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The objective of this review was to discuss the emerging
role of botulinum toxin in the treatment of temporomandibular disorders (TMD), to review the current
literature, recent clinical trials, as well as preliminary
data from our own clinical study, and to formulate an
algorithm for the work-up and treatment of TMD.
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Introduction
Temporomandibular disorders (TMD) are pain syndromes that are characterized by pathology localized to
the jaw and muscles of mastication. For a variety of
reasons, objective data and clinical eﬃcacy are diﬃcult
to assess between diﬀerent modes of treatment. Reasons
for the lack of consensus for the treatment approach for
TMD include the heterogeneity in clinical presentation,
the diﬀerences in diagnostic criteria, and the lack of
objective radiographic or diagnostic tools to measure
TMD. The disorder is often diﬃcult to clinically
separate from other facial pain disorders such as chronic
sinusitis, ﬁbromyalgia, chronic neck pain, trigeminal
neuralgia, tension headaches and migraines. Over the
past several years, botulinum toxin (BoNT) has been
increasingly utilized as an adjuvant treatment for head
and neck pain, such as tension type headaches and
migraine headaches. BoNT for the treatment of TMD is
a subject of study at various treatment centers. The
purpose of this article was to review the current role of
BoNT in chronic head and neck pain disorders with a
focus on TMD. Over the past 12 years, we have treated
over 200 patients in our oﬃce with BoNT for TMD. We
have developed a TMD algorithm for management with
BoNT. We treat patients after they have failed the
traditional conservative therapies, and before they go to
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surgery. We do not, at the moment, include patients
with primary TM joint pathology.
Temporomandibular disorders may be divided into
two primary groups – those related to the muscles
themselves (myofascial) and those related to the temporomandibular joint (TMJ; arthrogenic) (Ohrbach and
Stohler, 1992). TMD-associated pain may arise from the
joint itself or may be secondary to hyperfunction of the
muscles of mastication resulting in chronic inﬂammation and pain. BoNT is a neurotoxin that targets the
presynaptic release of acetylcholine (Ach) in the neural
junction. The earliest clinical use of BoNT was for the
treatment of motor dystonias such as blepharospasm.
The pain-relieving eﬀects of BoNT were observed during
the clinical trials for the treatment of cervical dystonia,
oromandibular dystonias, and this pain relief is well
known to our practice population (Blitzer and Sulica,
2001). More recent data suggest that pain relief is not
just mediated at the neuromuscular junction, but also
by decreasing the release of inﬂammatory mediators
[calcitonin gene-related peptide (CGRP), substance P,
glutamate, etc.]. These mediators are also released by
soluble N-ethylmaleimide-sensitive factor attachment
receptor (SNARE) proteins.
Temporomandibular disorders may be associated with
headache, periauricular pain, neck pain, decreased jaw
excursion, locking episodes, and noisy joint movement.
Although clinical ﬁndings such as joint clicks, palpation
tenderness, and dental malocclusion can suggest a diagnosis of TMD, psychological components such as depression, anxiety, and somatization are being increasingly
recognized as a synergistic factor in those patients who
seek treatment (Brister et al, 2006). Recent avenues for
research have emphasized the cognitive and neurologic
basis for pain processing and the interaction between
the peripheral and central nervous systems (CNS).
Although the eﬀect of BoNT on the motor endplate
had been the subject of extensive study for the past
20 years, clinical applications based on the function of
BoNT at the parasympathetic nervous system and pain
receptors (nociceptors) are only now being actively
pursued. The clinical improvement seen in patients with
migraines and classical vascular headaches after
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treatment with BoNT has prompted a reexamination of
what is traditionally understood to be the basis of pain
in headaches. Consequently, an alternative hypothesis
about the pathophysiology of TMD-related pain as well
as idiopathic facial pain syndromes has been suggested.
Temporomandibular disorder is a nonspeciﬁc diagnosis and is often used as a clinical label that describes
pain related to the jaw and masticatory muscles that are
of unclear etiology. It is also commonly associated with
other pain symptoms aﬀecting the head and neck region
such as headache, ear-related symptoms, and cervical
spine disorders (De Wijer et al, 1996). Patients with
chronic TMD frequently report symptoms of depression, poor sleep quality, and low energy. Furthermore,
chronic TMD has been found to interfere with normal
social activity and interpersonal relationships and to
negatively aﬀect the ability to maintain employment
(Morris et al, 1997). Reaching a correct diagnosis for
patients presenting with chronic head, neck, and facial
pain can be diﬃcult. Global anxiety, feelings of
helplessness, and mood disorders can often coexist in
those patients, and obscure the physician’s ability to
acquire the necessary information to arrive at a
diagnosis. In addition, psychological stresses and concomitant headache disorders can often obscure the
clinical picture and make treatment strategies diﬃcult.
Pain related to the TMJ and associated muscles is a
very common complaint. A survey study of temporomandibular signs and symptoms based on a Health
Maintenance Organization (HMO) population put the
prevalence estimates at 10–12% (Dworkin et al, 1990).
Several population survey studies suggest prevalence
rates between 10% and 58% with most falling in the
range of 25% of the general population (Lipton et al,
1993; Gremillion, 2000; McFarlane et al, 2002). A metaanalysis performed on the Dutch population survey
suggested that 30% of the population had TMD-related
complaints (De Kanter et al, 1993). The prevalence data
are quite consistent between diﬀerent cultural and racial
groups when taking into account survey methods (Pow
et al, 2001). There are diﬀerences in rates of those who
seek treatment for orofacial pain and TMD. For
instance, Asian patients are lower seekers of treatment
(McMillan et al, 2006).

