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A CASE OF MALIGNANT PHEOCHROMOCYTOMA
WITH HIGH LEVELS OF SERUM NEURON-SPECIFIC
ENOLASE (NSE) AND CALCITONIN

Ichiro Tkeda, Tetsuo Okuno, Toshiya Terao,
Mitsunobu Masuda and Makoto Hirokawa
From the Department of Urology, Fujisawa City Hospital

A 7l-year-old woman was admitted with the chief complaint of headache, lumbago and slight
fever. Computerized tomographic (CT) scan demonstrated a large soft tissue mass with multiple cystic
necrosis in the right adrenal region. The plasma norepinephrine concentration was excessive and
serum levels of neuron-specific enolase (NSE), calcitonin and parathormone were elavated. MI-
BG scintigraphy showed a high uptake in the same region. Under the diagnosis of pheochromocytoma
without distant metastasis, right adrenalectomy was performed. The tumor was removed en bloc
with right kidney and a part of the liver because of inflammatory adhesion. The histological ex-
amination revealed benign pheochromocytoma. After the operation, norepinephrine and calcitonin
decreased to normal but the levels of NSE and PTH remained high. One year after operation,
chest X-ray revealed multiple lung metastases and after 1.5 years she died of respiratory failure.
Autopsy revealed multiple lung and bone metastases and a liver metastasis, parathyroid glands
showed hyperplasia but the thyroid gland showed no abnormal change. This clinical course sug-
gests that serum NSE might be a uesful tumor marker for differentiating malignant pheochromo-
cytoma from benign one, and this tumor producing calcitonin caused secondary hyperparathyroid-
ism.

(Acta Urol. Jpn. 40: 813-816, 1994)
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Fig. 1. CT scan shows a enhanced large mass
with multiple cystic necrosis.
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Fig. 2. Microscopic examination reveals large
polygonal cells in alveolar pattern and
rare mitosis.
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Fig. 3. Clinical course,

L P A
. Ultrastructural pathology reveals a
number of noradrenalin granules lying
in a large lucent vacuole (arrow) and a
small number of adrenalin granules
with very thin halo (arrowhead).
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