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Case 4-2012: A 37-Year-Old Man with Muscle Pain, Weakness, and Weight Loss
(New England Journal of Medicine 2012 Feb 9; 366: 553-560)
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Table 2. Characteristics of Familial Hypokalemic Periodic Paralysis and Thyrotoxic Periodic Paralysis.
Thyrotoxic Periodic
Characteristic Familial Hypokalemic Periodic Paralysis Paralysis
Hyperthyroidism Mo Yes
Inheritance Autosomal dominant (reduced Sporadic*
penetrance among women)
Age (yr) <20 20-50
Racial predominance White Asian
Hypokalemia Yes Yes
Low urinary potassium excretion Yes Yes
Hypophosphatemia Yes Yes
MNormal acid-base status Yes Yes
Provoked by high carbohydrate in- Yes Yes
take or strenuous exercise

* Some persons with thyrotoxic periodic paralysis have been shown to have a mutation in Kir2.6, an inwardly rectifying
potassium channel.*®
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Figure 2. Technetium-99m Pertechnetate Scan
of the Thyroid.
The thyroid gland is enlarged and shows diffusely

increased uptake throughout both lobes, features
consistent with Graves' disease.




[BF T (KK MAEDHHR) ]

Hypokalemia
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Urinary K* excretion =20 mmol/24 hr Urinary K* excration <20 mmaol/24 hr
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Prior renal K+ loss

Ongaing renal K* loss Prior diuretics or vomiting
Monrenal K* loss
Diarrhea, laxatives, K*-binding resin
Excessive sweating

Transcellular K+ shift

Check blocd pressure Drugs (e.g. insulin, #;-adrenergic
agonists, barium)

Acute cell proliferation (e.g., vita-
min By; treatment of pernicious
anemia, refeeding syndrome,

I 1
Hypertensive Hypotensive or normotensive acute leukemia)
\ ¥ Andersen—Tawil syndrome
Hyperaldosteronism Driuretics Familial |'I:g'FIOka|E'ITIIE periodic
Primary Vomiting paral'g'?ls o )
Adrenal adenoma, hyperplasia, Renal tubular acidosis Thyrotesic periedic paralysis
carcinoma Diabetic ketoacidosis
Secondary Hypomagnesemia
Renin-secreting tumor, renal- Bartter' s syndrome
artery stenosis Gitelman's syndrome
Glucocorticoid excess

Cushing's syndrome, congenital

adrenal hyperplasia
Genetic disorders

Glucocorticoid-remediable aldos-
teronism

118-hydrocysteroid dehydrogenase
deficiency

Liddle's syndrome

Figure 1. Algorithm for the Differential Diagnosis of Hypokalemia.
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