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Fig 1. Change of serum K concentration.

Fig. 2 Abdominal CT shows Lt. adrenal mass.
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Table 1. Plasma renin and aldosterone level.

Renin Aldosterone
Supine 0.09ng/ml/hr 838.36pg/ml
Erect 0.01ng/ml/hr 935.54pg/ml

Fig. 3 Enlarged lipid-rich cells characterize
adrenocortical adenoma.
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