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ABSTRACT 
Wernicke encephalopathy (WE) is an acute neuropsychiatric syndrome resulting from thiamine deficiency. 
Though the classical triad of confusion, ataxia, and ophthalmoplegia is well-known, ocular presentations may be 
subtle or atypical. We report the case of a 49-year-old male admitted to the intensive care unit following an intra-
abdominal leak post-Whipple procedure. He received total parenteral nutrition (TPN) for prolonged fasting. After a 
month, he developed bilateral visual blurring without pain or redness. Examination revealed horizontal gaze-
evoked nystagmus, bilateral optic disc swelling, and peripapillary haemorrhages. Brain CT was normal, but 
neurological signs including ataxia and confusion emerged, prompting a clinical diagnosis of Wernicke 
encephalopathy. He received high-dose intravenous thiamine with subsequent improvement in vision and 
resolution of optic disc findings. Blurred vision may be an early ocular manifestation of Wernicke encephalopathy. 
This case highlights the need for high clinical suspicion and prompt thiamine supplementation in at-risk patients, 
even without full-blown encephalopathy. 
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INTRODUCTION 

Wernicke encephalopathy (WE) is a neuropsychiatric 

disorder caused by acute thiamine (vitamin B1) 

deficiency. While classically associated with chronic 

alcoholism, it may also occur in malnourished or 

critically ill patients, especially those on TPN without 

adequate supplementation. Common neurological 

features include ophthalmoplegia, gait ataxia, and 

confusion. Ocular findings such as nystagmus, gaze 

palsies, and optic disc changes are less frequently 

reported. This case illustrates a rare presentation of 

bilateral visual impairment due to papilledema in WE. 

Case Presentation 

A 49-year-old man underwent a Whipple procedure 

for mucinous cystadenoma of the pancreatic head. He 

was initially discharged but returned with abdominal 

pain and persistent vomiting. Imaging confirmed an 

anastomotic leak and intra-abdominal collection. He 

was treated in the intensive care unit with intravenous 

antibiotics and TPN due to prolonged fasting. After 

approximately one month on TPN, he reported 

bilateral blurred vision of four days’ duration. There 

were no ocular pain, redness, or floaters. His vision 

was 6/24 bilaterally. Pupils were reactive without 

RAPD. Extraocular movements were full, but 

horizontal gaze-evoked nystagmus was noted. Anterior 

segments were unremarkable. Fundoscopy revealed 

bilateral optic disc swelling with peripapillary 

haemorrhages. OCT confirmed discs edema (Figure 

1), while maculae were normal. 

 Neurological examination was limited due to 

lethargy but revealed cerebellar signs. Brain CT 

excluded mass or haemorrhage. Blood tests revealed
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anaemia (Hb 97 g/L), thrombocytopenia (platelets 44 

× 10^9/L), hypoalbuminemia, elevated ALP, 

prolonged PT, and elevated CRP. Lumbar puncture 

was deferred due to thrombocytopenia. 

 

 
 

Figure 1:  OCT RNFL on presentation shows an increase in the 
thickness of retina nerve fibre layer which is more marked in the left 
eye. 

 

 
 

Figure 2:  OCT RNFL during 1-month review shows OU resolution 
of optic disc swelling. 

 Given the clinical picture of visual symptoms, 

bilateral papilledema, ataxia, prolonged fasting, and 

exclusive TPN, WE were strongly suspected. Serum 

thiamine level could not be tested. Empirical treatment 

with intravenous thiamine 500 mg three times daily 

was initiated for three days, followed by 250 mg daily 

for three more days, and oral thiamine 100 mg 

thereafter. Parenteral multivitamin (Parentrovite) was 

also administered. 

 Vision improved to 6/12 after one week and 

returned to 6/6 at one-month follow-up. OCT showed 

resolution of disc swelling (Figure 2). Fundus 

photography at follow-up revealed residual 

peripapillary haemorrhages (Figure 3). 

 

 
 

Figure 3:  Fundus photo during 1- month review. Both optic discs 
were no longer swollen with residuals of peripapillary splinter and 
dot-blot haemorrhages (red arrow) in the left eye. 

 
DISCUSSION 

WE remain underdiagnosed, particularly in non-

alcoholic patients. Caine’s criteria suggest diagnosis 

when two of the following are present: dietary 

deficiency, oculomotor signs, cerebellar dysfunction, 

or mental changes.1 In our case, risk factors included 

post-surgical fasting, vomiting, and TPN. Ocular signs 

preceded systemic manifestations. 

 In literature (Table 1), ocular manifestations in 

WE range from nystagmus and ophthalmoplegia to 

optic disc swelling and retinal haemorrhages. 

Nystagmus, particularly horizontal gaze-evoked, is 

among the most frequently described features and is 

typically attributed to cerebellar or brainstem 

involvement.2-5 Several studies have reported 

spontaneous upbeat nystagmus and cranial nerve VI 

palsy leading to abduction deficits.3,4,6,7 These signs 

may be early and reversible with timely treatment. 

 Fundus findings, although less common, have 

been increasingly recognized. Optic disc swelling, 

peripapillary haemorrhages, and thickening of the 
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retinal nerve fibre layer (RNFL) are notable 

presentations. In a review of Japanese prisoners of 

war, only 2 of 52 WE patients had papilledema, 

suggesting that this feature is underreported or 

underrecognized.8 Serlin et al, described bilateral optic 

disc swelling in WE patients, sometimes without 

ophthalmoplegia.2 Papilledema may reflect increased 

intracranial pressure or mitochondrial dysfunction 

affecting retinal ganglion cells and capillaries. 

 Other notable findings include relative afferent 

pupillary defect (RAPD), especially in unilateral 

involvement, and visual field defects such as 

centrocecal scotomas or peripheral constriction.5-7,9 

Though uncommon, these findings have been 

documented and may support the diagnosis when 

present. 

 Diagnosis of WE remain clinical, especially in 

resource-limited settings where serum thiamine levels 

and advanced neuroimaging may not be readily 

available. Thiamine blood assays are neither timely 

nor reliable in acute settings. MRI may show 

characteristic lesions in the thalami, mammillary 

bodies, and periaqueductal grey matter but should not 

delay treatment initiation.10 

 Prompt thiamine replacement typically results in 

rapid resolution of symptoms. Literature supports that 

most visual outcomes are favourable with early 

therapy, while delays can lead to optic atrophy and 

permanent vision loss.7 In our case, the patient’s full 

recovery of vision and disc appearance after treatment 

supports the reversibility of ocular manifestations in 

WE. 

 This case highlights the importance of including 

WE in the differential diagnosis of bilateral visual loss 

with disc swelling in at-risk patients, even in the 

absence of classic encephalopathy triad. Awareness 

among ophthalmologists and general physicians can 

facilitate earlier diagnosis and improved outcomes. 

 
CONCLUSION 

Ocular findings in Wernicke encephalopathy are 

diverse and may include nystagmus, ophthalmoplegia, 

optic disc swelling, and retinal haemorrhages. Blurred 

vision may be the first or sole symptom. Early 

recognition and treatment with thiamine are critical, 

particularly in malnourished patients or those on 

prolonged TPN. 
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