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A case of hypokalemic perodic paralysis induced by hyperinsulinemia

Jin Hyuck Chang, M.D., Chul Sik Kim, M.D., Jong Kwan Park, M.D., Jina Park, M.D.,
Min Ho Cho, M.D., Chul Woo Ahn, M.D. and Kyung Rae Kim, M.D.

Department of Internal Medicine
Yonsei University College of Medicine, Seoul, Korea

Hypokalemia periodic paralysis, a clinical syndrome characterised by systemic weakness and low

serum potassium, is a rare but treatable cause of acute weakness. Attacks of flaccid paralysis can
be associated with hypokalemia triggered by insulin. Insulin reduce the conductance of the inward
rectifier K+ channel for outward-flowing currents. Therefore, insulin potentiates depolarization of
hypokalmeic periodic paralysis. We have experienced a case of hypokalemic periodic paralysis
induced by hyperinsulinemia in 38-year old man, with complaint of intermittent paralysis of
extremities. On admission, serum K+ was 2.1 mEq/L. He was no family history of muscle weakness.
Thyroid function was normal. Serum levels of aldosterone, renin and cortisol were normal. Random
plasma glucose level was 129 mg/dL and serum insulin was 131 ulU/mL. Shortly after intravenous
supplementation of potassium, muscle weakness was improved. Oral glucose tolerance test revealed
impaired glucose tolerance and hyperresponse of insulin and phosphate.(Korean J Med 68:692-696, 2005)
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Table 1. This table shows result of 75 gram OGTT

Glc (mg/dL) Insulin (ulU/mL) K (mmol/L) P (mg/dL)
0 min 117 127 45 32
30 min 157 377 39 26
60 min 204 493 36 24
90 min 202 737 39 22
120 min 173 240 42 18
e Ae wasad of S@a 9g wasA Rebgow, 1 F 599
Teh 44 R AAH E5F0) ol A A7) AR glol AW F BA% B F AU A4 @
A unle) Aoz DAEAWFY) WAH T, ATIE  TZol waEe] AU AN s,
o AE B dade) Mg B e YT BAH : 19 A ;e AR o Telmisartan
olel B AAEL AZEES F7IA vy SxdllA] 1 40 mg 5§ FolArk
dQeddso] Svd FdE Al ERaza 158 oyt Gl
@A Badte ulolt) [ataA - dYA 845 E 894 160/80 mmHg,
- ke B3 663, TEFE B3 183, AL 364TIe
s d o, AL 175 om, AFE 80 kgolAh Ae B
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Figure 1. 75 gram OGTT was performed in the patient.
Plasma concentrations of glucose and insulin are shown.

mmol/L, Cl 106 mmol/L, TTKG 2.8¢|ith 2x3 o
AP A4 160 g/dL, A8F £35 418%, 49
242,000/mm’0) Atk EHF A pH 7.405, PaO; 119
mmHg, PaCO; 40.6 mmHgolth serum Osm 295
mOsm, random urine K 4.8 mmol/L, %2+slolx &3
dd 4% 11.98 ng/mL/hr (343 068~1.36 ng/
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Figure 2. Changes in serum electrolyte during 75 gram
oral glucose tolerance test in the patient. serum
concentrations of potassium, phosphatae are shown
tolerance test in the patient. serum concentrations of
potassium, phosphatae are shown.
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mL/hr), 71991l A} 1327 ng/ml/hr (BFA] 0.24~47
ng/mL/hr), 83 k9ol A aldosterone 15.7 pg/mL
(A4 10~160 pg/mL), 718 ¢elM 735 pg/mL{(%
A 40~310 pg/mL)°IAtt. 24X 7 A-AAM K 645
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< ti7fl KC1 60~120 mEqe A+ Fogoz24 15~20
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