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RESUMO

O objetivo desta tese foi identificar a carga global das disfuncdes
temporomandibulares verificando como o papel do fisioterapeuta pode ser
potenciado, considerando o modelo biopsicossocial. Realizou-se uma revisao
sistematica e metanalise sobre a efetividade da fisioterapia no tratamento da
disfuncdo temporomandibular. Foi também levado a cabo um estudo transversal
analitico, no qual os participantes, selecionados através de um método de
amostragem de bola de neve, completaram um questionario on-line. Isto permitiu
avaliar a prevaléncia de disfuncao temporomandibular na populagéo portuguesa
assim como, avaliar os seus fatores de risco. Com este estudo foi validada uma
escala, posteriormente utilizada para avaliar o estado do conhecimento da
populacdo em geral sobre as disfuncdes temporomandibulares. Realizou-se um
estudo quasi-experimental, longitudinal e retrospetivo, com uma amostra néo
probabilistica de conveniéncia, constituida pelos registos clinicos de pacientes
com disfuncdo temporomandibular, submetidos a tratamento ortoddntico.
Recorreu-se a cefalometria, no sentido de analisar as variaveis cranio-cervico-
faciais, quando comparados os valores pré-tratamento com os valores poés-
tratamento ortoddntico e os da fase de contencdo. Por fim, foi realizado um
estudo tipo série de casos, com trés casos de pacientes com disfuncéo
temporomandibular submetidos a tratamento ortodéntico, com resultados
distintos. Este estudo teve como objetivo compreender quais as caracteristicas
gue podem beneficiar da fisioterapia e os seus resultados imediatos. Concluiu-
se que a fisioterapia € mais efetiva na reducdo da dor do que as outras
modalidades de tratamento com as quais foi comparada, no tratamento da
disfuncéo temporomandibular. Os principais fatores de risco associados foram:
sexo feminino, impulsividade, cefaleia tensional, enxaqueca, ansiedade, trauma
facial e habitos parafuncionais. A escala criada é vélida e fiavel e a populacao
Portuguesa tem um conhecimento global sobre a disfungéo temporomandibular
positivo. O tratamento ortodontico produziu diferencas significativas na postura

craniocervical, sendo propenso a retornar aos valores basais.

PALAVRAS-CHAVE: DISFUNCAO TEMPOROMANDIBULAR, CARGA
GLOBAL, FISIOTERAPIA
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ABSTRACT

The aim of this thesis was to identify the global burden of temporomandibular
disorders ascertaining how the physiotherapist’s role may be enhanced, in the
light of the biopsychosocial model. A systematic review and meta-analysis
regarding physiotherapy effectiveness in the management of temporomandibular
disorders was performed. An analytical cross-sectional study was carried out, in
which the participants, selected through a snow-ball sampling method, completed
an online questionnaire. This allowed the assessment of the prevalence of
temporomandibular disorders in the Portuguese population and the assessment
of its risk factors. With this study a scale was validated that enabled to assess
common knowledge about temporomandibular disorders as well as evaluate the
status of the Portuguese population concerning this condition. A quasi-
experimental, longitudinal and retrospective study, with a non-probabilistic
convenience sample of the clinical records from patients with temporomandibular
disorders and submitted to orthodontic treatment was performed. A
cephalometric analysis was performed, in order to verify if there were changes in
the cranio-cervico-facial variables when comparing pre orthodontic treatment with
post orthodontic and contention phase values. At last, a case series was carried
out, with three cases of patients with temporomandibular disorders that were
submitted to orthodontic treatment, but had distinct outcomes. This study aimed
to understand the different characteristics presented that may benefit from
physiotherapy and its’ immediate effectiveness. It was concluded that
physiotherapy is more effective in pain reduction than the other treatment
modalities to which it was compared to, in the management of
temporomandibular disorders. The main risk factors associated were: female
gender, impulsiveness, tension-type headache, migraine, anxiety, facial trauma
and parafunctional habits. The knowledge scale is psychometrically valid and
reliable and the Portuguese population have an overall positive knowledge about
temporomandibular disorders. Orthodontic treatment produced significant

differences in the craniocervical posture, being prone to return to basal values.

KEY-WORDS: TEMPOROMANDIBULAR DISORDERS, GLOBAL BURDEN,
PHYSIOTHERAPY
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INTRODUCTION






INTRODUCTION

“Temporomandibular disorders” (TMDs) is a term that comprises a variety of
conditions affecting the anatomic and functional characteristics of the
temporomandibular joint (TMJ). Historically, it has been attributed to mechanisms
related to dental or structural abnormalities, but with considerable controversy

and little solid evidence (Clark, 1991; Tallents, 1991). An otorhinolaryngology

surgeon, J. B. Costen was the first to report a relationship between occlusion
and temporomandibular joint function, by suggesting that changes in dental

condition led to anatomical changes in the temporomandibular joint, creating ear

symptoms (Costen, 1934). For this reason, this disorder has also been called
Costen’s syndrome and is also known as craniomandibular disorder or even
craniofacial dysfunction (Durham, 2013; Langdon, 1994; Michelotti & lodice,
2010; Nicolakis et al., 2000; von Piekartz, 2007).

TMDs concerns an heterogeneous group of pathologies that manifest in the

orofacial region, head and neck, and result from the dysfunctional
interrelationship between TMJs, masticatory and cervical muscles, teeth and
dental tissues as well as the central and peripheral nervous systems

(Magnusson, Egermark, & Carlsson, 2005). It is defined by the American

Academy of Orofacial Pain as a group of musculoskeletal and neuromuscular
conditions that involve the TMJs, the masticatory muscles and all associated

structures in a reciprocal interaction and influence (Leeuw & Klasser, 2013). This

disorder results in one or more signs and symptoms: orofacial pain (at rest or
during mouth movement), masticatory muscle pain or a combination of both.
Other symptoms include impaired mandibular range of motion, joint noises
associated with function, muscle and joint tenderness as well as head and neck
pain (Cairns, 2010b; Liu & Steinkeler, 2013; Suvinen, Reade, Kemppainen,
Kdnodnen, & Dworkin, 2005a).

The identification of a universal and unambiguous cause of TMDs is lacking.
Notwithstanding, aetiological concepts have been suffering a paradigm shift
through the years, evolving from biomedical theories (solely mechanical causes

and specific anatomical changes) to a multifactorial theory based on the
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biopsychosocial concept, which encompasses integrative and multidisciplinary
models. This evolution shows that there has been no single aetiological factor
identified for TMDs and it is accepted that its aetiology is complex and
multifactorial (Greenberqg, Glick, & Ship, 2008; Greene, 1995; Gremillion, 2000b;
Liu & Steinkeler, 2013; Melis & Di Giosia, 2016a; Oral, Bal Kicuk, Ebeodlu, &
Dincer, 2009; Suvinen et al., 2005a). Some of the aetiological factors described

are: trauma, occlusal factors, muscular factors, hormonal factors, psychosocial

factors, parafunctions and hereditary factors (Chisnoiu, Chisnoiu, Moldovan,
Lascu, & Picos, 2016; Chisnoiu et al., 2015; Maydana, Tesch, Denardin, Ursi, &
Dworkin, 2010; Suvinen et al., 2005a)

TMDs represents the most common chronic orofacial pain condition with

prevalence studies demonstrating that this dysfunction affects between 10% to
25% of the population (Gremillion, 2000b; LeResche, 1997b; Manfredini et al.,
2011b; Oral et al., 2009) with an annual incidence rate between 2% and 4%
(Slade et al., 2007; Slade et al., 2016; Von Korff, Le Resche, & Dworkin, 1993).

The prevalence of TMDs related pain is low until adolescence, not differing the

frequency between males and females. However, there is a peak occurrence
between 20-40 years, with women being more prone to TMDs than men (Eerreira,
Silva, & Felicio, 2015; LeResche, 1997b; Liu & Steinkeler, 2013). It represents a

considerable socio-economic burden on the population. Overall, the annual

TMDs management cost in the United States of America, not including imaging,

has doubled in the last decade to $4 billion (National Institute of Dental and

Craniofacial Research, 2016). It has been estimated that TMDs results in almost

18 million total work days lost per year for every 100 million working adults in the
United States of America and that approximately 85% of the cost of treating TMDs
is associated with the treatment of only a little percentage of patients with
persistent pain and dysfunction (Maixner et al., 2011).

The complexity intrinsic to TMDs is evident when analysing the underlying
pathophysiology. The pathophysiological mechanisms differ whether the problem

lies on the articular component, muscular component or other components.
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Concerning articular pain, regardless of the underlying condition, as the TMJ
degenerates, a variety of morphological and functional deformities can lead to a

significant loss of function and joint pain (Zarb & Carlsson, 1999). The joint

capsule, synovial membrane and articular disc are innervated by myelinated and
unmyelinated nerve fibres with free nerve endings. Some of these contain
neuropeptides as calcitonin gene-related peptide and substance P (Asaki,

Sekikawa, & Kim, 2006), that are related with pain and inflammation. This means

that TMJ may be excited by noxious mechanical and chemical stimuli, resulting
in pain. The TMJ is considered a heavily loaded structure and when the ability of
the disc to redistribute joint stresses is limited, the susceptibility of the joint to

damage due to overloading is highly enhanced (Gallo, 2005). Excessive loading

of the joint may result from mild derangements and lead to progressive joint injury
or cause local hypoxia in TMJ tissues, and thus the increase in calcitonin gene-
related peptide and substance P may be a compensatory mechanism (Tanaka,

Detamore, & Mercuri, 2008). Having this, peripheral mechanisms, that may be
caused by overloading of the TMJ, cause pain by the mechanical stimulation of
nociceptors, increased release of neuropeptides and substance P or by local
hypoxia. In addition to peripheral mechanisms, central mechanisms may also
play a role on TMJ pain. A sustained nociceptive input from painful TMJs may
lead to a sensitization of the central nervous system, which in turn is thought to
contribute to lower pain thresholds and also provide a neural mechanism that
could underlie the development of referred pain and generalized pain sensitivity
in patients with TMDs (Cairns, 2010b). Furthermore, pain in the TMJ may cause

reflex masticatory muscle spasm (Tanaka et al., 2008) which is a protective jaw

muscle reflex that may increase the masticatory muscles’ pain.

A different pathophysiology is present when TMDs’ pain is localized in the
masticatory muscles and is worsened on muscle palpation and during function.
This represents myofascial pain, and there is less evidence regarding
pathophysiological changes to the masticatory muscle tissues of patients with

myofascial TMDs (Cairns, 2010b). Pain in the masticatory muscles might be

caused by the reflex masticatory muscle spasm (Tanaka et al., 2008), that

reduces jaw mobility as a protective contraction when pain is present. It is
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hypothesized that an increase in muscle tone results in jaw muscle pain, which
further increases muscle tone resulting in muscle spasm and / or fatigue that
increases pain in a cyclic reinforcing manner (“vicious cycle theory”) (Murray &

Peck, 2007). Another theory, the “pain adaptation model”’, proposes that pain

does not necessarily occur as a result of muscle hyperactivity but rather to other
causes, and that alterations of muscle activity may be a response to pain to limit
movement, protecting the jaw from further damage and promoting healing (Lund,
Donga, Widmer, & Stohler, 1991; Murray & Peck, 2007). Murray & Peck (2007)

also introduced the “integrated pain adaptation model”, that takes into account
the inter-individual variability and proposes that homeostasis is maintained and
pain minimized by individually unigue motor strategies, that result from a
combination of the sensory and affective components of pain.

Furthermore, the masticatory muscles are innervated by myelinated and
unmyelinated trigeminal afferent fibres with non-specialized endings that are
activated by noxious mechanical and / or chemical stimuli, which appear to

function as polymodal nociceptors (Cairns, 2010b). These masticatory muscle

nociceptors have receptors for algogenic substances, such as serotonin and
glutamate, and contain neuropeptides (calcitonin gene-related peptide and
substance P) (Ambalavanar et al., 2006). Moreover, repetitive strain injury to the

muscle, as happens in parafunctional activities, induces localized tissue
ischaemia and / or release of algogenic substances (serotonin, glutamate) which
sensitizes muscle nociceptors. Beyond this, ongoing masticatory muscle pain is
also effective in inducing central sensitization, which further amplifies pain

(Ernberg, Hedenberg-Magnusson, Kurita, & Kopp, 2006:; Sarlani, Grace,

Reynolds, & Greenspan, 2004; Sarlani & Greenspan, 2003). In addition, it is also

speculated that TMD patients are not only more pain sensitive but also
demonstrate reduced ability to inhibit pain, possibly because of dysfunction of

endogenous pain inhibition systems (King et al., 2009).

Considering the pathophysiological mechanisms underlying TMDs, there
appears to be an interplay of central and peripheral nociceptive mechanisms that
contribute to some manifestations of TMDs, while other mechanisms reflect

gene-environment interactions (Cairns, 2010b). This notion of distinct pathways
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supports the ideas underlying a targeted treatment approach and physiotherapy
may play an important role on addressing TMDs impairments. One of the
interventions used by physiotherapists in the management of TMDs is manual
therapy, which may contribute to pain reduction, muscular tension reduction and
range of movement improvement (Fonseca, Pago, & Oliveira, 2016). These
effects may be explained by peripheral, neurophysiological, spinal, and

supraspinal mechanisms (Bialosky, Bishop, Price, Robinson, & George, 2009a).

In response to injury, the peripheral nociceptors and inflammatory mediators act

together, and manual therapy may directly affect this process (Bialosky et al.,
2009a). In addition, manual therapy has been proven to trigger mechanical
hypoalgesia as well as other changes related to the activation of the sympathetic
nervous system, suggesting a mechanism mediated by the periaquaductal gray

and the spinal dorsal horn (Bialosky et al., 2009a; Schmid, Brunner, Wright, &

Bachmann, 2008b). Moreover, Schmid et al. (2008) found strong evidence to
support the involvement of the central nervous system in mediating the response
to manual therapy treatment. These are the mechanisms underlying
physiotherapy interventions, notwithstanding the effectiveness of physiotherapy
in the management of TMDs is still unclear because, despite the existence of

several studies that aimed to assess physiotherapy effects’ (Fernandez-Carnero

et al., 2010; La Touche et al., 2009; Nascimento et al., 2013: Tuncer, Ergun,

Tuncer, & Karahan, 2013) most of the studies performed presented

methodological issues, which make difficult to draw conclusions (McNeely, Olivo,
& Magee, 2006; Medlicott & Harris, 2006b).

One of the problems often found in the literature, and that may explain the

different results regarding the different interventions’ effectiveness, is the difficulty
and the variability on TMDs diagnosis. The diagnose is essentially clinical through
subjective examination (information regarding pain, other symptoms, traumas,
oral habits, parafunctional habits, previous treatments) and physical examination
(range of movement, articular noises, occlusal examination, joint and muscles
palpation). There are several questionnaires and indexes described and

validated to diagnose TMDs and its severity, as the Helkimo Index (Helkimo

1974; Van Der Weele & Dibbets, 1987), Fonseca Anamnestic Index (Campos,
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Carrascosa, Bonafé, & Maroco, 2014a; Fonseca, Bonfante, Valle, & Freitas,

1994b) and, more recently, the International Research Diagnostic Criteria for
TMDs Consortium Network, has developed the Diagnostic Criteria for TMDs
(Peck et al., 2014; Schiffman et al., 2014). This is one of the most advocated

instruments to diagnose TMDs, not only for research purposes but also to use in
clinical settings, in order to allow comparisons of patient populations in different
studies and also to provide a common conceptual framework to use in the clinic
(Leeuw & Klasser, 2013; Schiffman et al., 2014). In this classification, TMDs are

divided into TMJ disorders and masticatory muscle disorders, headache
disorders and there is also a subgroup classified as associated structures (Leeuw
& Klasser, 2013; Schiffman et al., 2014).

Well-defined operationalized diagnostic criteria are central to accurately identify

the cause(s) of pain as well as other relevant characteristics of the patient that
could influence the management, and thus the outcome of the intervention. This
assumes a particular importance since the longer the pain persists, the greater
the potential for emergence and amplification of cognitive, behavioural and
psychosocial risk factors. As such, and because there is a high rate of scientific
development in the field of orofacial pain, there is a substantial need to identify
the risk factors that lead to the onset and maintenance of TMDs. Female gender,
facial trauma, parafunctional habits and psychological factors are frequently
reported risk factors (Diracoglu et al., 2016b; Fillingim et al., 2011b; Huang,
LeResche, Critchlow, Martin, & Drangsholt, 2002; Magalhdes et al., 2014a,;
Michelotti, Cioffi, Festa, Scala, & Farella, 2010b; Ohrbach et al., 2011a; Poveda

Roda, Bagan, Diaz Fernandez, Herndndez Bazan, & Jiménez Soriano, 2007).

However, due to the complexity and multifactorial aetiology and to the scientific
growing knowledge in the field, further highlighting about risk factors is still
needed. The information regarding risk factors is vital, because the correct
identification of these factors, will allow the health professional to address those
issues or even refer to the most adequate professional, in a multidisciplinary
approach. If this does not happen the pain will persist, the risk factors will amplify
the pain, resulting in enhanced pain sensitivity, further pain persistence and

consequently, reduced probability of success from standard treatments.
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Another potential risk factor proportionally related with health level, not often
reported in the literature but highly advocated by the World Health Organization
(WHO), is the level of knowledge the person has about the condition he/she

suffers (World Health Organization, 2016a) since it influence the attitude towards

health choices. There is a raising concern with the identification of health
determinants, so that public policies may address those determinants in order to
promote and guide behaviour changes towards healthy behaviours and build up
a healthier community. One of the health determinants found, and in which
physiotherapy plays an important role, is literacy. This was defined by the WHO
as the cognitive and social skills of the individual, that determine the motivation
and ability to access, understand and use effectively the information to promote

the improvement and maintenance of his health (World Health Organization,

2016b). Having this in mind, and considering that physiotherapists are
professionals specialists in health promotion, they are in an ideal position to

influence the health of the individual (European Region - World Confederation for

Physical Therapy, 2016). In order to do so, it is important to ascertain the level of

knowledge about TMDs in the population where the physiotherapist acts. Only by
understanding the literacy level, the physiotherapist will be able to define the best
strategy to educate and empower the patient, promoting the development of
active coping strategies. Considering the chronicity often associated with TMDs,
this empowerment seems crucial for a better prognosis, since a successful self-
management program allows healing and prevents further injury to the
musculoskeletal system (Leeuw & Klasser, 2013). It may even be enough to

control the problem (Randolph, Greene, Moretti, Forbes, & Perry, 1990).

The correct diagnosis and identification of potential risk factors will be central to
outline the best intervention. Differential diagnosis is possibly the main challenge
due to the amount of anatomical surrounding structures, the referral pain
mechanisms, the importance attributed to the face as well as the emotional and

psychosocial issues involving TMDs (Okeson, 1996; Okeson & de Leeuw, 2011).

Nonetheless, management goals for TMDs sufferers are similar to those for other
musculoskeletal disorders. This include, in general, decrease pain, decrease joint

overloading, restoration of functionality and, very importantly, resumption of
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normal daily activities. The described goals are best achieved by a well-
established program designed to treat not only the physical impairments but also

to reduce or eliminate the effects of all contributing factors (Leeuw & Klasser,

2013). Studies of the natural history of many TMDs suggest that they may be

transient, self-limiting and tend to improve or resolve over time (Greene, 2010).
Little is known about which signs and symptoms will progress to more serious

conditions in the natural course of TMDs, thus a more aggressive and irreversible

approach should be avoided as a first treatment option (Leeuw & Klasser, 2013).
Regarding treatment modalities, when managing TMDs there are several health
professionals that may act together, in a multidisciplinary approach, so that the
impairments and contributing factors found can be fully addressed and provide

the best outcome (Leeuw & Klasser, 2013; Okeson, 2013). Treatment modalities

include patient education and self-management, cognitive behavioural therapy,
pharmacotherapy, physical therapy, speech therapy, orthodontics, occlusal
therapy and also maxillofacial surgery (Al-Riyami, Moles, & Cunningham, 2009;
de Toledo, Silva, de Toledo, & Salgado, 2012; Leeuw & Klasser, 2013; List &
Axelsson, 2010; Okeson, 2013; Piekartz, 2009).

Among the treatment modalities described, orthodontic treatment seems to be

one of the most sought by patients in the management of TMDs (Luther, Layton,
& McDonald, 2010b; Macfarlane et al., 2009). The literature regarding orthodontic

treatment effects is somewhat controversial, with several studies reporting good
results on the TMDs resolution or, at least, on reducing the risk of the patient to
develop it, while other studies suggest that orthodontic treatment increases the

risk of onset of signs and symptoms of TMDs (Egermark, Blomavist, Cromvik, &

Isaksson, 2000b; Egermark, Carlsson, & Magnusson, 2005; Henrikson, Nilner, &
Kurol, 1999; Imai et al., 2000; Leite, Rodrigues, Sakima, & Sakima, 2013; Luther,
2007b; Nielsen, Melsen, & Terp, 1990; Ohlsson & Linguist, 1995). Despite this
controversy, it seems currently accepted that orthodontic treatment is not a risk
factor for TMD (Akhter et al., 2008a; Bourzqgui, Sebbar, Nadour, & Hamza, 2010;
Egermark et al., 2005; Kim, Graber, & Viana, 2002a; Leite et al., 2013; Manfredini

et al., 2016a). Orthodontic treatment aims to restore the normal occlusion and

obtain occlusal stability. In order to accomplish that, it requires teeth movement,
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to correct position anomalies and structural malformations, as well as the
adaptation of the position and dimension relations between teeth and facial bones
through the application of forces and/or by stimulating and redirecting the

functional forces within the craniofacial complex (American Association of

Orthodontists, 1997). However, the close relationship between the

craniomandibular system and the craniocervical system (Armijo Olivo, Magee,
Parfitt, Major, & Thie, 2006; Gomes, Horta, Goncalves, & Santos-Pinto, 2014

Rosa, 2012) raises the doubt that if the mechanical transformation of the

craniofacial region, often accompanied by skeletal changes, may occur without
altering the muscular and articular stability of the surrounding structures, namely
the craniocervical region. The implications of orthodontic treatment in the
craniocervical posture could justify the apparent contradictory results attributed
to orthodontic treatment in the management of TMDs. Accepting the fact that
recent evidence suggests that orthodontic treatment does not contribute to the
development of TMDs, the potential craniocervical alterations underlying should
not be neglected, since they may have the potential to enhance the risk of
developing or aggravating the condition. So, it seems important to ascertain if
concomitantly with the orthodontic treatment there are any changes regarding
craniocervical posture. Indeed, the presence of such alterations does not
necessarily means TMDs signs or symptoms, but it may promote favourable
conditions for it.

