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Introduction

Subacute encephalopathy with seizures in chronic alcoholism
(SESA) syndrome is a rare clinical manifestation in patients with
chronic alcohol abuse. Typical clinical features are characterized by
seizures, alteration of mental functions, focal neurological deficit,
and focal electroencephalography (EEG) abnormality.' In most re-
ports, cortical, but not subcortical, lesions are detected." We herein
report the case of a patient with chronic alcoholism who presented
with partial nonconvulsive status epilepticus (NCSE) associated with
a thalamic lesion that was detected by Magnetic Resonance Imaging
(MRI).

Case

A 52-year-old man visited our hospital because of prolonged con-
fusion and abnormal behavior after a generalized tonic-clonic
seizure. He had a history of chronic alcohol abuse (approximately 80
g/day). He developed a seizure 38 h after his last drink. He had a pre-
vious history of an alcohol withdrawal seizure a month before visiting
our hospital. He was irritable, agitated, and violent. His speech was
found to be incoherent and he did not obey any verbal command.
Automatisms or focal motor seizures were not observed. A routine
laboratory test revealed an increase in hepatic enzymes and alkaline
phosphatase. Other electrolyte imbalance was not noted. Pleocytosis
or protein elevation was not observed on cerebrospinal fluid analysis.
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His EEG revealed a continuous partial seizure activity in the hemi-
sphere (Fig. 1A, B). A brain MRI revealed a high-signal-intensity le-
sion in the right thalamus (Fig. 2A, B). Carbamazepine was ad-
ministered per orally at a loading dose of 15 mg/kg and a main-
tenance dose of 300 mg twice a day. On the third day after admis-
sion, the patient became free of confusion and his speech improved
gradually. Follow-up EEG performed at the third day of admission
and the fifth day of admission revealed periodic lateralized epilepti-
form discharges (PLEDs) in the right hemisphere with gradual reduc-
tion of frequency and amplitude (Fig. 1C, D, E). He fully recovered to
a premorbid state and was discharged. Abnormal discharge and right
thalamic lesion were no longer observed in the follow-up EEG and
brain MRI after 6 months (Fig. 2C). Seizures were not observed dur-
ing the 6-month follow-up.

Discussion

Alcohol withdrawal is the most common cause of seizures in pa-
tients with chronic alcoholism, which are usually followed by delirium
tremens. Because of the similarity in symptoms, patients with NCSE
are often misdiagnosed with delirium tremens or postictal confusion.
SESA syndrome usually presents with NCSE, often not associated
with apparent symptoms of seizures.”> EEG provides an important
clue to correct diagnosis. In our patient, there was no laboratory ab-
normality on serologic test and cerebrospinal fluid analysis to cause
the symptoms. He is not typical to SESA syndrome. However, he could
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be diagnosed with SESA syndrome presenting with NCSE, consider-
ing that the PLEDs in EEG and prolonged confusion with speech dis-
turbance with chronic alcoholism.

The pathomechanism of SESA syndrome is not clearly elucidated.
Pre-existing cerebral lesions, metabolic disturbance, and alcohol with-
drawal may contribute to neuronal hyper-excitability and produce
PLEDs, which may lead to dlinical focal seizures.* PLEDs and focal seiz-
ures can be observed in patients with metabolic disturbances without
structural brain lesions such as non-ketotic hyperglycemia. Focal le-
sions found in SESA syndrome are considered secondary to focal seiz-
ure activity because they are reversible and are similar to those ob-

Figure 1. Electroencephalography (EEG). (A, B) Average referential and
bipolar longitudinal montage were recorded on the day of admission. It
shows rhythmic spike and wave maximally in the right fronto-temporal area
with varying morphology. (C, D) EEG were obtained at the third day of
admission and the fifth day of admission, respectively. (E) Periodic
lateralized epileptiform discharges are observed in the right fronto-temporal
area with gradually diminishing frequency and amplitude.

served in complex partial status epilepticus. Patients with SESA syn-
drome should be treated with anti-epileptic drugs because of high risk

Figure 2. High signal intensity in the right thalamus is observed in both
T2 (A) and Fluid-Attenuated Inversion Recovery (FLAIR) (B). Magnetic
resonance imaging. The thalamic lesion is no longer observed in the
follow-up FLAIR (C) image.
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of seizure recurrence.” The question remains whether SESA syndrome
is a distinct disease entity or merely a coincidental presentation of par-
tial NCSE in chronic alcoholic patients with underlying epileptogenic
foci. Careful dlinical follow-up with EEG and neuroimaging may be
helpful to solve this question.

In a previous study, thalamic lesions were observed in prolonged
partial status epilepticus.” These lesions are probably due to the
functional connectivity between the cortex and the thalamic nuclei
and seizure propagation. The initial EEG of our patient shows con-
tinuous prolonged rhythmic epileptiform discharge with morpho-
logical variability, which is more compatible with NCSE than PLEDs
that are triggered by a subcortical lesion.

In conclusion, our patient had an alcohol-related seizure followed
by EEG-demonstrated partial NCSE associated with a focal thalamic
lesion. Prolonged confusion with focal ictal pattern is compatible
with SESA syndrome but the thalamic lesion on MRI is atypical. To
our knowledge, this is a rare case report of atypical SESA syndrome
characterized by a subcortical thalamic lesion secondary to partial
NCSE.°

Conflict of Interest

The authors have no conflicts of interest to disclose regarding this
manuscript.

Copyright (©) 2016 Korean Epilepsy Society

References

1. Niedermeyer E, Freund G, Krumholz A. Subacute encephalopathy with
seizures in alcoholics: a dlinical-electroencephalographic study. Ciin
Flectroencephalogr 1981;12:113-29.

2. Bugnicourt JM, Bonnaire B, Picard C, Basille-Fantinato A, Godefroy O.
Multiple reversible MRI abnormalities associated with SESA syndrome.
Seizure 2008;17:727-30.

3. LaRoche SM, Shivdat-Nanhoe R. Subacute encephalopathy and seiz-
ures in alcoholics (SESA) presenting with non-convulsive status epil-
epticus. Seizure 2011;20:505-8.

4. Fernandez-Torre JL, Hernandez-Hernandez JL, Jiménez-Bonilla J, Gon-
zélez-Mandly A, Garcia-Regata O. Complex partial status epilepticus is
an unrecognised feature in SESA syndrome: new insights into its
pathophysiology. Apifeotic Disord 2007;9:134-9.

5. Katramados AM, Burdette D, Patel SC, Schultz LR, Gaddam S, Mitsias
PD. Periictal diffusion abnormalities of the thalamus in partial status
epilepticus. £pifepsia 2009;50:265-75.

6. Ahn HS, Kim KK. Two cases of crossed cerebellar diaschisis with or
without thalamic lesion on brain MRI in status epilepticus. ./ £pileosy
Res 2014;4:74-7. eCollection 2014.



