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Diagnosis and Treatment of Hyponatremia

Si-Wei Liou, and Yu-Hwang Shu
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Sodium ions (Na +) in the body rely on the rapid conversion of osmotic activity between cells, and the kidneys
regulate the daily excretion of sodium ions to maintain acute and chronic constant. However, hyponatremia is mainly
caused by water retention. Hyponatremia increases the morbidity and mortality of hospitalized patients, leading to
dizziness, unconsciousness, and even coma, so how to diagnose and treat hyponatremia is the subject of this article.
The kidney is the terminal organ that processes water and electrolytes. We can make a diagnosis by observing the
performance of the kidney in urine. Continuous observation of urine sodium excretion (sodium (Na +) excretion),
blood osmotic pressure, and urine uric acid excretion rate, plus changes in body fluid volume can further identify
the original cause. Low urine sodium ion excretion may be caused by insufficient effective volume, polydipsia, loss
of intestinal sodium ions, or previous excessive excretion of the kidneys. The high urine sodium excretion is usually
combined with an increase in water channels, hormonal disorders, and diuretic use. The treatment of hyponatremia
mainly depends on the degree of hyponatremia, the speed of causing hyponatremia, clinical symptoms, underlying
causes, and other related potential risk factors. (J Intern Med Taiwan 2020; 31: 318-324)



