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Introduction
Wernicke’s encephalopathy is an acute neurological syndrome 

due to thiamine deficiency. Though classically described in 
relation to chronic malnutrition associated with alcoholism, it can 
also be precipitated in non- alcoholics due to various causes like 
gastrointestinal surgeries, recurrent vomiting, peptic ulcer disease, 
cancer chemotherapy and peritoneal or hemodialysis [1]. As the classical 
triad of confusion, ophthalmoplegia and ataxia is rarely present; a high 
index of clinical suspicion has to be maintained in non-alcoholics for 
the early diagnosis of Wernicke’s encephalopathy. An early diagnosis 
and prompt institution of thiamine replacement leads to improvement 
in symptoms and prevents long term sequelae. We present this case 
to highlight peptic ulcer disease as a cause precipitating Wernicke’s 
encephalopathy.

Case Report
A 35 year old man, farmer by occupation presented with global 

confusion for 3 days with unsteadiness of gait. There was history of 
pain epigastrium and vomiting 3-4 episodes per day for past 15 days. 
There was no history of seizure, double vision or blurring of vision. 
There was no history of fever, headache, trauma, drug intake or 
exposure to toxins. There was no past history of jaundice, no history 
of diabetes mellitus or hypertension. Patient had no history of alcohol 
intake. On detailed clinical examination patient was drowsy and not 
oriented to time, place or person. (Glasgow coma scale score was 
E4V2M6). Signs of meningeal irritation were not present. Patient had 
nystagmus on bilateral horizontal gaze that increased on fixing the gaze 
otherwise cranial nerve examination was within normal limits. Motor 
and sensory system examination was within normal limits. Gait ataxia 
and truncal ataxia was present. 

We evaluated the patient along the lines of acute encephalopathy. 
Random blood sugar was 105 mg/dl, SPo2 was 98%, serum sodium was 
145 meq/L, serum potassium was 3.8 meq/L, serum ammonia was 25 
mcg/dL. Total leukocyte count was 5400/cu.mm, haemoglobin was 
12.7 g/dl. Serum magnesium was 2.1 mg/dL. Serum thiamine levels 
were not done due to financial constraints. Serology for HIV was non-
reactive, VDRL was non-reactive. Thyroid function tests profile was 
normal. Keeping in mind the presenting complaint of global confusion 
and ataxia with nystagmus in an afebrile patient, we made a provisional 
diagnosis of Wernicke’s encephalopathy and empirically started 
intravenous thiamine 500 mg TDS. After 24 hours patient became 
conscious, oriented to time place and person, ataxia and nystagmus was 
still present. MRI brain (Flair T1W and fast spin echo T2W) done on 
the second day of admission revealed white matter hyper-intensity in 

bilateral parietal region and left occipital region with additional hyper-
intensity seen in periaqueductal white matter in brainstem, bilateral 
basal ganglia and thalami were normal. On the fifth day of admission 
patient had no residual ataxia but nystagmus was still present. An 
upper gastro-intestinal endoscopy was done which revealed duodenal 
ulcer (Figure 1). 

Discussion
Wernicke’s Encephalopathy (WE) is an acute neuropsychiatric 

disorder which arises as the result of an inadequate supply of thiamine 
to the brain. It can occur in the context of inadequate dietary intake, and 
is also seen in a number of medical conditions associated with excessive 
loss of thiamine from the body, or impaired absorption of thiamine 
from the intestinal tract [2]. The present patient was diagnosed as a 
case of Wernicke’s encephalopathy based on a compatible clinical 
presentation, neurological signs which rapidly improved after 
institution of thiamine therapy and typical MRI findings. Common 
clinical scenarios leading to Wernicke’s encephalopathy like alcoholism, 
poor nutrition, gastrointestinal surgeries, cancer chemotherapy, total 
parenteral nutrition, dialysis therapy were ruled out from history. 

Abstract
We report a non-alcoholic man with Wernicke’s encephalopathy with history of pain abdomen and vomiting. MRI 

showed features consistent with Wernicke’s encephalopathy. Upper gastrointestinal endoscopy showed duodenal 
ulcer. We propose that peptic ulcer disease can cause thiamine malabsoption and Wernicke’s encephalopathy. A 
diagnosis of peptic ulcer disease may merit prophylactic thiamine therapy.

Figure 1: Upper gastro-intestinal endoscopy.
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diagnosis this patient had a good neurological recovery without 
residual sequelae. Physicians should be alert to the possibility of 
Wernicke’s encephalopathy occurring in non-alcoholics without major 
co-morbidities. A case may also be made for institution of prophylactic 
thiamine therapy in patients diagnosed with peptic ulcer disease [7].
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Patient had history of multiple episodes of vomiting prior to onset 
of neurological symptoms. While recurrent vomiting associated with 
hyperemesis gravidarum and other causes has been implicated as an 
etiology of Wernicke’s encephalopathy, the intensity and duration of 
vomiting in the present patient was not significant enough to precipitate 
Wernicke’s encephalopathy. Upper gastrointestinal endoscopy showed 
the patient to be suffering from a duodenal ulcer.

Thiamine taken orally is known to be absorbed primarily from the 
duodenum, gastric absorption is also hypothesized to play a role. Proton 
pump inhibitors and antacids taken by peptic ulcer disease patients 
also decreases thiamine absorption by causing hypo magnesemia [3,4] 
and decreasing luminal acidity [5].

MRI is the radiological investigation of choice to support a clinical 
diagnosis of Wernicke’s encephalopathy. Symmetric alterations in the 
thalami, mamillary bodies, tectal plate, and periaqueductal area are 
lesions typical of Wernicke’s encephalopathy. Atypical MRI features 
like symmetric alterations of the cerebellum, vermis of cerebellum, red 
nuclei, dentate nuclei, caudate nuclei, cranial nerve nuclei, splenium, 
and cerebral cortex are commonly seen in non-alcoholic Wernicke’s 
encephalopathy [6]. In this patient it is probable that peptic ulcer 
disease lead to thiamine mal absoption which precipitated Wernicke’s 
encephalopathy when oral intake was further decreased by vomiting. 
Due to the early institution of thiamine therapy based on clinical 
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