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Objective: The prognosis of status epilepticus (SE) is highly related to the underlying

etiology. Inflammation of the central nervous system (CNS), including infection and

autoimmune encephalitis, is one of the treatable conditions causing SE. The initial

presentation of infectious and autoimmune CNS disorders can be quite similar, which

may be difficult to differentiate at the beginning. However, treatment for these entities

can be quite different. In this study, we aim to identify the differences in clinical features

among patients with infectious and autoimmune SE, which could help the clinicians to

select initial investigation and ensuing therapies that may improve overall outcomes.

Methods: This was a retrospective study that included 501 patients with SE within a

period of 10.5-years. Patients with inflammatory etiology were collected and separated

into infectious and autoimmune SE. The symptoms at onset, SE semiology, status

epilepticus severity score, and END-IT score at admission, treatment for SE, and

outcome (modified Rankin Scale) on discharge and last follow-up were recorded. Data on

the first cerebrospinal fluid, electroencephalography, and magnetic resonance imaging

were also collected.

Results: Forty-six (9.2%) of the 501 patients had SE with inflammatory etiology.

Twenty-five (5%) patients were autoimmune SE and 21 (4.2%) were infectious SE.

Patients with autoimmune SE have younger age and female predominance. As for

clinical presentations, psychosis, non-convulsive SE, and super refractory SE were more

common in patients with autoimmune SE. Nevertheless, the prognosis showed no

difference between the two groups.

Conclusion: The different initial clinical presentations and patient characteristics may

provide some clues about the underlying etiology of SE. When inflammatory etiology is

suspected in patients with SE, younger age, female sex, psychosis, non-convulsive SE,

and super refractory SE are clinical features that suggest an autoimmune etiology.
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INTRODUCTION

Status epilepticus (SE) is a neurological emergency
associated with significant morbidity and mortality that usually
requires admission to an intensive care unit (1–3). The goal when
treating SE is to terminate the clinical and electrographic seizure
activities as soon as possible (4). Even though antiepileptic drugs
(AEDs) can be used to control seizures (5), the prognosis of
SE is highly related to age and the underlying etiology (6–8).
To further improve outcomes, targeted management of the
underlying causes may be required (4, 9).

Brain inflammation can also cause SE (10, 11), including
central nervous system (CNS) infections and autoimmune
encephalitis (12). These conditions can be treated and may
result in significantly different outcomes (13–15). Altered mental
status is the most common initial presentation of inflammatory
SE (12). However, it is an ambiguous sign that provides little
information on the underlying etiology. Currently available
investigations could help in initial differential diagnosis but
have some limitations. Laboratory tests such as bacterial or
viral culture, polymerase chain reaction (PCR) for specific
pathogens, or autoantibody testing may not be immediately
available (13, 16) and the results may take a few days or
weeks to return. Cerebrospinal fluid (CSF) studies are useful to
confirm the diagnose of bacterial infections, but are less effective
in distinguishing between viral infections and autoimmune
processes (13, 17). Magnetic resonance imaging (MRI) can
provide evidence of CNS inflammation, but not the underlying
cause of the inflammation (18). Electroencephalography (EEG)
may sometimes show patterns that suggest a specific diagnosis,
such as extreme delta brush in patients with anti-N-methyl-D-
aspartate (NMDA) receptor encephalitis, but the findings are
mostly non-specific (19).

Only two studies have specifically addressed the differences
between infectious and autoimmune etiology. Spatola et al.
were the first to report that patients with an infectious etiology
were older in age and had a more severe clinical presentation
at first encounter (20). Subsequently, Shin et al. found that
patients with an autoimmune etiology were younger (11).
Herein, we retrospectively reviewed our patients with SE and
an inflammatory etiology over a 10.5-year period. We aimed
to identify the presenting factors that may assist clinicians in
differentiating the two entities earlier, which may lead to faster
targeted treatment and better patient outcomes.

MATERIALS AND METHODS

Study Design
We retrospectively reviewed the medical records of all patients
with SE admitted to the Neurological Intensive Care Unit at
Kaohsiung Chang Gung Memorial Hospital between January
2006 and July 2016. This study was approved by the Chang Gung
Medical Foundation Institutional Review Board.

