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Despite carbamazepine therapy she was still suffering from short duration
convulsions affecting the left side of the face and the left arm two or three times
a day. The convulsions and dysphasia were continuing one month after
discharge.

Discussion

Hyponatremia causes a generalized metabolic encephalopathy which present
as headache, nausea, vomiting, irritability, restlessness, lethargy, confusion,
weakness, malaise, and seizures. These symptoms can usually be reversed
with correction of the sodium deficiency®. However, the treatment of hyponatremia
is controversial because of the risk of causing ODS. Controlled studies in animals
have shown myelinolysis following rapidly corrected hyponatremia but not with
uncorrected hyponatremia®'°, although some authors have proposed that
uncorrected hyponatremia can itself lead to ODS''. Aithough there is no
agreement on exactly how fast an increase in serum sodium is safe, animal
studies and clinical trials showed that a rise of greater tah 12 mmol/L per 24
hours and 25 mmol/L per 48 hours carries a danger of causing myelinolysis.
The duration of treatment may be important, and a rate of 12 mmol/L per day
may be too rapid if continued for two or three days. A general consensus is
that the patient not be made hypernatremic?512,

The pathogenesis of myelinolytic lesions is obscure. It has been suggested that
a rapid increase in serum sodium causes an osmotic injury to the endothelium,
resulting in the release of myelinotoxic factors and/or the production of vasogenic
edema’2, The main pathological event is the destruction of myelin sheaths, but
axons and neurons are relatively spared. The lesions are generally symmetrical
and multifocal, and tend to involve the areas of white matter where there is a
wide zone of conjunction between the gray and white matters™>. Shortly after
the correction of hyponatremia (approximately 2-6 days), as in our case, following
a transient improvement which parallels the correction of the electrolyte
disturbance, a progressive neurological syndrome develops reflecting the
dysfunction of white matter of pontine and/or extrapontine sites including internal
capsule, basal ganglia and cerebellum. Symptoms of pseudobulbar palsy such
as dysphasia, changes in corticospinal reflexes, tetraparesis or tetraplegia,
ophthalmoparesis, changes in pupils, convulsions, tremors, incontinence and
coma may occur. It is usually fatal. If the patients survive, they may suffer from
neurological deficits as severe as akinetic mutism or from less severe sequelae
like dysphasia'?'?13,

Although the majority of patients have been diagnosed at autopsy, antemortem
diagnosis can also be achieved. Clinical suspicion is supported by radiologic
studies. Especially during the early course of the disease, a CT scan may be
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