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Paroxysmal autonomic nerve dysfunction after severe traumatic brain injury surgery:

four cases report and review of literature
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[Abstract] Paroxysmal autonomic nerve dysfunction is a relatively rare clinical syndrome, and is
clinically diagnosed based on the combined presence of sympathetic hyperactivity and parasympathetic
hyperactivity. Early diagnosis of paroxysmal autonomic nerve dysfunction is difficult because its early
clinical manifestations are complicated and varied, and it is easily misdiagnosed as central high fever,
hospital infection, and so on. The causes and mechanism of the disease are complex, and there is no
effective preventive measures. This paper will report 4 cases of patients with severe traumatic brain injury
(TBI) who suffered from episodes of this disease. The effective therapies include bromocriptine,
propranolol, physical cooling and hyperbaric oxygen therapy. The report also provides review of literature
about paroxysmal autonomic nerve dysfunction, in order to improve diagnosis and treatment of the disease.
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Figure 1 Cranial CT findings of Case 1 one month after injury. Low-intensity ischemic signal of hypothalamus was shown
(arrows indicate, Panel la). Low -intensity ischemic signal of midbrain was shown (arrow indicates, Panel 1b). Figure 2
Case 1 suffered from episodes of autonomic nerve dysfunction again 118 d after the brain damage. CT image revealed a
significant hydrocephalus and obvious enlargement of occipital horn of lateral ventricle (arrow indicates, Panel 2a) and frontal
horn of lateral ventricle (arrow indicates, Panel 2b). Figure 3 CT findings of Case 1 after ventricle-peritoneal shunt. CT
showed that the ventricle was obviously smaller than before (arrow indicates). Drainage tube could be seen located at the
occipital horn of lateral ventricle (Panel 3a). CT showed the ventricle was obviously smaller than before and was excessively

drained (arrow indicates, Panel 3b).
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