Taking into account the potential consequences of postural changes associated
with orthodontic intervention, the clinician should be aware of the implications that
these may have not only in the interpretation of signs and symptoms but
eventually in a clinical relapse, after orthodontic treatment. Thus, it is important
to identify what characteristics are present in cases where relapse (occlusal
and/or TMDs symptoms) occurs and, considering the impairments found, to

clarify what intervention is best suited to address those impairments.
Considering the lack of consensus in the literature regarding physiotherapy

effectiveness on TMDs, and acknowledging that the physiotherapist performance

may be constrained by lack of mastering its management, due to the complexity
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of the condition (multifactorial aetiology, risk factors identification, differential
diagnosis, patients’ empowerment, multitude of available treatment modalities)
the main aim of this work was to identify the global burden of TMDs in order to
ascertain how the physiotherapist’s role may be enhanced, in the light of the
biopsychosocial model. Taking this into account, the specific objectives defined
were:

1. To analyse the methodological quality, summarize the findings, and
perform a meta-analysis of the results from randomized controlled trials
that assessed the effects of physiotherapy management of TMDs.

2. To quantify the severity and prevalence of temporomandibular disorders
in the Portuguese general population and also to assess the association
between TMD’s severity and demographic, medical and oral risk factors.

3. To develop and validate a scale to assess common knowledge about
TMDs in the general population as well as to evaluate the status of TMDs
knowledge in the Portuguese population.

4. To compare craniocervical posture, hyoid bone position and craniofacial
morphology before, after orthodontic treatment, and also in the contention
phase and verify if the presence of condylar displacement, the skeletal
Class or the facial biotype interfere with the above mentioned outcomes.

5. To understand the different skeletal, muscular, facial and occlusal
characteristics presented by TMDs patients that may benefit from a
particular intervention, namely physiotherapy and its immediate
effectiveness.

The present thesis is structured accordingly with the scandinavian model and is
divided in six chapters.

The first chapter concerns the introduction about TMDs definition, aetiology,
incidence, economic impact, pathophysiology, diagnosis and intervention. This
chapter ends with the objectives of the research project. The second chapter,
entitled “State of the Art” encompasses a published systematic review and meta-
analysis regarding Physiotherapy effectiveness on TMDs. The third chapter is

entitled “Original research manuscripts” and is composed by four original studies
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aiming to answer the proposed objectives. In the fourth chapter, the “Discussion”
chapter, a general and integrated discussion regarding the results of the original
studies is presented. The fifth chapter encompasses the main conclusions from
the obtained results and also some perspectives for future research. The last
chapter presents the bibliographic references that support the first and fourth
chapters.
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Alma: To anglyze the methodologic guelty, summarize the findings, and paricem
a meta-analysis of the resulis from randomized contrelled trials that sssassed the
afiects of physiotherepy management of temperomanditular disorders. Methods:
& litereture review was performed using the electronic datzbases PubMed,
Science Drect, and EBSCOL Eech erbicle was independently assessad by two
imvastigators using the Physictherapy Evidence Databasze (PECna) Jaded scales
and tha Cochrane Risk of Bias tool. & meta-analysis was conducied by u=ing the
CerSimonian-Laird random-efiects method to cotan summary estimates of the
stancardized mean differances (SMO) and the cormesponding 95% confidence
intervals (35% Cl). Betwesan-study heterogenedty was computed and publication
bizs wes assessed Results: Seven articles met the inclusion criteria end were
used in the analysis, cormesponding bo nine estimates of SMO. The mete-analysis
showed that for pain reduction, the summary SMD favored physictherapy
(EMD = =0.63;95% Cl: =0.95 to =0.31; number of studies = 8; ' = 0.0%), while
for active range of movemant [ROM) the differences bebween the intervention
and contred groups were nat statisticely significant (SMD = 0.33; Q5% Cl: =007
to 072 number of studies = 8; F = G1.9%). Conclusbon: Physiotheragy seams
to leed to gecreased pain and may improve ective ROM. However, the results
are not definitive and further studies and mets-analyses are needed before
these resufis can be considered fully generalizable. » Ol Facial Fain Headoche
208:30:210-220 doi: 1011607 iph. 1667

Heywords: mandibwler funciion, pain, RCT

ogias &ffecting the masticatory muscles, the temporomandibular
joint {THU) and asscciated struciures, or both.* The etiology of
TMD iz not clear,® but these dizorders are the most common chron-
ic orofacial pein conditions with pravelence studiea demonsirating that
TMD can affect from 10 to 25% of the population.®® The presence of
parsistent pain is the main reason that TMD patients seek medical aid.*
Other signs and sympioma usuelly manifested by TMD sufierers are
impaired range of mandibular movement, joint sounds, and musche and
joint tendarness as well as head and neck pain.” This variety of signs
and symptoms revesls the complexity of the condition, which has a mul-
titude of risk factors.®
Currently, TMD may be managed by & combination of physiother-
apy, splint therapy, orthodontics, pharmacotherapy, counseling, and
surgery, amang others.*'? Moninvasive treatments tend to be the first
option for approximately 85 to 90% of TMD patients.'? In the case of
physiotherapy, bwo systematic reviews performed in 2006 conclud-
ed that the studies reviewsad hed methodologic problems theat affect-
ed any possible conclugions about the effectiveness of physiotherapy
in treating TMD. Since then, new studies™ '® attempting to cwarcome
these problems have been conducted, but the effectivenesas of physio-
therapy interventions in the management of TMD is still unclear. Thus,
the aim of this systematic raview was to analyze the methodologic gual-
ity, summarize the findinge, and perform a meta-analysis of the results
from randomized controlled trials (RCTs) that assessed the effects of
physiotherapy manegement of TMD.

Tarnp-:-mmanl:l ibular disorders (TMD) consist of & group of pathal-
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Materials and Methods

Data Sources

The following electronic databases were esarched
from their inceptions up 1o Awgust 2014: PubbMed,
EBSCO, and Science Diract. The search axpression
used was built according 1o medical subject head-
ings (MeSH) terms [{"craniomandibular disordars”
OR "temporomandibular disorders” OR “orofacial
pain® OR “temporomandibular joint dysfunction™)
AMD (physiotherapy OR “physical therapy” OR reha-
bilitation OR exercizes OR "manual therapy™)] and re-
siricted to articles published in English, Pariuguass,
French, or Spanish. |n addition, & manual search for
further relavant articlas in the references of all the in-
cluded studies was performed.

Study Selection

Tvpes of Studies. Thia systematic review included
RCTe that assessed the effects of physiotherapy
treatment regardless of blinding.

Twpes of Participants. The review included
studies with subjecis diagnosed with TMD by any
spacified diagnostic criteria regardless of their age,
gender, or race. Studies ewaluafing patienia with
TMD found to be caused by peychogenic, neurolog-
ic, or metabolic disorders were excluded, as well as
those with patients who had undergone TM) surgery.

Types of Interventions. Interventions performed
by therapists and within the acope of physiotherapy
practice (s, manual therapy, dry needling, exercise
theragy) were included. Studies with nonphysicthear-
apy interventions, acupunciure, aclely home-physical
therapy or elactrical modalities, and interventions in-
volving pessive range of movement (ROM) devices
were excluded, along with studies with mixed treat-
ments (physiotherapy combined with other forms of
treatment).

Quicome Measures

Studies were not included in the analysis if they did
not assess At least one of the following cutcomes:
pain and/or mandibular function.

Data Extraction and n.l.ll”'l]l' Assassment

Two independent reviewars (PM.; PT) screenad
the titles and abstracis of retrieved articles o de-
termine their eligibility according to ihe criteria list-
ed above. Quelity assessment was performed using
the Gochrane Risk of Bias tool'® the Physiotherapy
Evidence Database (PEDro) scale,™ and the 5-paoint
Jadad scele.”! The Cochrane Riek of Bias ool assess-
es six domaeina: (1) selaction bias (random seguenca
generation, allocation concealment); (21 performance
bias {(blinding of participants and personnel); (3} de-
tection bias (blinding of outcome assessment); (&)

Pago et &

atirition biss (incomplete outcome data); (5} report-
ing bias (selactive reporting); and (6} other bias. The
PEDro scale was developed to rate the methodologic
quelity of trials and includes 11 itema. While the first
itam evaluates external validity and is not used io cal-
culate the PEDro scora, the following 8 items deal
with & trial's internal validity, and the last 2 items ane
ralevant to the trial’s statisticel reporting. The PEDro
gcora ranges from O {poor guality) to 10 high quality).
The S-point Jaded scale has been previously validat-
ad® and focuses on three dimengions of internal va-
lidity: quality of randomization, double-blinding, and
withdrawals. The acore ranges fram O (poor guality)
to 5 (high quality). A trial scoring at least 3 out of 5 is
considersd to be of strong qualty while scores lowar
than 3 indicate poor quality.

When discrepancies occurred between review-
arg on whether the siudy should be included in the
review, the ressons for disagreament werne analyzed,
the trial report was consulied, and & Consenaus Was
achievad. The procedure was the same regarding
data extraction.

Meta-analysis

The standardized mean difference {(SMD) of each
individual study was calculated by determining the
diffarence betwaen the mean outcomes of the inter-
vention's effectivaness and, in the controd group, divid-
ing by the pooled standard deviation. [ data were not
in a form euiteble for quantitative poaling, triel authors
ware confacted for additional information. When nes-
aasary, tranaformations were performed Dy using the
method described by Hozo et &l in order to pool data.™®
Summary SMDs and the corresponding 95% confi-
dencea intervals (05% Cl) wera computed with STATA,
version 11.2, using the DerSimonian-Laird random-
affects method.® Hetersgeneity between ihe studies
was quantified by using the |* statistic.® Visual inspec-
tion of the funnel plote and Egger’s regressaion asym-
rmetry teais were used 1o assess publicetion bigs.™ A
P yalue of < .05 was considered 1o reflect statiatical
significance.

Results

The search identified 3,243 potentially relevant stud-
ies, 3,218 of which were excluded after screening
the titles andfor abstracis. After the full-text reading,
oaly seven studies fulfilled all inclusion criteria and
weara usad in the qualitative and quantitative analysis
{(Fig 1). For the guantitative analyaia, the intervention
group in the study by Carmell et alP* was divided inis
two subgroups (B1 [pain-dominant patients] and B2
[impaired ROM=-dominant patients]) and one of the
gtudies by Kalamir et al' had teo intervention groups

Jowmel of Oral & Facigl Pain and Headache 211

L2018 BY QUINTESSEMCE PUBLISHING CO, INC. PRINTING OF THIS DOCUMENT IS RESTRICTED TD PERSOMAL USE OMLY.
MO PART MAY BE REPRODUCED OR TRANSMITTED IN ANY FORM WATHOUT WRITTEN PERMISSION FROM THE PUBLISHER.

40



Papo et al

Putlicatang idontfed
in=3,243)

PukMad: 380
EBSGO: 2,201
Sciance Dinsct: 57
Hard aeaich: 6

I*

Full-taxt artu:an i
lor aligabilty (n = 25)

Publications micluded
aftar sorooning tithas and
abhstracts (i = 3,218)

Full-gan? articies aocuded
{n = 18)

Ranapns

Met RET (7 = 13)

Mol wilker &Eoge ol

physatharapy 7 = F)

Maod treatmants (= 3)

Fart:gpanrts nol deagrasad
with TR {l" - 1]

T articles met all inclusion
oripra and wera included in
the qualitative synithesis.

l

7 anticlos red all inclysion
croare and wang inclided in
quaniitalioe gyrihass
(e a-araksia),

Fig 1 PRISMA flowachart of study selection process.

(intracral myofascial therapy [IMT] and intraoral mya-
fascial therapy plus education and self-care [IMT +
ESCI); these data were analyzed independantly.

A total of 329 patienta were included in these
studies (mean sample size: 47 participanis). The main
data are summarized in Table 1.

Diagnosis

In &ix of e seven studies, the TMD diagnoatic meth-
od used was the Ressarch Disgnostic Criteria for
TMD (RDC/TMD);"=7=7-30 tha sevanth study (Carmali
et aP*) made the diagnosis according to the patients’
medical history, radiographs, and medical and den-
tal examinations. All subjects in the study by Garmeli
at aP® were diagnozed es heving anierior displaced
diges. In the siudiee classified according to the
ROCYTMD, one study had patients diagnosed within
groupe lIb and llc (disc displacement with and with-
out imiations of mouth opening, respectively),® four
had group | (muscle disorder) patients,'®'"82% gnd
the study by Tuncer et al*” had patienis from groups
| {muscle disorders) and lla (diac displacement with
reduction). The duration of TMD was generally more
than 12 weeks (chronic TMD), athough this param-
gter wes not deacribed in two studiea™™ and one
atudy described the duration being from seweral
wieaks 1o years without guantifying the period.*

212 Volume 30, Mumber 3, 201G

Groups at Basellna

Except for the study by Carmeli et al*™® all studies
reporied the beseline comparisons of TMD symp-
toms. The comparisons showed aimilarities betwean
groupsa in three of the studies.®?%% The baseline
measurements by Graane et al'® showed that the
intervention group had significantly higher pressure
pain threshold (PPT) levels for the affected masse-
ter muscle and temporelis compared with the con-
tral group. Differances betwesn groupe at baseline
ware akso found in both atudies by Kalamir et al; in the
firgt™ the intervention group hed & greatar opaning
range and in the second™ the intervention group had
a grester opening range in addition 1o higher evarage
pain Ecores.

Dascription af Intérventions
The duration of total treatment ranged from 1 day to
& weeks (mean = § weeks)., Of the included studies,
one used a single treatment fo test immediate efiects
of dry needling,’™ three studies performed & S-weaek
protocal (one with 15 trestments™® and two with 10
treaimants™ %), one periormed & 4-week protocol (12
treatments),*® and two had an intarvention period of &
weaks which was comprised of nine treatment Ses-
gizng.*?" Two trigls eveluated manual therapy with
additional exerciaa %" three trials assessed manual
therapy combined with home physical tharapy,'®"""°
one trial studied the effect of manual therapy alone,*®
and one trial studied the effect of dry nesdling.™
Manual mobilization and active exerciees ware
compared with an individually designed polyethylens
soit occlusal repositioning sphint®™ and with a con-
tral group.™ The parficipants who underwent manual
tharapy combined with home physical therapy were
compared with & control group,'®* a wait-list contral
group, and two groups of participanis who under-
want manual theragy alone' ar home phyaical thera-
py alone.”® Manual therapy slone wee comparad with
ESC* and the study by Fernéndez-Carnero at alt
compared the effect of dry needling on active irigger
paoints with a sham intervention.

Adverse Events

Oinly thres studies stated 1hat there were no adveras
auante. 3 The others failed to mention either the
presance or absence of adverse events.

Methodologic Quality

The methodologic guality of the included studies var-
ied. Figure 2 reprasents the data from the Cochrans
Rigk of Biaa tool analysie. When asseszed with the
ladad scele, six of the seven studies were shown 1o
have strong methedologic quality (score higher than
3). Those six studies also had PEDro acores of strong
quality {scores higher than 7).151737-29
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Cutcomes

The sewen studies utilized nine different outcome
measuras. The outcome measures found in the stud-
ies were visual analog scale (VAS), pain physiocpa-
thology instrument scale, 11-point graded chronic
pain scale {CPS), 10-cm numeric pain rating scale
{NPRS), McGill Pain Cuestionnaire (MPCO), PPT,
mandibular function impairment guestionnaire
{MFIZ), 7-point global raporting of changes, and jew
opening (interincisal distance).

Pain. The included studies used different instru-
ments to aseess pain. All seven studies used "at reat”
ar “current” to describa the pain. Othar measures in-
cludad pain “with stress” (chewing),*® "upon maximal
active apaning” and “upon clenching,”'™® and also
the “waorat® and the “lowsast” levels of pain experi-
enced in the preceding 24 hours.™

All studies evaluated pein at baseline and af-
ter the total treatment protocol, and some alao at 3
weeks after baseline (during the treamant proto-
coll'®*" & weeks posttreatment,'®®” 20 weeks post-
tregtment,'®* 24 weeks posttreatment,’” 48 weeks
posttreatment,’™" and 1 year posttreatment.’”

YAS for Pain intensity &t Rest, Three studies as-

sasged pein intensity through a VAS.!** One study
showed that physictherapy resuliad in significant pain
reduction (P < 013 whila the studies by Creane at
&l found no significant differences batween the
physiotherapy and conirol groups (P > .05),

MPQ, Two studies assesased pain by using the
MPQ"™*" and both found no significant differenc-
eg betwaen the physiotherepy and control groups
(F = .08}

PPT, Three studies assessed the pearlicipants’
PPTa ovar the massetar muscla"*; two of these
astudies found no significant differences betweaen
groups (P > 08)'* while the study by Farnéndez-
Carnero et &P jound greater improvements in the in-
tervention group (dry needling) when compared with
the contral group (sham) (P < 0010

Other Pain Measuremants, Other pain measure-
ments included the pain physiopathology instrument,
which showed that physiotherapy wes significantly
batter than splint therapy in reducing pain (P < 05),*
The studies by Kalamir et al"™** utilized an 11-point
graded CPS and found a significant differance be-
twean the IMT and ESC groups that favored the IMT
group (P < .001), although this difference was not
clinicelly significent.?® A significant differsnce be-
tween tha treatmant groups {(IMT and IMT + ESC)
and control group was &lso found with the 1-year
assesement showing significantly lower pein scores
in the IMT + ESC group when compared with both
the IMT group and the control group.'” The siudy by
Fernéndez-Carners at af* weed & 10-cm NPRS and
showed significent differences favoring the interven-
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Fig 2 Risk of bias summary.

tion {dry needling) whan comparad with the sham
group (& < .001),

Plers-gnalyeiz Regarding Pain st Rest Figure 3
rapresents the meta-analysias of pain at reat in all the
included studies except for the study by Fernandeaz-
Carmerg et al* as their oulcome messure Wwas
through PPT, & very differant inatrument whose data
could not be grouped with the rest of the data.

The summary SMD showed that globally, there
was a siatistically significant improvement favoring
intervention {(SMD = —0.63; 95% confidence inter-
vals [Cll: —0.85 10 —=0.31). Tha I resull showed no
heterogeneity batwesan siudias.

When a sensitivity analysiz was performed re-
gtricting the analysia to studies thal presented the
same diagnostic criteria, tha estimeted summary re-
mained similar (SMD = 0.5%; Cl: —0.88 to —0.21;
number of studies = &; I© = 20.5%),

Figure 4 represents the funnel plot concerning
the publication bias for pain at rest. Egger's regres-
gion asymmetry test shows no evidence of publice-
tion bias (P = .264),

Mandibular Function. Mandibular function was
ezsessad through the MFIG,'* passive jaw open-
ing,"®*" and &lso by madmum active jaw cpening in all
included studies.
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Table 1 Data Exiracted from the Included Studias
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FFT = pressure pain fhreshold; MO = mandbular henction imparment quesionnaise; GOPS = grades chronic pain scale; MPRS = numeric pain reiing scale
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Sbudy ID SMD (95% CI) 'I'l':g'ﬂ:
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Fig 4 Funnel plot of publication bias for pain at rest. SMD = stan-
dardized mean difference.

MEIC, Two studies asseased mandibular function
by using the MFIQ and found no significant differ-
ences betweaen the physiotherapy and control groups
{F' = _Dﬁlld!.‘

Faszive Jaw Opening, Two studies assessed pas-
sive jaw opening and found no differences bebween
the physiotherapy and control groups (P = 05)%57

Active Jave Opening, All seven studies azsessed
maximum activa jaw opening. In the study by Carmeali
et &l,*® resulta showed a significant increase in the
experimental group (P < .05) while the coniral
group failed to demonstrate & significant difference
{P = .05). Motwithstanding, the resulis of the com-
parizon betwean ROM data from the differant groups
were not found and could not ba included in the anal-
yeig. Three studies found no differances betwaan the
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physiotharapy and control groups (P » 08).2%% Tha
study by Tuncer et al* revesled that pain-free mouth
opening significantly increased in both expearimantal
growpa (P < .01}, and that the time*treatmant effect
was greatar for the exparimental group (physiother-
apy + home physical therapy) than for the control
group (home physical therapy) (P = .008). Fernandez-
Carnerg et al*® slso reported a greater improvement
in the experimental group (dry nesedling) whan com-
pared with the sham group (P < 001), as did Kalamir
at &l'" who found the intervention was supearior to the
control group even after 1 year (P < 001).

Mets-analyziz_of Ackive SOM, Figure 5§ rep-
resents the meta-anelysis of active ROM data in all
tha included atudies. The summary SMD showsa that
globally there was an improvemant fevering intervean-
tion, although the differences found were not signif-
icant (SMD = 0.33; 95% Cl: =007 1o 0.72). The
result revealed moderate heterogenaity betweean the
gtudias.

When a sensitivity analysia was pearformed re-
gtricting the analysis to studies that presented the
same diagnostic criterig, the eatimated summary re-
mained (SMD = 0.38; 5% Cl: =0.08, 0.85; numbar
of studies = 7; F = 70.1%).

Figura & represanta the funnel plot of publication
bies for active ROM. Egger's regression asymmetry
test shows no evidence of publication bias (P = 575).

