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Table 24-h urinary excretion of calcium (Ca++) and uric acid prior
to (pre Rx), and during therapy (post Rx) with spironolactone at 2
months and again at 12 years in a patient with primary hyperal-
dosteronism and renal calculi. Figures are given as mean ± SEM of
four values at each time point

Calcium (mM/day) Uric acid (mM/day)

pre Rx 104.5 3.7 5.10 0.13
post Rx (2 months) 55.5 + 2.0 3.18 0.10
post Rx (12 years) 54.30 + 2.31 3.25 + 0.08
normal value 62.5-75.0 3.87-4.16

Summary points
* renal calculi may occur in primary

hyperaldosteronism
* raised urinary excretion of calcium and uric

acid may occur in primary
hyperaldosteronism

* spironolacatone therapy reduces urinary
excretion ofcalcium and uric acid, and helps
prevent recurrent renal calculi in primary
hyperaldosteronism

1 Resnick LM, Largh JH. Calcium metabolism and para-
thyroid function in primary aldosteronism. Am J Med 1985;
78: 385-90.

2 Gross MD, Grekin RJ, Gniadek TC, Villareal J. Suppression
of aldosterone by cyproheptadine in idiopathic aldo-
steronism. N Engl J Med 1981; 305: 181-5.

3 Luft R, Sjogren B. Some aspects of the metabolic effect of
desoxycorticosterone acetate. Metabolism 1953; 2: 313-21.

4 Massry S, Coburn JW, Chapman LW, Kleenman CR. The
effect of long-term desoxycorticosterone acetate administra-
tion on the renal excretion of calcium and magnesium. J Lab
Clin Med 1968; 71: 212-9.

5 Wright GL, Rankin GD. Concentrations of ionic and total
calcium in plasma of four models of hypertension. Am J
Physiol 1982; 243: H365-70.
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Summary
A 50-year-old non-smoking, hypertensive
female, presenting with superior vena
caval compression, was found to have
giant cell carcinoma of the lung. She
received intensive combination chemo-
therapy. However she died in the follow-
ing 36 hours, as a consequence of refrac-
tory hypotension.

Keywords: giant cell carcinoma, superior vena caval
obstruction

Giant cell carcinoma is a rare, distinctive lethal
variant of large cell cancer of the lung.' The
tumour is quite extensive at diagnosis and
survival for more than one year is exceptional.2
Case report

A 50-year-old, non-smoking, hypertensive
woman was admitted to our hospital on 19
October 1994, with a non-productive cough
and breathlessness of one month duration.
Clinical examination revealed features sugges-
tive of superior vena caval compression, with
partial collapse of the right upper lobe of lung.
Her blood pressure was 150/100 mmHg (on
calcium channel blockers); the rest of her
cardiovascular and other systemic examination
was non-contributory. Fundus occuli were
normal. Her investigations showed a normal
haemogram and biochemical parameters. Elec-
trocardiogram (ECG) was normal. Chest X-ray
revealed a mass shadow in the right upper and
middle zone with mediastinal invasion.

Abdominal ultrasonography was normal.
Computed tomography (CT) scan of the chest
showed a homogenous mass of soft-tissue den-
sity in the anterior and middle mediastinum,
impressing on the arch of aorta and causing
displacement and occlusion of the superior
vena cava. There was compression of the right
upper lobe bronchus with extension into the
chest wall and pleural effusion on the right side
(figure). A clinical diagnosis of bronchogenic
carcinoma (T4N2MO-IIIB) was made. She
was put on decompressive treatment and a
Trucut biopsy was done, which subsequently
revealed features suggestive of giant cell car-
cinoma of the lung. She was put on combina-
tion chemotherapy consisting of intravenous
cyclophosphamide 750 mg/m2, adriamycin
50 mg/m2 and cisplatin 100 mg/m2 on day 1; the

Figure CT scan of the chest showing a homogenous
mass of soft density in the anterior and middle medias-
tinum with impression on arch of aorta, displacement
and occlusion ofsuperior vena cava with pleural effusion
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treatment was to be repeated every 21 days).
On the day following the chemotherapy the
patient's performance status deteriorated, with
rapidly progressive hypotension unresponsive
to fluid challenge and ionotropics. Her chest
X-ray showed no new findings, however, serial
ECGs showed a persistent sinus tachycardia,
with elevated cardiac enzymes. Chemotherapy
was abandoned and the patient died after
another 6 hours, probably due to
anthracycline-induced pump failure.

Discussion

Giant cell carcinoma is a highly malignant form
of large cell cancer of the lung. The tumour is
essentially undifferentiated, with bulky nec-
rotic masses, having no distinct or distin-
guishing architectural pattern. Histologically,
the main element of the tumour is a polygonal,
spindle or strap giant cell with one or several
nuclei and prominent nucleoli. The cytoplasm
is uniformly eosinophilic or finely vacuolated,
and prominent acidophilic nuclear inclusions
are frequently seen. A complement of smaller
undifferentiated cells is present with little des-
moplastic response. The tumours grow in a
characteristic non-cohesive manner. Typical
and atypical mitoses are abundant. A charac-
teristic finding is the presence of collections of
polymorphonuclear leukocytes within the giant
cells, apparently phagocytosing cytoplasmic
contents, a phenomenon known as
emperipolesis. Electron microscopic analysis of
giant cell carcinoma has suggested some exoc-
rine features. Little is known about the
immunohistochemical characteristics of these

Giant cell carcinoma: features

* highly malignant form of large cell cancer of
lung

* peripheral in location
* histology: polygonal, spindle, or strap giant

cells with one or several nucleoli, eosinophilic
cytoplasm, abundant mitoses

* emperipolesis

cancers, however, their epithelial nature is
confirmed by their expression of cytokerratin
and, in a few instances, by demonstration of
phenotypic exocrine features with the 44-3A6
monoclonal antibody.3
The differential diagnosis of giant cell car-

cinoma ofthe lung includes pleomorphic rhab-
domyosarcoma, malignant fibrous histiocytoma,
and metastatic adrenocortical cancer.4 In view
of the characteristic light and electron micro-
scopic features and clinical behaviour, giant
cell carcinoma of the lung is classified as a
specific tumour type.5

Clinically, the tumour follows a highly
malignant course that parallels that ofsmall cell
lung cancer, with development of widespread
lymphangitic and haematogenous metastasis.
These tumours are generally peripheral in
location. The clinical course is aggressive and
most tumours are inoperable at the time of
diagnosis, as noticed in the present patient. The
survival is less than one year, in spite of any
therapy. Longer survival times have been
reported, but only in less aggressive forms
combined with adenocarcinoma.6

1 Nash AD, Stout AP. Giant cell cancer of the lung. Cancer
1958; 11: 269-76.
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oncology, WB Saunders, 1989, pp 89-90.

4 Silvergerg SG. Principles and practices of surgical pathology,2nd edn, Churchill Livingstone, 1991; p 728.

5 Rosai J. Ackerman's surgical pathology, vol I, 7th edn, CV
Mosby Company, 1989; p 299.

6 Carter D, Eggleston JC. Tumors of lower respiratory tract.
In: Atlas of tumor pathology, 2nd edn. pt. 17. WashingtonDC: Armed Forces Institute of Pathology, 1952, p 17.
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