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Nonconvulsive Status Epilepticus  
Nonkonvulsif Status Epileptikus

ÖZET
Status epileptikus (SE), konvulsiv status epileptikus (KSE) ve 
nonkonvulsiv status epileptikus (NKSE) olarak iki grupta ele 
alınabilir. NKSE, klinik olarak 30 dakikadan fazla süren men-
tal durum ve davranış değişikliği ile şekillenen absans ya da 
kompleks parsiyel nöbetlerin bilincin açılamayacak kadar sık 
tekrarlaması veya sürekli devam etmesidir. Bilinç değişikliği 
temel özellik olmakla birlikte, affektif, bellek, kognitif, konuş-
ma, motor sistem, davranış ve psikiyatrik bozukluklar görü-
lebilmektedir. Elektroensefalogram (EEG) tek tanı koydurucu 
yöntemdir. Tüm SE’lerin yaklaşık %25’ini oluşturan NKSE’nin 
gerçek oranının daha yüksek olabileceği, bazen tanınamadığı 
düşünülmektedir. Nedenleri arasında merkezi sinir sistemi has-
talıkları (inme, enfeksiyon, travma, tümör) ve metabolik etken-
ler (hipoksi, renal hastalıklar, ilaç, antiepileptik ilaç aksatımı) 
yer almaktadır. Prensip olarak standart SE tedavisi uygulan-
maktadır. Akut tedavide kısa süreli benzodiazepinler ilk sırada 
tercih edilmektedir. Daha dirençli vakalarda fenitoin yükleme 
uygulanırken, çok dirençli olgularda barbitüratların yanısıra 
midazolam veya propofol de kullanılabilir. Biz acil servisimize 
değişken bilinç durumu ile başvuran ve NKSE tanısı koyduğu-
muz bir vakayı sunmayı amaçladık.
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leptikus; şüphe. 

SUMMARY
Status epilepticus (SE) can be divided into two subgroups, convul-
sive status epilepticus (CSE) and nonconvulsive status epilepticus 
(NCSE). NCSE is clinically characterized by recurrence or persistence 
of absence or complex partial seizures which unconsciousness per-
sists. Seizures are lasted more than 30 minutes, and accompanied 
by mental and behavioral changes. Although the main feature is 
the change of level of consciousness, affective, memory, cognitive, 
speech, motor systems, behavioral and psychiatric disorders can 
be also seen. Electroencephalography (EEG) is the single diagnos-
tic method in this situation. NCSE constitutes approximately 25% 
of all SE, however it is thought that sometimes it is misdiagnosed 
and the incidence of NCSE may be higher. The causes are disorders 
of central nervous system (stroke, infection, trauma, tumor), and 
metabolic factors (hypoxia, renal diseases, drugs, failure to use an-
tiepileptic drug). The treatment contains the standard therapy of 
SE. Short-acting benzodiazepines are preferred in initial treatment. 
For more resistant cases, loading of phenytoin is applied. If there is 
no response to treatment, midazolam and propofol additionally to 
barbiturates can be used. We aimed to present a case admitted to 
our ED with altered mental status and diagnosed as NCSE that is 
under-diagnosed.
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sive status epilepticus; suspicion. 
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Introduction
Status epilepticus (SE) is divided into two groups as convul-
sive status epilepticus (CSE) and non-convulsive status epi-
lepticus (NCSE).[1,2] NCSE is a state of unconsciousness due to 
continuation or frequent recurrence of seizures.[3] Clinically, 

it is associated with altered mental status and behavioral 
changes lasting more than 30 minutes.[3] NCSE occurs in 
two ways as generalized absence (ASE) and complex parti-
al (CPSE).[3] NCSE constitutes approximately 25% of all SE.[2]

The rate is thought to be higher than the actual number 



because of under-diagnosis.[2] The diagnosis is difficult be-
cause the patients with NCSE demonstrate a wide variety of 
clinical manifestations. Initially, the diagnosis must be con-
sidered and electroencephalography (EEG), the test for defi-
nitive diagnosis, should be applied in all suspected cases in 
emergency department (ED).[4] We aimed to present a case 
admitted to our ED with AMS and diagnosed as NCSE that is 
under-diagnosed.

Case Report
A 41-year-old male patient was brought to our ED with the 
complaint of AMS without an epileptic attack. His family sta-
ted that he has a diagnosis of epilepsy since 11 years old and 
has been on phenytoin 100 mg tablet (Eptantoin®) twice a 
day. There was no additional medication. On the admission 
day, the patient was apathetic, and his level of conscious-
ness decreased progressively. His previous attacks were si-
milar and began with these symptoms: contractions of body, 
foam at the mouth, and sometimes urinary incontinence. 