Definitions and Criteria
SE was defined as 5min or more of continuous clinical and/or
electrographic seizure activity or recurrent seizure activity

without recovery (returning to baseline) between seizures (21).
Refractory SE was defined as SE not responded to first-line
therapy (benzodiazepine) or second-line therapy and requiring
general anesthesia (22). Super refractory SE was defined as SE
continues 24 h or more after the onset of anesthesia, including
those cases in which the SE recurs on the reduction or withdrawal
of anesthesia (22). The semiology and etiology of SE were
classified according to the International League Against Epilepsy
Task Force report (23).

Inflammatory SE was defined as SE due to acute inflammation
of the brain parenchyma, with or without the involvement of the
meninges (12), and further divided into SE due to CNS infection
and autoimmune SE. Autoimmune SE included autoimmune
encephalitis and systemic autoimmune disorders causing SE (23).
Patients with an identified etiology for SE such as cerebrovascular
disease, intracranial tumor, head trauma, metabolic disturbance,
alcohol-related, AED withdrawal, neurodegenerative disease,
mitochondrial disease, and medically refractory epilepsy were
excluded. Patients with an unknown etiology and those without
CSF data were also excluded from this study.

Autoimmune SE was defined as suggested by previous experts’
consensus (16):

1. Subacute onset (rapid progression of fewer than 3 months) of
working memory deficits (short-term memory loss), altered
mental status, or psychiatric symptoms.

2. At least one of the followings:

• New focal CNS findings
• Seizures not explained by a previously known seizure

disorder
• CSF pleocytosis (white blood cell count of more than five

cells per mm3)
• MRI features suggestive of encephalitis

3. Reasonable exclusion of alternative causes

SE patients who had positive neuronal surface auto-antibodies
testing (EUROIMMUN, Autoimmune Encephalitis Mosaic 6
assay, Germany) in serum or CSF were also considered as
autoimmune SE.

Infectious SE was diagnosed if microbiologic studies
demonstrated an infectious agent. Those without evidence of
microbiologic studies would have to fulfill one of the underlying
criteria (20): (1) fever>38.5◦C, (2) increased white blood cell
count or C-reactive protein, (3) findings highly suggestive of a
bacterial infection, such as turbid CSF, neutrophilic pleocytosis,
or low CSF to serum glucose ratio (<0.5), or (4) clinical picture
suggestive of a viral origin plus lymphocytic pleocytosis on CSF
study with positive PCR result or serology test shows a 4-fold
increase of viral antibodies 3 weeks after the onset of illness (24).

Clinical information was recorded using a standardized
evaluation form, including the symptoms at onset, SE semiology
and classification, status epilepticus severity score (STESS)
(25) and the END-IT score (26) at admission, treatment for
SE, and outcome at discharge and last follow-up. A STESS
score ≥3 (25) or an END-IT score ≥3 (26) suggested a poor
outcome. Data on the first acquired CSF, EEG, and MRI
studies were collected. The EEG was described according to
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FIGURE 1 | Study population and etiologies of status epilepticus.

the 2012 American Clinical Neurophysiology Society’s (ACNS)
Standardized Critical Care EEG Terminology (27), which
we categorized into background slowing activity, sporadic
epileptiform discharge, periodic discharge, and electrographic
seizures (11). MRI findings including the location and symmetry
of signal changes on fluid-attenuated inversion recovery (FLAIR)
and diffusion-weighted imaging (DWI) were recorded (10).
Clinical outcomes at discharge and the last follow-up were graded
using the modified Rankin Scale (mRS). A good outcome was
defined as an mRS score <3 and a poor outcome was defined as
an mRS score≧3.

Statistical Analysis
Statistical analyses were performed using the IBM SPSS
Statistics for Windows (version 22; IBM Corp., Armonk, NY,
United States). To compare demographic data between infectious
and autoimmune groups, categorical variables were assessed
using Chi-square or Fisher exact tests, and continuous variables
were compared using the Mann-Whitney U-test. p < 0.05 was
considered as statistically significant.