Symptomatology
The correct diagnosis of TMD is fundamental to
implementing an eﬀective treatment regimen and avoiding persistent patient disability. Often the diagnosis will
be clear following a thorough patient history, although
occasionally additional testing is required. Associated
headache disorders are very common. On occasion,
testing is warranted for patients who are disabled by
their fear of serious pathology, or when the physician
has concerns despite the lack of organic pathology
indicators.
As there is no uniformity in the diagnosis, eﬀorts have
been made to stratify and formulate inclusion criteria
for the purposes of research design. The Research
Diagnostic Criteria for Temporomandibular Disorders
Oral Diseases

(RDC/TMD) utilizes a physical and psychological/
social approach model to diagnose and classify patients
with TMD. The ﬁrst component (axis 1) groups TMD
into three broad groups – muscle disorders involving
myofascial pain, temporomandibular disk displacement,
and joint disorders such as arthralgias, arthritis, and
arthrosis. Signs and symptoms of axis 1 inclusion are
persistent orofacial pain, limitations in mandibular
range of motion, pain on masticatory muscle palpation,
and detectable sounds in the TMJ during jaw function.
The second component (axis 2) is a quality of life
questionnaire that integrates behavioral modiﬁcation
and adaption, psychological factors, depression, and
disability (Dworkin et al, 2002a). Axis 2 assesses
impairment of masticatory muscle function (e.g., eating,
communication, bruxism), depression, and nonspeciﬁc
physical symptoms (Dworkin et al, 2002b).

Treatment
First-line pharmacologic treatment for TMD includes
anti-inﬂammatory agents, muscle relaxants, and narcotics. Physical treatments such as orthotic devices, physiotherapy, massage, acupuncture, and others are also
often used. Other non-pharmacologic approaches including exercise, dietary adjustment, and biofeedback
therapy continue to play an important role in TMD
management. Rarely, surgical intervention such as
arthrocentesis, intra-articular steroid injection, arthroscopy, and open arthrotomy are performed. Despite
these options, treatment for TMD is often unsatisfying
and incomplete. Approximately three quarters of
patients with severe chronic facial pain who have been
treated with narcotics continue to have functional
limitations and pain (Zenz et al, 1997). Most of the
patients in our referral base have failed multiple therapy.
For patients who are referred initially, we generally
employ conservative measures of treatment such as
physical therapy, massage, warm compresses and
behavioral therapy, oral appliances, as well as antiinﬂammatory agents and muscle relaxants. We will
generally oﬀer a trial of BoNT therapy for patients who
have not responded to these conservative measures.
There is currently one formulation of botulinum toxin
type A (BoNT-A) (Botox) and one type B complex
(Myobloc) that is FDA-approved for clinical use. There
are several other BoNT-A approved in Europe and a
number of others in various basic or clinical trials
throughout the world. These products have diﬀerent
dosing, safety, and eﬃcacy characteristics, and familiarity with each complex is essential prior to administration. There are no well established methodologies to
calculate equivalent doses (Jankovic and Brin, 1997).
Lyophilized BoNT-A (Botox; Allergan, Inc., Irvine,
CA, USA) is the only type A toxin currently available in
the United States. Each vial contains 100 U of BoNT-A,
and requires dilution with bacteriostatic 0.9% saline.
The authors typically dilute each vial with either, 2 or
4 ml of saline to prepare a 5.0 or 2.5 U per 0.1 ml stock,
respectively. BoNT-B (Myobloc; Solstice Neurosciences,
Inc., South San Francisco, CA, USA) is available in

