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The analysis on 12 cases of acute disseminated encephalomyelitis

SONG Zhao-hui, WANG Rui-jin, ZHANG Shan-chao, LIU Lei, DAI Fei-fei, WANG Jia-wei

Department of Neurology, Beijing Friendship Hospital, Capital Medical University, Beijing 100050, China
Corresponding author: WANG Jia-wei (Email: wangjw2000@yahoo.com.cn)

[Abstract]  Objective To study the clinical features and treatment of acute disseminated
encephalomyelitis (ADEM). Methods All patients admitted with ADEM during May 1990 to Dec 2010
were included in the study. Clinical data of 12 cases with ADEM were reviewed and analysed. The diagnosis
of ADEM was made based on the clinical presentation, suggestive MRI and auxiliary examination findings.
All patients were treated with intravenous steroids or immunoglobulins (IVIg). Results The sample
consisted of 10 men and 2 women. The oldest patient was 69 years old and the youngest was 6 years old.
Six patients had definite upper respiratory tract infection preceded the onset of neurological symptoms,
3 patients had non-specific fever, 1 patient had measles vaccination, 1 patient had measles prior to the
onset 4 months ago. No preceding illness and vaccination occurred in 1 patient. The common presenting
symptoms were fever, nausea, vomiting, headache. Neurological manifestations included cranial nerve
involvement (the abducent nerve was the most common cranial nerve involved), paralysis (include hemiplegia,
quadriplegia, paraplegia), altered sensorium, bladder involvement (both incontinence and retention), meningeal
irrigation sign and conscious disturbance. Conclusion Despite the serious manifestation, ADEM in patient
has good immediate outcome. Early diagnosis and treatment should be emphasized.
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Table 1. The laboratory findings in 12 ADEM patients
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Figuer 1
encephalomyelitis (ADEM).

lobe (Panel 1b and 1c)
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Magnetic resonance imaging (MRI) of the brain in a patient with acute disseminated
TiWI shows multifocal areas of isointensity in both hemispheres
involving thalami, and subcortical white matter of frontal lobe, hypointensity in both basal ganglia
(Panel la). T,WI and FLAIR all show multifocal areas of hyperintensity in both hemispheres
involving thalami, basal ganglia, periventricular white matter and subcortical white matter of frontal
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Figuer 2 Cervical spinal cord lesions in a patient with ADEM. T,WI shows low spinal lesion with abnormal signal patch (Panel 2a).
ToWI shows high spinal lesion with abnormal signal patch from C; to T, (Panel 2b). The cervical spinal cord lesions disappeared after

therapy (Panel 2¢ and 2d)
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AR LTS T 5 LG g
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oculopharyngeal muscular dystrophy(OPMD)
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L2 TR
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RN AZ & acetylcholine receptor( AChR)
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acetylcholine receptor antibody(AChRAb)
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indocyanine green angiography(ICGA)
38— 4 LA A  inducible nitric oxide synthase(iNOS)
Jit e i3 Je B 22 O VA Ak

primary progressive multiple sclerosis( PPMS)
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ethylenediaminetetraacetic acid(EDTA)
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RESEHE  lipooligosaccharide(LOS)
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Chinese Ischemic Stroke Subclassification(CISS)
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spontaneous carotid cavernous fistula(SCCF)
Ehlers-Danlos 255 fiE. Ehlers-Danlos syndrome(EDS)
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