RESULTS

During the 10.5-year study period (January 2006–June 2016),
501 patients with SE were reviewed, of whom 46 (9.2%) had
an inflammatory etiology, including 25 females (54.3%) and 21
males (45.7%). Of the excluded patients, 237 had cerebrovascular
disease, 77 had metabolic disturbances, 43 had head trauma,
39 had intracranial tumors, 11 had AED withdrawal, 11 had
alcohol-related SE, three had neurodegenerative diseases, two
had mitochondrial diseases, and three had medically refractory
epilepsy. Of the three patients with medically refractory epilepsy,
two had Dravet syndrome and one had focal cortical dysplasia.

Patients without CSF data (n = 21) and those with an unknown
etiology (n= 8) were also excluded (Figure 1).

The clinical characteristics of the 46 patients with
inflammatory SE are presented in Table 1. Among the 46
patients, 25 (54.3%) had autoimmune SE, and 21 (45.7%) had
infectious SE. In the patients with autoimmune SE, five were
related to anti-NMDA receptor encephalitis, four were related
to Hashimoto encephalopathy, one was related to CNS lupus,
one was related to anti-collapsin response mediator protein 5
encephalitis, and 14 were diagnosed according to the criteria
of autoimmune encephalitis (16). Of these 14 patients, five
had received cell-based anti-neuronal antibody assays with
negative results. The remaining nine patients did not receive
anti-neuronal auto-antibody tests as the test was not available at
the time of diagnosis. With regards to the patients with infectious
SE, six had bacterial infections, 12 had viral infections, two had
cryptococcal meningitis, and one had Creutzfeldt-Jakob disease.

The clinical features of infectious and autoimmune SE are
compared in Table 2. The median age at onset of the patients
with autoimmune SE was younger than that of the patients with
infectious SE (32 vs. 56, p= 0.015), and more of the patients with
autoimmune SE were female compared to those with infectious
SE (68.0 vs. 38.1%, p = 0.043). The initial presentation of both
groups was similar, including the STESS and END-IT score at
admission, onset symptoms, and latency of seizures after the
initial symptoms. Psychosis was the presenting symptom only
in the autoimmune SE group (24.0 vs. 0.0%, p = 0.025) and
non-convulsive SE was more prevalent among the patients with
autoimmune SE compared to those with infectious SE (32.0
vs. 4.8%, p = 0.027). Refractory SE occurred more commonly
in the autoimmune SE than in the infectious SE group, but
the difference was not statistically significant (88.0 vs. 66.7%,
p = 0.081). Super refractory SE was more common in the
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autoimmune SE group than in the infectious SE group (41.3
vs. 19.0%, p = 0.007). The number of AEDs used was similar
between both groups, but the use of general anesthesia was more
common in the autoimmune SE group than in the infectious
SE group (64.0 vs. 23.8%, p = 0.006). However, the duration of
admission or ICU stay, mRS score at discharge, and mortality
rate during admission were similar between the two groups. The
sensitivity and specificity for STESS to predict the outcome at
discharge were 70.6 and 44.8%, respectively, compared to 68.8
and 45.5% at last follow-up. The sensitivity and specificity for
the END-IT score to predict the outcome at discharge were
9.4 and 100.0%, respectively, compared to 21.4 and 100.0% at
last follow-up.

The results of CSF and EEG are presented in Table 3 and
the MRI findings are summarized in Table 4. Patients with
infectious SE had a higher median CSF protein level (93.0 mg/dL
vs. 34.8 mg/dL, p = 0.014), higher median white blood cell
count (20 vs. 3 cell/mm3, p = 0.011), higher percentage of
neutrophilic predominance (52.9 vs. 15.4%, p = 0.034), and
higher percentage of low CSF/blood glucose ratio (56.3 vs. 24.0%,
p = 0.036) compared to the patients with autoimmune SE,
who had a higher percentage of lymphocytic predominance
(84.6 vs. 47.1%, p = 0.034). There was no significant difference
in IgG index between the two groups. The autoimmune SE
group tended to have a higher rate of background slowing
activity in the first EEG, but the difference between autoimmune
and infection was not statistically different (56.0 vs. 28.6%,
p = 0.081). The presence of sporadic epileptiform discharge,
periodic discharge, or electrographic seizure was similar among
the two groups in the first EEG study. With regards to the
first MRI findings, an abnormal FLAIR signal was observed
in 11 patients with autoimmune SE and eight patients with
infectious SE. A restricted diffusion signal on DWI was found
in 14 patients with autoimmune SE and 10 patients with
infectious SE. However, there were no significant differences
in abnormalities in the FLAIR and DWI signals between
the two groups. Detailed descriptions of the locations of
the abnormal signals on FLAIR and DWI are presented
in Table 4.

