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Summary : A 55-year-old man was admitted because of hypertension. He exhibited
no clinical manifestation but hypértension. And he became normotensive during hospitali-
zation.

Though plasma aldosterone concentration ranged through remarkably high levels (1600
to 6900 pg/ml), daily urinary aldosterone excretion, plasma renin activity, serum potassium
and arterial blood pH remained within normal limits. General endocrine function was
normal and responses to all diagnostic tests of the adrenal gland were proved to fit normal
patterns. Ultrasonographic scan, CT scan and adrenal scintigraphic scan did not detect
adrenal tumor or hyperplasia.

These findings suggest that in this case aldosterone determined by radioimmunoassay
would have no effect on hypertension, and have no biological activity.
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Table 1. Laboratory data on admission

Urinalysis Na 138mEq/1 | Endocrine function
Specific gravity 1.015 K 4.4mEq/1 Blood
Protein - Cl 104mEq/1| PRA 1.79 ng/ml/h
Sugar » (GD) Ca 9.0mg/dl | Aldosterone 458.1pg/ml
CBC P 2.4mg/dl| ACTH 41.8pg/ml
RBC 549X10*/mm?® | Urine chemistry Cortisol 13.0g/ml
Hb 16.4g/dl Na 227mEq/day | Adrenaline 0.02ng/ml
Ht 479% | K 26mEq/day | Noradrenaline 0.08ng/ml
WBC 7100/mm?® | Cl 189mEq/day | T, 160ng/dl
Plts © 16.8X10*/mm?® | Serology T, 10.0¢g/dl
ESR 8mm/h CRP (=) |- TSH <10gu/ml
Blood chemistry RA (D) Urine
GOT 13IU/1| Wa-R -) Aldosterone  9.4ug/day
GPT 14IU/1 | Arterial blood gas analysis 170HCS 2.9mg/day
Ch-E 067ApH | pH - 7.38|. 17KS 2.9mg/day
T-chol 140mg/dl | PaO, 81.0torr | Adrenaline  2.0ug/day
Scr 1.4mg/dl PaCO, 42.0torr Noradrenaline 86.7ug/day
BUN 15mg/dl | HCO,~ 248mEq/1 | Dopamine 174.7ug/day
UA 4.6mg/dl | Cer 94ml/min
FBS 83mg/dl | Fishberg 1.030
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Fig. 1. Responses of plasma renin activity (PRA) and plasma aldosterone concentra-
tion (PAC) to stimulating maneuvers.
Left pannel shows responses to 40mg-furosemido and 2-hour standing load.
Right pannel shows responses to 400mg-spironolactone, 75mg-hydrochloro-
thiazide and non-salt diet for 3 days.
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Fig. 2. Response of plasma aldosterone con-
centration (PAC) to ACTH load.
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Fig. 3. Responses of plasma renin activity (PRA) and plasma aldosterone concentra-
tion (PAC) to suppressing maneuvers.
Left pannel shows responses to 2, 000ml-saline infusion.
Right pannel shows responses to dexamethasone.
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