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Status Epilepticus in Adult Hospitalized Patients
: Cause and Clinical Outcome
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Backgroud and Purpose : Status epilepticus (SE) is one of the major neurological emergency that requires
immediate treatment to avoid significant morbidity and mortality. Thus, understanding the cause,
features and prognosis of SE is important for the evaluation and treatment of this condition. We
retrospectively reviewed the possible cause and clinical outcome of adult patients treated for SE at the
Hallym University Hospital from 1994 to 1998. Methods - For the identification of patients, we searched the
data bank for patients meeting criteria of SE who were 18 years or older, and their medical records were
reviewed. We also investigated the relationships between cause, response to anticonvulsant therapy and
short-term clinical outcome. Resuits - The selected 127 patients were 84 males and 43 females, aged 18
to 85 years (mean age : 49.5 years). The possible etiologies of SE were withdrawal of AED (=27, 21.
3%), anoxia (=22, 17.3%), CNS infection (n=20, 15.7%), stroke (n=16, 12.6%), alcohol-related (n=15,
11.8%), metabolic (=8, 6.3%), unknown (=7, 5.56%), drug intoxication (n=5, 3.9%), trauma (=4, 3.
29%) and cerebral tumor (n=3, 2.4%). In 77 patients (=77, 60.6%), SE was successfully aborted with
first-line therapy, which usually included diazepam with or without phenytoin. The good responders to
AEDs occurred in patients with AED withdrawal, alcohol-related, stroke, unknown, and trauma. The
poor response related to anoxia, drug intoxication and CNS infection. Seventy nine patients (62.2%) had
good outcome, but nineteen patients (14.9%) were died. Anoxia, drug intoxication, CNS infection and
metabolic abnormalities were associated with particularly poor outcome compared with other etiologies.
Condlusions : This study indicates that the etiology of SE may help predict both the initial response to drug
therapy and short-term clinical outcome. (J Korean Epilep Soc 3 : 174-179, 1999)
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Table 1. Possible causes of status epilepticus

Causes of status Number of patients (%)

AED withdrawal 27 (21.3)
Anoxia 22 (17.3)
CNS infection 20 (15.7)
Cerebrovascular accident 16 (12.6)
Alcohol-related 15 (11.8)
Metabolic 8 (6.3)
Drug intoxication 5(3.9
Trauma 4 (3.2)
Cerebral tumor 3(24)
Unknown 7 (5.5)

AED : antiepileptic drug
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Fig. 1. Relationship between the duration of status epilepticus and drug response. First line therapy responders were 77 patients. * : time in-

terval between onset of SE and initiation of therapy.
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Fig. 2. Relationship between the cause of status epilepticus and dr-
ug response. AEDW : antiepileptic drug withdrawal, AR : aicohol
related, CVA : cerebrovascular accident, UK : unknown, TA : trau-
ma, Tu : brain tumor, Meta : metabolic, CNSI : CNS infection, DI :
drug intoxication.
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Fig. 3. Relationship between the cause of status epilepticus and cl-
inical outcome. AEDW : antiepileptic drug withdrawal, AR : alco-
hol related, CVA : cerebrovascular accident, UK : unknown, TA :
trauma, Tu : brain tumor, Meta : metabolic, CNSI : CNS infection,
Dt : drug intoxication.
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