DISCUSSION

Inflammatory SE is a previously under-recognized subgroup of
SE. In the current study, 9.2% of all cases of SE were related to
an inflammatory etiology, which is in accordance with previous
studies (range from 6 to 12.8%) (11, 20). Inflammatory SE has two
main etiologies, infectious, and autoimmune SE, which is at times
difficult to differentiate at the initial presentation. We found
that younger age, female sex, the presence of psychosis, non-
convulsive SE, lymphocytic predominance in CSF were more
commonly observed in the patients with autoimmune SE, while
a high CSF total protein level, pleocytosis, and reduced glucose
ratio were more common in those with infectious SE. EEG and
MRI are important tools to confirm the diagnosis of SE and
exclude structural lesions (19, 28), but were not particularly
helpful in the current study.

TABLE 1 | Demographic data of inflammatory SE patients.

Patients (n = 46)

Onset age (years) 45 (28–60)

Female 25 (54.3)

Onset symptom

Fever 24 (52.2)

Decreased consciousness 17 (37.0)

Seizure 10 (21.7)

Upper respiratory tract infection 8 (17.4)

Headache 6 (13.0)

Psychosis 6 (13.0)

Fatigue 3 (6.5)

Cognitive decline 1 (2.2)

Latency of seizure after onset symptoms (days) 3 (0–7)

STESS ≥3 at admission 18 (39.1)

END-IT score ≥3 at admission 43 (93.5)

SE with prominent motor symptoms 37 (80.4)

Generalized convulsive SE 25 (54.3)

Epilepsia partialis continua 6 (13.0)

Focal onset evolving into bilateral convulsive SE 4 (8.7)

Myoclonic SE with coma 1 (2.2)

Hyperkinetic SE 1 (2.2)

Non-convulsive SE 9 (19.6)

Non-convulsive SE with coma 6 (13.0)

Myoclonic absence status 1 (2.2)

Non-convulsive SE without impairment of consciousness 1 (2.2)

Aphasic status 1 (2.2)

Number of AEDs used 3 (2-3)

Refractory SE 36 (78.3)

Super refractory SE 19 (41.3)

Required general anesthesia for SE control 21 (45.7)

Death during admission 13 (28.3)

Days of admission 39 (26-79)

Days in ICU 33.5 (11-60)

More than two AEDs at discharge 17 (36.9)

Good outcome at discharge (mRS<3) 17 (36.9)

Good outcome at last follow up (mRS<3) 16 (34.8)

Continuous variables were presented as median (interquartile range)

Categorical variables were presented as n (%).

AED, antiepileptic drug; ICU, intensive care unit; mRS, modified Rankin Scale; SE, status

epilepticus; STESS, status epilepticus severity score.

Among all patients with SE, infection accounted for 4.2% and
autoimmune accounted for 5%. This suggests that autoimmune
SE is as common as infectious SE (20, 29), and therefore clinical
features that can distinguish the two entities are important for
intensive care physicians who care for patients with SE. We
observed some differences in the presenting features of those
with autoimmune and infectious SE. The age at onset was
younger in the patients with autoimmune SE, which has also been
reported in two previous studies (11, 20). Female predominance
was also observed in the autoimmune SE group in this study,
which is in accordance with previous reports that reported
females predominance in autoimmune encephalitis and systemic
autoimmune disorders (14, 30, 31).
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TABLE 2 | Comparison of the clinical features of autoimmune and infectious SE.

