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Wongwitdecha N. Valproic acid Chula Med J 1982 Jul ; 26 (4) : 281-292

Valproic acid is a relatively new anticonvulsant drug with
broad spectrum of antiepileptic action. It has proved most effec-
tive in typical absence (petit mal) and tonic-clonic  seizures.

Structurally it is a simple compound : a branched—chain carboxylic
acid, which is unrelated to conventional anticonvulsant drugs.
The exact mechanism of its antiepileptic action is uncertain ;
however, some evidence suggests an effect on the metabolism of
T-aminobutyric acid.

Valproic acid is rapidly absorbed after oral administration,
and rapidly distributed, reaching the brain in a few minutes.
Elimination is also rapid, principally in the urine with minor
amounts in the feces and expired air. When taken with other
anticonvulsant drugs, it may influence their metabolism. It’s
tendency to lower total phenytoin plasma levels and especially
to elevate phenobarbital plasma concentration is now well known.

Side effects are generally mild and include gastrointestinal
symptoms, temporary hair loss, tremor and fatigue. Both increased
and decreased appetite may occur. Mild thrombocytopenia and
hepatotoxicity have also been reported. Platelet counts and liver
Sfunction monitoring should be done during valproic acid therapy.
This drug may be teratogenic in animals but so far, no human
anomalies have been reported.
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