Role of BoNT in the treatment of TMD
PC Song et al

2500 U and 5000 U ml)1 vials prediluted with 0.05%
human serum albumin.
Although there is no consensus regarding dilution of
BoNT for TMD, our experiences have indicated a
greater overall response using lower concentrations at
multiple sites with larger injection volumes (e.g., 2.5–
5.0 U per 0.1 ml) as opposed to higher concentrations at
fewer sites with smaller injection volumes (Blumenfeld
et al, 2004). The diﬀusion of toxin is about 1 cm at each
injection site. Aﬀected areas may remain untreated if an
inadequate number of injection sites are inﬁltrated,
resulting in an incomplete response. Total dose administration is often individualized, taking into consideration the severity of symptoms, body habitus, pain
distribution, and the patient’s individual response to
toxin.
Botulinum toxin injection for TMD primarily targets
the muscles of mastication and is typically administered
by injecting the primary muscle groups in a ﬁxedposition technique depending upon the pain type and
physical examination (see Figure 1). For TMD, we
favor targeting muscles based on our physical examination and patient symptoms. We often adjust the dose
given to the muscle groups depending on the amount of
muscle tenderness and pain that the patient reports. The
temporalis and masseter muscles (see Figure 2) are
almost universally aﬀected and are the most common
muscles injected. We generally favor 10–25 U for each
temporalis muscle and 25–50 U for the masseter muscles. If the patient complains of signiﬁcant pain under
the cheeks, if there is signiﬁcant lateral jaw deviation,
or if bruxism and teeth grinding is a major complaint,
we will also deliver 7.5–10 U to the lateral pterygoids.
We use EMG guidance for all injections (see Figures 3
and 4).
Following appropriate dilution, the toxin is drawn
from the stock vial into a 1-ml syringe and a 27-gauge
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Figure 2 Injection points of masseter and temporalis muscles

Figure 3 Injection of the masseter muscle using EMG guidance

Figure 1 Injection of corrugator and frontalis muscles

monopolar electrode injection needle is attached. Sterile
technique is used both during toxin preparation and
administration. The patient is placed in either a sitting
or supine position and the skin cleansed with alcohol to
remove debris and contaminants.
The temporalis is a large fan-shaped muscle that
covers the lateral aspect of the cranium, originating from
the temporal line and inserting to the coronoid process
of the mandible. While palpating the temporal area,
having the patients clench their teeth enables localization
for injection. Injections are usually administered as 5 U
in 0.2 ml aliquots at four to ﬁve distinct sites. Because of
the large size of the muscle, a larger volume may be
administered without aﬀecting adjacent structures.
Oral Diseases
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Figure 4 Pocket-sized EMG machine used for injection guidance

The masseter muscle originates in the inferior border
of the zygomatic arch and inserts into the lateral surface
of the ramus and the coronoid process. The needle is
inserted transcutaneously into the areas of maximal
muscle tenderness. We generally use the dilution of 5U
in 0.1 ml. Each individual masseter muscle receives a
series of ﬁve injections of 0.1 ml solution yielding total
dose of 25 U per individual muscle.
The lateral pterygoid muscle is identiﬁed intraorally
by palpating the lateral pterygoid plate. The needle is
placed between the pterygoid plate and the coronoid
process of the mandible parallel to the length of the
muscle. The EMG signal should be robust with lateral
excursion of the jaw. We generally inject 7.5 U in 0.3 ml
at several positions along the length of the muscle.
If there is coexisting pain and tenderness in other
muscle groups we will often administer concomitant
treatment. Muscles of the occipital area, cervical region
(see Figure 5), and back are addressed based upon
patient report and the ﬁnding of tenderness on palpation. Pain may be present at the occipital region (lateral
to the protuberance), yet more often is located in the
paraspinal area adjacent to the nuchal line. Within this
region, the trapezius muscle, splenius capitis, and
semispinalis muscles converge. Precision is not crucial
within this region, and injections should be correlated
with areas of maximal tenderness. Larger doses (5–15 U
per area) and larger injection volumes are acceptable, as
extravasation will enhance the regional penetrance of
the toxin.
Adverse eﬀects are often mild or transient, and can
usually be minimized through proper injection technique. The most signiﬁcant adverse eﬀects involve
sequelae of weakening or paralyzing muscles at or near
the injection site. Most local complications are cosmetic
in nature. Very few of the complications reported during
cosmetic BoNT-A administration have been noted when
treating headache disorders. Adverse eﬀects reported
during the treatment of headache disorders include
blepharoptosis, brow ptosis, diplopia, and muscle
weakness at the site of injection (Silberstein et al,
Oral Diseases

