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The Rare Causes of Rhabdomyolysis;
Parainfluenza Virus type I Infection and Hypernatremia

Sook Hyun Park, M.D., Young Ju Hwang, M.D.
Min Hyun Cho, M.D. and Cheol Woo Ko, M.D.

Department of Pediatrics, Kyungpook National University School of Medicine, Daegu, Korea

Rhabdomyolysis, the clinical syndrome caused by the injury to skeletal muscle resulting in the
release of muscle cell contents into the systemic circulation, has been described in association

with various factors. The causes include crush injury, skeletal muscle overuse, heat, drug, abuse
of alcohols and metabolic disorders as well as several types of viral and bacterial infections. We

report two cases of rhabdomyolysis, which were complicated by uncommon causes, parainfluenza
virus type I infection and hypernatremia. (J Korean Soc Pediatr Nephrol 2009;13:261-266)

Key Words : Rhabdomyolysis, Parainfluenza virus type I infection, Hypernatremia
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Fig. 1. Changes of serum AST and myoglobin levels
during admission (Case 1).
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