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[ Absiract] Objectives To investigute the CEEG pattemns of patients with eritical cerebrovascular disease and its relationship with the progno-
sis. Methods  Forty - two unconscious patients| Glasgow coma score <8) , including 16 patients with cerebral infarction and 26 patients with in-
tracerebral hemorrhage, were treated in neurological intensive care unit from March 2004 10 March 2005, All of the patients underwent CEEG mo-
niloring. Results The CEEG of the 42 patients with eritical cerebrovascular disease was markedly abnormal; Diffuse slowing activily was found in
13 patients, of which 3 patients died ; intermitient delta thythms in 3 patients, all of which survived; epileptiform activilies in 9 patients, of which
4 patients died; triphasic waves in 2 patients, of which | patient died; bursl - suppression pattern in | patient, who died ; monorhythmical activi-
ties in 3 patients, all of which died; low voltage output EEC in 6 patients, all of which died; focal aboormalities in 5 patients, all of which sur-
vived. Conclusion The CEEG patterns of patients with critical cerebrovascular disease are as follows; diffuse slowing sctivity, intermittent delta
chythms, epileptifom activities, tiplesic waves, borsd - suppression pattern, monothythmical activitiea { alpha coma, theta coma) , low vollage
output EEG and focal abnormalitics. Diffuse slowing activity, intermittent delta rhythms, focal abnomualities are associated betler prognosis,

whereas low veltage output EEG, monothythmical sctivilies and epileptiform activities are sssociated worse prognosis.
[ Key words] Continuous electroencephalogram{ CEEG ) ; Cerehrovascular discase; Clasgow coma score( GCS).
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