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ANTIDEPRESSANT DISCONTINUATION SYNDROME 

 

 
A lot of negative information has been in the literature about antidepressants (AD’s) lately, how 

little they tend to improve the clinical picture, especially when unaccompanied by some kind of 

psychological treatment. Yet, they are one of the more common medications in the American 

medicine cabinet. Additionally, it has become more common, promoted by the health insurance 

industry, for psychiatrists to be separated from the therapy of patients, and utilized for their 

expertise in psychopharmacology – someone else may provide the therapy. Also, most 

antidepressants are now commonly prescribed by primary-care physicians or sundry other non-

psychiatric specialists.  

 

It is not the purpose of this paper to argue the demerits of the current system, nor to try to expose 

a serious public health problem. It is only to point out that many prescriptions for antidepressants 

are written because the patient presents as, or claims to be, “depressed.” The diagnosis may be 

established by many practitioners who are not trained adequately to assess, diagnose and 

properly treat DSM  IV Depression.  

 

Patients who have abruptly stopped taking their antidepressants show up in the Addiction 

Medicine Clinic frequently, particularly in the acute withdrawal phase (of drugs or alcohol) and 

even in the first year following. If the patient does not perceive an adequate clinical improvement 

from AD’s, there is a greater likelihood that he will abruptly stop taking the medication. In the 

addict population, there are many other kinds of clinical situations of non-adherence, where the 

patient or treatment staff (especially new-to-the-patient treaters as in a detox unit) may decide to 

abruptly discontinue one anti-depressant, even to start a new antidepressant with a supposedly 

“better” treatment profile.  

 

The purpose of this article is to highlight the recognition of the signs and symptoms of the 

antidepressant withdrawal syndrome (ADS) and to offer tips for managing the clinical situation, 

even in the situation where antidepressants were inappropriately begun in the first place.
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It has been recognized relatively recently that all antidepressants, on discontinuation, may trigger 

a mild to quite serious multisystem syndrome – especially if stopped too quickly or even 
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abruptly. The shorter the half-life of the AD, the greater the risk for antidepressant 

discontinuation syndrome (ADS). In a small study of supervised AD discontinuation, the 

prevalence of ADS with sertraline was 2.2%, fluvoxamine was 14%, paroxetine was 20% and 

clomipramine was over 30%.  

 

One or multiple systems may be prominently affected by ADS: neurosensory, neuromotor, 

gastrointestinal, vasomotor, psychiatric, and other.  

 

Since the awareness of ADS is relatively recent, the diagnostic criteria are a bit loose. However, 

the following have been proposed: 1. Appearance of characteristic symptoms in the 

aforementioned organ systems (specific symptoms to be elaborated shortly); 2. Appearance of 

the symptoms within one week of abrupt cessation of the antidepressant; 3. The symptoms 

become mild, and rapidly reversed, by restarting the original antidepressant.  

 

An acronym to assist in spotting ADS is “FINISH”:  Flu-like symptoms, Insomnia, Nausea, 

Imbalance (unsteady on feet), Sensory disturbances, Hyperarousal (agitation, anxiety). 

 

More specifically, in the: 

 Neurosensory System: Paresthesias, myalgia, numbness, tinnitus, unusual visual 

sensations, hypersensitivity to sound, vertigo. 

 Neuromotor System: Tremors, restless legs, myoclonus, gait problems, instability, tongue 

and mouth gestures, speech difficulty. 

 Gastrointestinal System: Nausea, vomiting, diarrhea, anorexia, GI cramping, bloating. 

 Psychiatric: Anxiety or panic, depression, mood swings, suicidal thinking, irritability, 

confusion, impulsivity, psychosis. 

 Vasomotor System: Flushing, sweating and temperature intolerance. 

 Other: Vivid dreams, nightmares, insomnia, headache, fatigue, flu-like symptoms. 

 

The exact mechanism of action is still not fully known. However, the presumptive culprit 

revolves around the acute reduction of synaptic serotonin. Also, there may likely be the 

involvement of a complex interaction of multiple neurotransmitters including the norepinephrine 

as well as the cholinergic systems. Genetic have also been invoked to explain specific patient 

vulnerability to AD’s.
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Some of the clinical risk factors to help alert the clinician to the possibility of ADS: 

 Abrupt discontinuation of antidepressant 

 Shorter half-life antidepressant 

 History of noncompliance or nonadherence 

 Use of a prolonged “drug holiday” 

 Younger patients, especially children and adolescents 

 Women, especially pregnancy 

 Breast-fed infant with the mother taking antidepressants 

 Prior history of ADS 

 History of early adverse symptom reaction with the start of antidepressants. 
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Because ADS may be easily misinterpreted as a worsening of depression, or a symptom of drug 

or alcohol withdrawal, the clinician needs to keep ADS in mind – when in the ER, or in the 

office, trying to decide whether to change antidepressants or add a new one, or in the detox unit. 

The important task is one of prevention by emphasizing to the patient the need to adhere to the 

regimen and avoid missing doses. When initiating AD treatment, depending on the patient’s 

history and possible known risk factors, a longer-acting antidepressant may be preferable. For 

instance, the half-life of fluoxetine is one to two weeks with active metabolite present during this 

prolonged period. The second prevention factor involves the art of antidepressant tapering. Since 

the recognition of ADS, the answer is: if the risk factors are high, then taper more slowly. With 

shorter-acting antidepressants such as paroxetine or venlafaxine, the dosage may be reduced by 

25% every 4 to 6 weeks.  

 

For mild ADS, symptomatic treatment and reassurance may be sufficient, keeping in mind that 

the symptoms should gradually resolve over a 10 day period.  

 

For more severe cases, you may need to restart the recently withdrawn antidepressant up to the 

pre-ADS dosage. The ADS symptoms should disappear within 24 hours. Then if there is good 

reason to stop the antidepressant, taper on a more gradual schedule. A second option is to utilize 

fluoxetine at a low dose (5 to 20 mg) and then reduce the dosage slowly.
3
 

 

ADS has become recognized as a sometimes annoying or at times, dangerously serious clinical 

accompaniment to antidepressant treatment when abruptly discontinued for whatever reason by 

staff or patient. The recognition of ADS allows the clinician to take preventive steps depending 

on risk factors and prior history. Some strategies are presented to deal wit the more severe 

clinical situations.  

 

Bonus: 

For the briefest depression screen for adolescents, the PHQ-2 offers a severity scale, 0-3, for 

depressed mood and/or lack of pleasure in the previous 2 weeks. A score of 3/6 has high 

sensitivity and specificity for major depression. This test does not address suicidality, for which 

one of the best questions, “Have you ever thought that life was not worth living?” should be 

followed up with: “Have you ever felt you wanted to kill yourself?” 
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