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Letter to the Editor
Nystagmus as a Discontinuation Symptom After 
Antidepressant Therapy: A Case Report

To the Editor: I present a patient with recurrent depression 
who experienced remission on a fixed daily dose of 150 mg of 
venlafaxine in the first episode and 15 mg of escitalopram in the 
second episode. Postural nystagmus appeared after discontinuation 
of treatment in each episode.

Case report. Mr A, a 56-year-old married man, had a 6-year 
history of recurrent major depressive disorder (MDD) according 
to the DSM-5. His first episode had begun by January 2007 when 
he was 50 years old. His depressive symptoms began to appear 
slowly and were characterized by depressed mood, irritability, 
diminished interest and pleasure in his everyday activities, loss of 
appetite, lack of energy, poor concentration, early morning waking, 
and recurrent thoughts such as, “It is not interesting being alive.” 
These symptoms led to impaired work and social functioning. 
His parents and sister had a history of symptoms of depression. 
Extended-release venlafaxine was started with 37.5 mg/d and was 
increased gradually to 150 mg/d in 4 weeks with no adverse effects. 
The patient experienced important symptomatic relief by week 4 
and reached remission in 8 weeks. Functionality was completely 
restored by August 2007. For the next 18 months, Mr A was on the 
same treatment regimen with full MDD remission.

Remarkably, 10 days after completion of slow antidepressant 
discontinuation (ie, taper for 2 months), Mr A, who had no medical 
history of eye problems, started experiencing position vertical and 
lateral nystagmus, usually at its worst in the morning. The symptom 
was ameliorated during the day, almost disappearing by night. No 
other visual problem was related by the patient or detected. The 
symptom persisted for 3 weeks but disappeared slowly at the end 
of the fifth week.

In January 2010, MDD reappeared, characterized by similar 
symptoms as previously described but with the emergence of 
symptoms of anxiety and fatigue (both severely worsening in 
the morning) and serious impairment of social functioning. 
Escitalopram was administered at 5 mg/d, reaching 15 mg/d in 
3 weeks with no unwanted effects. After 6 weeks, depression had 
remitted. During follow-up (18 months), there was no relapse. 
After slow discontinuation of escitalopram for 6 weeks, the patient 
experienced nystagmus with the same characteristics as described 
earlier, disappearing by 4 to 5 weeks.

The literature includes only 1 report of positional nystagmus 
associated with amitriptyline withdrawal.1 There is another case 
report of a patient who manifested signs of serotonin syndrome 

during an intravenous anesthetic with remifentanil and propofol. 
The patient displayed nystagmus, lower extremity clonus, and 
diaphoresis. At the time of surgery, the patient was being treated 
with 60 mg of fluoxetine for severe MDD. His symptoms resolved 
in the surgical care unit without incident.

Investigators have shown that fluoxetine2,3 and sertraline4 can 
induce oculomotor abnormalities during sleep in depressed patients. 
It is suggested that these abnormalities are likely to be the result of 
increased availability of serotonin5,6 and secondary dopaminergic 
effects.7–9

As the use of antidepressants continues to increase, the incidence 
of withdrawal symptoms is also likely to increase. Patients treated 
with antidepressants should be questioned specifically during the 
discontinuation phase about the presence of this unwanted effect. 
It is important to recognize its clinical features as well as the benign 
course after a few weeks of follow-up.
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