Other Oufcomes Messured. One study &s-
sagzed the participanis' perceptions of improvement
through & F-point ghobal reporting of changes'™ and
concluded that there ware significant differencas in
tha change in scores between the groupa, with the
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IMT + ESC group showing the best scores at 1 year
compared with the IMT group and the contral group. a '\"
,
a ’
= o4 ,
E .'KII \-'-.
Discussion 5 g
A total of seven RCTs tested the effects of physio- T 03 7 . :‘-\.
therapy interventione comparad with othar intersen- E I,a"'r - . \
tiona or control/placebo groups. o e f(" *,
The methodaologic quality based on the Cochrane 05 & . -
Riak of Bies tool and the ledsd and PEDm acales -
was good, with an overall low risk of bias for all stud- L a5 0 0.5 1 15
ies, except for the study by Carmali et &al,** which had SMD

8 lowar-guality score. All studies used an appropri=
ate sequence generation, which reduced thair risk
of selection bias. Additionally, six studies employead
gllocation concealment;" "= howaver, in the study
by Carmeli et al*® the risk of selection biss was un-
clear a& the authors included no description of the
allocation. Of the sevan included studies, only three
used double-blinding methods.'""3 |n the study by
Kalarnir et &l ** thare was an unclear risk because
the blinding was incomplate, meaning that the par-
ticipants weare not binded. This is & bizs often found
in physiotherapy intervention studies due to the dif-
ficulties of blinding not only the participant but also
the therapisi. Future siudies should try to find weays
to address these problems and sssess and raport
the effectivensss of blinding. Four studies parformed
power analyses o celculste the reguired sample
size'®17272% and three of these accounted for possible
dropouta,"® ¥ making thesa studies less suscepti-
ble 1o type Il arror.

Fig 8 Funnel plot of publication bias for sctive range of move-
ment. SMD = standardized mean difference.

Almaosgt all the included studies reported details
on dropouts,'® 273 diminishing the possibility of ex-
clusion or attrition bias. Only the study by Carmeli et
al™ had no specific referance to dropouts, although
throughouwt the text it is implicit that there were none.
Additicnally, the dropout rates of the included atudies
were very low, ranging from 00755 4o 15%."* This
mgy be due to the short durstion of the triale (the lon-
gest trial had the highest dropout rate'™) and even 1o
the benign nature of the interventions. The dropout
rates in the included studias wera lower than in gim-
ilar studies, which reported dropout rates from 15%:
to 30%.Y** Some of the dropout reascns cited weare
impatience with being on the weiting list'” changes
in professional and peraonal life,'®*"% jllness,'**" and
inaufficiant decreasa in patient complaints.’
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The amount of physiotherapy trestment (ie, time
par session and number of ssssions) is an import-
ant clinical consideration and is quite variable. This
variability is related to the patient's responae 1o the
tregtment and the treatment technique selected, as
there are so meny different technigues within the
scope of phyaiotherapy. This variability and the fact
that there are aaveral studies in which physiotherapy
is performed by medical assistante or i@ considerad
to be any exercise or movemeant of the jaw is the rea-
son why the present aystematic review set the inclu-
sion criterion that the freatment must be performed
by & therapist and excluded studies that wera solaly
hande-off. Additionally, while performing the review,
sevardl studies wera found thet usad the word "ex-
erciae” 1o describe aimply opening and clesing the
mouth. Therefore, the reviewere had a discussion
in order to reach a consensus on whet this analysis
would consider to be physiotherapy; the definition
included manual therapy techniguas that are often
parformad nof only by physiotherapiats but also by
chiropractors, osteopatha, and message therapists,
and aleo included exercize therapy, althcugh studies
in which opening or clesing the jaw was considered
an exercies without further consideration on how the
movemant was performed were excluded. In order
to highlight the effectiveness of physictherapy intar-
vantiona unbiased and unmasked by the cumulative
effects of other technigues, studies encompassing
mixed ireatments weare excluded. This aspect nar-
rowed the results but ellowed a better understanding
of the effects of physictherapy in isclation and of the
contribution of physictherapy interventions in TMD
management.

Sinca pain iz one of the clinical signs of TMD
and one of the main reasons that pafients ssek as-
sisfance ™ this systemafic review assessed the
effecte of physiotherapy interventions on pain and
revagled findinge that a physiotherapy imersention
was significantly better in reducing pain than home
physical therapy alone™ sham dry needling,™ soft
occlusal splinta,®™ waiting-list control,™ and ESG™
{although in this last case, despite being statistical-
ly significant, the differance was not clinically ral-
evanil. It has been swggested that in patients with
myogencus TMD, a change in pain of 24.2 mm on &
WAS reprasants & chnically significent change;* and
changes greater than 24.2 mm in patients with rmyog-
encus TMD were sean in the two studies that used a
WAS . Additionally, Farrar et &1 found that a 27.9%
decrease {pr a 1.74-point decrease when assessed
with &n 11-paint NPRS) in pain reprasents a clinically
aignificant differenca in patients with chronic pain; in
the included studies that used this scala, the average
change scores supported the clinical effectiveness
of the intervention in pain.™*
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The meta-analysis results on pain al rest ghowed
that a physiotherapy intervention preduced a signifi-
cant reduction in pain at rest. This reduction may be
axplained by peripheral and central mechaniams.”®
In response to injury, peripheral nociceptors and in-
flammatory mediators may act togethear, and manual
therapy may directly &ffect this procesa.® In addition,
manual tharapy has been shown to frigger mechami-
cal hypoalgesia, changes related to the activation of
the sympathetic narvous system, and to the leasening
of ternporal summation, suggesting mechanisms that
inwohie the perisgueductsl grey and the apinal dor-
gal horn ™ Schmid at &P” found strong evidence
to support the involhement of the central nervous
gyatem in mediating the responas to manual thera-
py treatment. Several studies have been pericrmed
in order to study the mechanisms underlying manual
therapy; however, mone of these studies did so with
&n intervention directed at a TMD population.

The studies included in this review had many dif-
ferent control methods. Pertaining to ROM, physio-
tharapy was found 1o be superior to home physical
therapy,*™ to sham dry nesdling,” and to the wait-list
confrel group.” Howewvar, this differance was not
found in the remaining studies. ROM did increase
from baseline in the remaining studias,'® " ghow-
ing a tendency for physiotharapy intervantions 1o im-
prowe ROM, but the improvement was not atatistically
significant.

Each of the studies reported ethical approval of
the study, although only three siudies reported the
abeence of adverse evenis.'™** The fact thet most of
the studies did not report adwerae evants is alarming
and should be taken into eccount in future studies.

Diaapita the increase in triala ragarding the uae of
physictherapy in the menagament of TMD, most of
the published trials ware not RCTs. Thus, the findings
of these studies are less conclusive and generaliz-
able as the rigk of bias ia much highar. It is tharefore
important for future RCTe to be periormed in order
to assese the effectivenass of physictherapy in the
menagemeant of TMD. It is also important 1o sfan-
dardize assessment of the outcomes. Although al-
rmoat ell the included studies measwred pain, ROM,
and other mandibuler function outcomes as depen-
dent varisbles, the messurement instruments used
ware wvary different. Standardization of the osutcome
azgaaament inatruments would ellow researchers fo
poal data from multiple studies and to thereby draw
consistent conclusions for the efficacious manage-
rment of TMO. It will also be importent to study further
the pain mechaniame undaerlying physiotherapy in-
terventiona. In order to do this, imvestigations should
inzlude outcome measures designad to evaluate the
multiayatemn effects of treatment, such a8 quantitative
sanaory testing protocols, ™%

© 2016 BY QUINTESSENCE FUBLISHING CO, INC. PRINTING OF THIS DOCUMENT IS RESTRICTED TD PERS0OMAL USE ONLY.
MO PART MAY BE REFRODUCED OR TRANSMITTED IN ANY FORM WTHOUT WRITTEN PERMIZZION FROM THE PUBLIZHER.

47



One of the possible bisses in the review procesas
wat the chosen definition of physictherapy. The pras-
ent researchers intended this definition to reflact the
effecia of "hands-on® physiotherapy interventions.
Congaquenthy, other potential studies with very differ-
ent interventions may have been misaed. However, all
the included interventions were within the scope of
physiotherapy and therefore reflact the effectiveneas
of physiotherapy.

Despite the small number of included articles, the
meta-analysis assessed articles of high and very high
quality and bow rigk of bias, allowing the reader 1o resch
an evidence-besed decision. However, the reader
should take into sccownt that the low number of includ-
ed atudies in the meta-analysis dose not allow for da-
finitive: conclusions and that further studies are needed.

Conclusions

Thizs aystematic review &nd meta-analysis produced
evidence thet physiotherapy interventions are more
effective than other treatmeni modalities and sham
tregtment in the management of TMD for pain reduc-
tion and that there wase a fandency toward improvaed
active ROM. However, these resulia are not defini-
tive &nd should be interpreted with caution, most-
by due to the small number of included studies and
to the variability of the instruments used 1o es=es8
the outcomes. Therefore, large-acale, high-guality,
exparimental studies with a standardized tresatment
pratocal are needed to eatablish whethar physiothar-
apy ie effective &nd has real therapeutic value in the
managemeant of TRMD.
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ABSTRACT

Background: Temporomandibular disorders represent the most common
chronic orofacial pain and has a multifactorial etiology. The literature is not
conclusive regarding risk factors and it is important to ascertain what factors
enhance the risk of developing this disorder. Objectives: (a) To quantify the
severity and prevalence of temporomandibular disorders in the general
population, (b) to assess the association between temporomandibular disorders’
severity and demographic, medical and oral risk factors. Methods: Analytical
cross-sectional survey design. The sample consisted of 2164 participants
selected through a snow-ball sampling method. The participants completed an
online questionnaire regarding social and demographic characteristics, medical
history, oral habits, Fonseca’s Anamnestic Index and a scale about difficulties on
impulsiveness control. Chi-square and Kruskal-Wallis tests were used to
compare proportions and continuous variables, respectively. A multinomial
logistic regression was used to assess the association of putative determinants
with the outcome. Crude and adjusted odds ratios and 95% confidence intervals
were computed. The p-value set was 0.05. Results: 65.3% of the participants
were identified has having TMDs (39.7% mild TMDs, 18.1% moderate TMDs and
7.5% severe TMDs). Multivariate-adjusted odds showed that female gender,
diagnosis of tension-type headache, migraine, anxiety, impulsiveness, facial
trauma and parafunctional habits increased the risk of developing TMDs
(adjusted Odds Ratios from 1,84 to 49,38). Conclusion: A high prevalence of
TMDs among the Portuguese population was found. The risk factors associated
with  TMDs were: female gender, impulsiveness, tension-type headache,

migraine, anxiety, facial trauma and parafunctional habits.

Keywords: epidemiology, temporomandibular joint disorders, prevalence,

chronic pain, cross-sectional study, psychological factors
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INTRODUCTION

The American Academy of Orofacial Pain defines temporomandibular disorders
(TMDs) as a group of musculoskeletal and neuromuscular conditions that involve
the temporomandibular joints, the masticatory muscles and all associated
structures.! It is the most common chronic orofacial pain condition with
prevalence studies demonstrating that TMDs can affect from 10% to 25% of the
population.?® Notwithstanding its etiology is not yet well known and is considered
to be multifactorial.! Several contributing factors have been described, such as
morphological, neuromuscular, occlusal, psychological, genetic and
parafunctional habits among others.*® However, the different etiologies
described in the literature needs further highlighting and remain as a subject of
disagreement among researchers, conditioning the establishment of effective
treatment plans.® Considering this, the aims of this study were (a) to quantify the
severity and prevalence of TMDs in the general population and (b) to assess the
association between TMDs severity and demographic, medical and oral risk

factors.

MATERIALS AND METHODS

Study design

This is an analytical cross-sectional, survey design, carried out from September
2015 to March 2016. A snow-ball sampling was applied and intended to recruit
participants not only from health related professions but also from the general
population. Exclusion criteria were: age lower than 18 years old and not
Portuguese citizens. Ethical approval was guaranteed by the Ethics Committee

from Instituto Universitario de Ciéncias da Saude, CESPU.

Procedures

A questionnaire was developed and the participants were asked about social and
demographic characteristics, medical history, oral habits (bruxism, nails biting,

gum chewing and any other parafunctional habit), Fonseca’s Anamnestic Index
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and an Impulsiveness control scale. The questionnaire was built in an online
survey software (Qualtrics©) and the link to the survey was sent to e-mail lists
and through online social networks, asking every participant to invite others to
participate in the study (by sharing the link to the questionnaire). This study was

performed following the STROBE Statement guidelines.

Fonseca’s Anamnestic Index (FAI)

FAI is a low cost and easy to apply instrument proposed in the Portuguese
language, consisting of 10 questions whose answers are arranged in a three-
point scale format (“No”, “Sometimes”, “Yes”). It is used to classify individuals
according to TMDs severity (score 0-15: “TMDs Free”, score 20-40: “Mild TMDs”,
score 45-60: “Moderate TMDs” and score 70-100: “Severe TMDs”), and also to
screen patients for further developments in diagnosing TMDs.X° Its main
advantages are the simplicity of its application, and the fact that it does not need
a physical examination of the patient, which makes it suitable for fast
epidemiological screening by telephone, mail or internet surveys,!! as in our

study. It has a good correlation coefficient (r=0,6169) with the Helkimo Index.°

Difficulties on impulsiveness control scale

This scale evaluates the difficulties in controlling impulsiveness and a subscale
from Difficulties in Emotion Regulation Scale (DERS)*? composed by six items.
The DERS is a measure of the difficulties of emotional regulation in a fully
covering and comprehensive way, with 36 items, evaluating the frequency of
feelings on a scale from 1 (almost never) to 5 (almost always). The scale items
were organised in six factors: strategies, non-acceptance, awareness, impulse,
goals and clarity. The final result of DERS reflects the flexibility of the individual
on emotional regulation strategies use, effective and appropriate to the
situation.*® In the original version of the DERS the internal consistency was a =
.93 and on the Portuguese validation study was a = .92.%4 The subscale “impulse”
score ranges between 6 and 30, where a highest score represents a higher

difficulty in controlling impulsiveness.
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Statistical Analysis

Statistical analysis was performed using the Statistical Package for the Social
Sciences (SPSS), version 24 (IBM® company, Chicago, USA). Sample
characteristics are presented as counts and proportions for categorical variables
and median and interquartile range (IQR) for age and impulsiveness scale, since
normal distribution was not confirmed. Chi-square and Kruskal-Wallis tests were
used to compare proportions and continuous variables, respectively. A
multinomial logistic regression was used to assess the association of putative
determinants with the outcome. Crude and adjusted odds ratios and 95%
confidence intervals were computed, taking participants without TMDs as the
reference category of the outcome. From a list of a priori potential determinants,
a final model was conducted comprising only variables associated with the
outcome, even after adjustment. The critical value for significance in all the

analysis was p-value < 0.05.
RESULTS

A sample of 2165 Portuguese citizens aged over 18 years old retrieved the online
questionnaire complete, and formed the sample of our study (Table 1). All the
Portuguese districts were represented in our sample, with the lowest rate
response being from Evora (n=5) and the highest from Porto (n=1052). Overall,
1413 participants (65.3%) were identified has having TMDs according to FAI
(score = 20). Considering TMDs severity, 39.7% participants reported having mild
TMDs (FAI score 20-40), 18.1% had moderate TMDs (FAI score 45-65), and
7.5% had severe TMDs (FAI score = 70). In this sample, participants without
TMDs were the oldest, with a median (IQR) age of 29.0 (16.0) years, while
participants with severe TMDs were more impulsive, with a median (IQR) on the
impulsiveness scale of 10.0 (6.0). Compared to those without TMDs, participants
with TMDs were more often female and had more diagnosis of tension-type
headache, migraine, depression, anxiety and obsessive-compulsive disorder
(OCD). The prevalence of these diagnosis seems to be increasing along TMDs
severity. Regarding dental history, the presence of facial trauma, parafunctional

habits and orthodontic treatments were higher among participants with TMDs.
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Molar extraction was higher among those with severe TMDs but not in those with
mild or moderate TMDs (Table 1).

Study Il - Table 1: Participants' characteristics, according to FAI (n=2165, Portugal,
2016).

Temporomandibular Disorders Severity (FAI)

TMDs Mild Moderate TMDs  Severe TMDs
Free TMDs, n (%) a n (%) a p
n (%) n (%)

Overall 752 (34.7) 859 (39.7) 391 (18.1) 163 (7.5)
Age

Median (IQR) 29.0 (16.0) 26.0 (13.0) 26.0 (11.0) 27.0 (10.0) <0.001
Sex

Male 339 (45.1) 262 (30.5) 83 (21.2) 22 (13.5)

Female 413 (54.9) 597 (69.5) 308 (78.8) 141 (86.5) <0.001
Education (years)

<9 17 (2.3) 20 (2.3) 6 (1.5) 3(1.9)

10-12 216 (29.0) 266 (31.0) 115 (29.4) 44 (27.2)

>12 512 (68.7) 572 (66.7) 270 (69.1) 115 (71.0) 0.871
Impulsiveness score

Median (IQR) 7.0 (4.0) 8.0 (4.0) 9.0 (5.0) 10.0 (6.0) <0.001
Tension-type headache
diagnosis

No 738 (98.1) 802 (93.4) 331 (84.7) 118 (72.4)

Yes 14 (1.9) 57 (6.6) 60 (15.3) 45 (27.6) <0.001
Migraine diagnosis

No 694 (92.5) 698 (81.4) 279 (71.5) 103 (63.2)

Yes 56 (7.5) 160 (18.6) 111 (28.5) 60 (36.8) <0.001
Depression diagnosis

No 693 (92.3) 732 (85.3) 316 (81.0) 123 (75.9)

Yes 58 (7.7) 126 (14.7) 74 (19.0) 39 (24.1) <0.001
Anxiety diagnosis

No 627 (83.5) 590 (68.8) 213 (54.6) 81 (49.7)

Yes 124 (16.5) 268 (31.2) 177 (45.4) 82 (50.3) <0.001
OCD diagnosis

No 744 (99.2) 845 (98.5) 383 (98.0) 156 (95.7)

Yes 6 (0.8) 13 (1.5) 8(2.0) 7(4.3) 0.010
Rheumatic diseases
diagnosis

No 723 (96.4) 810 (94.5) 365 (93.6) 150 (92.0)

Yes 27 (3.6) 47 (5.5) 25 (6.4) 13 (8.0) 0.051
Non-invasive ventilation
utilization

No 747 (99.3) 855 (99.5) 390 (99.7) 162 (99.4)

Yes 5(0.7) 4 (0.5) 1(0.3) 1 (0.6) 0.779
Facial Trauma

No 625 (83.2) 644 (75.1) 299 (76.5) 124 (76.5)

Yes 126 (16.8) 214 (24.9) 92 (23.5) 38 (23.5) 0.001
Parafunctional habits

No 581 (77.3) 266 (31.0) 56 (14.3) 11 (6.7)

Yes 171 (22.7) 593 (69.0) 335 (85.7) 152 (93.3) <0.001
Orthodontic treatment

No 468 (62.3) 515 (60.0) 210 (53.7) 85 (52.1)

Yes 283 (37.7) 344 (40.0) 181 (46.3) 78 (47.9) 0.010
Molar removal

No 583 (77.8) 691 (80.4) 315 (80.6) 114 (69.9)

Yes 166 (22.2) 168 (19.6) 76 (19.4) 49 (30.1) 0.017
Dental prosthesis

No 719 (95.9) 814 (94.8) 376 (96.2) 156 (96.3)

Yes 31(4.1) 45 (5.2) 15(3.8) 6 (3.7) 0.579
Dental implant

No 699 (93.1) 795 (92.5) 366 (93.6) 155 (95.1)

Yes 52 (6.9) 64 (7.5) 25 (6.4) 8 (4.9) 0.666
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In the crude analysis, and compared to participants without TMDs, lower age and
higher impulsiveness were associated with a higher likelihood of having TMDs,
regardless of severity. Female gender and a diagnosis of tension-type headache,
migraine, depression, or anxiety was associated with a higher probability of
having TMDs, with this association being stronger with increased severity. OCD
diagnosis was only associated with severe TMDs. Regarding oral characteristics,
we observed that participants with history of facial trauma had more chances of
having TMDs, regardless of severity. Also, the presence of parafunctional habits
was associated with a higher likelihood of TMDs severity. The existence of an
orthodontic treatment increased the odds of having moderate or severe TMDs,

while molar removal only increased the odds of having severe TMDs (Table 2).

Study Il - Table 2: Crude odds ratio for the association between demographic, medical
and oral characteristics, according to TMDs severity (Portugal, 2016).

Temporomandibular Disorders Severity (FAI)

Mild TMDs Moderate TMDs Severe TMDs
OR(95% Cl) 2
Age 0.98(0.97-0.99) 0.98 (0.96-0.99) 0.97 (0.96-0.99)
Sex
Male 1 1 1
Female 1.87(1.53-2.29) 3.05(2.30-4.04) 5.26 (3.28-8.43)

Impulsiveness score

Tension-type headache diagnosis

1.10(1.06-1.13)

1.15(1.11-1.19)

1.19(1.14-1.24)

No 1 1 1

Yes 3.75(2.07-6.78) 9.56 (5.27-17.34) 20.10(10.70-37.76)
Migraine diagnosis

No 1 1 1

Yes 2.84(2.06-3.92) 4.93(3.47-7.00) 7.22(4.75-10.98)
Depression diagnosis

No 1 1 1

Yes 2.06 (1.48-2.86) 2.80(1.94-4.05) 3.79(2.42-5.94)
Anxiety diagnosis

No 1 1 1

Yes 2.30(1.81-2.92) 4.20(3.19-5.54) 5.12(3.56-7.36)
OCD diagnosis

No 1 1 1

Yes 1.91(0.72-5.04) 2.59(0.89-7.52) 5.56 (1.85-16.78)
Facial Trauma

No 1 1 1

Yes 1.65(1.29-2.11) 1.53(1.13-2.06) 1.52(1.01-2.29)
Parafunctional habits

No 1 1 1

Yes 7.57 (6.06-9.47) 20.33(14.61-28.28) 46.95 (24.88-88.62)
Orthodontic treatment

No 1 1 1

Yes 1.11(0.90-1.35) 1.43(1.11-1.83) 1.52(1.08-2.13)
Molar removal

No 1 1 1

Yes 0.85(0.67-1.09) 0.85(0.63-1.15) 1.51(1.04-2.20)
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Table 3 presents the results of the multivariate analysis. Female sex,
impulsiveness, and the presence of tension-type headache, migraine,
depression, anxiety diagnosis, facial trauma or parafunctional habits were
associated with a higher probability of having mild, moderate or severe TMDs,
even after adjustment to each other. While impulsiveness and the presence of
facial trauma seem to be associated with TMDs presence, regardless of severity,
all the other characteristics seems to have an association with TMDs severity,
since we found a stronger association in higher TMDs severity categories,
independently of confounders. Parafunctional habits and tension-type headache
diagnosis have the strongest associations with TMDs severity.

Study Il - Table 3: Multivariate-adjusted odds ratio for the association between
demographic, medical and oral characteristics, according to TMDs severity (Portugal,
2016).