Figure 5 Injection sites of the occipitalis muscle and muscles along the
nuchal line

2000). Various minor sequelae associated with needle
injections such as bruising and local tenderness have
been observed.
The pain relief from BoNT-A may take several weeks
to reach maximal eﬀect. Patients should maintain an
accurate headache diary during the course of botulinum
injections, documenting the time, severity, duration, and
frequency of all headache events. Any medications taken
to relieve acute breakthrough headaches should be
noted. The patient should return for reevaluation at
4–6 weeks following the previous injection to document
any adverse eﬀects or suboptimal responses. Additional
BoNT-A may be administered at that time as dictated
by the clinical examination.
Repeated injections are necessary as the botulinum
eﬀect subsides. There is tremendous variation among
patients with respect to optimal dosing frequency. Some
patients experience relief well beyond the predicted
pharmacokinetic duration of the drug. This suggests a
possible neuromodulating eﬀect of the toxin at the level
of the CNS. In addition, the response to toxin injection
may change over time, with some patients reporting
greater therapeutic eﬀect with repeat injections (Mathew
and Kaup, 2002). While the majority of patients require
repeat injections at 3- to 4-month intervals signiﬁcantly
longer intervals of relief have been observed. Pain
diaries serve as a useful guide for the physician to direct
future treatment.

Discussion
Botulinum toxin type A is a paralytic neurotoxin
whose main action is to inhibit Ach release at the
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neuromuscular junction. FDA approved for treating
blepharospasm, strabismus, hemifacial spasm, cervical
dystonia, glabellar lines and hyperhidrosis, BoNT-A has
been safely used to treat hyperfunctional facial lines,
other dystonias, spasticity, and tremor of the head and
neck. BoNT-A also blocks Ach release at parasympathetic nerve terminals and is used to treat sialorrhea and
hyperhydrosis. The indications that BoNT-A may be
eﬀective for treating pain disorders stemmed from
anecdotal reports of patients being treated for hyperfunctional facial lines. These patients noticed marked
reduction in the frequency and severity of headache
episodes and facial tension (Carruthers, 1999). Investigators have often observed that pain improvement after
BoNT-A treatment often did not always correspond to
the region of neuromuscular eﬀects, suggesting an
independent eﬀect on pain pathways (Brin et al, 1987).
BoNT-A is now being used for pain relief as a primary
treatment goal in conditions such as myofascial pain
(Cheshire et al, 1994), tension headache (Zwart et al,
1994), migraine (Binder et al, 1998), and post-herpetic
neuralgia.
The pathophysiology of TMD pain is poorly understood. In some patients, there is obvious clinical
evidence of TMJ erosion and ankylosis and hyperfunction of the muscles of mastication, however in many
patients, no readily identiﬁable anatomic reason for
their complaint exists, or the anatomic deformity is out
of proportion to the degree of pain produced. TMD has
been considered on some level to be an idiopathic pain
disorder (Diatchenko et al, 2006). Maixner et al put
forth a discussion that physical and psychological
triggers initiate a cycle of pain ampliﬁcation and
psychological distress (Maixner et al, 1998).
There are many fundamental questions regarding
the etiology of pain associated with TMD. It is
unclear whether the source of pain is muscular, joint,
or nerve. In many ways, the success of BoNT on
chronic pain disorders caused a reexamination of
beliefs regarding sensory pathways. BoNT appears not
to have any eﬀect on the immediate discharge of
sensory nerves. Blersch et al (2002) performed a
randomized study on the eﬀects of BoNT on pain
reception on human volunteers. BoNT was injected
subcutaneously and the right and left arm pain
thresholds compared with heat and electrical pain.
The authors did not ﬁnd any diﬀerence between arms.
The mechanism by which BoNT-A relieves pain is
unclear; however, various hypotheses have been described. They include direct eﬀects at the neuromuscular junction and direct antiproprioceptive eﬀects on
nerves of the head and neck. Recent evidence suggests
that BoNT-A may also inhibit the release of various
neuropeptides and neuromodulators and block the
transmission of aﬀerent neuronal signals (Volknandt,
1995).
The speciﬁcity of BoNT-A for cholinergic neurons
is based on speciﬁc binding receptors that are commonly found on motor nerves and parasympathetic
nerves (Black and Dolly, 1986). However, given its
ability to access the intracellular compartment,

