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Table 1 Glasgow Outcome Scale

(D Good recovery

(2 Moderate disability

(3 Severe disability

(@) Persistent vegetative state
(® Death

Patient can lead a full and independent life with or without minimal neurological deficits.
Patient having neurological or intellectual impairment but is independent
Conscious patient but totally dependent on others to get through the activities of the day

30

25

20

15

10

Number of patients

1519 2029  30-39 4049

50-59 6069  70-79  80-89 =90
Age groups

Fig. 1 Age-specific distribution of status epilepticus

NCSE (total)

Fig. 2 Percentage of CSE and NCSE
Absolute number and the ratio (%) in status epilepticus

CSE, convulsive status epilepticus. NCSE, nonconvulsive
status epilepticus.
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Table 2 Etiologies of status epilepticus and medical comorbidities in the study group

Etiology n (%) Medical comorbidity n (%)

Acute brain injury 16 (17.0) Liver dysfunction 7 (74)
CNS infection 7 (74) COPD 443
Cerebrovascular disease 6 (6.4) Malignancy 4 (4.3)
Head trauma 221 Hematologic disease 221
Brain tumor 1(1.1)

Acute metabolic abnormality 10 (10.6) Epilepsy n (%)
Hypoglycemia 33.2) With a history of epilepsy 36 (38.3)
Drug toxicity or withdrawal 332) Without a history of epilepsy 58 (61.7)
Hyponatremia 221
Uremia 1(1.1)

Adrenal insufficiency 1(1.1)
Hyperglycemia 1(1.1)
Chronic brain injury 53 (56.4)

History of CVD 29 (30.9)
Dementia 11 (11.7)
Mental retardation 7 (74)
History of head trauma 6 (6.4)
History of CNS infection 3(32)
History of head surgery 2(2.1)
Idiopathic 20 (21.3)

11 patients had more than one etiology.
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Table 3 Comparison of etiologies between CSE and NCSE

NCSE on admission or

" (;S(I?Z?I'ﬁy( % duri(r;g f%zﬁ}flj‘;)ﬁtion p Value
Acute brain injury
CNS infection 0(0) 7 (21.9) 0.00013
CVD 4 (6.5) 2(6.3) 097
Head trauma 2(32) 0(0) 0.3
Brain tumor 0(0) 1@3.1) 0.16
Acute metabolic abnormality
Hypoglycemia 0(0) 3(94) 0.014
Drug toxicity or withdrawal 232 1(3.1) 0.98
Hyponatremia 1(1.6) 13.1) 0.63
Uremia 1 (1.6) 0(0) 047
Adrenal insufficiency 0(0) 1(3.1) 0.16
Hyperglycemia 1(1.6) 0(0) 047
Chronic brain injury
History of CVD 22 (35.5) 7 (21.9) 0.18
Dementia 8 (12.9) 3(94) 0.61
Mental retardation 7 (11.3) 0(0) 0.048
History of head trauma 58.1) 13.1) 0.35
History of CNS infection 3 (4.8) 0(0) 0.21
History of head surgery 0(0) 2 (6.3) 0.047
History of epilepsy 31 (50.0) 5 (15.6) 0.0012

CSE, convulsive status epilepticus. NCSE, nonconvulsive status epilepticus.

CVD, cerebrovascular disease.

Poor
outcome

Death |
8
(8.5%)

Good
outcome

Fig. 3 Prognosis of status epilepticus
Absolute number and the ratio (%) in status epilepticus
Good outcome means the same Glasgow Outcome Scale at
discharge as before admission. Poor outcome means worse
Glasgow Outcome Scale at discharge than before admission.
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Table 4 Univariate analyses of prognostic factors of status epilepticus

Good outcome

Poor outcome

m=70n%) (0=24n% PVaue
Age = 65 36 (51.4) 19 (79.2) 0.016
Men 43 (61.4) 12 (50.0) 0.34
NCSE on admission or during hospitalization 15 (214) 17 (70.8) < 0.0001
History of epilepsy 34 (48.6) 2 8.3 0.0005
Etiology
Acute brain injury
CNS infection 2(29) 5 (20.8) 0.004
CVD 1(14) 5 (20.8) 0.0007
Head trauma 2(29) 0(0) 041
Brain tumor 1(1.4) 0(0) 0.55
Acute metabolic abnormality
Hypoglycemia 2 (29) 14.2) 0.77
Drug toxicity or withdrawal 34.3) 0(0) 0.3
Hyponatremia 229 0(0) 041
Uremia 0(0) 14.2) 0.09
Adrenal insufficiency 1(1.4) 0(0) 0.55
Hyperglycemia 1(1.4) 0(0) 0.55
Chronic brain injury
History of CVD 20 (28.6) 9 (37.5) 041
Dementia 8 (11.4) 3(12.5) 0.88
Menal retardation 7 (10.0) 0(0) 0.11
History of head trauma 6 (8.6) 0(0) 0.14
History of CNS infection 3(4.3) 0(0) 0.3
History of head surgery 2(29) 0(0) 041
Medical comorbidity
Liver dysfunction 5(7.1) 2 8.3 0.86
COPD 4 (5.7 0(0) 0.24
Malignancy 2 (29) 2 (8.3) 0.24
Hematologic disease 0(0) 2 8.3 0.01

Table 5 Multivariate analyses of prognostic fac-
tors of status epilepticus

Odds ratio (95%CI)  p Value

Age = 65 7.81 0.067
NCSE on admission or 9.10 (2.07-39.9) 0.003
during hospitalization

History of epilepsy 0.19 0.11
CNS infection 8.65 0.12
CVD 23.8 (2.12-267) 0.01
Hematologic disease 10,670 0381
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Abstract

Clinical characteristics of status epilepticus in an emergency hospital:
importance of nonconvulsive status epilepticus

Hajime Yoshimura, M.D., Shin Takano, M.D., Michi Kawamoto, M.D.,
Minako Beppu, M.D., Nobuyuki Ohara, M.D., Junya Kobayashi, M.D.,
Akira Kuzuya, M.D., Hiroshi Yamagami, M.D. and Nobuo Kohara, M.D.
Department of Neurology, Kobe City Medical Center General Hospital

Although nonconvulsive status epilepticus (NCSE) is a major neurological emergency, its frequency and clini-
cal course are not well clarified. We investigated the clinical characteristics of status epilepticus focusing on the
significance of NCSE. One thousand seven hundred twenty-three patients were admitted as neurological emer-
gency cases in our hospital between October 2003 and September 2006. Of these cases, 94 (5.5%) were diagnosed
as status epilepticus of which, 24 (25.5%) were diagnosed with NCSE on admission. Moreover, 8 patients who pre-
sented with convulsive status epilepticus on admission had episodes of NCSE during hospitalization. Thus, 32 pa-
tients (34.0%) suffered from NCSE during their clinical course. We analyzed the prognostic factors of status epi-
lepticus using the Glasgow Outcome Scale. Poor outcome was significantly correlated with NCSE (p = 0.003) and
acute cerebrovascular disease (p = 0.010), independent of age, sex, history of epilepsy, and other etiologies. Our
study revealed that NCSE is not a rare condition and results in a poor outcome. Careful EEG evaluation of patients
with consciousness disturbance might increase the diagnostic accuracy of NCSE, and aggressive treatment of pa-
tients with NCSE should be necessary to improve the prognosis of NCSE.
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