Temporomandibular Disorders Severity (FAI)
Mild TMDs Moderate TMDs Severe TMDs
Adjusted OR (95% Cl) ab

Sex

Male

Female
Impulsiveness score
Tension-type headache
diagnosis

No

Yes
Migraine diagnosis

No

Yes
Anxiety diagnosis

No

Yes
Facial Trauma

No

Yes
Parafunctional habits

No

1
1.84(1.44-2.35)
1.07(1.03-1.11)

1
2.22(1.16-4.28)

1
2.37(1.63-3.44)

1
2.07 (1.56-2.73)

1
1.86 (1.39-2.50)

1

1
2.49(2.27-9.13)
1.10(1.06-1.15)

1
4.55(2.27-9.13)

1
3.29(2.13-5.07)

1
3.40 (2.42-4.76)

1
1.89(1.30-2.74)

1

1
4.12(2.43-7.00)
1.14(1.08-1.20)

1
9.11 (4.31-19.24)

1
3.80 (2.26-6.40)

1
3.45(2.24-5.33)

1
2.12(1.31-3.46)

1

Yes 7.58(5.99-9.60)

95% CI, 95% confidence interval; OR, odds ratio.

Note: performed only with subjects with information for all the variables considered (n = 2113).
a TMDs free is the reference category.

b Each factor in the table is adjusted for every other factor in the table.

22.70(15.79-32.54) 49.38 (25.51-95.60)

DISCUSSION

The present study provides data regarding the prevalence and severity of TMDs,

based on the FAI in the Portuguese population. Our results showed that 65,3%
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of the participants were classified as having TMDs, which is according with the
literature. Similar prevalence rates have been found among students'>1’ which
may be related with the stressful demands on this population related to study,
responsibility and expectations.'® Notwithstanding, these results should be
interpreted with caution as the non-TMDs population may also present some
signs and/or symptoms of TMDs.

Our results in the Portuguese population, regarding TMDs risk factors are
consistent with findings of previous studies in other populations31°-?! and support
the multifactorial aetiology proposed and accepted by the scientific community.
Furthermore, this study has looked for factors not previously described as
impulsiveness and has also retrieved results regarding factors with conflicting
evidence in the literature, contributing to a better understanding of the risk factors

to develop TMDs.

Female gender, facial trauma, parafunctional habits and psychological factors are
frequently reported risk factors.>689.19.2223 Qther factor that has been reported in
the literature is molar removal which is according with the results we have

found.24

Our results show a higher prevalence and a higher risk for women to develop
TMDs, which is according with other studies and may have biological, social and
behavioural causes, consistent with the biopsychosocial model.31621 This may
suggest a possible link between TMDs’ pathogenesis and the estrogen.?>?7
Literature has shown that women present more sensitivity to most of pain
modalities, suggesting a possible link between TMDs and the mechanisms of

pain modulation.?’-2°

When analyzed the risk of developing severe TMDs, the presence of
psychosocial factors like impulsiveness, anxiety, depression and OCD represent
a high risk to develop it. Depression is sought to cause an increase in muscular
tension that may spread to the pericranium muscles and might act as a cause for
TMDs symptoms.3° Several studies have shown that psychological-psychiatric
problems seems to be associated with TMDs, with patients with psychological-

psychiatric being more prone to TMDs than individuals without these
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problems!’:30-32 and that anxiety is intrinsically associated with an increase of the
odds for pain-related TMDs by the factor 1.04.2° Moreover, emotion regulation
related disorders as anxiety-depressive disorders, somatisation and
catastrophizing seems to contribute to chronic TMDs, mainly in the form of
myofascial pain.33 Considering our results, the specific underlying psychosomatic
factor is associated with the ability to regulate high emotional activation. Similarly
with other studies, our results have shown that the presence of parafunctional
habits increased the risk of developing TMDs. Parafunctional habits are sought
to contribute to TMDs because they can be considered a form of repetitive
microtrauma that results in pain.®* Furthermore this can be related with
psychological issues, once disorders related to stress, anxiety and depression
seems to intensify parafunctional activity that may lead to the onset or

exacerbation of TMDs.33

Our study showed that molar extraction increased the odds of having severe
TMDs, which has been shown in other studies.!® One possible explanation may
be the procedure involved in the removal of the molar, once it implies a wide
opening of the mouth, for a considerable long period and associated with forces
applied over the mandible, beyond its normal range of motion. This may
constitute a trauma to the temporomandibular joint or even to the mastication
muscles, and, because it is performed under anaesthesia, may be accompanied

by a reduction in the protective mechanisms of the person under treatment.

The presence of facial trauma also increased the odds of developing TMDs,
independently of its severity. It is well known that significant forces transmitted to
the soft tissues of the TMJ and supporting structures can result in severe

dysfunction.3®

The presence of tension-type headache was found to be strongly associated with
TMDs. Headache is one of the most common symptoms of TMDs patients,6:30.36
while 55% of chronic headache patients referred to a neurologist had signs or
symptoms of TMDs.3’ Tension-type headache is the most common type of
primary headache and seems to have a neurobiological basis. The exact

mechanisms of tension-type headache are not known, however peripheral and
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central pain mechanisms seems to play an important role in the different types of
tension-type headache 3. The presence of myofascial trigger points can generate
nociceptive impulses, which, when sustained over time, may lead to a state of
central sensitization. Moreover myofascial pain has been purported to play a key
role in the establishment of tension-type headaches.®® Furthermore, the
temporomandibular joint has muscular, ligamentar and neural connections to the
cervical region, creating a functional complex, with the potential to influence
reciprocally.3* The trigeminocervical nucleus is responsible for the input from the
trigeminal nerve and craniocervical region, and seems to be one of the reasons
why pain from any of the above inputs may be referred to cervical, face, head or

mandibular region.3440

All these contributing factors for TMDs makes difficult the correct assessment of
the disease, which demonstrates the need to understand the physical and
psychological characteristics of an individual patient. Hence, the degree of
contribution of the different factors to TMDs may be related to individual

differences among people and should be further studied.

All data analysed in our study were collected from a self-administered
questionnaire, that relied on memory and self-reporting of the participants.
Having this in mind, the authors recognize that there might have been incorrect
answers to the questions, but due to the high rate of response as well as the fact
that there were redundant questions, the impact of this possible bias is very low.
Another limitation of this study is the absence of a clinical examination and
laboratory findings for TMDs diagnosis’ of the participants. Instead we have used
a valid and reliable questionnaire (FAI) often used for epidemiological studies on
TMDs, that allowed to characterize the signs and symptoms of TMDs and to get
a score about TMDs severity.!® Once this was a cross-sectional study, no
etiological conclusions can be drawn and the reader should have in mind that no

clinical confirmation of the data retrieved by the participants was available.

Although our study provided information regarding the prevalence and severity of
TMDs in the general Portuguese population, long-term clinical studies should be

performed in order to complement and confirm our data.
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A significant point to be learned is the need to be aware of the several risk factors
for TMDs, that translate the need for a thorough and early diagnosis as well as a
preventive action of future complications associated with TMDs. These may play

a key role in the success of TMDs treatment.

CONCLUSION

The results from our study showed a high prevalence of TMDs among the
Portuguese population. The risk factors found to be associated with TMDs were:
female gender, impulsiveness, tension-type headache, migraine, anxiety, facial

trauma and parafunctional habits.

ACKNOWLEDGEMENTS:

CIAFEL — Research Centre in Physical Activity, Health and Leisure
IINFACTS - Institute of Research and Advanced Training in Health Sciences and
Technologies.

66



REFERENCES

1

10

11

12

Leeuw R, Klasser GD. Orofacial Pain: Guidelines for Assessment,
Diagnosis, and Management. 5th ed.: Quintessence Books, 2013.
Gremillion H. The prevalence and etiology of temporomandibular
disorders and orofacial pain. Tex Dent J 2000;117:30-39.

LeResche L. Epidemiology of Temporomandibular Disorders: Implications
for the Investigation of Etiologic Factors. Crit Rev Oral Biol Med
1997;8:291-305.

Melis M, Di Giosia M. The role of genetic factors in the etiology of
temporomandibular disorders: a review. Cranio 2016;34:43-51.

Michelotti A, Cioffi I, Festa P, Scala G, Farella M. Oral parafunctions as
risk factors for diagnostic TMD subgroups. J Oral Rehabil 2010;37:157-
162.

Fillingim R, Ohrbach R, Greenspan J, et al. Potential psychosocial risk
factors for chronic TMD: descriptive data and empirically identified
domains from the OPPERA case-control study. J Pain 2011;12:T46-T60.
Cruz CL, Lee KC, Park JH, Zavras Al. Malocclusion Characteristics as
Risk Factors for Temporomandibular Disorders: Lessons Learned from a
Meta-Analysis. J Oral Dis 2015;2015.

Diragoglu D, Yildinm NK, Saral i, et al. Temporomandibular dysfunction
and risk factors for anxiety and depression. J Back Musculoskelet Rehabil
2016;29:487-491.

Magalhdes BG, de-Sousa ST, de Mello VV, et al. Risk factors for
temporomandibular disorder: binary logistic regression analysis. Med Oral
Patol Oral Cir Bucal 2014;19:e232-236.

Fonseca D, Bonfante G, Valle A, Freitas S. Diagnoéstico pela anamnese
da disfungéo craniomandibular. RGO (Porto Alegre) 1994;42:23-28.
Campos JC, A.C, Bonafé F, Maroco J. Severity of temporomandibular
disorders in women: validity and reliability of the Fonseca Anamnestic
Index. Braz Oral Res 2014;28:1-6.

Gratz K, Roemer L. Multidimensional Assessment of Emotion Regulation

and Dysregulation: Development, Factor Structure, and Initial Validation

67



13

14

15

16

17

18

19

20

21

of the Difficulties in Emotion Regulation Scale. J Psychopathol Behav
Assess 2004,;26:41-54.

Gratz KL, Roemer L. Multidimensional Assessment of Emotion Regulation
and Dysregulation: Development, Factor Structure, and Initial Validation
of the Difficulties in Emotion Regulation Scale. J Psychopathol Behav
Assess 2004,;26:41-54.

Coutinho J, Ribeiro E, Ferreirinha R, Dias P. The Portuguese version of
the difficulties in emotion regulation scale and its relationship with
psychopathological symptoms. Rev Psiq Clin 2010;37:145-151.

Pedroni CR, De Oliveira AS, Guaratini MI. Prevalence study of signs and
symptoms of temporomandibular disorders in university students. J Oral
Rehabil 2003;30:283-289.

Kitsoulis P, Marini A, lliou K, et al. Signs and Symptoms of
Temporomandibular Joint Disorders Related to the Degree of Mouth
Opening and Hearing Loss. BMC Ear Nose Throat Disord 2011;11:1-8.
Modi P, Shaikh SS, Munde A. A cross sectional study of prevalence of
temporomandibular disorders in university students. International Journal
of Scientific and Research Publications 2012;2:1-3.

Habib SR, Al Rifaiy MQ, Awan KH, Alsaif A, Alshalan A, Altokais Y.
Prevalence and severity of temporomandibular disorders among
university students in Riyadh. Saudi Dent J 2015;27:125-130.

Huang GJ, LeResche L, Critchlow CW, Martin MD, Drangsholt MT. Risk
factors for diagnostic subgroups of painful temporomandibular disorders
(TMD). J Dent Res 2002;81:284-288.

Reissmann DR, John MT, Seedorf H, Doering S, Schierz O.
Temporomandibular disorder pain is related to the general disposition to
be anxious. J Oral Facial Pain Headache 2014;28:322-330.

Suvinen TI, Reade PC, Kemppainen P, Konénen M, Dworkin SF. Review
of aetiological concepts of temporomandibular pain disorders: towards a
biopsychosocial model for integration of physical disorder factors with
psychological and psychosocial illness impact factors. Eur J Pain
2005;9:613-633.

68



22

23

24

25

26

27

28

29

30

31

Ohrbach R, Fillingim RB, Mulkey F, et al. Clinical Findings and Pain
Symptoms as Potential Risk Factors for Chronic TMD: Descriptive Data
and Empirically Identified Domains from the OPPERA Case-Control
Study. J Pain 2011;12:T27-T45.

Poveda Roda R, Bagan JV, Diaz Fernandez JM, Hernandez Bazan S,
Jiménez Soriano Y. Review of temporomandibular joint pathology. Part I
classification, epidemiology and risk factors. Med Oral Patol Oral Cir Bucal
2007;12:E292-298.

Akhter R, Hassan NMM, Ohkubo R, Tsukazaki T, Aida J, Morita M. The
relationship between jaw injury, third molar removal, and orthodontic
treatment and TMD symptoms in university students in Japan. J Orofac
Pain 2008;22:50-56.

Warren MP, Fried JL. Temporomandibular disorders and hormones in
women. Cells Tissues Organs 2001;169:187-192.

Cairns BE. Pathophysiology of TMD pain--basic mechanisms and their
implications for pharmacotherapy. J Oral Rehabil 2010;37:391-410.
LeResche L, Mancl L, Sherman J, Gandara B, Dworkin S. Changes in
temporomandibular pain and other symptoms across the menstrual cycle.
Pain 2003;106:253-261.

Fillingim R, King C, Ribeiro-Dasilva M, Rahim-Williams B, Riley J. Sex,
gender, and pain: a review of recent clinical and experimental findings. J
Pain 2009;10:447-485.

Bereiter D, Okamoto K. Neurobiology of estrogen status in deep
craniofacial pain. In: Kobayashi M, Koshikawa N, Iwata K, Waddington J,
editors. Translating Mechanisms of Orofacial Neurological Disorder.
Academic Press, 2011:251-284.

Akhter R, Morita M, Ekuni D, et al. Self-reported aural symptoms,
headache and temporomandibular disorders in Japanese young adults.
BMC Musculoskelet Disord 2013;14:58.

Buljan D. Psychological and psychiatric factors of temporomandibular
disorders. Rad Hrvatske Akademije Znanosti i Umjetnosti Medicinske
Znanosti 2010;507:119-133.

69



32

33

34

35

36

37

38

39

40

Wright EF, Clark EG, Paunovich ED, Hart RG. Headache Improvement
Through TMD Stabilization Appliance and Self-management Therapies.
Cranio 2006;24:104-111.

Berger M, Oleszek-Listopad J, Marczak M, Szymanska J. Psychological
aspects of temporomandibular disorders — literature review. Curr Issues
Pharm Med Sci 2015;28:55-59.

Okeson J. Management of temporomandibular disorders and occlusion.
7th ed.: Elsevier Health Sciences, 2013.

Smith WS, Kracher CM. Sports-related dental injuries and sports dentistry.
Dent Assist 1998;67:12-16.

Graff-Radford SB, Abbott JJ. Temporomandibular Disorders and
Headache. Oral Maxillofac Surg Clin North Am 2016;28:335-349.
Schokker RP, Hansson TL, Ansink BJJ. The result of treatment of the
masticatory system of chronic headache patients. J Craniomandib Disord
1990;4:126-130.

Headache Classification Committee of the International Headache Society
(IHS). The international classification of headache disorders, (beta
version). Cephalalgia 2013;33:629-808.

Bendtsen L. Central Sensitization in Tension-Type Headache—Possible
Pathophysiological Mechanisms. Cephalalgia 2000;20:486-508.

Bogduk N, Govind J. Cervicogenic headache: an assessment of the
evidence on clinical diagnosis, invasive tests, and treatment. Lancet
Neurol 2009;8:959-968.

70



STUDY Il

Knowledge about temporomandibular disorders: evidence from a
Portuguese population-based survey

Submitted for publication in

Journal of Oral & Facial Pain and Headache






Knowledge about temporomandibular disorders: evidence from
a Portuguese population-based survey

Pago, M.%; Chaves, P.}; Simdes, D.1%; Almeida, V.%; Rocha, J.C.%; Moreira, L.%;
Duarte, J.A.3; Pinho, T.*14;

ICESPU, Instituto de Investigacdo e Formacdo Avancada em Ciéncias e
Tecnologias da Saude, Rua Central de Gandra, 1317, 4585-116 Gandra PRD,
Portugal

2Escola Superior de Salde de Santa Maria, Travessa Antero de Quental, 173,
4049-024 Porto, Portugal.

3CIAFEL, Faculdade de Desporto da Universidade do Porto, Rua Dr. Placido
Costa, 91 - 4200.450 Porto, Portugal.

4IBMC - Inst. Biologia Molecular e Celular., i3S - Inst. Inovacéo e Investigacdo

em Saude, Universidade do Porto, Portugal.

* Corresponding author: Pinho, T; Rua Central de Gandra, 1317, 4585-116
Gandra PRD, Portugal; +351224157151; teresa.pinho@iucs.cespu.pt

73


mailto:teresa.pinho@iucs.cespu.pt

Abstract

Background and Aims: Knowledge about temporomandibular disorders (TMDs)
may represent a health determinant being an important factor that influences
health behaviors and attitudes. The present study aims primarily to develop and
validate a scale to assess common knowledge about TMDs in the general
population. The second aim is to evaluate the status of TMDs knowledge in the
Portuguese population. Methods: Cross-sectional, descriptive survey design.
The TMDs knowledge scale was developed in two phases: concept analysis and
construction (Item development and identification of domains and pilot testing on
a small number of participants) and testing the psychometric properties (n=210).
For the second objective, 2165 participants selected through a snow ball
sampling method, and the participants were asked to answer an online
questionnaire. Results: Concerning psychometric properties all items showed a
moderate-to-strong positive association with the loading factor. The Cronbach’s
Alpha was 0.956, showing good reliability. The median score of TMDs knowledge
in the Portuguese population was 13.0 points (interquartile range: 10.0). Three
hundred and thirty-four participants (15.4%) had O correct answers, while
eighteen participants (0.8%) had 21 correct answers. TMDs knowledge was
positive (equal or above 11 correct answers) in 1295 participants (59.8%).
Conclusion: The results from our study showed that the TMDs knowledge scale
developed is psychometrically valid and reliable. It also demonstrated that the

participants had an overall positive knowledge about TMDs.

Key-words: Temporomandibular joint disorders, health literacy; Health

education; Scale development; Scale validation
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INTRODUCTION

Temporomandibular disorders (TMDs) comprises a group of varied conditions
involving the temporomandibular joint, the masticatory muscles and surrounding
structures.! Prevalence rates ranges from 10% to 25% of the population?3 being
the most common, non-dental chronic orofacial pain condition. It is considered to
have a multifactorial etiology, with several factors, such as morphological,
neuromuscular, occlusal, psychological and parafunctional habits among others*

8 that may contribute to the onset or aggravation of this problem.

There is a growing concern about the identification of health determinants, not
only by the different political and social entities, but mainly by the medical and
scientific community. Thus, it is important to enhance the practical and theoretical
knowledge related with the source, orientation and changes of behaviors that
promote health and quality of life of the individual and the community. This raising
concern about the identification of health determinants, has shown that the level
of knowledge and literacy is a factor proportionally related with the health level.®
This determinant was defined by the World Health Organization as the cognitive
and social skills of the individual, that determine the motivation and ability to
access, understand and effectively use the information, as a strategy of health
promotion and maintenance.l® Health knowledge is an important trigger to
change behaviors and attitudes!! and contributes to the improvement of
individuals’ and populations’ health.*? Furthermore, concerning the ability of
developing strategies to health maintenance and self-management, knowledge
acts as an empowerment tool.>13 The biopsychosocial model reinforces the
importance of empowering the patient through knowledge about diagnosis,
prognosis and the nature of the problem, in order to involve the patient in the
disease management, namely in therapeutic decision, especially regarding
chronic conditions.’* Adequate information has shown to provide self-
management skills and better coping strategies in rheumatoid arthritis patients

as well as compliance to therapy and treatment success.'>16

Thus, it becomes fundamental to ascertain the levels of individual and collective

knowledge about potential health pathologies known to represent a health
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problem, in order to define strategic actions and organize literacy/education
health programs, intended to influence individual and/or collective lifestyle
decisions, allowing to explore the influence of this health determinant and modify

its impact.

Having this, since there are no validated instruments to determine the level of
knowledge about TMDs, to our knowledge, this study was performed and the
main objective was to develop and validate a scale to assess common knowledge
about TMDs in the general population. The second aim of this study was to

evaluate the status of TMDs knowledge in the Portuguese population.

MATERIALS AND METHODS

Study design

This is a cross-sectional, descriptive survey design, carried out from September
2015 to March 2016, and followed the STROBE Statement guidelines. A snow-
ball sampling was applied and intended to recruit participants not only from health
related professions but also from the general population. Exclusion criteria were:
age lower than 18 years old and not Portuguese citizens. This study was
approved by the Ethics Committee from Instituto Universitario de Ciéncias da
Saude, CESPU.

This study was divided in two moments. The first moment encompassed the
development and validation of the TMDs knowledge scale (1) and the second

moment the assessment of the level of knowledge about TMDs (2).

1. TMDs knowledge scale

In order to develop the scale, an experts’ committee was created that included
one lay person and eight health professionals as follows: one doctor, one
orthodontist, one dentist, four physiotherapists, and one psychologist. The
TMDs knowledge scale was developed in two phases: (a) concept analysis and
construction (Item development and identification of domains and pilot testing on

a small number of participants) and (b) testing the psychometric properties.
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a. Concept analysis and construction (item development)

Iltems were generated through a multi-step process: i) Literature review; ii)
Experts meeting; iii) Item selection and writing; iv) Pilot testing of the
questionnaire; v) Examination by the experts’ committee; vi) Final item selection

and writing.

The relevant scientific literature research was conducted using electronic
databases (Pubmed/Medline, Embase), and information regarding prevalence
data, diagnosis, pathophysiology, comorbidities and psychosocial factors
associated with TMDs was acquired. Concerning any other questionnaire or
scale regarding the assessment of TMDs knowledge for the general population,
we have not found any instrument described in the literature. After this, the
experts’ committee met together and selected the items to be included in the
questionnaire and more specifically the construct concept of the TMDs
knowledge scale. After items generation, a consensus about the items to include
was reached between the experts’ committee. The scale was comprised by 21
items (Figure 1) that were assessed through a 3-level Likert scale (“correct

answer”, “wrong answer” and “I do not know”) whether each item is related with
TMDs. After this a pilot study was conducted with a total of 10 participants that
fulfilled the self-administered questionnaire and were asked to identify any

problems regarding questions interpretation, clarity and objectivity

After gathering all the information, the experts’ committee reached a consensus
regarding the final version of the scale. This scale was part of a wider
questionnaire (encompassing questions regarding social and demographic
characteristics as well as Fonseca’s Anamnestic Index) that was then built in an
online survey software (Qualtrics©) and the link to the survey was sent to e-mail

lists and through online social networks.
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Comrefio Errado Nao Sei

1. Pode ser considerado um problema misculo-esquelético. X
2. Apresenta elevados cusios socic-econdmicos.

3. Parece acontecer mais frequentemente no sexo femining.
4, Afeta essencialmente adultos entre os 20 e os 40 anos.
5. Afeta muito criangas e idosos. X
§. O principal critéric de diagnostico & a sintomatologia associada.
7. Pode afetar os misculos da mastigagao e do pescogo.

