
© COPYRIGHT 2012 PHYSICIANS POSTGRADUATE PRESS, INC. © COPYRIGHT 2012 PHYSICIANS POSTGRADUATE PRESS, INC.366 J Clin Psychiatry 73:3, March 2012

Case Report

Successful Monitoring of Fluoxetine-Induced Nocturnal Bruxism: 
A Case Report
Joseph W. Iskandar, DO; Brian Wood, DO; Rizwan Ali, MD; and Rebecca L. Wood, PharmD, BCPS

Nocturnal bruxism, the involuntary grinding and/or clenching of teeth during 
sleep, which has been classified as a parasomnia, reportedly causes many 

dental and oral problems.1 Moreover, it may be an untoward symptom that leads to 
a compromised ability to achieve or maintain therapeutic doses of selective serotonin 
reuptake inhibitors (SSRIs). To the best of our knowledge, this is the first report to 
document the successful monitoring of fluoxetine-induced nocturnal bruxism in a 
healthy adult without a change in the patient’s medication regimen.

Case report. Mr A, a 34-year-old man with a history of DSM-IV–diagnosed 
posttraumatic stress disorder and major depressive disorder, presented in 2011 to 
the emergency department after having an argument with his wife. He complained 
of feeling hopeless and helpless for approximately 1 week and having suicidal and 
homicidal ideations with no plan or intent. The patient had been successfully treated 
with fluoxetine 20 mg/d for the past 5 years with no reported side effects. No other 
SSRI had been prescribed in the past. Past medical, surgical, and family histories 
were noncontributory.

Mr A’s fluoxetine dose was increased gradually to 60 mg/d beginning at admis-
sion. The patient reported a significant decrease in depressive symptoms within 
2 weeks. At this same time, the patient reported the onset of nocturnal bruxism, 
which led to frequent morning headaches and temporomandibular joint discomfort 
with no dental consequences. Due to the excellent therapeutic response in target-
ing depressive symptoms, fluoxetine was continued with no change. The nocturnal 
bruxism lasted for 1 month and did not recur, according to patient report at multiple 
outpatient appointments over a 6-month period. His depressive symptoms remained 
in remission from the date of discharge through all follow-up appointments.

Nocturnal bruxism is a reported side effect of SSRIs with an unknown preva-
lence. Either a decrease in SSRI dosage or the addition of buspirone (serotonin 
5-HT1A receptor partial agonist) has been used to relieve SSRI-associated noc-
turnal bruxism.2,3 The pathophysiology of SSRI-associated nocturnal bruxism is 
unclear.4 However, it has been suggested that mesocortical disinhibition known to 
be produced by SSRIs may lead to dopamine depletion that manifests itself as noc-
turnal bruxism.5 Nocturnal bruxism has also been reported to be associated with  
venlafaxine, which at lower doses primarily acts as a serotonin reuptake inhibitor.6 
In addition, in a 61-year-old patient, depressive symptoms and fluvoxamine-induced 
bruxism were both completely remitted in 1 month after 6 electroconvulsive therapy 
treatments; however, the authors acknowledged that spontaneous remission could 
have occurred.7 

We believe that adding additional medications or changing an effective 
medication regimen could be avoided in some cases. As reported in our case, 
fluoxetine-associated nocturnal bruxism clearly remitted in 1 month without inter-
vention and to date remains in full remission. When bruxism is recognized clinically, 
consultation of a trained dental professional should be strongly considered. Deci-
sions regarding continuation of medications resulting in bruxism should be made 
only in cases in which this side effect is reasonably tolerated.

If practitioners recognize this association between SSRIs and bruxism, then 
extensive use of buspirone or undesired decreases in the SSRI dose, possibly com-
promising patient progress, might be prevented. Clinicians should be aware of the 
potential for fluoxetine-induced nocturnal bruxism and educate their patients about 
the possibility of its occurrence. Upon its incidence, the clinician may consider taking 
a more conservative interventional approach if the SSRI dose is otherwise efficacious. 
However, the spontaneous remission we observed may not occur in every case.
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