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Abstract: Bruxism is a sleep related movement disorder defined by repetitive jaw muscle activity that causes clenching or 

grinding of the teeth. Bruxism can lead to teeth and jaw damage and disturbs sleeping process. Although gastro-esophageal 

reflux, smoking and disturbances in CNS dopaminergic system implicated in etiology of bruxism but no clear etiology is 

defined. There are plenty of treatments were used for these patients included biofeedback, hypnosis, occlusal splints, beside 

drugs. Pharmacological treatments such as Clonidine, Clonazepam, Hydroxizine, Sodium valproate, selective serotonin 

reuptake inhibitors (SSRIs) sometimes induce bruxism. Case reports showed that SSRIs induced bruxism resolved by 

Buspirone but tricyclic antidepressants were not supported to be effective treatment for bruxism in papers. It is hypothesized 

that the direct and indirect pathways of the basal ganglia are involved in the coordination of movements is disturbed in bruxer 

like in Parkinson disease. Based on these facts we had thought Trihexyphenidyl may be effective in resistant patients. This 

study describes 4 patients whom suffered from bruxism which resisted to usual treatments. Trihexiphenidyl (Artane) an 

anticholinergic drug reduced symptoms in all cases. Anticholinergic drugs can be considered for treating bruxism. Both night 

and day types of bruxism, as a movement disorder was relieved in response to Thp, probably due to anticholinergic effects in 

basal ganglia. These isolated cases could not be generalized. Further placebo controlled clinical trials are needed to evaluate 

and proof the efficacy of anticholinergic drugs such as Thp for treating of bruxism. 
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1. Introduction 

Bruxism is a sleep related movement disorder defined by 

repetitive jaw muscle activity that causes clenching or 

grinding of the teeth. It can be categorized to night and daily 

movements (1). The results of bruxism may be discomfort 

and/or damage of teeth, Tempromandibular pain, headache, 

cosmetic problems and also associated with hypertension (2-

3). 14 to 38 percent of children and 8–31.6% of adults were 

reported to have Bruxism and mean prevalence of sleep 

bruxism was 12.8% (4-5). Although gastro-esophageal reflux, 

smoking and disturbances in CNS dopaminergic system 

implicated in etiology of bruxism but no clear etiology is 

defined (6-7). Many treatments were used for these patients 

included biofeedback, hypnosis, occlusal splints, beside 

drugs (8-9). Pharmacological treatments such as Clonidine, 

Clonazepam, Hydroxizine, Sodum valproate (10-11) 

Selective seretonine reuptake inhibitors (SSRIs) sometimes 

induce bruxism. Case reports showed that SSRIs induced 

bruxism resolved by Buspirone (12). Amitriptyline and other 

tricyclic antidepressants were not supported to be effective 

treatment for bruxism in papers (13). Botulinum toxin was 

used for treatment of bruxism and sometimes with serious 

adverse effects (14). 

AntiParkinson drugs which have dopaminergic effects may 

relief and antidopaminergic drugs can exacerbate bruxism. 

Bruxism may be a Prodromal feature of Parkinson disease 

(15). It is hypothesized that the direct and indirect pathways 

of the basal ganglia are involved in the coordination of 

movements is disturbed in bruxer like in Parkinson disease. 
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Based on these facts we had thought Thp may be effective in 

bruxism. 

After explanation about the study to each of participants 

and reassurance about being anonymous, written informed 

consent was obtained from all participants before initiation of 

the study.  

In this article 4 cases with bruxism who were treated with 

Trihexiphenidyl successfully reported. 

Case 1: 

The patient was a 17 year old boy referred with night 

bruxism. He suffered almost every night for 3 years. The 

most disturbing was its loud sound of greeting that leaded to 

night time awakening. He didn’t use any drug such as 

metoclopramide, he was not smoker, did not use substances 

and also he had not history of dental problems as his dentist 

reported. The patient had no positive finding in past medical 

history and physical and neurological examinations, except 

for recent dental problems consequence the disorder. Except 

mild anxiety, no obvious mental disorder was seen in 

psychiatric interview. He reported that his father had 

untreated bruxism frequently for a couple of years. Previous 

medication such as Amitriptyline, Nortriptyline and 

Propranolol was not effective as patient and parents’ report. 

Clonazepam 0.5 mg per day had moderate effects for 

reduction of symptoms but he discontinued it because of 

daily drowsiness. Trihexyphenydil 0.5mg, 2hour before sleep 

was administrated. One week later he reported his bruxism 

reduced moderately .Trihexiphenidyl (Thp) increased to 1mg 

every night and in the next week and no symptom of bruxism 

was reported later. After 45th day the dosage of Thp 

decreased to 0.5mg and after 30 days discontinued. Patient 

was symptom- free for 11 nights and after that bruxism 

relapsed and gradually became as severe as before treatment. 

Thp 1mg started again and bruxism disappeared rapidly. 

