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Introduction:
Medullary thyroid carcinoma (MTC) is an un-
common primary thyroid tumor that accounts 
for 4% of all thyroid malignancies1–3 and as much 
as 13% of all thyroid cancer-related deaths3. 
MTC lesions can metastasize to regional lymph 
nodes but may also spread hematogenously and 
aff ect the liver, bone, lungs and skin4. Most med-
ullary thyroid carcinomas occur sporadically 
however approximately 25% occur with spec-
trum of  several inherited syndromes  such as 
Familial MTC, MEN2A, and MEN2B .Patients 
usually present with neck mass that  may be as-
sociated with cervical lymphadenopathy. Pain 
or Aching is common in these patients and local 
invasion may produce symptoms of dysphagia 
,dyspnoea or dysphonia.Distant metastasis oc-
cur later in the disease. MCTS secrete not only 
calcitonin but also other peptides such as cal-
citonin gene related peptide,prostaglandins E2 
and serotonin.

Case report:
We report a 55 year old woman who  present-
ed in surgical OPD   with 1 month  history of 
pain right upper abdomen and  yellow discolor-

ation of eyes. On physical examination she was 
jaundiced with stable vital signs. Abdominal 
examination revealed initial tenderness in right 
hypochondrium which later sett led. Rest of the 
systemic examination revealed no abnormality. 
Her serum bilirubin was initially 320 umol/L 
and serum alkaline phosphatase was  498 IU/L 
but it was progressively improving. An ultra-
sound abdomen revealed cholelithiasis, choled-
ocholithiasis with a small 5mm calculus at lower 
end of CBD and a small hypoechoic area in right 
lobe of liver, intra/extra hepatic billiary channels 
were not dilated. All other biochemical inves-
tigations were within normal limits. ERCP was 
not successful as papilla was anatomically dif-
fi cult to cannulate. CT scan abdomen revealed 
cholelithiasis and a small hypodense area ap-
prox. 1.3 x 1 cm in left  lobe of the liver segment 
II. Serum alphafetoprotien and serum carcino 
embryonic antigen (CEA) levels were within 
normal limits and serum bilirubin reached 105 
umol/L preoperatively. A standard open cho-
lecystectomy with CBD exploration was done. 
No stone was found and CBD was repaired over 
a T tube. Excisional biopsy of liver nodule was 
done from right lobe of liver as no nodule was 
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found in left  lobe even aft er thorough search. 
Post operatively her LFT’s were normal and 
Histopathology of liver nodule showed meta-
static medullary carcinoma of thyroid which 
was later confi rmed on immunohistochemi-
cal staining. Workup for MTC was started. On 
examination of neck no palpable swelling was 
noted and threre was no skeletal tenderness. Her 
S. TSH was 0.7 IU/L (0.4-5 IU/L), S. Ionized 
Calcium 2.22 mmol/L (1.3 – 2.26 mmol/L), S. 
Calcitonin 1634 pg/ml (0 – 11.5 pg/ml) was 
signifi cantly raised. S. Th yroglobulin of 16.0 ng/
ml (5–50 ng/mL), S. Th yroglobulin antibody of 
8.0U/mL (1–10 U/mL). Ultrasonography of 
neck showed hypoecoeic 2cm mass in right lobe 
of thyroid. FNAC from right lobe of thyroid 
showed malignant cells consistent with MTC. 
A CECT Scan neck showed mass  in  right lobe 
of thyroid with no cervical lympadenopathy. A 
bone scan and CT Scan chest revealed no metas-
tasis.  Pheochromocytoma was excluded based 
on a normal abdominal computed tomography 
(CT) scan, normal plasma catecholamine levels, 
and excretion of metanephrine and normeta-
nephrine in a urine sample collected over 24 
hour. Th e patient underwent a total thyroidec-
tomy with central lymphnode dissection (level 
VI). Postoperative recovery was smooth. Final 
histopathology confi rmed diagnosis of MTC. 
Patient was referred to oncology department for 
adjuvant chemotherapy to control systemic dis-
ease.   Four months aft er discharge, the patient is 
undergoing ambulatory follow-up and has a sat-
isfactory clinical response with weight gain and 
normal laboratory tests resulting in a signifi cant 
improvement in the patient’s overall quality of 
life.

