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A Patient with Primary Aldosteronism Associated
with Central Retinal Artery Occlusion

Kyoko TAKEUCHI', Hirokazu MIKI", Yasumi SHINTANI', Keiko MIYA", Junichi NAGATA"
Masahiko YANO?', Kousaku NUMATA?®, Hirofumi ISAKI®, Hiroomi KANAYAMA?®

1) Division of Internal Medicine, Tokushima Red Cross Hospital
2 ) Division of Ophthalmology, Tokushima Red Cross Hospital
3) Department of Urology, University of Tokushima School of Medicine

The patient was a 46-year-old woman with bilateral central retinal artery occlusions who consulted our
department for further examinations. She had hypertension over the last 9 years, and clinical laboratory
examinations demonstrated decreased serum K level (2.8mEq/l) and increased urinary K excretion (43.2mEq/
day). Serum aldosterone levels were as high as 350pg/ml, although plasma renin activity was lower than the
minimum detection limit. Abdominal CT demonstrated a tumor measuring 1.6X1.0cm in diameter in the right

adrenal gland, and "I-adosterol scintigraphy demonstrated radionuclide accumulation in this region. Therefore,
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the patient was diagnosed as having primary aldosteronism due to an aldosterone-producing adenoma. Following
control of blood pressure and hypokalemia by the administration of anti-hypertensive drugs, K preparation, and
spironolacton, laparoscopic adrenal tumorectomy was performed. Pathohistology revealed that the tumor was an
adrenocortical adenoma. After surgery, hypokalemia improved, and the dose of anti-hypertensive drugs was
successfully decreased. Since no previous studies have reported a case of central retinal artery occlusion with
primary aldosteronism in Japan, this may be a unique case suggesting the association of direct aldosterone

action with the development of vascular injury.

Key words: Primary aldosteronism, hypertension, central retinal artery occlusion

Tokushima Red Cross Hospital Medical Journal 8 :78—83, 2003

07 Q g MRS rp LB IR B ZEAE % & PF L 725058 1
VOL.8 NO.1 MARCH 2003 T FAFO YD 1 6] 83



	079
	080
	081
	082
	083
	084

