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Diagnostic value and clinical characteristics of AEEG combined with SWI in patients
having brain multiple spongiform cavernous hemangioma with epilepsy predisposed
XIN Jiahou sSWANG Chunlin ,OU Jijun® ,YU Mingming WANG Qingsong
(Department of Neurology,No. 901 Hospital of People’s Liberation Army Joint Service
Sup port Unit s He fei s Anhui 230000, China)
[Abstract] Objective To investigate the diagnostic value and clinical characteristics of ambulatory elec-
troencephalogram (AEEG) combined with magnetic resonance imaging (MRI) and susceptibility weighted im-
aging (SWD) in patients having multiple spongiform cavernous hemangioma with epilepsy predisposed. Meth-
ods A total of 40 subjects having multiple spongiform cavernous hemangioma with epilepsy predisposed were
selected and examined by MRI,SWI,electroencephalogram (EEG) and AEEG,and imaging data was collected
for analysis. Results The number and the average area of lesions detected by SWI were better than that in
MRI (P<C0.05). The total abnormal rate detected by AEEG was significantly higher than that in EEG (P<C
0. 05). In patients with temporal lobe discharge, the corresponding diagnostic rate of SWI-AEEG was signifi-
cantly higher than that in SWI-EEG, T, WI-AEEG, T, WI-EEG, T, WI-AEEG and T, WI-EEG (P<C0. 05). Con-
clusion For patients with brain multiple cavernous hemangioma who are predisposed to epilepsy.a combina-
tion of SWI and AEEG can improve their diagnostic rate.

[Key words] hemangioma,cavernous,central nervous system;epilepsy;susceptibility weighted imaging;

magnetic resonance imaging;electroencephalogram
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