
A 34-year-old lady with alcohol and opioid dependence presented to a 

community drug and alcohol team base to meet with her keyworker. The 

keyworker raised concerned about the patient’s recent phone calls to him, 

leaving multiple voice messages, indicating new-onset confusion. 

On review, the patient was acutely confused, had ataxic gait, nystagmus 

and emerging alcohol withdrawal. Wernicke’s encephalopathy was 

suspected, and the patient was transferred by ambulance and admitted to 

hospital.  

Neuroimaging during hospital admission revealed this lady had central 

pontine myelinolysis (CPM).  

Unlike in more classical instances of CPM, while there had been an 

episode of significant hyponatraemia the month before, there  was no rapid 

medical correction of electrolyte disturbances.   
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CPM is a non-inflammatory demyelinating disorder with loss of myelin in 

the central pons, often seen as a result of fast iatrogenic correction of 

hyponatraemia.1, 2 

There is emerging evidence of CPM in cases of alcohol withdrawal and 

‘binge drinking’ in the absence of  rapid correction of hyponatraemia.3 

CPM is likely underreported and easily missed, hence we thought it is 

an important topic to write up as a case report and highlight that CPM 

should be considered as a differential diagnosis in patients with alcohol 

dependence or harmful use of alcohol, presenting with neurological 

symptoms. (Particularly if symptoms/signs of Wernicke’s encephalopathy 

don’t respond to treatment).  
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- Consider central pontine myelinolysis as a differential diagnosis in 

alcohol dependent patients presenting with neurological signs and 

symptoms (especially when Werniceke’s encephalopathy does not respond 

to treatment course of thiamine and magnesium is normal), 

- Central pontine myelinolysis can occur in the absence of hyponatraemia 

or when correction of hyponatraemia is done appropriately, 

- Signs and symptoms of central pontine myelinolysis are non-specific 

and MRI is required to confirm diagnosis. CT head is of limited value. 

- A multidisciplinary approach is required for diagnosis and treatment of 

central pontine myelinolysis,  

- This case highlights the harms of ‘more acceptable substances’ with the 

patient’s increased alcohol use since stopping illicit opioids, 

- There should be clear onward care pathways for people with forms of 

alcohol related brain damage, communicated to acute medical staff. 
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This case presentation describes a patient encounter at a community drug 

and alcohol service team base in inner city London in early January 2022. 

The patient is a thirty-four-year-old lady with a background of a recent 

acute hospital discharge for treatment of hyponatraemia, Wernicke’s 

encephalopathy, alcohol withdrawal and alcoholic hepatitis. She is 

prescribed long-term opioid substitution treatment (OST) of methadone 

95mg/ml, once daily. 

When we saw this lady at the community drug and alcohol service team 

base, she was alcohol dependent. Her oral food and fluid intake were 

limited and she was not concordant with prescribed oral thiamine. While 

abstinence was maintained from illicit drug use with OST, the patient’s 

alcohol use had increased since reducing illicit substance use. 

The patient’s substance misuse keyworker became concerned after 

receiving multiple voice messages from the patient over a period of about 

one week, indicating confusion. 

On presentation to community drug and alcohol team’s outpatient service 

on the 11th of January 2022, the patient was acutely confused, had an 

ataxic gait, asterixis and nystagmus. Signs and symptoms of alcohol 

withdrawal became apparent, followed by drowsiness (after suspected 

consumption of alcohol while waiting for ambulance transfer to hospital).  

Wernicke’s and/or hepatic encephalopathy was suspected and this lady 

was transferred by ambulance to acute hospital, with handover to the 

inpatient Alcohol Care Team (ACT). 

We deemed the patient lacked capacity to consent to hospital admission 

and should be treated in her best interests. She subsequently absconded 

several times from the emergency department. Later in her admission she 

was treated under Deprivation of Liberty Safeguards (DoLS). 

The patient did receive treatment for hyponatraemia during hospital 

admission in December 2021. This was not corrected rapidly (in line with 

guidelines). Please see gradual correction of hyponatraemia in Figure 1. 

Bloods on arrival to acute hospital are summarised in Table 1. 

Figure 1 – Sodium Graph (previous 

admission in December 2021)  

Treatment for Wernicke’s encephalopathy was initiated in the emergency 

department with maximum a treatment dose regimen of intravenous high 

potency vitamin B substances with ascorbic acid (‘Pabrinex’), three times 

daily.  

Medically assisted alcohol detox was carried out with gradually reducing 

doses of lorazepam. Unexpectedly, the patient remained cognitively 

impaired (scoring 16/30 in initial post-detox Montreal Cognitive 

Assessment/MoCA) following a week of two pairs of Pabrinex three times 

a day. Therefore, the Alcohol Care Team advocated for another week of 

treatment with Pabrinex and further investigation, including brain magnetic 

resonance imaging (MRI Head), sample results illustrated in Figure 2.4 

MRI Head reported signal abnormality within the central pons, indicating 

central pontine myelinolysis. There was no evidence of swelling in the 

central pontine region, raising the possibility of a subacute process.  

After a second week of treatment, the patient’s cognitive state continued 

to improve. Performance on structured cognitive testing improved (repeat 

MoCA score of 21/30), with increased scores in visuospatial performance, 

language, and abstraction. Recall and orientation to time remained 

impaired. The source of the patient’s confusion was not completely clear 

and was likely multifactorial.  

The long-term prognosis remains uncertain, there is some evidence to 

support prognosis of alcohol related CPM being favourable to classic 

cases of CPM occurring with rapid correction of hyponatraemia.3, 5 

This lady was discharged from memory clinic as it was felt that her 

memory problems, secondary to alcohol, were better treated by 

neuropsychiatry (the ACT is currently clarifying the onward care pathway). 

Engagement with outpatient liver clinics has been limited and the patient 

often cannot be contacted by community drug and alcohol services. She 

has maintained some engagement  with her substance misuse keyworker. 

Investigations on/around 

Admission (January 2022) 

Results 

Sodium  142mmol/L (normal) 

Albumin 

Bilirubin 

Gamma-glutamyl Transferase 

Alkaline Phosphatase 

Aspartate Transaminase 

29g/L (low) 

44µmoles/L (high) 

404 IU/L (high) 

239 IU/L (high) 

92 IU/L (high) 

Ammonia 73 µmol/L (high) 

Magnesium 0.73mmol/L (normal) 

Estimated glomerular filtration rate  eGFR > 90ml/minute (normal) 

CT Head Scan  Nil acute findings 

Table 1 - Results 