However, there were no contractions and urinary inconti-
nence on this admission. The patient’s vital signs, blood tests 
and computed tomography of brain were in normal range. 
He was consulted to neurology. The EEG showed bilaterally 
synchronic multiple paroxysms of spike-spike waveforms 
which were spreading through both hemispheres (Figure 
1). The patient admitted to neurology clinic with diagnosis 
of NCSE. Diazepam 0.15 mg/kg IV was given and phenytoin 
200 mg/day orally was continued. Levetiracetam tablet star-
ted with dose of 1000 mg twice a day. After the treatment, 
the patient was recovered and the new EEG showed no pat-
hologic waves. His treatment was arranged and the patient 
was discharged 7th day of admission.

Discussion
NCSE is defined as a clinical state consistent with unexplai-
ned change in behavior and mental status.[4] Simultaneous 
EEG reveals seizure activity but not accompanied by con-
vulsions.[4] The incidence may vary 15-60/100000 years.[4] In 

Figure 1. The EEG showed bilaterally synchronic multiple paroxysms of spike-spike waveforms which were spreading through both he-
mispheres.
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a study by Labar et al.,[1] they diagnosed NCSE in 10 of 141 
(7.1%) patients between the ages of 65-95 who admitted 
to the epilepsy center for one year. The first epileptic attack 
may be a form of NCSE in one third of cases with NCSE.[5]

The main clinical signs of NCSE are changes in mental sta-
tus such as tendency to sleep, confusion, and especially lack 
of attention to the place, time and people.[6] Statement of 
fluctuating confusion or delirium may be accompanied by 
psychiatric symptoms such as agitation, impulsivity, and 
aggressiveness, and clinical symptoms such as decreased 
speech, mutism, echolalia, a blank look, eye blinking, swal-
lowing, complex automatisms, periorbital, facial or laterally 
myoclonus, new and unexplained various behaviors in da-
ily living, unsuitable laughing , crying or singing, anorexia, 
severe fatigue and reluctance, nistagmoid eye movements, 
aphasia, and unexplained somnolence.[4] In our case, there 
were AMS, somnolence, confusion, and apathic appearance 
when presented to the ED.

NCSE can be seen in a person who had no history of epilepsy 
before.[4] NCSE should be suspected in patients with AMS 
whether there is history of seizures or not before and neuro-
logical evaluation with EEG should be performed.[4]EEG fin-
dings of NCSE include focal or generalized periodic laterali-
zed epileptiform discharges, bilateral independent periodic 
lateralized epileptiform discharges, periodic epileptiform 
discharges and generalized triphasic waves.[3] Our case was 
admitted to ED with complaints of lethargy and apathy. EEG 
showed multiple spike and spike-wave paroxysms with fre-
quent intervals.

Causes of NCSE include central nervous system disorders 
(stroke, infection, trauma, and tumor), metabolic factors 
(hypoxia, renal diseases, menstruation, drugs) and inade-
quate using of anti-epileptic drugs.[1] Encephalopathy, toxic 
and metabolic disorders, various epileptic and psychiatric 
syndromes have been reported in differential diagnosis. The 
diagnosis is difficult because of a large number of atypical 
symptoms.[7] Our patient’s family stated that he had not used 
antiepileptic drugs regularly especially for the last 6 months.

The treatment contains standard SE therapy. Benzodiazepi-
nes are first preferred agents in acute treatment.[8] Treatment 
is continued with the loading of phenytoin in CPSE cases 
which is considered more resistant and dangerous. Pheny-

toin may be harmful to patients with ASE. Barbiturate may 
be applied for patients with resistant CPSE, and intravenous 
valproic acid treatment can be applied to patients with ASE. 
Although it is rare, for patients with highly resistant NCSE, 
midazolam and propofol can be used in addition to barbitu-
rates.[9] Initially 0.15 mg/kg dose of diazepam was adminis-
tered to our patient. Intravenous 2000 mg loading dose of 
levetiracetam was given followed by 1000 mg tablet twice a 
day. Phenytoin was continued. On the second day, the pati-
ent began to improve clinically. The patient was completely 
recovered and discharged on the 7th day.

In conclusion, patients with AMS may admit to ED with dif-
ferent reasons. In such patients, NCSE should be considered 
in addition to the various reasons of AMS. We recommend 
rapid EEG assessment in ED for definite diagnosis. 
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