inhibition of other neurotransmitters released by
SNARE proteins can also take place. BoNT-A has
been found to inhibit substance P release (Welch et al,
2000) and CGRP from sensory neurons (Durham
et al, 2004). Substance P is primarily released by
nociceptive aﬀerents (C ﬁbers) and CGRP is an
inﬂammatory neuropeptide that is co-localized with
substance P in most trigeminal and other sensory
ganglia neurons. Cui et al (2004) demonstrated dosedependent inhibition of formalin-induced inﬂammatory pain in rats. Further experiments looking at Fos
expression in dorsal horn neurons of the rat spine
suggest that BoNT-A does not have a direct action on
the activation of sensory neurons but appears to block
second phase activity that mediates neurogenic inﬂammation. Aoki (2005) hypothesized that this would
reduce inﬂammatory pain and peripheral input to the
spinal cord and reduce nociceptive processing at the
spinal cord level via inhibition of peripheral sensitization, with a rise in the pain threshold.
Peripheral sensitization and neurogenic inﬂammation
with alterations in the CNS processing of aﬀerent
signals is a potential mechanism for the development
of pain syndromes. The understanding of the interaction
between the peripheral sensory system and the CNS
has been expanding in recent years and there is a
growing body of work that supports the importance of
sensitized aﬀerents in the site of injury. Harriott et al
(2006) studied the masseter muscles of rats after inducing chemical inﬂammation (Freund’s adjuvant). The
authors demonstrated hyperexcitability of the sensory
receptors and neurons within the trigeminal ganglia.
An open label prospective evaluation of 13 patients
with trigeminal neuralgia treated with BoNT reported
signiﬁcant improvement in all patients. These patients
were given subcutaneous injections of BoNT-A in the
distribution of their pain. The study reported signiﬁcant
pain relief and reduction in medication use. These eﬀects
lasted 60 days (Piovesan et al, 2005).
Inﬂamed sensory nerves have reduced thresholds and
increased excitability (Treede et al, 1992). This feature
has been demonstrated in various organ systems such as
bladder (Yoshimura and de Groat, 1999), colon (Beyak
et al, 2004), and skin (Andrew and Greenspan, 1999).
Studies of muscles demonstrate a heightened sensitivity
after inﬂammation that is mediated by alterations in ion
channels (Radhakrishnan et al, 2003; Ambalavanar
et al, 2006). Alterations in sodium and potassium
channels in the nociceptors of the TMJ in rats showed
similar changes and increased excitability (Flake and
Gold, 2005). Although the body of evidence consistently
suggests that inﬂammation induces a hyperexcitable
state, it is unclear whether the changes are caused by
mediators within the nerve itself or in the target tissue. It
has been observed that the mechanisms of hyperexcitability diﬀer depending on the target tissue. Gold and
Traub (2004) demonstrated diﬀerences between the
colon and skin dorsal root ganglion cells in reaction to
inﬂammation mediated by prostaglandin 2 injection.
They noted that sensitization may be tissue speciﬁc and
they hypothesized that it may be possible to treat pain
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arising from diﬀerent body parts with unique therapeutic interventions. The innate properties of the trigeminal
ganglia in response to neurogenic inﬂammators may at
some point be a target for chronic orofacial pain. As
BoNT-A has been shown to decrease the release of
inﬂammatory mediators, there may be a role for the
treatment of primary joint disease. There are several
ongoing studies evaluating intra-articular injections for
arthritis. Reduction in joint pain may also increase the
pain thresholds centrally.
Few clinical trials have evaluated the eﬃcacy of
BoNT, especially for TMD. Freund and Schwartz
reported using BoNT in 46 patients with TMD. By
using 150 U of BoNT-A to the masseters and termporalis muscles under electromyographic guidance, they
reported signiﬁcant reductions in pain, function, mouth
opening, and tenderness to palpation (Freund and
Schwartz, 2002). In a subsequent paper, they described
successful treatment of a variety of disorders under the
category of TMD such as bruxism and clenching,
oromandibular dystonias, myofascial pain, trismus,
