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PSH-AM scale can be used in the diagnosis of paroxysmal sympathetic hyperactivity syndrome caused by severe
brain injury TANG lLu, Jiang Bo-tao, ZHANG Dan, PENG Xu, TAN Hong " . Department of Neurology Intensive Care U-
nit, Changsha First Hospital, Changsha 430100, China
Corresponding author: TAN Hong, E-mail: tanhongl968@ qq. com

Abstract Objective: To explore the clinical characteristics, diagnosis and treatment strategy of patients with paroxys-
mal sympathetic hyperactivity (PSH) caused by severe brain injury (SBI). Methods: A total of 259 patients with acquired
brain injury who were admitted to the Department of Neurology Intensive Care Unit of Changsha First Hospital from May 2016
to October 2018 were selected. All patients were assessed by the Paroxysmal sympathetic hyperactivity-Assessment measure
(PSH-AM) scale. A total of 5 cases of SBI were complicated with PSH, and age, sex, etiology, clinical symptom, and la-
boratory examinations were analyzed. Results: Among 5 cases of SBI with PSH, 4 cases were males and one was female;
Their ages ranged from 17 to 63 years old. The primary disease was brainstem infarction in 2 cases, brainstem hemorrhage in
1 case, tuberculous meningoencephalitis in 1 case, and pineal germ cell tumor after surgery in 1 case. All 5 patients were
given electroencephalogram examination, and no epileptic waves were observed. The neuroimaging examination showed that
brainstem injury existed. Anti-epileptic treatment was ineffective. The combined use of benzodiazepines, B-receptor blockers
and dopamine receptor agonists obtained a good effectiveness on PSH. Four cases were completely controlled and one case
died. Conclusions: SBI can lead to PSH. PSH-AM can be a useful diagnostic tool for PSH. Antiepileptic therapy for PSH is
ineffective.
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