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Primary Aldosteronism Presenting as Hypokalemia and Rhabdomyolysis
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Primary aldosteronism is one of the most common cause of secondary hypertension and can be accompanied with
hypokalemia. Rhabdomyolysis with hypokalemia in primary aldosteronism has been rarely reported. We describe a patient
of primary aldosteronism who presented with limb-girdle type weakness. (Korean J Clin Neurophysiol 2016;18:21-24)
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Figure 1. Abdomen computer tomography. Computed tomog-
raphy shows a 2.3 cm sized enhancing nodule in left adrenal

gland (arrow).
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Table 1. Summarization of previous Korean cases

Rhabdomyolysis with Primary Aldosteronism

Serum Serum Size of

Duration of  Duration of Anti-hypertensive e eru adrenal
Age Sex . e potassium  CK Pathology

weakness  hypertension medication nodule

(mmol/L) (IU/L)
(cm)

N 54 Male 14 days 5 years Thiazide, CCB, ARB, BB 2 2,982 1.5 Adenoma
2! 58  Female  3-4 days 17 years Thiazide 1.4 12,792 1.6  Adenoma
3° 45  Female 5 days 1 year Unknown 2.7 9,265 1.5 Adenoma
4° 48 Male 7 days 3 years CCB, ARB 1.8 12,786 2 Adenoma
Present case 36 Female 3 days 5 months Thiazide, CCB, ARB 1.8 1,744 2.3 Adenoma

CK; creatine kinase, CCB; calcium channel blocker, ARB; angiotensin receptor blocker, BB; beta blocker.
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