8. Pode ter como sintoma formigueiros na regido do gueixo.

8. Pode ter como sintoma dor na regido da face e pescogo.

10. Os ruidos articulares quando abre e fecha a boca ndo sdo um
sintoma.

11. Pode ter dores de cabega associadas.

12. Mascar pastilha elastica, roer as unhas ou ranger os dentes
pode agravar a sintomatologia.

13. A ansiedade efou depressdo sdo fatores de risco.

14, Pode ser agravada pelo stress.

15. Alimentos ricos em aglcar levam ac desenvolvimento do
problema.

18. Uma boa higiene oral previne o aparecimento do problema.
17. Devera ter um tratamento multidisciplinar.

18. Pode ser fratada e diagnosticada pelo médico dentisia efou
estomatelogista (nas suas diferentes especialidades).

18. Tem como tratamento mais eficaz o tratamento cindrgico. X
20. A fisicterapia & uma das opgdes de tratamento. X
21. A psicologia pode contribuir para o tratamento. X

o 4

o

o M

Study Il - Figure 1: TMDs knowledge scale (in Portuguese) with correct answers

b. Psychometric validation of TMDs knowledge scale

In order to validate the TMDs knowledge scale, a sample comprising 210
individuals was used. The participants were recruited according with the criteria

listed above, and the answers to the online questionnaire were analyzed.
2. TMD knowledge assessment

As described above, the complete questionnaire (encompassing questions
regarding social and demographic characteristics, TMDs knowledge scale as well
as Fonseca’s Anamnestic Index) was built in an online survey software
(Qualtrics©) and the link to the survey was sent to e-mail lists and through online

social networks.

Fonseca’s Anamnestic Index

Fonseca’s Anamnestic Index is a low cost and easy to apply instrument proposed

in the Portuguese language, consisting of 10 questions whose answers are
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arranged in a three-point scale format (“No”, “Sometimes”, “Yes”). It is used to
classify individuals according to TMDs severity (score 0-15: “TMDs Free”, score
20-40: “Mild TMDs”, score 45-60: “Moderate TMDs” and score 70-100: “Severe
TMDs”), and also to screen patients for further developments in diagnosing
TMDs.’ Its main advantages are the simplicity of its application, and the fact that
it does not need a physical examination of the patient, which makes it suitable for
fast epidemiological screening by telephone, mail or internet survey,!® as in our

study. It has a correlation coefficient of (r=0,6169) with the Helkimo Index.®

STATISTICAL ANALYSIS

The factor structure was investigated using an exploratory factor analysis (ie,
principal component analysis [PCA]) with orthogonal rotation, by use of the
Varimax method. The number of factors for extraction was based on Kaiser’s
eigenvalue criterion (eigenvalue =1) and evaluation of the scree plot. After
selecting the number of factors to be retained, a factorial matrix was generated,
in which the relationships between the items and the factors were observed via
factor loadings. Factor loading over 0.3 were considered as appropriate.
Sampling adequacy was assessed by using the Keiser-Meyer Olkin test (KMO)
and the Bartlett’s test of sphericity.

The standardized Cronbach’s alpha was estimated to evaluate the internal

consistency of the group of items.

Descriptive statistics comprised the following: counts and proportions, mean and
standard deviation (SD) or median and interquartile range (IQR). The final score
was obtained by assigning one point for each correct answer, with a possible
maximum score of 21 points. To assess the construct validity, results were
compared by education level, TMDs global awareness (have already heard about
TMDs), TMDs professional awareness (have a profession where TMDs
knowledge is expected), and TMDs severity (evaluated by Fonseca's Anamnestic
Index score). Mann-Whitney test and Kruskal Wallis test were used to compare

the score between two or three independent groups, respectively.

Crude and adjusted odds ratios (OR and adj OR) with 95% confidence intervals
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(95% CIl) were computed to test the association between positive TMDs
knowledge and the potential predictive factors that can be used to predict TMDs

knowledge in the general population.

All statistical analyses were performed using the Statistical Package for the
Social Sciences (SPSS), version 24 (IBM® company, Chicago, USA). The critical

value for significance was p-value < 0.05.

RESULTS

Development of the TMDs knowledge scale

As mentioned previously, the development of the scale comprised initially a
comprehensive literature review of the relevant publications on the topic. Twenty-
one items were developed by the main researchers in accordance to the main
areas of importance for the patient’s education. The items were divided according
to the content proposed as follows: TMDs epidemiology, risk factors, signs and
symptoms, and treatment. Each question was presented with three multiple-

choice alternatives, as follows: “correct answer”, “wrong answer”, and ‘I do not

know’.

The scale was presented in the experts’ committee, and each health professional
provided their opinion about the content and clarity of each item. Some items
generated comments regarding content and semantics. The suggested changes
were implemented. The second version of the scale was individually validated by
each experts’ committee member. Additionally, ten individuals completed the
questionnaire as described, and referred to each set of question/answer

regarding understanding and clarity. No relevant questions were addressed.

TMDs knowledge scale psychometric characteristics

This scale was pilot-tested in a sample of 210 participants (21 items x 10
participants per item). As no item was missing and no outlier existed, no cases

were deleted from the data set. The mean age was 30.3 £ 8.44 years, 119
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(56.7%) were women, 123 (58.6%) had more than 12 years of education, 136
(64.8%) have already heard about TMDs, and 58 (27.6%) have a profession
where TMDs knowledge is expected, such as dentists, stomatologists,
physiotherapists, and speech therapists, among others. Eighty-seven
participants (41.4%) reported having no TMDs (Fonseca's Anamnestic Index
score < 15), 73 (34.8%) had mild TMDs (Fonseca's Anamnestic Index score 20-
40), 38 (18.1%) had moderate TMDs (Fonseca's Anamnestic Index score 45-65),

and 12 (5.7%) had severe TMDs (Fonseca's Anamnestic Index score = 70).

The proportion of individuals that correctly answered each item ranged from
24.8% (items 5 and 15) to 70% (item 7). As no prior information on the number
of factors to be held was available, exploratory factor analysis was performed. In
total four factor analyses were conducted. During the first three analyses, several
items did not fulfill the criteria of loading significantly and exclusively on an
appropriate factor and due to this fact a one factor solution emerged. This one
factor solution was globally interpreted as TMDs knowledge. The KMO test and
the Bartlett’s test of sphericity showed that the data were adequate for factorial
analysis (KMO = 0.952 and Bartlett had a p < 0.001). This factor accounted for
56.9% of the total variance of the items (initial eigenvalues 11.94). All items
showed a moderate-to-strong positive association with the loading factor. The
Cronbach’s Alpha was 0.956, showing good reliability, and did not improve if
items deleted (Table 1).
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Study Il - Table 1:Proportion of correct answers, Factor Loadings and Cronbach’s Alpha
(n=210)

tem Correct Answer Factor Loadings  Cronbach’s Alphaif
n (%) Factor | Item Deleted
1 140 (66.7%) 0.663 0.955
2 86 (41.0%) 0.680 0.955
3 56 (26.7%) 0.606 0.956
4 61 (29.0%) 0.638 0.955
5 52 (24.8%) 0.714 0.954
6 108 (51.4%) 0.791 0.954
7 147 (70.0%) 0.784 0.954
8 63 (30.0%) 0.675 0.955
9 126 (60.0%) 0.845 0.953
10 101 (48.1%) 0.838 0.953
11 122 (58.1%) 0.855 0.953
12 121 (57.6%) 0.812 0.954
13 104 (49.5%) 0.790 0.954
14 122 (58.1%) 0.822 0.954
15 52 (24.8%) 0.677 0.955
16 65 (31.0%) 0.752 0.954
17 121 (57.6%) 0.772 0.954
18 111 (52.9%) 0.785 0.954
19 67 (31.9%) 0.788 0.954
20 125 (59.5%) 0.746 0.954
21 90 (42.9%) 0.733 0.954
Cronbach’s Alpha 0.956

The median score of TMDs knowledge was 11.0 points (interquartile range: 15.0).
Thirty-eight participants (18.1%) had the lowest score, while 2 participants (1.0%)
had the highest score. Table 2 shows that TMDs knowledge was significantly
higher in individuals with higher education, higher TMDs global and professional
awareness, and higher TMDs severity.

82



Study IIl - Table 2: Score of the questionnaire by education level, TMDs global and
professional awareness and history of TMDs (n=210)

TMDs knowledge

Test Statistics

Scale p
Median (IQR)
Education level (years)
< 9years 2(13.0)
10 - 12 years 4.5(12.0) 37.958* <0.001
> 12 years 14.0(9.0)
TMDs global awareness
No 1.0 (7.0)
842.000** <0.001
Yes 15.0 (5.0)
Professional TMDs awareness
TMDs knowledge not 6.5(13.0)
expected 595.500%* <0.001
TMDs knowledge expected 17.0 (4.0)
TMDs
TMDs free 9.0(14.0)
Mild TMDs 8.0 (15.0)
13.644* 0.003
Moderate TMDs 14.0 (7.0)
Severe TMDs 16.0 (4.0)

IQR — Interquartile range; TMDs — Temporomandibular disorders
* Kruskal Wallis Test; ** Mann-Whitney Test

TMDs knowledge in the Portuguese population

Overall, 2165 participants (mean age: 30.1 + 10.58 years, females: 67.4%)
participated in this part of the study. Sample characteristics are presented in table
3.

The median score of TMDs knowledge in the Portuguese population was 13.0
points (interquartile range: 10.0). Three hundred and thirty-four participants
(15.4%) had O correct answers, while 18 participants (0.8%) had 21 correct
answers. TMDs knowledge was positive (equal or above 11 correct answers) in
1295 participants (59.8%).
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Study lll - Table 3. Association between positive TMDs knowledge and sample characteristics

(n=2165)

Final Sample
n (%)

Positive TMDs

Knowledge?
OR (95% CI)

Positive TMDs

Knowledge?
adj » OR (95% CI)

Sex
Male
Female
Education level (years)
<9years
10 - 12 years
>12 years
TMDs global awareness
No
Yes
Professional TMDs awareness
TMDs knowledge not expected
TMDs knowledge expected
TMDs
TMDs free
Mild TMDs
Moderate TMDs
Severe TMDs

706 (32.6%)
1456 (67.4%)

46 (7.1%)
641 (29.7%)
1469 (68.1%)

860 (39.7%)
1305 (60.3%)

1557 (72.9%)
588 (27.4%)

752 (34.7%)
859 (39.7%)
391 (18.1%)
163 (7.5%)

1.0
1.67 (1.39; 2.01)

1.0
2.05 (1.04; 4.03)
6.24 (3.20; 12.15)

1.0
17.21 (13.86; 21.36)

1.0
23.78 (15.96; 35.44)

1.0
0.95 (0.78; 1.16)
2.07 (1.59; 2.69)
2.92 (1.96; 4.36)

1.0
1.35 (1.06; 1.73)

1.0
1.01 (0.47; 2.15)
1.42 (0.67; 3.01)

1.0
8.68 (6.85; 10.99)

1.0
7.59 (4.94; 11.65)

1.0

1.01 (0.78; 1.31)
1.55 (1.10; 2.18)
1.74 (1.07; 2.81)

TMDs — Temporomandibular disorders; OR — Odds Ratio; 95% CI — 95% Confidence Interval

a Negative Knowledge (score <11) was used as the reference category.
b OR adjusted to the other predictive factors.

A logistic regression model was used to identify the potential predictive factors
that can be used to predict TMDs knowledge in the general population. Results
showed that females, have already heard about TMDs, have a profession where
TMDs knowledge is expected, and have moderate or severe TMDs had
significantly higher TMDs knowledge, even after adjustment to the other
predictive factors (Table 3).

DISCUSSION

The present study describes a methodological approach to the development and
validation of a new self-administered scale to measure the knowledge about
TMDs. Our results demonstrate that the scale developed is psychometrically valid
and reliable. The TMDs knowledge scale was developed in Portugal,

notwithstanding, since it does not contain items that are specifically related to
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Portuguese culture, it could be translated and used abroad. Moreover, the scale
has shown to be easy to understand, complete and requires a relatively short

time to answer.

Since the first step in the development of educational actions is to identify the
need for information on what patients really know about their own disease, this
study demonstrated an overall positive knowledge of the sample studied (59,8%
had 11 or above correct answers). As expected, the individuals with higher
professional awareness, had higher knowledge about TMDs. This may be
justified by the fact that the knowledge scale developed intended to evaluate the
general population’s knowledge about TMDs, which means that the statements
of the scale were not too technical nor requiring advanced knowledge about the
topic. This could explain the difference between our results and the results from
studies assessing the knowledge of specific health professionals, that reveal lack
of knowledge from the professionals.®:20

Our results also showed that most of the participants (60%) had global awareness
about TMDs, meaning that they have already heard about this dysfunction, and
that this factor is, consequently associated with TMDs knowledge. The
participants with self-reported higher TMDs severity had also higher knowledge
about the condition. This can be explained by the fact that the impact of TMDs in
these participants is higher, which may lead to the search of more information

about the condition and its management.

Concerning predictive factors, our study showed that females, have already
heard about TMDs, have a profession where TMDs knowledge is expected, and

have moderate or severe TMDs had significantly higher TMDs knowledge.

One of the limitations of the present study is the lack of comparison with a clinical
gold standard. Another limitation is the self-reported severity of TMDs, through
Fonseca Anamnestic Index, because despite this is a validated and reliable tool
for this purpose, we were not able to perform the clinical evaluation of the
individuals. Future studies should perform the clinical assessment of the

participants, in order to perform the diagnose of TMDs.
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CONCLUSION

The results from our study showed that the TMDs knowledge scale developed is
psychometrically valid and reliable. It also demonstrated that the participants had
an overall positive knowledge about TMDs and that females, which have already
heard about TMDs, have a profession where TMDs knowledge is expected, and

have moderate or severe TMDs had significantly higher TMDs knowledge.
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ABSTRACT

Background: Orthodontic treatment acts through the application of forces and/or
by stimulating and redirecting the functional forces within the craniofacial
complex. Considering the interrelationship between craniomandibular and
craniocervical systems, this intervention may alter craniocervical posture.
Objectives: (a) To compare craniocervical posture, hyoid bone position and
craniofacial morphology before, after and also in the contention phase of
orthodontic treatment in patients with temporomandibular disorders, (b) To verify
if the presence of condylar displacement, the skeletal Class or the facial biotype
interfere with the above mentioned outcomes. Methods: Quasi-experimental,
longitudinal and retrospective design. A non-probabilistic convenience sampling
method was applied. The sample consisted of clinical records of patients to
compare pre orthodontic treatment with post orthodontic treatment (n=42) and
contention phase data (n=26). A cephalometric analysis of the variables CV
angle, C0-C1, C1-C2, C3-H, C3-Rgn, H-H1, H-Rgn, AA-PNS, CVT/Ver,
NSL/CVT, NSL/OPT, NSL/Ver, OPT/CVT, OPT/Ver, facial biotype, skeletal Class
and facial proportion was performed. The p-value was set as 0.05. Results:
When analysed pre and post orthodontic treatment data: CV angle, CO-C1, AA-
PNS and C3-Rgn had significant changes. When analysed pre, post orthodontic
treatment and contention phase data: C0-C1, CVT/Ver, NSL/OPT, NSL/CVT,
NSL/Ver; OPT/CVT, OPT/Ver and facial biotype had significant changes.
Conclusion: In the sample studied there were significant differences regarding
hyoid bone position (pre versus post orthodontic treatment) and craniocervical
posture (pre versus post orthodontic versus contention), with the craniocervical
posture being prone to return to basal values. The presence of condylar
displacement was found to significantly increase the distance H-H1 in the three
moments of evaluation. Facial biotype was found to significantly increase the
angle NSL/Ver on hypodivergent compared with hyperdivergent, in the contention
phase.

Keywords: temporomandibular joint disorders, posture, cervical spine,

cephalometry
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INTRODUCTION

Concerning dentistry, orthodontics is usually one of the most used treatment
approaches when targeting malocclusion or temporomandibular disorders
(TMDs).1® Orthodontic treatment is thought to address those alterations by
improving the dental occlusion as well as occlusion stability, not only by changing

the position but also the morphology of temporomandibular joint (TMJ).%24

The literature regarding orthodontic treatment effects is somewhat controversial,
with several studies reporting good results on the TMDs resolution or, at least,
on reducing the risk of the patient to develop it, while other studies suggest that
orthodontic treatment increases the risk of onset of signs and symptoms of

TMDs?2410 or it is TMDs neutral.1?

One of the possible explanations to these controversial results is the
heterogeneity of TMDs, a multifactorial entity without a well-defined
etiopathogenesis'>*® that encompasses several conditions, as TMJ pain,
masticatory muscles pain or a combination of both.47 The attention to signs and
symptoms associated with TMDs have modified the clinical management before
and during orthodontic treatment.® It is described in the literature that an altered
position of the condyle (deviation from the centric relation) may potentially
increase the risk of developing TMDs.'819 |t is hypothesized that condylar
displacement in relation to the articular eminence may influence negatively the
articular stability, since that displacement causes the loss of relation between the
condyle, the articular disc and glenoid cavity,?° increasing the liability of
TMDs.2%22

It has been described the close relationship between the craniomandibular and
craniocervical systems, showing its functional, biomechanical, neurodynamic and
physiological interrelationship, having both the potential to influence each other
reciprocally.?®>2° The head and neck posture has been studied in order to highlight
the relation between these structures and TMDs, dentofacial structures and
maxillofacial morphology.3°-23 A possible explanation for this relation is the
differential growth of the muscles and fascia that are attached to the mandible

and pass to the cranium above and to the hyoid bone and shoulder girdle below
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(Houston, 1988 cit in Motoyoshi et al., 200232). Having this in mind, it is expected
that alterations on the head position may influence the stomatognathic system by

changing occlusal stress distributions and affecting craniofacial morphology.3%-3°

The literature has shown that a craniocervical dysfunction may lead to, or
perpetuate the TMDs,%¢-%® showing the necessity of addressing these
impairments in order to achieve the greatest results for the patients. On the other
hand, the mechanical effects from orthodontics may lead to muscular and

articular adaptations that, with time, may lead to craniocervical dysfunction.

Thus, since the relationship between orthodontic treatment and craniocervical
posture have not been fully addressed so far, the main objective of this work was
to compare craniocervical posture, hyoid bone position and craniofacial
morphology before and after orthodontic treatment and also in the contention
phase in patients with TMDs. A secondary objective was to verify if the presence
of condylar displacement, the skeletal Class or the facial biotype interfere with

the above mentioned outcomes.

METHODS

Study design

This is a quasi-experimental, longitudinal, analytical and retrospective design. A
non-probabilistic convenience sampling method was applied, accessing clinical
documentation (clinical cases) from patients that have been submitted to
orthodontic treatment and had a clinical diagnose of TMDs. The sample consisted
of clinical records of 42 patients from two orthodontic clinics in the district of Porto
(Portugal), to compare pre orthodontic treatment with post orthodontic treatment.
From this initial sample a sub-group of 26 clinical records (that contained a 1 year
after orthodontic treatment teleradiography) was analysed in order to compare

pre, post orthodontic treatment and contention phase data (Fig 1).
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Cases assessed for elegibility
(n=150)

Excluded

Not meeting inclusion criteria:
- Presence of dental casts mounted on an

— articulator (n=72)

- Good quality teleradiography (n=18)

- Aged between 18 and 50 years old at the
beginning of the study (n=17)

Presented exclusion criteria:

- Crouzon Syndrome (n=1)

v

Pre-orthodontic treatment data
(n=42)

Orthodontic Treatment

l

Post-orthodontic treatment data
(n=42)

l

Contention phase data
(n=26)

[ ASSESSMENT } [INTERVENTION} [ ASSESSMENT } [ ENROLLMENT }

Study IV - Figure 1: Flow diagram, according with CONSORT statement.

To be included in the study the patients had to be examined by an Orthodontist
regarding clinical history (clinical diagnosis of TMDs according with signs and/or
symptoms), lateral and anterior photographs (in natural head position), have
good quality teleradiography (also in natural head position and should include
head and cervical column, with at least the fourth cervical vertebra completely

visible), have dental casts mounted on an articulator in centric relation and be

95



aged at the beginning of the study, between 18 and 50 years old. The existence
of dental casts mounted on an articulator in centric relation was also an inclusion
criterion since this procedure was performed in the cases where there was a
clinical diagnosis of TMDs. Another inclusion criterion was the achievement of a
canine Class | relation and normalized overjet and overbite values after

orthodontic treatment.

Cases were excluded if they presented history of traumatic injuries, fiboromyalgia

syndrome, diagnosis of systemic disease or presence of neurological disorders.

Ethical approval was guaranteed by the Ethics Committee from Instituto
Universitario de Ciéncias da Saude, CESPU.

Procedures

After checking the eligibility of the cases, the assessment of craniocervical
posture, hyoid bone position, craniofacial morphology and occlusal factors was

performed.

The occlusal parameters studied were the presence of malocclusions and
condylar displacement. This was performed using intra-oral photographs as well
as dental casts. Furthermore, it was adopted the mounting models in centric
relation on a semi-adjustable articulator SAM 3® (Prazisionstechnik, Taxisstr. 41,
D-80637 Munchen, mGermany) and the register of the condyle position and
consequently the amount of condylar displacement, was registered with a
mandible position indicator (MPI 120°®, Prazisionstechnik, Taxisstr. 41, D-80637
Minchen, Germany). These procedures have been previously described and

considered reliable.??4041

When analysed the condylar displacement, it was considered that a A > 2mm,
was consistent with a higher risk to develop TMDs, and the participants were

classified as “condylar displacement present”.*®

Regarding craniocervical posture, hyoid bone position and craniofacial
morphology analysis, these were performed by teleradiography cephalometric

analysis’ with lateral photograph sobreposition (also in natural head position)
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through Nemoceph® software (Nemoceph 6—Dental Studio NX, version 6.0,

Spain)®. The cephalometric points used were marked as previously described*?

