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like PSD at monopolar recording.
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Immunoblot analysis of the NH;-terminal of a-enolase
(NAE) with sera vielded strongly positive results for
NAE. The asterisks indicate the position of NAE.
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Fig. 1 Thve patienis presenting somnolence after the administration of indapamide. Ind lide
was liscontinued, and serum Na and K concentrations and consciousness were immediately re-
turned 1o normal levels, Urine and serum osmolarities were also returned to normal levels.
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Abstract
Hyponatremia with somnolence due to indapamide

Tadanori Hamano, M.D.", Tomoko Yamamoto, M.D.", Isamu Miyamori, M.D." and Masaru Kuriyama, M.D.'
"Second Department of Internal Medicine, Faculty of Medical Sciences, University of Fukui
“Third Department of Internal Medicine, Faculty of Medical Sciences, University of Fukui

We report here an 83-year-old woman presenting with somnolence possibly induced by indapamide. She was
diagnosed as having hypertension (180/110 mmHg), and 1 mg/day of indapamide was administered starting in Oc-
tober, 2002. Two months later, she complained of nausea, vomiting, and appetite loss and frequently fell down. On
admission, she was hypotensive (90/54 mmHg). Neurologically. she was in a somnolent state (Japan Coma Scale 2-
20), and showed brisk deep tendon reflexes of both upper limbs with bilateral Chaddock signs. Laboratory exami-
nation showed severe hyponatremia (115 mEq/]) and hypokalaemia (28 mEq/J). On brain MR imaging, there were
no remarkable abnormalities, except for multiple lacunar infarctions. After the administration of indapamide was
discontinued. her consciousness level and serum electrolytes immediately returned to normal levels. After a good
effect for stroke prevention was reported, indapamide was widely prescribed in combination with angiotensin-
converting enzyme (ACE) inhibitors, or angiotensin II receptor blocker (ARB) among the neurologists. We should
keep in mind the risk of hyponatremia and hypokalaemia occurring in patients receiving indapamide, especially
elderly women.

(Clin Neurol, 48: 5255, 2008)

Key words: indapamide, hyponatremia, hypokalaemia, somnolence

- 652



