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SPECIAL ARTICLE

Hyponatremia in Cirrhosis

Puth Muangpaisarn, M.D., M.Sc.

Department of Internal Medicine, Phrapokklao Hospital, Chanthaburi Province

ABSTRACT
Hyponatremia in cirrhosis is an unusual condition in general practice. However, it is frequently seen
in advanced cirrhosis that makes its management more complicated. Hypervolemic hyponatremia is the most
common type, especially in decompensated cirrhosis. The management in this setting depends on the
severity of hyponatremia. They are composed of fluid restriction, diuretic cessation, hypokalemia correction,
intravenous albumin infusion, arginine vasopressin receptor antagonist, hypertonic saline, and monitoring of
the increased rate of serum sodium for preventing complications.
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