47 and are defined in Table 1.

Study IV - Table 1: Cephalometric landmarks, angles and reference measures

Measure Definition
Cranio- The angle resultant from the intersection between a horizontal line that goes from the Bolton point (Bo)
vertebral (the intersection of the outline of the occipital condyle and the foramen magnum at the highest point on
angle the notch posterior to the occipital condyle) to the posterior nasal spine and the vértice of the odontoid
(CV angle) process and the anteroinferior pointof the odontoid process.
The distance between the horizontal line that goes from the posterior nasal spine and the most
C0-C1 : ) - .
anterior point of the first cervical vertebra.
C1-C2 The distance between the most anterior aspect of the first cervical vertebra and the second cervical
vertebra.
C3-H The distance between the most anterior aspect of the third cervical vertebra and the most anterior
point of the hyoid bone.
The distance between the most anterior aspect of the third cervical vertebra and the most dorsal and
C3-Rgn S X . i -
inferior point of mandibular symphysis (retrognation).
The distance from the most anterior point of the hyoid bone and the horizontal line that goes from the
H-H1 ) ; L :
most anterior aspect of the third cervical vertebra and retrognation.
H-Rgn The distance from the most anterior point of the hyoid bone and the retrognation.
AA-PNS The distance from the most anterior point of atlas vertebra (AA) to posterior nasal spine .
CVT/NVer The angle resultant from the intersection between a line that goes from OT point to the most posterior
and inferior aspect of the fourth vertebral body and the vertical line that correponds to the true vertical.
NSL/CVT The angle resultant from the intersection between a line that goes from sela turcica to nasion and the
line that goes from OT point to the most posterior and inferior aspect of the fourth vertebral body.
NSL/OPT The angle resultant from the intersection between a line that goes from sela turcica to nasion and the
line that goes from OT point to the most posterior and inferior aspect of the odontoid process.
The angle resultant from the intersection between a line that goes from sela turcica to nasion and the
NSL/Ver TS :
vertical line that corresponds to the true vertical.
The angle resultant from the intersection between a line that goes from OT point to the most posterior
OPT/CVT [and inferior aspect of the odontoid process and the line that goes from OT point to the most posterior
and inferior aspect of the fourth vertebral body.
OPT/Ver The angle resultant from the intersection between a line that goes from OT point to the most posterior
and inferior aspect of the odontoid process and the vertical line that correponds to the true vertical.
Facial Through the measurement of FMA where a score less than 22 means hypodivergent, between 22 and
biotype 28 means normodivergent and higherthan 28 means hyperdivergent.
Skeletal Through the measurement of ANB, where a score inferior to O represents a Class Ill, between 0-5
Class represents a Class | and a score superiorto 5 represents a Class II.
Facial . Calculated by the intersectionratio of the Sn-Gnc line with the Gne-Cline.
proportion

Lateral cephalograms of 10 randomly selected subjects were measured twice,

with one week interval between measurements, to assess the magnitude of

measurement errors (Intraclass Correlation Coefficient (ICC)2,1)). ICC2,1) for the

reliability of landmark identification was 0,98, demonstrating an excellent

reliability.*®
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Statistical Analysis

Statistical analysis was performed using the Statistical Package for the Social
Sciences (SPSS)®, version 24 (IBM® company, Chicago, USA). To assess the
normal distribution of the variables, the Shapiro-Wilk test was applied. Sample
characteristics are presented as absolute frequencies in categorical variables
and mean and standard deviation (SD) in quantitative variables. The presence of
potential differences between pre and post-intervention results were analysed
through paired samples t-test or Wilcoxon test, whether the outcomes had a
normal distribution or not, respectively. A repeated-measures ANOVA was used
to evaluate the presence of potential differences between the three assessment
moments (pre-intervention, post-intervention and contention phase). The
assumptions to perform this test were normal distribution of the variables
(Shapiro-Wilk test) and esphericity (Mauchly’s test). When the esphericity
assumption was not fulfilled, the F-value was corrected, accordingly with
previously described methods.*® Multiple comparisons between the three
assessment moments were performed through Bonferroni post-hoc test. When
the assumptions for parametric tests were not fulfilled, the Friedman test was
used, and multiple comparisons were performed through Wilcoxon tests. To
compare the outcome variables, according with the presence or absence of
condylar displacement, independent samples t-test or Mann-Whitney tests were
used, as parametric and non-parametric tests, respectively. To compare the
outcome variables, according with the skeletal Class and facial biotype, One-Way
ANOVA (with Bonferroni post-hoc test) and Kruskal-Wallis tests were used, as
parametric and non-parametric tests, respectively. The critical value for

significance in all the analysis was p-value < 0.05.

RESULTS

The sample regarding pre and post orthodontic treatment results consisted in 42
individuals (6 men, 36 women), age of 28,14+11,36 years in the beginning of the

treatment and the duration of orthodontic treatment was 2,87+1,45 years.
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Table 2 presents data regarding facial and skeletal characteristics of the
participants, pre-orthodontic treatment.

Study IV - Table 2: Sample characterization regarding skeletal Class, facial biotype and
condylar displacement, before orthodontic treatment (n=42)

Characteristics I(:oz)e)quency
Skeletal Class | 45,2
Skeletal Class Skeletal Class Il 50
Skeletal Class IlI 4,8
Hypodivergent 16,7
Facial Biotype Normodivergent 23,8
Hyperdivergent 59,5
Condylar Present 23,8
Displacement Absent 76,2

Table 3 presents the variables that had statistically significant changes, when
compared the values pre-orthodontic treatment with the values post-orthodontic

treatment.

When the cephalometric variables were adjusted to the presence or absence of
condylar displacement, to the skeletal Class and also to the facial biotype, there
were no significant differences among the different groups in any of the
assessment moments, except for the variable H-Rgn, with differences between
skeletal Class | (43,69+4,33) and Class Il (39,72+5,55) after orthodontic
treatment (p=0,009).

99



Study IV - Table 3: Cephalometric variables in the 2 moments: pre orthodontic treatment
and post orthodontic treatment (n=42).

p value

Cephalometric Pre OT Post OT (Paired samples
Variable Mean (SD) Mean (SD) i-test)
CV angle 99,90 (11,65)* 98,10 (13,00)* 0,036t
Co-C1 6,75 (4,01) 7,84 (3,96) 0,017
% C1-C2 20,15 (2,18) 20,80 (2,35) NS
S |cvriver 7.42(7,32) 7,38(8,07) NS
s NSL/OPT 78,50 (15,25)* 78,30 (9,30)* NSt
= NSL/CVT 92,94 (7,45) 95,34 (8,22) NS
3 NSL/Ver 79,67 (4,30) 77,26 (4,49) NS
g OPT/CVT 15,72 (4,80) 15,10 (4,54) NS
OPT/Ver 23,14 (9,21) 22,48 (10,64) NS
AA-PNS 36,53 (4,35) 35,61 (4,41) 0,009
© C3-H 36,60 (3,92) 36,98 (4,36) NS
@ § C3-Rgn 74,70 (8,49) 76,80 (7,84) 0,018
§§ H-H1 5,11 (6,14) 4,31(6,04) NS
T H-Rgn 40,15 (6,46) 41,26 (5,42) NS
g § Facial biotype 28,68 (7,10) 29,02 (7,12) NS
"§ 2 |Skeletal Class 4,88 (3,03) 5,11 (3,02) NS
8 § Facial proportion 1,50(0,30) 1,46 (0,28) NS

* Median (Interquartile Range); T Wilcoxon Test; SD — Standard deviation; OT -

Orthodontic treatment; NS — Non-significant

When analysed the subgroup of participants with data regarding contention

phase, the total of participants were 26 (4 men, 22 women), age of 27,77+8,49

years old in the beginning of the treatment.

Table 4 presents the variables that had statistically significant changes, when

compared pre-orthodontic treatment with post-orthodontic treatment and with the

contention phase.
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Study IV - Table 4: Cephalometric variables in the 3 moments: pre orthodontic treatment,
post orthodontic treatment and contention (n=26)

Cephalometric Pre OT PostOT Contention ANOF\)/XarIeueeated Multiple Comparisons
Variable Mean (SD) Mean (SD) Mean (SD) (¢ p p value (Bonferroni)
measures)
CV angle 98,998,92) 97,7279,60) 96,8778,99) NS
C0-C1 8,501 6,00) 9,40(5,50)& 9,60[4,45)R 0,028t 0,002% (PreOT/Contention)
0,033[PreOT/Contention)
. C1-C2 19,96[2,35) 20,642,39) 21,1472,79) NS <0.0018PoStOT/Contention)
5 . + <0,001% (PreOT/Contention)
Z CVT/Ver 7,20912,05)z* 9,00713,20)= 13,9012,05)* <0,001 <0,001% (PostOT/Contention)
o
o 0,033% (PreOT/Contention)
— By 7 it t ’
5 NSL/OPT 75,00818,70)2* | 77,90H11,60)2* | 6840H16,45)2* <0,001 <0001+ (PostoT/Contention)
= 0,008F{Pre0T/Contention)
8 NSL/CVT 93,337,84) 95,44%9,88) 88,7179,70) <0,001 <0,001F(PostOT/Contention)
o -
= 0,008 PreOT/Contention)
E NSL/Ver 79,1873,81) 76,9084,10) 75,9034,38) <0,001 <0.0013PostOT/Contention)
O
OPT/CVT 15,24076,44) 14,86[5,11) 17,9774,90) 0,011 0,027 PostOT/Contention)
0,001 PreOT/Contention)
OPT/Ver 22,74710,51) 22,52711,98) 33,379,51) <0,001 <0,001%PostOT/Contention)
AA-PNS 37,8834,22) 37,174,09) 37,5574,20) NS
° C3-H 36,700(4,07) 37,3104,67) 37,5004,27) NS
c
25 C3-Rgn 75,3398,38) 77,36M7,85) 76,7006,55) NS
s =
S CZL,’ H-H1 3,9906,25) 3,3206,64) 2,8086,93) NS
=
T H-Rgn 40,1106,67) 41,4085,47) 40,66[5,23) NS
— . 0,008 PreOT/Contention)
T 2 ¢
3 Facial biotype 29,5417,34) 29,7506,11) 29,1007,81) <0,001 <0,001PostOT/Contention)
c =
52 Skeletal Class 5,1083,95)2* 5,2082,95)2¢ 5,30E3,90)2* NS+
c Q
T = :
Aae) Facial
] t
(S proportion 1,46/0,31)2 1,4870,37)2 1,4970,36) NS

* Median (Interquartile Range); T Friedman Test; £ Wilcoxon Test; SD — Standard
deviation; NS — Non-significant.

When the cephalometric variables were adjusted to the presence or absence of
condylar displacement, to the skeletal Class, and also to the facial biotype, there
were no differences among the different groups in any of the assessment
moments, except for the variables H_H1, facial proportion and NSL/Ver. H_H1
was found to have statistically significant changes between the participants with
condylar displacement and those without it before orthodontic treatment
(“condylar displacement present” 8,41+3,80; “condylar displacement absent”
2,6246,24; p=0,031), after orthodontic treatment (“condylar displacement
present” 7,63+2,97; “condylar displacement absent” 2,14+7,10; p=0,11) and in
the contention phase (‘condylar displacement present” 8,16+5,57;“condylar
displacement absent” 1,28+6,66; p=0,023).
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Facial proportion was found to have statistically significant changes between
hypo and hyperdivergent facial type participants’ before orthodontic treatment
(hyperdivergent 1,60+0,31; hypodivergent 1,21+0,14; p=0,027), after orthodontic
treatment (hyperdivergent 1,59+0,29; hypodivergent 1,17+0,13; p=0,014) and in
the contention phase (hyperdivergent 1,62+0,28; hypodivergent 1,15+0,28;
p=0,032).

NSL/Ver was found to have statistically significant changes between
hyperdivergent (74,81+£3,59) and hypodivergent facial type participants’
(82,00+2,72) only in the contention phase (p=0,005).

DISCUSSION

Subjects presented an increase in CV angle concomitantly with an increase in
CO0-C1 distance and in C3-Rgn distance, as well as a decrease in AA-PNS
distance. The increase in CV angle is associated with an anterior rotation of the
head.*3%0 This rotation of the head is also corroborated by the decrease in AA-
PNS distance that is usually associated with a flexed craniocervical posture. This
finding is also confirmed by the results of the distance C0-C1, whose increase
reflects the rectification of the cervical column. The increase in the distance C3-
Rgn is also compatible with a loss of cervical lordosis. In spite of the variables
NSL/OPT and NSL/CVT do not present statistically significant changes, they also
present relevant mean increases, which is also compatible with an anterior
rotation of the head. This anterior rotation of the head and rectification of the
cervical column is thought to increase the sub-occipital space favouring a
progressive tension over posterior soft tissues, which in turn may be responsible

for peripheral neuropathies with craniocervical pain.*?

After adjustment of the cephalometric variables, the only variable that presented
significant changes was skeletal Class. According with skeletal Class, H-Rgn
distance was lower in Class Il compared with Class | participants after orthodontic

treatment. This finding was as expected since Class Il individuals may present
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with a retrognathic mandible, thus decreasing the distance between hyoid bone
and the mandible.

This study also intended to assess the stability of the results obtained, and did
this by evaluating the presence of TMDs signs and/or symptoms, the
craniocervical posture, hyoid bone position and craniofacial morphology
(including dental Class and overbite and overjet values) in the contention phase
(1 year after finishing orthodontic treatment) and comparing with pre orthodontic
treatment and post orthodontic treatment data. This comparison was performed
in a subgroup of the initial sample. When analysed the results obtained, all the
patients remained TMDs signs and symptoms’ free, had no relapse on dental
Class and overbite and overjet values remained within normal values. On the
other hand, significant changes were found mainly in the craniocervical posture
variables and also in the facial biotype that demonstrated a tendency to
normodivergency. The craniocervical posture variables that had statistically
significant changes (C0-C1, CVT/Ver, NSL/OPT, NSL/CVT, NSL/Ver, OPT/CVT,
OPT/Ver) had differences compatible with a posterior rotation of the head and an
extended cervical column that highlights the increase in the cervical lordosis. This
posterior rotation of the head and increase of the cervical lordosis is thought to
decrease the sub-occipital space and produce a progressive mechanical
compression over posterior soft tissues, which in turn may be responsible for
peripheral neuropathies with craniocervical pain.*? It has also been described that
these features may impose an excessive tension over the supra and infrahyoid
muscles in a dorsal and caudal direction, affecting the growth and development

of the mandibular bone, lingual rest and also deglutition.*3

These differences had a particular impact when analysed “pre orthodontic
treatment” versus “contention phase” and “post orthodontic treatment” versus
“contention phase”. Itis interesting to observe that in the majority of the measures
that had significant changes (NSL/OPT, NSL/CVT, OPT/CVT, OPT/Ver), when
compared “pre orthodontic treatment” versus “post orthodontic treatment” the
tendency shown was the opposite (anterior rotation of the head and rectification
of the cervical column, although without statistically significant differences). We

hypothesize that, despite the sample studied did not have occlusal nor symptoms
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relapse, this inversion of the results achieved during orthodontic treatment (by
analysing “post orthodontic treatment” versus “contention phase”) may be a
possible explanation in cases where there is occlusal and/or TMDs symptoms’
relapse. This may happen because, during “contention phase” the patient uses a
fixed lower contention apparatus and a removable upper contention apparatus
during the night, which helps to maintain the occlusal stability. Nonetheless, and
considering the changes found in the craniocervical posture, after the contention
phase, the maintenance of the results’ stability (occlusal and symptomatic) may
be questioned. Having in mind the results found, that are supported by the
interrelationship between both systems and considering the fact that the literature
has shown that a craniocervical dysfunction may lead to, or perpetuate the
TMDs,36-% it is conceivable that the craniocervical changes have the potential to
contribute to occlusal and/or TMDs’ symptoms relapse seen in clinical practice

and described in the literature.®!

After adjustment of the cephalometric variables according with the presence or
absence of condylar displacement, the skeletal Class and also to the facial
biotype, the results showed that the presence of condylar displacement was
found to significantly increase the distance H-H1 in the three moments of
evaluation when compared with the participants without condylar displacement.
This distance increase is associated with a downward position of the hyoid
bone*35° and may reflect muscular asymmetry between supra and infra-hyoid
muscles. Facial biotype was found to significantly increase the angle NSL/Ver on
hypodivergent compared with hyperdivergent participants, in the contention
phase. This result is according with the literature, since a decreased NSL/Ver
angle is associated with a posterior rotation of the head and a forward inclination
of the cervical column, which is related with hyperdivergency morphology and
retrognathic profile.3%47

The relatively reduced sample size is the result of our inclusion criterion regarding
the presence of TMDs signs and/or symptoms. This fact allowed us to be more
specific regarding TMDs sufferers, however it narrowed the sample that we could

had access to, because it was restricted to the cases with dental casts mounted
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in the articulator in centric relation. However, despite the sample size, the effect

sizes are important.

Because there are no standardized values for most of the variables studied, we
did not intend to classify the final result as normal or abnormal alterations, but
mostly to characterize and verify if there were changes after orthodontic
treatment and in the contention phase. The presence of changes was interpreted
as a signal of the interrelationship between craniomandibular and craniocervical
systems, alerting the clinician for the necessity of addressing these alterations
during the treatment and contention phase, since they may contribute to the
development/aggravation of TMDs’. Thus, it seems important to conduct well-
designed longitudinal and randomized controlled trials, comparing craniocervical
posture, hyoid bone position and TMDs’ signs and symptoms, in individuals
diagnosed with TMDs, before and after the orthodontic treatment and a follow-up

period superior to the contention phase (one year).
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CONCLUSIONS

Our results demonstrated that in the sample studied there were statistically
differences regarding hyoid bone position (pre orthodontic treatment versus post
orthodontic treatment) and craniocervical posture (between the three moments
of evaluation: pre orthodontic treatment, post orthodontic treatment and
contention phase), with the craniocervical posture being prone to return to basal

values.

The presence of condylar displacement was found to significantly increase the
distance H-HL1 in the three moments of evaluation. Facial biotype was found to
significantly increase the angle NSL/Ver on hypodivergent compared with

hyperdivergent participants, in the contention phase.
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ABSTRACT

Introduction: Temporomandibular disorders (TMDs) present several risks and
different contributing factors with consequently diverse treatment approaches. It
is important to recognize what patients’ characteristics may benefit from
orthodontics, from physiotherapy, from other treatment modalities or even from a

combined approach.

Cases presentation: We present three cases of patients with common TMDs
signs and/or symptoms and different treatment approaches and outcomes, and
our aim is to understand what might explain the different outcomes observed and
also provide a rationale about the skeletal, muscular, facial and occlusal

characteristics that may be indicative of a particular intervention benefit.

Conclusion: It has been shown that orthodontics plays an important role solving
occlusal problems as well as changes in the vertical dimension. On the other
hand, physiotherapy was effective in pain management and range improvement,
when musculoskeletal changes were clearly found. Finally, it has also been
shown that a multidisciplinary approach may be crucial, and the clinician should
be aware of a comprehensive assessment, valuing all the contributing factors,

namely the psychological ones.
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INTRODUCTION

Temporomandibular disorders (TMDs) are defined as a group of musculoskeletal
and neuromuscular conditions that involve the temporomandibular joints (TMJs),
the masticatory muscles and all associated structures,* whose etiology is not well
known.22 TMDs can affect from 10% to 25% of the population*® and it is the most
common chronic orofacial pain condition. TMDs have several contributing factors
as structural, neuromuscular, occlusal, psychological, genetic and parafunctional
habits, among others.® Orthodontic treatment is considered to be one of the
first options regarding malocclusions'!*? and when necessary it is accompanied
by orthognathic surgery.!* The main therapeutic objective is to obtain a normal
occlusion and a function improvement, when TMDs are present. Orthodontics
has been historically associated with the development of TMDs, however several
studies have demonstrated that there is no relationship between these two
variables.131® These contradictory data may be the result of specific
characteristics of the patients submitted to orthodontic treatment. Considering all
the contributing and risk factors to develop TMDs, a thorough assessment is
important as well as a multidisciplinary approach to address all the impairments
presented by the patients. Physiotherapy seems to be an effective treatment
modality to address pain, range of movement and motor control issues in TMDs

patients.17-19

It is important to acknowledge what patients’ characteristics may benefit from
orthodontics, physiotherapy, other treatment modalities or even from a combined
approach therapy. For these reasons, we present three cases of TMDs patients,
with common symptoms and different treatment approaches and outcomes, and
our aim is to understand what might justify the different outcomes observed and
also provide a rationale about the skeletal, muscular, facial and occlusal

characteristics that may be indicative of a particular intervention benefit.
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MATERIALS AND INSTRUMENTS

Fonseca’s Anamnestic Index (FAI) is a low cost and easy to apply instrument
proposed in the Portuguese language, consisting of 10 questions whose answers
are arranged in a three-point scale format (“No”, “Sometimes”, “Yes”). It is used
to classify individuals according to TMDs’ severity (score 0-15: “TMDs Free”,
score 20-40: “Mild TMDs”, score 45-60: “Moderate TMDs” and score 70-100:
“Severe TMDs”), and also to screen patients in diagnosing TMDs.?° The main
advantages are the simplicity of its application, and the fact that it does not need
a physical examination of the patient, which makes it suitable for fast
epidemiological screening.?! It has a good correlation coefficient (r=0,6169) with

the Helkimo Index.2°

Non-neural muscle tone and stiffness of anterior temporalis and masseter
muscles were determined at rest using a hand-held myometer (MyotonPRO®;
Myoton Ltd, Estonia). This method measures the viscoelastic response of the
muscle due to a brief (15 milliseconds) mechanical impulse (force 0.4 N) on the
skin surface above the muscle
(http://www.myoton.com/en/Technology/Technical-specification). The device was
used in multiscan mode, where one measurement corresponded to the mean of
six mechanical taps. If a measurement failed to fulfill the parameters (variation
coefficient lower than 3%), an error message was displayed and the trial was
repeated. These procedures have already been reported in the literature.?2-25
These studies have demonstrated the validity and reliability of Myoton® measures
in limb, trunk, and orofacial musculature. From the oscillation acceleration signal,
we investigated two parameters computed in real time by MyotonPRO® software:
dynamic stiffness and oscillation frequency. Dynamic stiffness characterizes the
resistance of the muscle to the force that changes its shape. Oscillation frequency

characterizes the muscle tone or the mechanical tension in a relaxed muscle.2%

Electromyographic (EMG) activity was recorded during rest and mandibular
movements (mouth opening and closing). Video recording was performed in
parallel to signals acquisition to posterior analysis of the different movements

correspondent signals. To synchronize, it was used a light emitting diode placed
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on the field view of the camcorder, that changed state according to
electromyograph device status. The electrodes were positioned on the muscular
bellies parallel to muscular fibres as already described previously.?” A disposable
reference electrode was applied to on the clavicle. Before electrode placement,
the skin was cleaned with ethanol to reduce its impedance, according to SENIAN

guidelines.?8

EMG activity was recorded using the Biopac® MP 150 platform with TSD150®

20mm active electrodes at a sampling frequency of 1000 samples per second.

