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Thyrotoxic Periodic Paralysis :
Analysis of 13 Cases

Chau-Long Kao, Shin-Te Tu, and Shi-Li Su

Division of Endocrinology and Metabolism, Department of Internal Medicine,
Changhua Christian Hospital, Changhua, Taiwan, ROC

We retrospectively evaluated the clinical and biochemical characteristics in 13 adult
patients admitted with thyrotoxic hypokalemic periodic paralysis in Changhua, Taiwan
from 1996 to 2001. Thirteen Chinese adult patients were admitted with acute limb
weakness, plasma potassium less than or equal to 3.5 mmol/L and thyrotoxicosis
confirmed by laboratory investigations. Male to female ratio is 8 to 5 and age
distribution is from 23 to 70 y/o but about two- thirds of patients are around 23 to 44 y/o.
About two-thirds of the attacks occurred between May and September ( 77 percent ),
most commonly in June ( 38.4 percent ). Mean plasma potassium on admission was 2.04
mmol/L ( range 1.4-3.1). In one episode ( 7.7 percent ), plasma potassium on recovery
exceeded 5.0 mmol/L. No patient had a positive family history of thyrotoxic periodic



paralysis. The underlying causes of thyrotoxicosis are Graves' disease ( 11 cases ),
subacute thyroiditis (1 case ) , and toxic adenoma ( 1 case ). Most patients have severe
paralysis ( 10 cases ) and fewer patients have moderate paralysis ( 3 cases ). The location
of TPP attack is most common at lower ( 8 cases ) and whole (4 cases ) limbs and
fewer at upper limbs ( 1 case ). No facial paralysis was noted. The diagnosis of
thyrotoxic hypokalemic paralysis should always be considered in Chinese patients with
acute muscle weakness, especially in young males. Absence of clinical thyrotoxicosis
does not exclude the diagnosis. Plasma potassium should be monitored carefully during
treatment to prevent rebound hyperkalemia. (J Intern Med Taiwan 2002;13: 22-26 )