Autoimmune

SE (n = 25)

Infectious SE

(n = 21)

p-value OR (95% CI)

Onset age (years) 32 (23–49.5) 56 (36.5–68.5) 0.015

Female 17 (68.0) 8 (38.1) 0.043 0.29 (0.09–0.98)

Onset symptom

Fever 13 (52.0) 11 (52.4) 0.979 0.99 (0.31–3.15)

Decrease consciousness 9 (36.0) 8 (38.1) 0.883 0.91 (0.28–3.04)

Seizure 6 (24.0) 4 (19.0) 0.685 1.34 (0.32–5.58)

Upper respiratory tract infection 5 (20.0) 3 (14.3) 0.611 1.50 (0.31–7.19)

Headache 2 (8.0) 4 (19.0) 0.268 0.37 (0.06–2.26)

Psychosis 6 (24.0) 0 (0.0) 0.025

Fatigue 1 (4.0) 2 (9.5) 0.450 0.4 (0.03–4.70)

Cognitive decline 0 (0.0) 1 (4.8) 0.806 0.41 (0.01–11.68)

Latency of seizure after onset symptoms (days) 3 (0–7) 2 (0–8.5) 0.892

STESS ≥3 at admission 11 (44.0) 7 (33.3) 0.460 1.57 (0.47–5.23)

END-IT score ≥3 at admission 23 (92.0) 20 (95.2) 1.000 1.74 (0.15–20.65)

SE with prominent motor symptoms 17 (68.0) 20 (95.2) 0.027 0.11 (0.01–0.94)

Generalized convulsive SE 11 14

Epilepsia partialis continua 3 3

Focal onset evolving into bilateral convulsive SE 2 2

Myoclonic SE with coma 0 1

Hyperkinetic SE 1 0

Non-convulsive SE 8 (32.0) 1 (4.8) 0.027 9.41 (1.07–83.01)

Non-convulsive SE with coma 5 1

Myoclonic absence status 1 0

Non-convulsive SE without impairment of consciousness 1 0

Aphasic status 1 0

Number of AED used 3 (2–3) 3 (1–3) 0.159

Refractory SE 22 (88.0) 14 (66.7) 0.081 3.67(0.81–16.59)

Super refractory SE 15 (41.3) 4 (19.0) 0.007 6.38 (1.65–24.63)

Required general anesthesia for SE control 16 (64.0) 5 (23.8) 0.006 5.69 (1.56–20.76)

Death during admission 5 (20.0) 8 (38.1) 0.175 0.41 (0.11–1.52)

Days of admission 40 (21–91) 33 (26–77.5) 0.817

Days in ICU 34 (10.5-63.5) 33 (15–57) 0.869

More than two AEDs at discharge 11 (44.0) 6 (28.6) 0.280 1.96 (0.57–6.74)

Good prognosis at discharge (mRS<3) 11 (44.0) 6 (28.6) 0.280 1.96 (0.57–6.74)

Good prognosis at last follow up (mRS<3) 10 (66.7) 6 (50.0) 0.381 2.00 (0.42–9.52)

Continuous variables were presented as median (interquartile range).

Categorical variables were presented as n (%).

AED, antiepileptic drug; CI, confidence interval; ICU, intensive care unit; mRS, modified Rankin Scale; OR, odds ratio; SE, status epilepticus; STESS, status epilepticus severity score.

The onset symptoms of autoimmune SE can be various.
Alteration in mental status is the cardinal symptom (12), but
provides little information about the underlying etiology. In our
patients, the presenting symptoms of inflammatory SE included
fever, decreased consciousness, seizure, upper respiratory tract
infection, headache, psychosis, fatigue, and cognitive decline. Of
note, psychosis was present only in those with autoimmune SE
and not in those with infectious SE. Other studies have also
reported that psychosis is the dominant presenting symptom
among patients with autoimmune encephalitis (14, 29, 32, 33). In
addition, we found that more of the patients with autoimmune
SE had non-convulsive SE compared to those with infectious
SE, which was not reported in the two previous studies (11, 20).
This may be due to the difficulty in recognizing non-convulsive

SE clinically without EEG monitoring or because it was not
specifically looked for. Super refractory SE was also more
prevalent in the autoimmune SE group, which may be due
to the difficulty in making a diagnosis and the ineffectiveness
of traditional SE treatment to control seizure activity without
immunotherapy (34). When non-convulsive SE or psychosis
followed by SE occurs in patients with a young age and female
sex, autoimmune SE should be considered.