hypermobility, masseter and temporalis hypertrophy,
and headaches (Schwartz and Freund, 2002).
In an open-label study of 100 patients with TMD, we
found a 60% response rate to BoNT-A injections. A
response was deﬁned as a 50% reduction of pain and/or
frequency of pain. Some of the initial data we have from
a just completed phase 2 FDA-approved double-blind
trial shows a 70% reduction of pain at best during
the study with the maximum eﬀect between the 8- and
12-week period. The global assessment shows 7%
unchanged, 7% with total resolution of pain, and 50%
with marked improvement. The placebo group showed
40% unchanged from baseline. A full report of the data
is pending further analysis.
There is a great deal of overlap between TMD and
other head and neck pain disorders, including headache.
The International Headache Society (IHS) criteria for
chronic tension headache include symptoms of pain that
is non-pulsatile, tightening, or pressing, a frontal-occipital location, bilateral, and not aggravated by physical
activity. Signiﬁcant overlap between TMD and chronic
tension type headache has been observed. In one study,
77% of patients presenting with TMD met (IHS)
diagnostic criteria for tension headache (Freund and
Schwartz, 2002). In addition, when treated with BoNT,
100% (n ¼ 46) of the patients with concomitant headache reported a 50% or greater reduction in symptoms.
Clinical evidence supports the use of BoNT injections
for headache disorders. In one open-label study, 51% of
migraine suﬀerers treated with prophylactic therapy
reported complete responses, and an additional 38%
reported partial responses. Complete responders reported a mean beneﬁt of 4.1 months, while partial responders beneﬁted for 2.7 months. Furthermore, 70% of
patients treated acutely for migraine pain reported
complete response (Binder et al, 2001). A multicenter
randomized controlled trial studying botulinum treatment for tension-type headache showed a signiﬁcant
decrease in the number of headache free days at 90 days
postinjection but not at 60 days (Silbertstein 2006).
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Summary
Temporomandibular disorders are a common cause of
chronic facial pain and headache. The disorder is
thought to be secondary to hyperfunction of the muscles
of mastication resulting in chronic inﬂammation and
pain. TMD is considered a group of pathologies
aﬀecting the masticatory muscles, the TMJ, and related
structures (McNeill, 1993). TMD pain may be muscular
pain or joint pain and can be associated with headache,
myofascial pain of the back and shoulders, and neck
pain. There can be associated disorders within the TMJ
such as ankylosis and arthritis, however these disorders
can often be present without any accompanying joint
pathology. Associated complaints include earache,
headache, neck pain, and facial swelling.
Temporomandibular disorder is a widespread pain
disorder of the head and neck. Chronic pain and
associated symptoms signiﬁcantly interfere with interpersonal relations, professional duties, and overall
quality of life. Patients suﬀering from chronic pain have
an increased risk of developing psychiatric disorders,
particularly aﬀective disorders such as depression. A
detailed examination with appropriate diagnostic testing
often allows the physician to classify the speciﬁc
disorder and initiate an eﬀective therapeutic plan.
Botulinum toxin, through poorly understood pathways, provides signiﬁcant relief from facial pain in many
of the patients, and reduces intensity, frequency, and
duration of recurrent episodes when properly administered. We suggest that BoNT therapy be instituted after
standard conservative therapy failure and before surgical
interventions. Injection protocols, including ﬁxed-site
and follow-the-pain techniques, have provided lasting
relief in patients with TMD, idiopathic facial pain,
trigeminal neuralgia, and headache. The adverse eﬀects
from BoNT are often mild, transient, and limited to
adjacent muscle weakness, which can often be avoided
through the use of proper injection technique. Basic
science and clinical trials are necessary to fully elucidate
the eﬃcacy of this treatment but BoNT therapy may
provide a safe and eﬀective means by which to treat TMD
and other chronic pain disorders of the head and neck.
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