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ABSTRACT

Wernicke’s encephalopathy (WE) is an acute
neurological ~ condition  with  psychiatric
manifestations characterized by the classic triad
of confusion, ophthalmoplegia and ataxia. The
presence of all features of the classic triad in one
patient is uncommon and not present in up to
90% of patients with WE. Early diagnosis and
management of WE is important for better
outcome and improved quality of life in these
patients. This case reports a rare presentation of
all the symptoms of the triad of WE in one
patient with Alcohol Dependence Syndrome.
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INTRODUCTION

Wernicke’s Encephalopathy (WE) is
a neurological condition which is acute in
onset. It is usually characterized by a
clinical triad of ophthalmoparesis, ataxia,
and confusion. It is a disorder which is
caused by deficiency of Vitamin B1 which
is thiamine and it affects central as well as
the peripheral nervous system. As it can be
a life threatening illness it requires adequate
and early diagnosis and management. *?
Patients  with  Alcohol  dependence
syndrome, malnutrition, cancer should be
suspected with WE if they present with one
or more than one of the characteristic
symptoms of ophthalomoplegia, ataxia and
altered mental status. Apart from the above
mentioned causes of WE, hyperemesis
gravidarum, prolonged parenteral nutrition,

immunodeficiency syndromes, liver disease,
hyperthyroidism, and severe anorexia
nervosa are some of the other disorders
which can present with symptoms of WE.
The pathogenesis of WE in all being the
same, that is thiamine deficiency due to
impaired absorption of thiamine from the
intestine, a possible genetic predisposition,
inadequate diet, reduced storage of thiamine
in the liver, and other nutritional
deficiencies. ¢

The major part of the process of
reaching a diagnosis of WE is based on the
history and examination of the patient,
which includes both physical and mental
status examination. Though the classic triad
of WE is altered mental status, ataxic gait,
and ophthalmoplegia, a definitive diagnosis
is complicated as the clinical triad may not
be present in up to 90% of patients. This is a
case report which presents a patient with all
the symptoms of the triad of WE and hence
is unique as it is a very uncommon
presentation.

CASE DESCRIPTION

47 year old, married male from a
lower socioeconomic status was brought to
the outpatient department with history of
Alcohol consumption since past 10 years
and meeting criteria for Alcohol dependence
syndrome. Patient’s last drink was reported
as being 20 days before presenting to the
hospital. He had stopped alcohol after
multiple episodes of vomiting and was
treated for gastritis and given intravenous
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fluids by a local physician. After 3 days of
stopping alcohol he had gone into
withdrawal delirium with history suggestive
of Visual and auditory hallucinations,
fluctuation of consciousness, decreased
sleep, fearfulness and increased activity.
Patient’s wife also noticed that he was
having difficulty in walking and was
unstable requiring assistance. This was
noticed 10 days after stopping alcohol. As
he did not improve within 1 week like his
past withdrawal episodes and as this episode
had an added symptom of instability of gait
family members brought him for admission
and further management. A detailed History
was taken and there was no history of other
medical co-morbidities.

On general physical examination, his
vitals were stable and BMI (Body Mass
Index) was 15.24 kg/m?. He was noticed to
have dry skin, angular stomatitis. Central
nervous system examination revealed a
horizontal nystagmus and staggering gait
requiring help from family members. On
mental status examination he was having
fluctuation of consciousness, disorientation
to time and place. There was presence of
Visual, auditory hallucinations and delusion
of persecution. His remote memory was
intact but there was confabulation with
telescoping on recent memory assessment.
Other systems were within normal limits.

On  blood investigations  his
Complete Blood counts, Renal function test,
Thyroid function test were normal. He had
elevated liver enzymes and was non reactive
for immunocompromised states. His
ultrasound abdomen showed grade Il fatty
liver. Electroencephalogram was normal.

MRI (Magnetic Resonance Imaging)
brain was done and it showed classical
features of WE ie. T2/ FLAIR
hyperintensities with restricted diffusion
involving periaqueductal grey matter,
dorsomedial thalami (left > right), around
I11 ventricle, mamillary bodies, colliculi.
Based on clinical examination with the
presence of the rare triad along with
corroboration with the neuroimaging finding
of classical characteristics of WE, a

diagnosis of Wernicke’s encephalopathy
and  Alcohol dependence  syndrome
withdrawal delirium (resolving) was made.

Patient was started on Parenteral
Thiamine supplementation for management
of WE and thereafter continued on oral
thiamine along with maintenance of
adequate hydration. Perceptual
abnormalities were managed with low dose
antipsychotics with Benzodiazepines for
managing sleep disturbance. Once patient’s
delirium features resolved, gait and balance
physiotherapy was given. Patient and family
were Psychoeducated to improve the insight
into illness and expressed emotions were
addressed. Sleep and appetite improved
initially and perceptual abnormalities
subsequently. Minimal ataxia, nystagmus
and confabulation persisted at the time of
discharge.

CASE DISCUSSION

WE has enormous morbidity and
mortality risk. Overlap of WE symptoms of
ataxia and confusion with alcohol
withdrawal features lead to difficulty in
differentiating between the two. But the
presence of nystagmus and MRI features
pointing towards WE helped in diagnosis
and early management of the WE, leading to
better improvement and lesser morbidity.
The severity of Alcohol dependence,
VVomiting and anorexia and delay in seeking
help led to the worsening of WE symptoms
in this patient. The presence of the triad
which is uncommon helped in faster
diagnosis of the disorder and the result of
the MRI brain done, further confirmed the
diagnosis and helped in initiating the
treatment of the disorder at the earliest.
Delay in recognition and treatment of WE
can worsens prognosis leading to permanent
brain damage, long-term institutionalization
and even death. © Early recognition and
appropriate  management with parenteral
thiamine helps improve prognosis and
ensures better quality of life. After thiamine
is administered parenterally, the first to
improve is global confusion while ataxia
and nystagmus may remain for quite a
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while. A number of patients with WE will
continue to have ataxia, confabulation and
ophthalmoplegia for a long time and this
causes problems in their socio-occupational
functioning and decreases their quality of
life along with causing care giver burden on
family members attending to them. There
are some reports which indicate that there is
premature mortality in patients with this
disorder but there is a lack of long term
studies regarding the same.

The presence of all the symptoms of
triad is reported to be in the range of only 10
to 16 % of patients of WE. 9 This case
report is unique in reporting an uncommon
presentation of all the symptoms of the triad
of WE in one patient.

CONCLUSION

WE is a neuropsychiatric
manifestation with the classic triad which is
acute in onset caused by severe thiamine
deficiency. It is a life threatening disorder
with poor outcome in number of patients.
Early diagnosis and management is one of
the measures to decrease the high morbidity
and mortality risk associated with the
disorder. Maintaining a high degree of
suspicion, and a thorough neurological
examination, in patients presenting with
disorders which cause WE will go a long
way in early recognition and appropriate
management of the WE and hence

increasing the quality of life in such
patients.
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