram by means of single cell scanning Sytophotornetry2.

Thus, the tumour was considered to have low malignant potential. However, some cases have been

reported to run an aggressive course. Of seven cases, two were reported to metastasize and three

recurred locally3. We recently encountered a case of EMC presenting with cord compression.

Case Report 

A 65 year old lady presented with weakness of both lower limbs. She complained of back pain for four

months.

On examination, she had tenderness of the left paraspinal, retroscapular and sternal regions. The muscle

power was grade 3/5 in the left and 4/5 in the right leg. Sagittal and axial TI and T2-weighted magnetic

resonance images of the thoracic spine showed destructive lesions in the T3 and T4 vertebrae

compressing the spinal cord. The intervening disc was also involved (Figure 1).



Metastatic disease or tuberculosis was suspected. Decompressive surgery was performed with removal

of T3 and T4 vertebral bodies and insertion of fibular graft between T2 and T5. Frozen section of the

removed tissues revealed an infiltrative lesion of duct-like structures and fibromyxoid stroma. The

differential diagnosis included chordoma and metastatic carcinoma. Because the clinical information of

multiple lesions was not available, the diagnosis of chordoma was suspected. A review of permanent

paraffin-embedded sections suggested metastatic disease. Upon inspection of the medical record, it

became apparent that the patient had undergone removal of parotid gland lesion eighteen months

previously. The lesion had been enlarging slowly over ten years and was considered to be a

pleomorphic adenoma at another institution. The previous histological slides were obtained and

reviewed. The lesion comprised infiltrative duçtal structures of epithelial cells surrounded by

myoepithelial cells. There was evidence of perineural invasion. Immunohistochemically, the epithetial



cells stained for cytokeratin markers, AE1/AE3 and CAM 5.2. The myoepithelial cells showed staining

with antibody against smooth muscle actin (Figures 2 and 3).



A diagnosis of metastatic EMC was made. The clinical course was rapid deterioration with recurrent

spinal cord compression, widespread bone and lung metastases.



 

Discussion 

This case report describes spinal cord compression caused by bone metastases from EMC. In the past

this tumour was considered to be benign and was called clear cell adenoma. Its malignant potential has

only recently been known4. Several authors reported this lesion to be low-grade malignancy2,4.

However, biologically aggressive EMC has been reported. Fonseca and Soares described 22 cases with

tumor recurrence in 50% and mortality of 40%. Nuclear atypia, clear cell type and aneuploid DNA

content was considered indicators of poor prognosis. Our patient appeared to have a low-grade

malignancy of more than ten years. This case was misdiagnosed as pleomorphic adenoma which can

look like a cellular infiltrative lesion. The presence of perineural invasion raised the suspicion of EMC.

Histologically, EMC comprises of small ducts with a double cell lining surrounded by a basement

membrane. The inner cells are epithelial and outer cells myoepithelial; the latter usually processing

clear cytoplasm. There is variable degree of intervening hyalinized stroma4. These features, when seen

in salivary gland and supported by immunocytochemistry, pose little diagnostic problem. To

knowledge, clinical presentation of spinal cord compression by EMC has not previously been

described. Chordoma was initially suspected. Both EMC and chordorna are formed by ductal

structures. Imm unohistochem ical ly, both tumours are positive for cytokeratins and S-l00. The

differentiating feature is the presence of smooth muscle actin in the basement membrane of EMC

ductal cells and not in chordoma. Further clinical information enabled us to include smooth muscle

actin in the panel which strongly decorated the ductal structure of the EMC in our patient.

Metastatic EMC should be distinguished from metastasizing malignant mixed tumour of the salivary



gland. Carcinomas are known to develop in long-standing pleomorphic adenomas. The carcinomatous

element displays both cytomorphologic abnormalities and infiltration of the surrounding tissues. There

is variable proportion of myxoid, chondroid and hyalinized stroma between the tumour cells. The

carcinomatous component in a series of 37 cases included 13 ductal, 10 undifferentiated, 9 terminal

ductal, 3 myoepithelial and 2 unclassified lesions. The differential diagnosis of metastatic mixed

tumour includes chordoma and chondrosarcoma7. EMC arising in a pleomorphic adenoma has recently

been described8. Although the existence of this has been disputed by some9. The initial histology,

metastatic disease and immunohistochemistry clearly ruled out malignant mixed tumour in our patient.

This case shows convincing evidence of slow biologic aggressiveness of EMC. Complete clinical

information and a close liaison between clinician and histopatholist are crucial for its diagnosis.
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