CSF studies are an important tool to identify the cause of SE,
however, such studies can be challenging clinically. Neutrophilic
predominant pleocytosis usually points toward a bacterial
infection or the early stage of viral encephalitis, especially
in the first 24 to 48 hours (24). Lymphocytic predominant
pleocytosis was associated with autoimmune SE in our study,
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TABLE 3 | The findings of the first cerebrospinal fluid (CSF) and electroencephalography (EEG) studies.

Autoimmune SE

(n = 25)

Infectious SE (n = 21) p-value OR (95% CI)

The first CSF findings

CSF protein (mg/dL) 34.8 (23.5–110.9) 93.0 (38.1–260.9) 0.014

CSF WBC count (cell/mm3 ) 3 (0–18) 20 (2.5–536) 0.011

Neutrophilic predominance 2 (15.4) 9 (52.9) 0.034 0.162 (0.03–0.96)

Lymphocytic predominance 11 (84.6) 8 (47.1) 0.034 6.19 (1.04–36.78)

aCSF/Blood glucose ratio <0.5 6 (24.0) 9 (56.3) 0.036 0.25 (0.06–0.95)

b IgG index >0.6 11 (55.0) 4 (66.7) 0.612 0.61 (0.09–4.14)

The first EEG finding

Normal 1 (4.0) 3 (14.3) 0.318 0.25 (0.02–2.61)

Background slowing activity 14 (56.0) 6 (28.6) 0.081 0.51 (0.24–1.09)

Sporadic epileptiform discharge 2 (8.0) 4 (19.0) 0.239 2.38 (0.48–11.74)

Periodic discharge 3 (12.0) 3 (14.3) 0.769 1.19 (0.27–5.29)

Electrographic seizure 5 (20.0) 5 (23.8) 0.688 1.19 (0.4–3.56)

Continuous variables were presented as median (interquartile range).

Categorical variables were presented as n (%).

CI, confidence interval; OR, odds ratio; SE, status epilepticus; WBC, white blood cell.

a The CSF/blood glucose ratio was available in 16 patients with infectious and all patients with autoimmune etiology.

b The IgG index was available in six patients with infectious and 20 patients with autoimmune etiology.

but it was also often seen in cases of viral encephalitis-related
SE (17, 24). Intensive care physicians often face a dilemma
over whether to use antiviral therapy or immunotherapy when
the diagnosis is unclear. Other parameters of the CSF can aid
in the differential diagnosis, as our data suggested that the
patients with an infectious etiology usually had a higher CSF
protein level, although prolonged SE itself may result in a milder
elevation of lactate and/or total protein levels. This was also
reported by Oyanguren et al. who found similar white blood cell
count between patients with viral infections and autoimmune
processes, but that the protein level was higher in those with
a CNS viral infection (35). Therefore, a high protein level in
patients with lymphocytic predominance pleocytosis may suggest
a viral etiology.

MRI can aid in the search for the etiology of SE, but with
limitations. Limbic encephalitis may present as an increased
FLAIR/T2 signal or abnormal DWI in the medial temporal lobes
(36–38), and it can be used in helping to make the diagnosis
of autoimmune encephalitis (16). Prolonged SE itself can also
cause similar changes to some viral infectious in MRI signal
with DWI abnormalities in the hippocampus and pulvinar (39),
particularly herpes simplex encephalitis (18). Furthermore, these
MRI patterns may not be present in all types of autoimmune SE
and one study reported that 60% of the MRI findings in patients
with anti-NMDA encephalitis may have been normal (14). Our
data showed that no specific MRI findings could differentiate
autoimmune and infectious SE.

EEG is routinely used to evaluate patients with seizures
or disturbed consciousness. Slow background activity was
more dominant in autoimmune patients compared with other
etiologies of seizure (40), although we found no statistical
difference in EEG findings between the two groups. Our study
showed that at an early stage of inflammatory SE, it remains
difficult to differentiate the two entities using currently available

para-clinical investigations. The early use of auto-antibody assays
may be needed when autoimmune SE is suspected clinically.

We found that general anesthesia was more commonly used
in the patients with autoimmune SE. This is in accordance with
previous studies in which patients with autoimmune SE were less
responsive to AEDs (11, 20, 30, 41). The reason why AEDs are
less effective for autoimmune SE remains to be clarified, although
it is well-known that the treatment of autoimmune SE requires
prompt immunotherapy (14, 15), which may then reduce the use
of general anesthesia.

