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Three Cases of Hypokalemic Periodic Paralysis
Dong-yug Sor, In-soo Jang, Young-Goo Lee, Hee-Sik Yun, Duck-Si Byun*, Hyon-Chel Kang*, Ki-Ho Cho**

Dept. of Intemal Medicine, College of Oriental Medicine, Woosuk University,
Dept. of Neurosurgery & Internal Medicine, Woosuk Hospital,
Dept. of Circulatory Intemal Medicine, College of Oriental Medicine, Kyunghee University™

Hypokalemic periodic paralysis(HypoPP) is characterized by an abrupt onset of flaccid paralysis with a clear mentality, but
muscles of speech and swallowing are usually spared. We report on three patients who suffered attacks of acute paralysis.
After exclusion of central nervous system involvement, the patients showing hypokalemia was diagnosed as hypokalemic
periodic paralysis, which was completely reversible on parenteral potassium substitution. (J Korean Oriental Med

2000,21(2):87-94)
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Case 1. Motor weakness
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adm. 4 8 12 16 20 24 28
After adm.(hr)

Fig. 1. It shows that the patient s motor weakness has
been changed from the admission to the
disappearance of the symptom for 28 hours.
Parenteral potassium substitution was done from
6hrs to 10hrs after the admission.

*The scale of motor weakness : trace-1, poor-2, fair-3,
good-4, normal-5
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Case 2. Motor weakness

5t 5

4 ¢ 4

3t 13

2r 12
~a~ fower limb

1k —A~ upper timb <41

0 v}
adm, 3 6 9 12 15

After adm,(hr)

Fig. 2. it shows that the patient’ s motor weakness has
been changed from the admission to the disap-
pearance of the symptom for 15 hours. Parenteral
potassium substitution was done from 8hrs to 12hrs
after the admission.

* The scale of motor weakness : trace-1, poor-2, fair-3,
good-4, nonmal-5
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Case 3. Rigidity
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Fig. 3. It shows that the patient’ s rigidity has been
changed from the admission fo the disappeararnce
of the symptom for 12 hours. Parenteral potassium
substitution was done from 16hrs to 20hrs after the
admission.

* The scale of rigidity : severe-1, poor-2, fair-3, good-4,
normal-5

U/A - normal(4€17%)
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11. AR SR AAL : DTR(-/-), Babinski(-/-)
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Fig. 4. As the potassium level is low, the recovery time
grows longer. The recovery time is the period from
the onset to the disappearance of symptom. The
potassium level is the serum K+ level in the blood
sampled at admission.
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