Using the AcgKnowledege® 4.1.0 software (Biopac® Systems Inc), the signals
were |IR digital filtered in a bandpass of 25-450Hz and the root-mean-square
variable was calculated over a 25ms window. Three measurements of EMG
activity were performed in each movement (rest, mouth opening and mouth
closing). In order to verify if there were statistically significant differences between
EMG results immediately after and before physiotherapy intervention, in Case 2
and Case 3, a paired samples t-test was applied. Statistical analysis was
performed using the Statistical Package for the Social Sciences (SPSS), version

24 (IBM® company, Chicago, USA). The level of significance was set at a#=0,05.

Cases presentation
Case 1 (PV)

The patient, a businesswoman born in 1975, was referred with urgency to the
orthodontic specialist in April 2013, presenting very severe pain in both TMJ,
headaches, limited mouth opening by pain (range of movement (ROM): 20mm).
The patient had been subject to a previous orthodontic treatment in 2010, and
referred that pain started 3 years after this treatment. The patient felt very fatigued
and had lost about 15 Kg, because she was not able to eat. The pain was
constant and motivated several visits to the hospital where she was medicated
with nonsteroidal anti-inflammatory drug and cortisone (in the last visit the
cortisone dosage was doubled). The medication produced no relief and the pain

was only relieved when she positioned in lying position or performed hyper-
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extension of the head. The patient scored the pain through visual analogue scale
(VAS) with 97 mm and mouth limitation was caused by pain. Despite having a
very limited mouth opening (by pain) in the emergency consultation, the patient
referred the history of articular noises during mouth opening and closing, that
were predominantly in the left TMJ (the patient referred that sometimes was
associated with tinnitus). The patient had a history of facial traumatism (when she
was 10 years old) and parafunctional habits (gum chewing). FAI score was 90,

representing a severe TMDs.

Based on clinical findings and according to manual functional analysis?® an

anterior disc displacement (DD) with reduction in both TMJ’s was confirmed.

Intra oral photos showed a total Class Il canine relationship bilaterally. The
mandibular dental midline was deviated to the left related to the maxillary dental
midline, this one centered with the facial midline (Fig 1). Crowding was not present
neither in the maxilla nor mandible but there was a high curve of Spee.

Study V - Figure 1: Extra and intra-oral photos before orthodontic treatment (Case 1)

The panoramic radiograph showed the extruded and mesially inclined second
and third lower left molars, which had tipped into the spaces created by the
missing second premolar and first molar. Also the second lower right premolar
and the first upper molar were missing by extraction. Asymmetrically positioned

condyles were also evident (Fig 2).

In maximum intercuspidation there was an apparent block of the mandible due to
the incisors and canines high deep bite and high overjet. As well as a Frankfort-

mandibular plane angle (FMA) measure consistent with a hypodivergent facial
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pattern, contributing to a reduction in the vertical dimension of occlusion. The

angle between A point, nasion, and B point (ANB) was consistent with a skeletal
Class | (Fig 3 and Table 1).

Study V - Figure 2: Panoramic x-ray
before orthodontic treatment (Case 1)

Study V - Figure 3: Lateral cephalometric
radiograph and tracing before orthodontic
treatment (Case 1)

It is important to remember that this was an emergency situation, and for that

reason dental casts were not mounted in centric relation.

Treatment objectives:

Reduce pain;

Increase vertical dimension;

Recuperate disc displacement (bilaterally);
Reconstruct the occlusal plane;

Improve the Spee curvature (with posterior extrusion associated with intrusion

and pro-inclination of the inferior incisors);

Improve mandibular position.

Intervention performed

As a first intervention measure a temporary occlusal composite bite was applied

on upper canines and on posterior occlusal face of second molars in order to

increase vertical dimension, improve the apparent block of the mandible and

reduce pain (Fig 4).
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Once the pain was relieved, the orthodontic treatment was planned and began in
May 2013 and ended in May 2015. During orthodontic treatment, the posterior
temporary occlusal composite bites were progressively removed as the mandible
was positioned in a more stable occlusal position. The canine temporary occlusal
composite bites were maintained in order to enable the extrusion of posterior
teeth allowing the increase on posterior vertical dimension and consequently

reposition the mandible anteriorly, improving overjet and overbite.

Study V - Figure 4. First intervention, temporary occlusal composite bite (Case 1)

During orthodontic treatment, pain was completely controlled, with the patient
reporting its presence only sporadically, less intense and completely controllable.

At the end of the treatment the patient reported no pain.

Treatment results

The major aim of attaining a stable dental occlusion and TMJ harmony was
accomplished. A bilateral Class | canine relation, upper and lower midlines co-
incident with the facial midline, and the establishment of a normal overjet and
overbite relationships were obtained (Fig 5).

Study V - Figure 5: Extra and intra-oral photos after orthodontic treatment (Case 1)
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Cephalometric measurements and superimpositions (Table 1 and Fig 6,
respectively) document the changes produced by treatment, highlighting the

occlusal vertical dimension increased and the pro inclination in the lower incisor.

On the contention phase the implant and crowns were placed, and the panoramic

radiograph confirmed good root positioning.

Study V - Figure 6: Lateral cephalometric radiograph, tracing after orthodontic treatment
and general overlap before and after orthodontic treatment (Case 1)

Clinical evolution assessment in contention phase

One year after orthodontic treatment the patient was observed by a physical
therapist regarding clinical signs and symptoms, FAI as well as muscular
properties (non-neural muscle tone and stiffness) and EMG activity from anterior

temporalis and masseter muscles.

The patient presented a canine Class | bilaterally, with the maxillary dental midline

centered with the mandibular dental midline, overbite and overjet were corrected
(Fig 7).

Study V - Figure 7: Extra and intra-oral photos, one year after the end of orthodontic
treatment (Case 1)
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The cephalometric cranio-facial-cervical analysis showed an improvement of the
outcomes (Table 1). The patient had no pain complaints regarding headaches and
reported that only occasionally feels pain on the TMJ (VAS= 5 mm). Regarding
mouth ROM, it was completely restored, and despite some articular noises that
remained on the left side during mouth opening and closing movements, their
frequency and intensity decreased. FAI final score was 10 that corresponds to a
TMDs free score. On muscular palpation, the patient presented tenderness on
masseter muscles (bilaterally), posterior temporal (on the left) as well as on the
upper trapezius and levator scapulae (bilaterally), however these were not valued
by the patient.

Tables 2 and 3 show the results regarding EMG and muscular properties,

respectively.

Case 2 (ML)

The patient, a woman born in 1995, student that was referred to the orthodontic
specialist in December 2015 with history of previous orthodontic treatment only
in upper arch, from March 2014 until March 2015, and history of pain in the face
(bilaterally, although predominant in the left side), limited mouth opening (due to
pain) and articular noises. There was agenesis of both upper second premolars
and a molar and canine Class | relationship bilaterally (Fig 8). The orthodontic
treatment performed aimed to provide dental alignment and leveling and also to
get the balance of spaces corresponding to agenesis of the upper second pre-
molars agenesis in order to prepare to prosthetic rehabilitation. This intervention
was effective regarding occlusal alterations; notwithstanding it did not provide

symptoms relief to the patient.

Study V - Figure 8: Extra and intra-oral photos after orthodontic treatment (Case 2)
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After orthodontic treatment overbite was 3.5 mm and overjet 3.0mm and

hypodivergent facial pattern (Fig 9; Table 1). | study V - Figure 9: Lateral
cephalometric radiograph and
tracing after orthodontic
centric relation and maximal intercuspidation. treatment (Case 2)

maintained an ANB measure consistent with a

skeletal Class Il. The FMA measure was

improved, though maintaining consistent with a

Dental casts showed no difference between

On December 2015, after the orthodontic treatment and before the prosthetic
rehabilitation the patient was assessed by a physical therapist regarding clinical
signs and symptoms, FAI as well as muscular properties and EMG activity from

the temporalis and masseter muscles.

The patient had pain complaints on the left hemiface including the left TMJ
(VAS=8,3mm). The pain was worse during chewing and mouth opening
movements (no pain at rest). Regarding mouth ROM, there was a limitation
(ROM=20mm) by pain and the articular noises remained during mouth opening
(on the left). FAI final score was 40, that correspond to a light TMDS score. On
muscular palpation, the patient presented pain on masseter muscle (on the left),
anterior and posterior temporal muscle (on the left) as well as tenderness on the
upper trapezius and levator scapulae (bilaterally). When asked about the pain on

palpation, the patient recognized it as her “usual pain”.

Physiotherapy intervention performed

In order to address the impairments found, the physiotherapy session included
the following procedures: Patient education (explaining the diagnosis, intervention
and empowering the patient through teaching home exercises); cranio-cervical
mobilization; TMJ mobilization (distraction and lateral movements); trigger points
therapy on the left masseter muscle (massage, manual therapy, stretching),

therapeutic exercise (condylar rotation, opening reeducation).

Immediately after physiotherapy intervention, the patient was asked about pain
intensity, which had decreased (VAS=54 mm) and had mouth opening improved
(ROM= 33 mm).
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Tables 2 and 3 presents the results regarding EMG and muscular properties (non-
neural muscle tone and stiffness), respectively, immediately before and after

physiotherapy intervention.

Since physiotherapy improved the patient’'s symptoms, the treatment was
continued beyond the scope of this study. Clinically, the patient kept improving
symptoms, having restored full ROM. The patient reports that very sporadically
feels pain (less intense) and has articular noises (less intense), which she is able
to manage with home exercises. Moreover, she also refers that when she is more

stressed there is a tendency to symptoms’ increase.

Case 3 (CF)

The patient, a woman born in 1983, nurse, was referred to the orthodontic
specialist in April 2009, complaining of pain in both TMJ and articular clicking
(during mouth opening) in the right side with limited mouth opening. The pain was
intensified upon chewing and was worse at the end of the day. It was localized at
the TMJ, face, mandibular and maxilla (bilaterally but more aggravated on the left
side). The patient graduated the pain through VAS (60mm — generally; 90mm -
during popping of TMJ). Regarding limited mouth opening the active ROM was
36mm and the passive ROM was 41mm and during the movement there was a
deviation to the left until half the available ROM and then centered on maximum
opening. The patient also complained about daily locking of the TMJ, though
reducible with the maneuver. Protrusion was done only with right incisor contacts.
On the left and also right laterotrusal movement, the pain appeared only in the left
TMJ.

The symptoms did not seem to be related, notwithstanding accordingly with the
patient “when | was more nervous | did more pressure in the mouth”. There was
no medication intake at that time. The patient considered to be a stressed person
and had history of scoliosis and lumbar hiperlordosis. FAI score was 90,

representing a severe TMDs.

Extra-oral photos showed asymmetry of the lower third of the face and a shift of

the mandible to the right. Noticeable differential gingival display reflected an
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occlusal plane canted upward on the left side, with a high-compensated occlusion.
There was also a scissor bite on the left first premolars that collapsed more this

malocclusion (Fig 10).

Intra oral photos showed a molar and canine full Class Il relationship bilaterally.
The maxillary dental midline was centered with the mandibular dental midline.
However, the upper dental midline was inclined to the left in relation to the facial

midline, the same side that the occlusal plane was canted upward (Fig 10).

Crowding was not present neither in the maxilla or mandible. There was labial
tipping of the anterior maxillary teeth with normal overbite and high overjet in

maximum intercuspidation.

- wif /
Study V - Figure 10: Extra and intra-oral photos before orthodontic treatment (Case 3)

Lateral cephalometric analysis showed normal mandibular angle, skeletal Class
Il with a normal maxillary position, and a retrusive mandible. The FMA measure

was consistent with an hyperdivergent facial type (Fig 11, Table 1).

Study V - Figure 11: Cephalometric radiograph and tracing before orthodontic treatment
(Case 3)
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Pre-treatment dental casts mounted in articulator SAM 3® and mandibular position
indicator (MPI), showed a difference between centric relation and maximal
intercuspidation position [right condyle: (X = -1,5; Z = +2.5); left condyle: (X = -1;
Z = +3)].

Based on clinical findings and according to

manual functional analysis 2° (painful left

T™J under active and  passive

compressions) an anterior DD without Study V - Figure 12 Panoramic X-

reduction in the left TMJ was confirmed as| ray before orthodontic treatment
well as a diagnose of anterior DD with (Case 3).

reduction on the right TMJ (the patient stated that had experienced reciprocal
clicking). Concerning radiological findings, panoramic x-ray showed a non-
symmetrical relationship between the left and the right condyle (the left condylar
head was pointed with a deplaned anterior surface) (Fig 12). The bilateral anterior
DD was confirmed by MRI. Anterior DD without reduction was confirmed in the
left side and anterior DD with reduction was determined in the right TMJ, which
explains the symptom of clicking during mouth opening. In closed mouth position,
the disc was placed anteriorly but recovers his correct position in open mouth
position; however, the mobility of the right condyle is more pronounced than in the
left joint. The condylar head was slightly pointed with a hint of osteoarthritic
changes appearing as a thickened tip of the cortical bone. Subchondral structures

had an adequate signal and there was no articular effusion.

Despite the difference in height of the occlusal plane a symmetric mandibular
aspect is noted during the clinical testing of midline coincidences. This proves that
the lower dental midline is centered within the mandible. The chin was not shifted
to the same side of the occlusal plane that was canted upward probably because
of the scissor bite condition on the left premolars that contra balanced this

tendency and centered the chin with mandibular dentoalveolar compensations.
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Treatment objectives

¢ Reduce pain;

e Decrease muscular activity;
e Correct the articular position;

e Reconstruct the occlusal plane, with asymmetrical maxillary impaction (more
at the right — transversal plane);

e Decompensate sagittal and transversal dental arches;
e Recuperate disc displacement (bilaterally);

e Improve smile asymmetry;

Correct mandibular position.

Intervention performed

A stabilization splint in centric relation position was the first treatment option in
order to reduce pain, decrease muscular activity and improve the articular
position. To improve occlusion stability and smile asymmetry a bi-maxillary
surgery was performed with maxilla impaction at the right. The 3™ molars were
extracted so that the posterior discrepancy was corrected and to facilitate the
sagittal mandibular surgery. After this a pre-surgical orthodontic treatment
(October 2010) was performed with a multi-bracket fixed treatment (.022 x .025”
slot) in order to align, level and correct the compensation from the mandibular and
maxilla arcades. During the subsequent 12 months the symptoms were
aggravated, with more intense pain on the left, opening mouth difficulties and pain
in all mandibular movements. In order to reduce pain and muscular activity a splint
was given to the patient to use during the night. Since the conservative treatment
(splint and orthodontic treatment) was not effective regarding TMDs’ symptoms,
it was decided that the patient would benefit from arthroscopic treatment, prior to
maxillofacial surgery, to reduce pain, muscular activity, improve the disc position
and mandibular range of movement. So, in March 2012, the patient was subject
to arthroscopic treatment, which confirmed internal derangement of both TMJs,
with intra-articular adhesions. The pre-surgical orthodontic study confirmed the
need for a bilateral maxillary impaction (right: 3mm, left: Lmm) and mandibular

advancement (7mm). On June 2013, the surgical treatment was performed, with
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a LeFort | osteotomy, a nasal inferior turbinectomy, a remodelation of the
piriformis fossa and osteotomy of the sagittal ramus of the mandible. There was
a rigid fixation with titanium plates and screws, and the mentoplasty performed
aimed to advance and deviate the menton to the left. After surgery, the analysis
from the facial profile showed a significant improvement in all the parameters
(Table 1) with a normalization of the cervicofacial proportion (Fig 13).

Study V - Figure 13: Extra and intra-oral photos after orthodontic treatment (Case 3).

After orthodontic-surgical treatment (Fig 14-15) the patient referred that pain was
a rare event, that occurred on the mandible and maxilla bone (bilaterally) with a
pain intensity of 20 mm according with VAS. There was only a limited mouth
opening in the end-range without blocking of the joints. Regarding joint noises,
the patient referred that the intensity was lower but the noises were still present.
The patient ended the treatment with a final score of 50 (according to FAI), which
indicates a moderate TMDs. It should be noted that during the treatment
procedures (2011) the patient was medicated with anti-depressives.

|

Study V - Figure 14: Panoramic

x-ray after orthodontic treatment

(Case 3). Study V - Figure 15: Lateral
cephalometric radiograph and tracing
after orthodontic treatment (Case 3)
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The relapse

One and a half month after ending orthodontic treatment, the relapse began,
showing a tendency to open bite, with lingual interposition (a “tongue pricker” was
applied on lingual face of the lower incisors). The patient was advised to use the
contention only when sleeping and to seek for physiotherapy assistance. Three
months after ending orthodontic treatment the sagittal and vertical relapse was
confirmed with guides loss and dental contacts only on the first pre-molars.
Despite the relapse (the inferior dental midline was deviated and there was a
molar and canine class Il on the right), the patient showed no symptoms and no
complaints. In an attempt to control the relapse, on 18" June 2013 it was applied
triangular elastics (20z, 3/16”: 13-43-44 and 23-43-44), for daily use (1 month),
which aggravated the symptoms. On December 2013 it was applied an elastic
(20z 5/16”) anteriorly to use during the night for a month. During these procedures
the symptoms kept persisting, so the elastics were removed on January 2014,
which coincided with the symptoms relieve. In June 2014, the symptoms got
worsen, and an occlusal splint was given to the patient, which slightly improved

the symptoms (that were bilateral, but worse at the right).

Reassessment (2015)

On February 2015, one year and a half month after the end of orthodontic
treatment (Fig 16), the patient presented with a molar and canine Class Il on the
right, a deviation to the right of the inferior dental midline as well as the menton

and anterior inocclusion.

Study V - Figure 16:Extra and intra-oral photos one year after the end of orthodontic
treatment (Case 3)
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The cephalometric analysis shows an aggravation of the outcomes due to the
proportion between the posterior and anterior facial height, with a posterior

rotation of the mandible.

The lower 1/3 of the face showed a vertical increase with a
menton posterior rotation (aggravating the cervicofacial
proportion) (Fig 17). The patient has no pain complaints on

the TMJ and no range of movement limitations, however

feels muscular pain during chewing, pain on the occipital <=/ '
Study V - Figure 17:

and cervical area, and complaints about occasional | general lateral

headaches and TMJ noises. FAI score was 40, showing that | cePhalometric
overlap before, after

there is the presence of light TMDs. and orthodontic

treatment (Case 3).
Lateral cephalometric analysis showed a skeletal Class Il and a hyperdivergent

facial type. Overbite measure was lower and overjet remained the same (Table
1).

In May 2015, the patient had anxiety crisis and was diagnosed by psychiatry as
obsessive-compulsive syndrome, depression and sleep disturbances. The patient
re-started to be medicated with anti-depressive (which had happened on 2011)

and started to be followed by psychiatry consultation.

In October 2015, the patient was assessed by a physical therapist regarding
clinical signs and symptoms, FAI as well as the EMG activity and muscular
properties from the temporalis and masseter muscles. After the assessment, a
physiotherapy intervention and reassessment were performed. The results from
EMG and muscular properties are presented on table 2 and 3 respectively, with

the results immediately before and again after physiotherapy intervention.

The anamnesis revealed the presence of pain scored as 43 mm (VAS), localized
at the TMJ (bilaterally) that was worse at the end of the day. The patient also
complained about pain in the face and cervical as well as recurrent headaches
(twice a week). The patient had no limitation on mouth opening, however she
referred weakness while eating and chewing. Concerning articular noises, they

were present on maximal mouth opening, and there was a click on the left in
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maximal mouth opening. FAI score revealed the presence of severe TMDs (score
70/100).

In order to address the impairments found, the physiotherapy session included
the following procedures: Patient education (explaining the diagnosis, intervention
and empowering the patient through teaching home exercises); craniocervical
mobilization; TMJ mobilization (distraction and lateral movements); trigger points
therapy on the left masseter muscle (massage, manual therapy, stretching),

therapeutic exercise (condylar rotation, opening reeducation).

Immediately after physiotherapy intervention, the patient was asked about pain
intensity, which had slightly decreased (VAS=38mm).

It should be noted that between February and September 2015, after the
assessment, and because musculoskeletal impairments were found, the patient
performed physiotherapy treatments. Physiotherapy has shown inconclusive
results, with the patient reporting some symptoms relief; this relief was not
maintained through the sessions. For that reason, the patient was subject to a
further analysis through muscular properties analysis and EMG, performed
immediately before and after physiotherapy intervention, and those are the results
reported in this study.
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Study V - Table 1: Cephalometric records of the three cases

. Case 1l Case 2 Case 3
Cephalometric
Variables Pre OT [Post OT | Pre OT [Post OT| Pre OT |Post OT|Contention

FMA 17.5 18.8 19.8 20.9 31.1 29.6 31.8

IMPA 91.7 109.1 | 1040 | 1017 | 1022 | 957 96.1

SNA 79.4 78.9 83.1 83.8 78.7 77.0 79.2
» |SNB 75.1 74.6 77.3 77.8 70.9 73.0 72.7
[¢})
S |UltoNA(angle)| 19.7 21.0 17.5 14.7 13.6 21.7 19.3
§ ANB 43 43 5.8 6.1 78 5.0 6.5
% |AO-BO 4.6 4.2 3.9 3.9 2.3 0.8 2.2
S : .
& |PosteriorFacid| oo | 56 | 492 | 531 | 420 | 461 45.2
o |Height
& Posterior/Anteri
_ 63.2 64.8 0.81 0.83 69.7 77.3 77.3
< |orindex
5} "
© |Overet(BI-AL| 45 4.2 3.7 3.0 75 | 32 3.2
v |Horz)

Overbite (BI-AL| 4 4 44 35 35 1.6 1.8 0.6

Vert.)