The functional outcomes were similar in both infectious and
autoimmune groups with a similar mRS score at discharge and
similar mortality rate during admission. However, most of our
patients had a poor outcome at discharge or last follow-up (63.0
and 65.2%, respectively). Our study showed that the predictive
values of STESS and END-IT scores were not in the same
direction. That is, STESS was more sensitive but END-IT was
more specific in terms of predicting the outcomes at discharge.
More studies may be needed to compare the use of these two
scores. In addition to functional impairments, a recent study
reported that patients also had substantial impairments in their
quality of life after SE (42). Our patients with autoimmune SE had
a mortality rate of 20%, which is similar to other studies ranging
from 10 to 23% (20, 30, 43). A recent population-based study
conducted in Germany reported a hospital mortality rate for all
types of SE of 14.8% with a higher rate in those with refractory
SE and super refractory SE (15.0 and 39.9%, respectively) (44).
The higher mortality rate in patients with autoimmune etiology
compared to those with all-cause SE may be related to the
high percentage of super refractory SE among patients with an
autoimmune etiology. This higher mortality rate compared to
all-cause SE emphasize the need for rapid recognition of the
condition and prompt treatment toward the underlying causes
in addition to standard SE care.
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TABLE 4 | The findings of magnetic resonance imaging study.

Autoimmune

SE (n = 25)

Infectious

SE (n = 21)

p-value OR (95% CI)

FLAIR and T2 abnormalities 11 (44) 8 (38.1) 0.685 1.28 (0.39–4.17)

Lateralization

Unilateral 5 (20.0) 3 (14.3) 0.729 0.72 (0.11–4.62)

Bilateral 6 (24.0) 5 (23.8)

Location

Temporal lobe 9 (36) 5 (23.8)

Mesial temporal lobe 7 (28) 4 (19)

Lateral temporal lobe 2 (8) 1 (4.8)

Frontal lobe 6 (24) 3 (14.3)

Parietal lobe 7 (28) 2 (9.5)

Occipital lobe 7 (28) 4 (19)

Basal ganglion 0 (0) 2 (9.5)

Multiple lobes 7 (28) 3 (14.3) 0.367 2.10 (0.41–10.66)

DWI abnormalities 14 (56) 10 (50) 0.688 1.27 (0.39–4.14)

Lateralization

Unilateral 5 (35.7) 6 (60) 0.408 0.37 (0.07–1.97)

Bilateral 9 (64.3) 4 (40) 0.408 2.7 (0.51–14.37)

Location

Temporal lobe 11 (78.6) 7 (70)

Mesial temporal lobe 7 (50) 3 (30)

Lateral temporal lobe 4 (28.6) 5 (50)

Frontal lobe 6 (42.9) 5 (50)

Parietal lobe 6 (42.9) 5 (50)

Occipital lobe 5 (35.7) 5 (50)

Basal ganglion 0 (0) 4 (40)

Multiple lobes 11 (78.6) 6 (60) 0.393 2.44 (0.41–14.75)

Categorical variables were presented as n (%).

CI, confidence interval; DWI, diffusion-weighted imaging; FLAIR, fluid-attenuated inversion recovery; OR, odds ratio; SE, status epilepticus.

The limitations of this study are that it was conducted at a
single hospital and that the design was retrospective. In addition,
the study was started before the availability of recent autoimmune
encephalitis screening tests and immunotherapies, which may
have affected the outcomes.

In conclusion, we observed that patients with autoimmune
SE had a younger age at onset, female predominance, and
often presented with psychosis, super-refractory SE and non-
convulsive SE. The initial clinical investigations including
EEG and MRI only provided limited information about the
underlying etiology. CSF tests were helpful in diagnosing
bacterial infectious-related SE but had difficulty in differentiating
viral encephalitis and autoimmune SE. Since these two etiologies
have different treatment strategies and the presenting symptoms
are quite similar (12, 29), it is important to differentiate the two
conditions as soon as possible. The patient characteristics and
presenting features identified in our study may provide clinicians
with some clues about the underlying etiology. Empiric treatment
can be given based on these clinical clues while waiting for the
results of more definitive diagnostic tests such as viral serology
tests and neuronal surface auto-antibody screening.
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