Discussion:
MTC was fi rst described by Jaquet in the Ger-
man literature as ‘‘malignant goiter with amy-
loid’’5. In 1959, Hazard et al. 6 provided a de-
fi nitive histological description, while Williams 
further suggested that MTC originated from the 
calcitonin secreting parafollicular C cells of the 
thyroid gland, which are derived from the neural 
crest7-9. Four distinct histologic types of para fol-
licular cell-derived cancers are recognized. Th e 
majority of cases are papillary(60%) with its 

major subtype follicular variant, and other his-
tologic types are follicular(20%), or Hurthle cell 
variant, and anaplastic(< 5%)10. MTC can occur 
as sporadic disease or can also be transmitt ed 
genetically in an autosomal dominant inheri-
tance patt ern either alone or as a component of  
multiple endocrine neoplasia, MEN-IIA (MTC, 
pheochromocytoma, and hyperparathyroid-
ism), or MEN-IIB (MTC, pheochromocytoma, 
mucosal neuroma, and marfanoid habitus). Pa-
tients with sporadic variant usually present in 
fourth decade of life, is typically unilateral with 
or without involved cervical lymph nodes and 
corresponds to approximately 75% of all MTC 
cases4, whereas hereditary MTC develop bilat-
eral, multifocal tumors and are oft en diagnosed 
on family screening. MTC should be suspected 
if the patient has profuse diarrhea and episodic 
fl ushing(caused by excess calcitonin release). 
Our patient presented with the sporadic form of 
the disease. All patients with suspected or known 
MTC should have a careful family history taken, 
thorough search for clinically palpable nodules 
in thyroid and cervical lymph nodes should be 
done, tested biochemically for pheochromocy-
toma before thyroidectomy and be genetically 
tested for DNA mutations in the tyrosine kinase 
receptor RET proto-oncogene. Calcitonin is the 
most sensitive and specifi c tumor marker at the 
preoperative diagnosis 11 and the post surgery 
follow up 12. Calcitonin values decrease into the 
normal range aft er resection of the tumor 13. Un-
fortunately 50% to 80 % of patients have stage III 
disease at presentation14. Variability of lymphat-
ic involvement is from 10% to 33%15. Piex et al. 
observed that lymphnode involvement is rarely 
evident in sporadic MTC, however distant me-
tastasis involving lungs, liver, and bones is quite 
frequent and is the main cause of MTC-related 
death16. Treatment of MTC is Total thyroidecto-
my with removal of lymph nodes in central zone 
of patient’s neck because up to 30% of sporadic 
MTC and all of the inherited ones are multifo-
cal and bilateral17. A modifi ed neck dissection is 
indicated for clinically involved cervical lymph 
nodes. Patients should be followed up for resid-
ual and recurrent tumor. Elevation of calcitonin 
at 6 months post-operation is indicative of meta-
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static or residual disease18. Th ose with near nor-
mal level of calcitonin can be followed, but those 
with calcitonin level above 100 ng/ml aft er six 
months should be evaluated for residual tumor 
or metastases19.  According to Leboulleux et al. 
1, treatment with radioactive iodine is ineff ective 
since C cells do not take up radioiodine. Patients 
with progressive or symptomatic metastatic dis-
ease who cannot be treated by surgery or radio-
therapy should be considered candidates for 
systemic therapy20. Current and experimental 
chemotherapies for advanced medullary thyroid 
carcinomas include tyrosine kinas (TK) inhibi-
tors such as sorafenib, sunitinib, and pazopanib21 
and clinical trials using multiple new agents are 
being carried out. However,  radiotherapy can 
be applied to patients with macroscopic dis-
ease aft er incomplete surgery for local disease 
control22. Using TNM classifi cation system, 10-
year survival rates for stages I, II, III, and IV are 
100%, 93%, 71%, and 21%, respectively23. Prog-
nostic factors that are relevant to the outcome 
of patients diagnosed with MTC include the age 
at diagnosis,male gender, the initial extent of the 
disease (including lymph node and distant me-
tastases), tumor size, extrathyroid invasion, vas-
cular invasion, calcitonin immunoreactivity, and 
amyloid staining in tumor tissue.1, 24

Conclusion:
Medullary carcinoma of thyroid is an uncom-
mon thyroid tumuor which usually presents it-
self as swelling in neck with local symptoms but 
rarely metastasis can occur without any appear-
ance of local symptoms and may be an inciden-
tal fi nding as it happened in our case.
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