
syndrome,” and/or loss of consciousness. Other regions of the brain
can also be involved in ODS, most commonly in association with
lesions of the pons but occasionally in isolation; in order of
frequency, the lesions of extrapontine myelinolysis can occur in the
cerebellum, lateral geniculate body, thalamus, putamen, and
cerebral cortex or subcortex. Clinical presentation of ODS can,
therefore, vary as a function of the extent and localization of
extrapontine myelinolysis, with the reported development of ataxia,
mutism, parkinsonism, dystonia, and catatonia. Relowering of
plasma Na+ concentration after overly rapid correction can prevent
or attenuate ODS (see the section on treatment of hyponatremia
below). However, even appropriately slow correction can be
associated with ODS, particularly in patients with additional risk
factors; these include alcoholism, malnutrition, hypokalemia, and
liver transplantation.

Diagnostic Evaluation of Hyponatremia Clinical assessment of
hyponatremic patients should focus on the underlying cause; a
detailed drug history is particularly crucial (Table 53-1). A careful
clinical assessment of volume status is obligatory for the classical
diagnostic approach to hyponatremia (Fig. 53-5). Hyponatremia is
frequently multifactorial, particularly when severe; clinical evaluation
should consider all the possible causes for excessive circulating
AVP, including volume status, drugs, and the presence of nausea
and/or pain. Radiologic imaging may also be appropriate to assess
whether patients have a pulmonary or CNS cause for hyponatremia.
A screening chest x-ray may fail to detect a small-cell carcinoma of
the lung; computed tomography (CT) scanning of the thorax should
be considered in patients at high risk for this tumor (e.g., patients
with a smoking history).

Laboratory investigation should include a measurement of serum
osmolality to exclude pseudohyponatremia, which is defined as the
coexistence of hyponatremia with a normal or increased plasma
tonicity. Most clinical laboratories measure plasma Na+ concentration
by testing diluted samples with automated ion-sensitive electrodes,
correcting for this dilution by assuming that plasma is 93% water.
This correction factor can be inaccurate in patients with


