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Analysis of Risk Factors in Status Epilepticus Patients
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ABSTRACT Objective: To investigate the risk factors of Status Epilepticus. Methods: Retrospective analysis was used to analyze
the clinical data of SE patients from Department of Neurology of Xijing Hospital between January 1999 and November 2009. Logistic
regression analysis was performed to determine significant contributors to SE. Results: 98 cases of SE patients were chosen, the data
shows that men, adult and CSE patients are at higher risk than that of women, children and NCSE respectively. Logistic regression shows
that the main risk factors for SE were central nervous system infections(OR of 4.74), cerebro-vascular diseases(OR of 3.93),brain injury
(OR of 1.84). Conclusion: The main risk factors of Status Epilepticus are central nervous system infections, cerebro -vascular diseases
and trauma. The upper respiratory infection with fever may be the most frequently incentive of Status Epilepticus in patients with
epilepsy history. To avoid the trauma, prevent infection, adhere to take antiepileptic drugs in epilepticus patients, reduce various adverse
incentives are the key measures to prevent SE.
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Tablel Variables and assignment of the relevant factors

Factors Variables Assignment
=0 =1 =2 =3
X,
Central nervous system infections No=0,light=1,medium=2,heavy=3
=0 =1
X,
Brain injury No=0,Yes=1
=0 =1
X
Cerebr-ovascular diseases CVD No=0,Yes=1
=0 =1
X
Brain tumor No=0,Yes=1
=0 =1
Xs
Birth injury No=0,Yes=1
=0 =1
X
Encephalodysplasia No=0,Yes=1
=0 =1
. X5
Family history of epilepsy No=0,Yes=1
=0 =1
Xy
Toxic or metabolic block No=0,Yes=1
SE v SE =0 SE =1
Whether or not SE happened Not SE=0,SE=1
) 1.00 x*=32.653 P<<0.05 .
52 46 x*=0.735 P>
2.1 0.05 . SE CSE 81 NCSE 17 CSE
SE 98 NCSE x*=83.592 P<<0.05 . 47 51
2, 1~78 263+ 16.9 SE x*=0.327 P>0.05 , 1
21 x=32.653 P<0.05 . SE 95 SE 3
98 SE 69 29 2.79 :
2 SE
Table2 Demographic characteristics and type of SE
SE SE type* Sex(M/F)* Living environment.0 Age*
Variabls CSE NCSE Male Female City Country Children Adults
Numbler 81 17 69 29 52 46 29 69
Percentage 82.65 17.35 70.41 29.59 53.06 46.94 29.59 70.41
o’ 83.592 32.653 0.735 32.653
* P<0.05 <14 > 14

* P<C0.05; Children, age < 14years; Adults, age > 14 years

22 SE 25 25.51%
221 98 SE 32 N °
66 SE 3,

CNS 33.67%  SE
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Table 3 Risk factors of SE

Risk factors Cases Risk factors Cases
CNS infections 33 Cerebro-vascular diseases 10
Viral 29 Large area cerebral infarction 6
Bacterial 2 Lobar hemorrhage 2
Parasitical 2 Subarachnoid hemorrhage 2
Brain injury 17 Cerebrovascular malformation 4
Light 9 Congenital hydrocephalus 3
Heavy 8 Toxic 3
Birth injury 5 Tuberous sclerosis 3
Family history of epilepsy 5 Brain tumor 4
Encephalodysplasia 2 Cryptogenic 32
2.2.2 SE Logistic logistic SE Logistic
P<<0.05 o 4, CNS
Logistic o Logistic . 3 OR
SE CNS X, . CNS N N - Logistic
X5 . X5 X6 X, 5 Logit P=-1.264 + 1.557X,+ 1.367X;+ 0.610 X,,
P<<0.05 . SE 5
4 SE

Table4 Results of multivariate analysis from SE

Factors B S.E Wald Sig Exp(B) 95.0%C.Lfor EXP(B)
Lower Upper
CNS infections 1.557 0.336 21.509 0.000 4.743 2.457 9.156
Brain injury 0.610 0.188 10.533 0.001 1.841 1.273 2.662
CVD 1.367 0.530 6.662 0.010 3.925 1.390 11.086
Constant -1.264 0.169 56.121 0.000 0.283
223 47 SE 15-39% 1L SE N
19 10 N N
7 2 2 2 N N {3141
3 SE -
3 o
70.41%  29.59%
SE usm SE
. SE N N
CNS N ,Chin ® SE
N 40
B SE - SE CSE  82.65% NCSE SE
CNS N 17.35% NCSE SE 5%
N N N N ~49% 1136l NCSE SE
N N NCSE -
N N N Bl SE Shinnar 0¥ 40-60% SE
( SE ) CNS N N
o o CNS SE 33
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