Case 2: 

The patient was 27 year old man referred with night and 

daytime bruxism from 4 month ago with wax and wane in 

daily to weekly periods. He had repetitive clenching of jaw 

leading to pain at tempromandibular joints. He did not use 

any drug and no history for medical, psychiatric disorders 

and substance abuse or dependency prior to bruxism. No 

dental occlusion disorder was reported in dentist consultation. 

Also symptoms started 3 month after loss of his father, he 

was not diagnosed as depressive disorder and pathological 

grief in psychiatric interview. The symptoms had not relieved 

by using anxiolytics (Clonazepam) or tricyclics (Imipramine) 

each for 2 weeks period. Thp 1mg divided in 2 times 

prescribed. Symptoms relieved for 3 days after treatment and 

continued for 60 days but relapsed 1 week after 

discontinuation. Thp prescribed again and symptoms 

reduction was prominent. 

Case 3: 

A 22 year old female university student referred by 

gastroenterologist to private psychiatric clinic. She had night 

bruxism since early adolescence. Investigations did not show 

any medical, neurological and substance use disorder. 

Although the patient reported that the symptoms exacerbated 

under stress but symptoms never removed more than 2-3 

days even without stressors. No drug was used from 2 years 

ago and she refused dental guard because of its discomfort. 

She used to recieve Propranolol, Diazepam, Alprazolam, 

Amitriptyline, Doxepine, H1 Blocker (cetrizine) without 

positive effects. Thp prescribed for this patient and the effects 

were like case no 1. 

Case 4: 

The patient was 16 year old female, high school student. 

She had bruxism almost every night. She had also jaw and 

dental pain, but the major reason of refer was family 

complaint of her sound of teeth gridding. Symptoms had 

been started when she was a child with wax and wane course, 

exacerbated under stress but never removed more than 1 

month and had been severe in recent 3 months before referral. 

No drug, no medical and/or psychiatric disorder were 

reported in history of patient except for night terror in 

childhood. She had positive family history (father had 

bruxism). Her grandfather suffered from Parkinson disease. 

Physical and neurological examinations showed no positive 

finding. Benzodiazepines (diazepam) had no effect in 3 

weeks trial, but imipramine was effective slightly. Thp 1mg 

each night prescribed and symptoms removed in third night 

totally. The patient was symptom free for 3 months. 

Symptoms relapsed 1 week after discontinuation of thp. 

Symptoms relieved 3 days after Thp restarted with the same 

dose. 

2. Discussion 

Although the pathogenesis of bruxism remains unclear, 

bruxism episodes were associated with arousal response 

along with involuntary leg movements. It is hypothesized 

that the direct and indirect pathways of the basal ganglia are 

involved in the coordination of movements is disturbed in 

bruxer like in Parkinson disease (15). Sleep Bruxism is 

associated to rhythmic masticatory muscle activity 

characterized by co-activation of both jaw-opening and jaw-

closing muscles instead of the alternating jaw-opening and 

jaw-closing muscle activity pattern typical of chewing. This 

is also like Parkinson disease in which both agonist and 

antagonist muscles co-activity are present. Acute use of 

dopamine precursors like L-dopa inhibits bruxism activity 

and chronic long term use of L-dopa results in increased 

bruxism activity (16). 

All 4 patients were suffered from repetitive clinching of 

jaw, 3 in night and 1 on day, medical problem related to 

bruxism were excluded and no definite relationship to drug 

and substance usage were found. All of patients tried other 

routine drugs for bruxism and no relief was found among 

them. Symptoms were disappeared rapidly by Thp, an 

anticholinergic drug. Symptoms relapsed soon after 

discontinuation and removed by restarting of Thp. This low 

dose of Thp (1-2mg/d) has minimal side effects comparing to 

benzodiazepines, antihistamines, alpha2 adrenergic agonists 

(clonidine), or invasive methods such as botulism injections 

(11, 16). Thp has been used in Parkinson disease and acute 
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and chronic dystonia both categorized as movement disorder. 

Bruxism also is considered a movement disorder. The effect 

of anticholinergic drugs in dystonia and Parkinson disease is 

mediated via cholinergic synapses of basal ganglia so the 

pathogenesis of bruxism may be the same as above 

mentioned disorders.  

The novel point in this article was an effort to find out a 

treatment of bruxism. As mentioned above variety of 

pharmacological and non- pharmacological issues have been 

offered to treat this suffering condition but most of them 

were not effective or the effectiveness was weak or 

temporary. Trihexyphenidyl use supports with the semi- clear 

pathogenesis of bruxism but had not considered previous 

researches. This clinical trial may be the first step to attention 

to it and may open a window to try these types of drugs to 

treat the disorder in a larger sample-size, placebo- controlled 

investigation in future.  

3. Conclusion 

The current paper presents an experimental model for 

treatment of resistant bruxism. In this study both night and 

day types of bruxism, as a movement disorder was relieved 

in response to Trihexyphenidyl, probably due to 

anticholinergic effects in basal ganglia. Our study was 

conducted on only 4 patients with resistant bruxism and these 

few isolated cases could not be generalized. Further placebo 

controlled clinical trials are needed to evaluate and proof the 

efficacy of anticholinergic drugs such as Trihexyphenidyl for 

treating of bruxism. 
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