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Case report : Suspected paroxysmal sympathetic hyperactivity
following hypoxia

Tomoko FUJIMOTO, Yasushi FUKUTA, Michihisa KATO

1) Division of Anesthesiology, Tokushima Red Cross Hospital

2 ) Division of Emergency, Tokushima Red Cross Hospital

We present a case in which paroxysmal sympathetic hyperactivity developed following cardiopulmonary arrest,
secondary to hypoxic brain fever.

Case : While being transported to our hospital, a 38-year-old woman with suspected interstitial pneumonia under-
went a cardiac arrest with loss of circulation for approximately 20 minutes. Following the resumption of spon-
taneous circulation, she developed hypoxic brain fever. The patient was intubated and managed under sedation;
however, symptoms of desudation, tachycardia, tachypnea, and high blood pressure occurred during physique con-
version or enteral feeding. The attack occurred during sedation, the anticonvulsant medication was continued, and
paroxysmal sympathetic hyperactivity (PSH) was suspected. PSH is an under-recognized, yet important, source of
complications following brain injury. The timely recognition of the clinical presentation of PSH is therefore im-
portant for intensivists. Differentiation of PSH from withdrawal syndrome is necessary but practically difficult. We

report this valuable case and add consideration from the literature.
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