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Fig. 1 Brain computed tomography demonstrated
left sided cerebral putaminal hematoma with a
maximum diameter of 40 mm.
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Peripheral blood cortisol concentration (PCC) :

172 ug/dl
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Fig. 2 CT angiography detected no abnormal blood
vessels causing intracranial hemorrhage.
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Fig. 3 Abdominal computed tomography showed a
mass lesion of 7 mm in the left renal hilus part.
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PUTAMINAL HEMORRHAGE PATIENT WITH PRIMARY ALDOSTERONISM
AS A PROBABLE CAUSE

Daisuke TANIOKA, Katsuyoshi SHIMIZU and Tohru MIZUTANI

Department of Neurosurgery, Showa University School of Medicine

Abstract —— Primary aldosteronism used to be considered a benign form of hypertension, but recent
research has shown that it can be life threatening. The present report is about one patient whose prima-
ry aldosteronism, despite favorable control of hypertension, was a probable cause of putaminal hemor-
rhage. The importance of treating primary aldosteronism is emphasized on the basis of this case report.
The patient, a 63-year-old female, was hospitalized for aphasia and right hemiplegia. In terms of previous
medical history, she had been shown to have hypertension, and, despite favorable control of this, had de-
veloped cerebral hemorrhage. After treatment of the cerebral hemorrhage, she was diagnosed as having
primary aldosteronism on the basis of left adrenal lesions. Endoscopic adrenalectomy was then carried
out, making administration of hypotensive agents unnecessary. Simple normalization of blood pressure is
not the sole target for the treatment of primary aldosteronism; the aim should be to reduce the rates of
morbidity and death due to hypertension, hypokalemia, and cardiovascular and cerebrovascular events.
The diagnostic approach for primary aldosteronism is simple, and it is important to treat this condition in
order to prevent cardiovascular and cerebrovascular disease.
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