Interincisal

Angle (ALB1) 1439 | 1249 | 128.8 | 1326 | 1236 | 124.4 125.2
» |CVAngle 98.1 104.7 93.9 89.1 81 75.4 78.1
= |AO 146 | 127 5.9 4.7 5.3 8.1 8.3
& [c1-c2 19 16.8 16.4 16.6 16.6 22.3 21.9
g [co-c2 12.3 12.3 4.6 6.3 10.2 10.9 11
T [C3-Rgn 775 69.5 68.6 82.2 89.3 90.6 85.1
S |C3-H 35.4 32 317 35.7 37.3 36.9 26.3
$ H-Rgn 42.1 37.6 40.8 46.7 48.5 56.3 50.7
2 [H-H1 -0.6 2.7 11.7 2.4 8.9 10.6 8.9
8 |OPT/CVT 13.7 17.3 19.1 29.8 29 27.4 26.2
O [cvT/EVT 8.7 13.7 16.3 13.6 11 7.3 8.8

OT — Orthodontic Treatment
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Study V - Table 2: EMG activity records of the 3 cases, and p value of paired samples

t-test
Casel Case 2 Case 3
EMG Muscle Int Pre tio |1 tPOStt. Pre Post
(volts) Mean (SD) | " er\r/]en 1o in er\r/]en 01 1 Test (p) | Intervention | Intervention | T’ Test (p)
Mean (SD) | Mean (SD) Mean (SD) | Mean (SD)
(erfstt;empora"s (8'885) 0,006 0,047 - 0,099 0,001 .
Right
Temporalis (8'88‘1‘) 0,062 0,014 - 0,996 0,003 :
(rest) '
Left Temporalis
0,002 0,007 0,061
mouth ’ ' ’ 0,018 | 2,8830,144) | 0,0,9280,155) | <0,0001
gpeﬁing) ©0001) | (©001) | (0.012) 40,144) [0,155)
Right
Temporalis 0,004 0,114 0,012
mouth ©,001) 0'244) 0,001) 0,019 | 1,237%0,085) | 0,00580,001) | 0,002
opening)
Left Temporalis 0,002 0,006 0,059
(mouth closing)| (0,0003) | (0.001) | (0.012) 0,018 | 245H0,364) | 0,00740,010) | 0,007
Right
Temporalis (006000044) (8'8?3) (8’835) 0,026 1,60%0,18) | 0,00480,001) | 0,004
(mouth closing) ’ ' ’
(erfstt) Masseter (ooboooozz) 0,002 0,001 - 0,996 0,003 -
(Fsggsrg Masseter (006000073) 0,456 0,001 - 0,999 0,001 ;
Left Masseter
0,129 0,0018
' 0,0070,009 0357 | 22,72382,72) | 0,251%0,146) | 0,005
gggmg) (0,016) 40,009 | 6,00001) 42,72) 40,146)
Right Masseter
(mouth 0,01 (0,005)| 0,24670,121) | 0,00270,001) | 0,073 4,55870,272) | 0,00680,002) | 0,001
opening)
(Lrﬁguth'\g?g;entge)r (8'832) 0,00280,001) | 0,00270,001) 1 32,44391,223) | 0,28870,283) | 0,001
(Fs,;%ztthl\ﬂ?g:ientge)r (8'83% 0,3180,175) |0,00270,001) | 0,093 2,46780,578) | 0,00470,002) | 0,018

SD: Standard Deviation
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Study V - Table 3: Muscular properties records of the 3 cases

Case 1 Case 2 Case 3
Muscle Muscular Pre- Post- Pre- Post-
properties Mean (SD) |[Intervention | Intervention | Intervention | Intervention
Mean (VC) Mean (VC) Mean (VC) Mean (VC)
Non-Neural
) Muscle Tone | 15,7(1,7) 12,4(0,8) 12.1(1,0) 15,8 (0,9) 15,9 (1,4)
Right (H2)
Masseter Stiffness
(N/m) 353 (1,6) 256(2,1) 241(2,2) 350 (0,7) 355 (1,5)
Non-Neural
Left Muscle Tone | 15 (1,3) 12(0,8) 10,9(0,7) 14,4 (1,3) 15,0 (2,4)
Masseter Sti(f!f-rLZe)SS
(N/m) 323(1,4) 205(2.6) 173(1,2) 304 (1,2) 310 (2,3)
Non-Neural
. Muscle Tone | 45,7(1,9) 44,5(3,0) 48,6(1,3) 34,6 (2,2) 35,2 (2,7)
Right (Hz)
Temporalis Stiffness
(N/m) 1142(3,0) 1127(1,1) 1799(2,9) 757 (1,9) 793 (0,7)
Non-Neural
L eft Muscle Tone 39(1,3) 44,4(2,7) 39,5(2,5) 34,9 (2,2) 31,3 (2,4)
Temporalis Sti(ffﬂlze)ss
(N/m) 789(0,5) 1585(2,5) 1101(2,4) 776 (0,8) 782 (1,2)

VC - variation coefficient

DISCUSSION

This case series highlights the different approaches and effects, observed in three
different patients submitted to orthodontic treatment, presenting with similar
symptoms (pain in the TMJ region, mouth opening limitation, articular noises) but
with different dental, skeletal, muscular and psychological characteristics, thus

demanding different treatment interventions.

In Case 1 there were signs and symptoms of TMDs and occlusal changes and
the orthodontic treatment was effective in the symptoms resolution. This
resolution is indicative that the strategy used targeted the causes of the problem.
The rationale behind the strategy used lies in the fact that, the patient presented
with a high deep bite and high overjet, associated with an hypodivergent facial
type and a decreased vertical dimension. This decrease implies more blockage
of the mandible which, combined with a decreased mandibular plane angle and
with the fact that the lower incisors were blocked in the upper incisors cingulum,

resulted in a forced posteriorized mandible position. This posteriorized position
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of the mandible may result in the compression of the retrodiscal tissues, which is
known to produce severe symptoms.3%3! Knowing this, the main objective was to
increase vertical dimension and unlock the mandible. As the vertical dimension
was improved and the mandible was repositioned anteriorly, allowing its stability
by the improvement of the dental occlusion, curve of Spee correction by lateral
extrusion and pro-inclination of the lower incisors in order to reduce also the initial
overjet. This pro-inclination was allowed due to a good gingival and a
hypodivergent facial biotype. This mandible repositioning eliminated the
compressive forces acting over retrodiscal tissues leading to symptoms relief.
When compared the cephalometric values pre and post orthodontics, regarding
craniovertebral measurements, it shows that there was a slight increase in
cervical lordosis associated with an anteriorization of the hyoid bone. When the
patient was assessed regarding musculoskeletal parameters there were no
clinically significant impairments and EMG analysis retrieved no changes and no
significant asymmetry between left and right masticatory muscles. Also FAI score

was consistent with TMDs free.

In Case 2, there were signs and symptoms of TMDs, the occlusion was stable
with a normal sagittal relationship, normal overbite and overjet, although there
was bilateral upper second premolar agenesis. In this case, the orthodontic
treatment only in the upper arch intended to prepare to prosthetic rehabilitation,
and was successful regarding occlusal factors, however the TMDs’ symptoms
remained the same. When compared the cephalometric values pre and post
orthodontic treatment, regarding craniovertebral measurements, it shows that
there was a decrease in the craniovertebral angle, which associated with the
variables related to cervical lordosis (OPT/CVT, CVT/EVT) is consistent with a
rectification of the lordosis. Cephalometric data also showed that there was a
downward position of the hyoid bone. When the patient was assessed regarding
musculoskeletal parameters there were clinically significant impairments, with the
patient presenting pain on muscular palpation and EMG and muscular properties
analysis’ retrieved changes demonstrating asymmetry between left and right
masticatory muscles. Considering these alterations in the musculoskeletal

system, a physiotherapy intervention was performed, and immediately after the
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intervention the patient reported less pain, an improvement in the mandibular
opening and was able to perform mandibular movements without articular noises,
as long as she was aware about the correct movement pattern. Regarding EMG
results, these showed a significant change between pre and post physiotherapy
intervention, narrowing the asymmetry between left and right muscles. Muscular
properties results’ showed a decrease in non-neural muscle tone as well as on
dynamic stiffness, more evident on the left muscles. However, the right
temporalis did not follow this tendency and revealed an increase in both
outcomes. The tone is the intrinsic tension, on the cellular level, of a muscle in its
resting state. A high tone causes reduced blood supply and consequently slower
muscle recovery and quicker muscle fatigue. The stiffness characterizes the
resistance of the muscle to the force that deforms its shape and a higher stiffness
leads to an inefficient economy of movement.3? The increase found on non-neural
muscle tone and stiffness of the right temporalis, was not consistent with clinical
findings (pain decrease and ROM improvement) nor EMG findings. When
analyzed EMG findings from the right temporalis, a significant decrease is found
in all the moments assessed (rest, mouth opening, mouth closing).
Notwithstanding, the decrease in muscle tone and stiffness more evident on the
left, may be explained by the fact that the left hemi-face was the pain side, and
the muscles tend to have a protective contraction from pain. So, being the left
muscles the most affected by pain, these muscles were also the ones having a
greater response to manual therapy. Manual therapy is sought to produce a
significant reduction on resting pain, that may be explained by peripheral, spinal,
supraspinal and neurophysiological mechanisms.3? In response to injury, the
peripheral nociceptors and inflammatory mediators act together, and manual
therapy may directly interfere with this process.®® In addition, manual therapy
has proven to trigger mechanical hypoalgesia and other changes related to
lessening of temporal summation and the activation of the sympathetic nervous
system, suggesting a mechanism mediated by the periaqueductal gray and the

dorsal horn of the spinal cord.33:34

Case 3, also presented signs and symptoms of TMDs as well as skeletal, occlusal

and psychological factors. In this case, the orthodontic-surgical treatment

136



intended to unblock and increase mandibular mobility, by improving and
stabilizing occlusion. Immediately after orthodontic treatment, the objectives
seemed to be accomplished with the patient reporting a decrease in all the
symptoms (lower pain intensity, less frequent headaches, ROM restored,
articular noises less frequent, lower FAI score) and cephalometric measures
showing an improvement in all the variables. However, a month and a half after
ending treatment the occlusal relapse began, in a first stance without symptoms’
increase, and then with symptoms increase. When compared the cephalometric
values pre and post orthodontics-surgery treatment regarding craniovertebral
measurements, it shows that there was a decrease in the craniovertebral angle
as well as a decrease in the variables related to cervical lordosis, which is
consistent with a rectification of the cervical lordosis. Cephalometric data also
showed that the hyoid bone was positioned more anteriorly, following the
mandibular advancement. On reassessment, one year after ending orthodontic
treatment, symptoms were aggravated (pain increase, headaches frequency
increased, FAIl score increased), the mandible retruded, the patient was
diagnosed with depression and sleep disturbances and had generalized
poliarticular pain. Cephalometric measures related to craniovertebral
measurements showed a tendency to keep increasing the rectification of cervical

lordosis as well as the anteriorization of the hyioid bone.

Considering the case described, and despite following all the guidelines
concerning treatment procedures (such as splint therapy, orthodontic correction,
arthroscopy, surgical correction and occlusal stabilization), the final result of the
treatment, did not provide to the patient the resolution sought. The relapse
presented in this case is not only concerning symptoms, but also concerning
occlusion. However, when analyzed the patient through the biopsychosocial
model, there are several factors that may contribute to the relapse, and were not
considered during the orthodontic-surgical-orthodontic treatment. For instance,
the treatment performed initially comprised, essentially the mandibular and
occlusal correction, without encompassing the muscular and articular changes
that would occur simultaneously with the orthodontic and surgical treatment.

Being this patient a skeletal Class Il, with a very retruded mandible and a cervico-
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facial proportion increased, it may be hypothesized that a previous preparation of
the infra-mandibular musculature would improve its stretching ability, possibly
decreasing the grade of relapse. This hypothesis grounds its foundation in the
findings regarding craniovertebral outcomes as well as the hyoid bone position
outcomes. These results raise the possibility that muscular length probably
remained the same throughout the treatment, so, the muscle was stretched but
gradually shortened towards its initial length, contributing to the skeletal relapse.
It is important to note that during the orthodontic-surgical-orthodontic treatment
the patient was advised to perform myofunctional and physical therapy, however,
the interventions performed and its results are not possible to describe nor
quantify, because these interventions were performed outside the clinical
settings. When asked about these procedures, the patient reported that no

symptoms improvement was felt.

The final reassessment, encompassed musculoskeletal parameters, with the
patient presenting clinically significant impairments (pain in muscular palpation)
as well as EMG differences among left and right sides, being this difference more
pronounced on the masseter muscles and higher on the left masseter. Muscular
properties results’ showed differences, also on the masseter muscles. After
physiotherapy intervention the EMG signals were lower at rest and during
mandibular movements, in both masseter and temporalis muscles. Left masseter
kept having higher EMG values compared with the right one, but the asymmetry
was not as pronounced as pre-physiotherapy. Muscular properties’ results
showed an increase in both muscle tone and stiffness, except for the left
temporalis, where muscle tone decreased. Despite EMG findings, the patient

reported only a slight improvement in pain after physiotherapy.

Moreover, the patient presented and developed through the years emotional
disturbances, such as depression, anxiety, sleep disturbances and obsessive-

compulsive syndrome, which is known to contribute to the chronicity of TMDs.3°

This case represents a very complex TMDs problem, with several contributing
factors (occlusal, musculoskeletal, psychological), that was accompanied by

several professionals but without consistent results.
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CONCLUSION

This case series shows how similar symptoms may have different causes that
should be addressed specifically. It has shown that orthodontics played an
important role solving occlusal problems as well as changes in the vertical
dimension. On the other hand, physiotherapy was effective in pain management
and range improvement, when musculoskeletal changes were clearly found.
Finally, it has also shown that a multidisciplinary approach may be crucial, and
the clinician should be aware of a comprehensive assessment, valuing all the

contributing factors, namely the psychological ones.

This study highlights the importance of etiological factors and the need to have
further studies regarding TMDs subgroups, so that the clinician may confidently

provide the best treatment to his patient.
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CHAPTER 4

DISCUSSION






DISCUSSION

The results found in the several studies performed demonstrate the global burden
of TMDs and also the areas where physiotherapy may play a role, namely in
health promotion and function improvement. Our results showed that, considering
the defined criteria in study |, physiotherapy interventions are more effective than
other treatment modalities and shams in the management of TMDs concerning
pain reduction, and a tendency towards improved active range of movement
exists. Our results have also shown that the main risk factors associated with
TMDs were: female gender, impulsiveness, tension-type headache, migraine,
anxiety, facial trauma and parafunctional habits. Considering the importance of
physiotherapy in health promotion, our study reported that Portuguese population
have an overall positive knowledge about TMDs. Having in mind that orthodontics
is one of the first treatment approaches sought by patients, our results have
shown that orthodontic treatment produced statistically significant differences
regarding hyoid bone position (pre orthodontic treatment versus post orthodontic
treatment) and craniocervical posture (pre orthodontic treatment versus post
orthodontic treatment versus contention phase), with the craniocervical posture
being prone to return to basal values. The case series highlighted the importance
of a thorough assessment and that similar symptoms may have different causes
that should be addressed specifically.

When treating patients with TMDs, physiotherapy aims to decrease
musculoskeletal pain, to get muscular relaxation, to reduce muscular
hyperactivity, to improve muscular function and control and also to enhance
articular mobility (Fonseca, Paco, & Oliveira, 2016) The results from the
systematic review and meta-analysis (study 1), produced evidence that
physiotherapy interventions are more effective than the other treatment
modalities and shams with which it was compared, in TMDs pain reduction, and
that a tendency towards improved active range of movement exists. Our results

are accordingly with the results of other systematic reviews (Calixtre et al., 2015)

and meta-analysis (Martins et al., 2015) recently published, although in our study

there were no significant differences in range of movement. Nonetheless, another

147



recent systematic review and meta-analysis (Armijo-Olivo et al., 2016) concluded

that although physiotherapy showed promising effects, there was great
uncertainty about the effectiveness of physiotherapy in the treatment of TMDs
(both pain and range of movement). The contradictory results between these
studies and our results may be explained by different reasons. The fact that the
aims of each study were not exactly the same implies that the included studies
were different. For instance, our study aimed to evaluate the effectiveness of
physiotherapy in subjects diagnosed with TMDs, however the operational
definition of physiotherapy was very specific, targeting only Interventions
performed by therapists and within the scope of physiotherapy practice, excluding
studies whose intervention was acupuncture, solely home-physical therapy or
electrical modalities, interventions involving passive range of movement devices
along with studies with mixed treatments (physiotherapy combined with other
forms of treatment). In the study from Calixtre et al. (2015) the objective was to

synthetize evidence regarding the isolated effect of manual therapy in improving
TMJ function (maximal mouth opening and pain), excluding studies where
manual therapy could be combined with other modalities. The study from Martins
et al. (2015) aimed to assess the effectiveness of musculoskeletal manual
approach in TMDs patients, where there were only included studies performing
any manipulations of body, muscles and bones by hands to improve healing of
the craniocervical mandibular system. Studies where manual therapy could be
combined with other modalities were also excluded. In the study from Armijo-
Olivo et al. (2016) the objective was to summarize the evidence and evaluate the

methodological quality of randomized controlled trials that examined the
effectiveness of manual therapy and therapeutic exercise interventions in the
management of TMDs and determine the magnitude of the effects of those
interventions. Armijo-Olivo et al. (2016) included studies comparing any type of

manual therapy intervention (e.g. mobilization, manipulation, soft tissue
mobilization) or exercise therapy alone or in combination with other therapies
compared to a placebo intervention, controlled comparison intervention, or
standard care. The outcomes were pain, range of motion and oral function

(measured through questionnaires). As a reflex of their different aims, the number
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of included studies was also very different when compared the four works. While
three of them had a lower number of included studies, n=8 (Calixtre et al., 2015;

Martins et al., 2015) and n=7 (our study I), the study from Armijo-Olivo et al.
(2016) had 48 articles included.
Having these differences in mind and considering the fact that, for example, there

are trials published that compares physiotherapy interventions combined with

other interventions (Ismail, Demling, HeR3Ling, Fink, & Stiesch-Scholz, 2007), that

uses electrotherapy as a unique intervention (Taube, Ylipaavalneimi, Kononen,

& Sunden, 1988) and that refer to “controlled gum chewing” as controlled

masticatory exercises (Gavish, Winocur, Astandzelov-Nachmias, & Gazit, 2006),
it seems plausible to assume that these kind of characteristics may mask the
effects of “real physiotherapy intervention”, acting as potential bias when
performing an analysis about the role of physiotherapy by itself.

The positive results found in our study regarding physiotherapy effectiveness on
TMDs may be explained by the pathophysiology of this condition, that is often
associated with hypoxia, ischaemia and an insufficient synthesis of adenosine
triphosphate that lead to an accumulation of calcium and consequently to
sarcomeres shortening (Ribeiro, Paco, & Oliveira, 2016). These alterations are
in line with the aims of physiotherapy intervention and its ability to directly
interfere with the process of nociception by peripheral, neurophysiological, spinal,

and supraspinal mechanisms (Bialosky et al., 2009a; Schmid et al., 2008b) as

described previously in the first chapter (introduction).

Despite the conclusion that physiotherapy is effective in TMDs management, but
considering the conflicting evidence found, it is important to account with all the
factors with assumed importance in TMDs management that may enhance the
physiotherapist approach to these patients. One of those factors is the ability to
correctly identify TMDs risk factors, and with the growing rhythm of scientific
knowledge about orofacial pain, an up-to-date knowledge about TMDs risk
factors is crucial to provide the patient the best practice considering the best
available evidence. Our results (study II) have shown that female gender,
impulsiveness, the presence of tension-type headache, migraine, anxiety, history

of facial trauma, and the presence of parafunctional habits were the main risk
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factors associated with TMDs in the Portuguese population. This was the first
study in the Portuguese population, to our knowledge, and these results support
the multifactorial aetiology currently accepted by the scientific community
(Greenberg et al., 2008; Greene, 1995; Gremillion, 2000b; Liu & Steinkeler, 2013;
Melis & Di Giosia, 2016a; Oral et al., 2009; Suvinen et al., 2005a). Our results
were also consistent with findings of previous studies in other populations
(Diracoglu et al., 2016b; Fillingim et al., 2011b; Huang et al., 2002; Magalhaes et
al., 2014a; Michelotti et al., 2010b; Ohrbach et al., 2011a; Poveda Roda et al.,

2007). One risk factor not often reported in the literature is third molar removal,

that our study concluded to be a risk factor as described previously (Akhter et al.
2008a). One possible explanation may be the procedure involved in the removal
of the third molar, that may constitute a trauma to the temporomandibular joint or
even to the mastication muscles and may be associated with a reduction in the
protective mechanisms of the person under the surgical intervention. Regarding
psychosocial factors, it has already been described that they represent a high
risk to develop TMDs (Akhter et al., 2013a; Buljan, 2010; Modi et al., 2012;
Wright, Clark, Paunovich, & Hart, 2006a), but one psychological factor that we

have found to be associated with TMDs, and not yet described elsewhere, is
impulsiveness. This is an emotion regulation related disorder, as anxiety-
depressive disorders, somatisation and catastrophizing, and these forms of
disorders seem to contribute to chronic TMDs, mainly in the form of myofascial

pain (Berger, Oleszek-Listopad, Marczak, & Szymanska, 2015a). The specific

underlying psychosomatic factor seems to be associated with the individual ability
to regulate high emotional activation. These disorders also seem to intensify
parafunctional habits, which will exacerbate or lead to the onset of TMDs (Berger

et al., 2015a). All the risk factors found and that may contribute to TMDs

reinforces the need to understand the physical and psychological characteristics
of an individual patient, in order to outline the best intervention for the person that
is suffering.

Another aspect that is a key-factor to provide the best practice, based on the best
available evidence, is literacy, an health determinant highly advocated by the
WHO (World Health Organization, 2016a). Literacy may be considered a risk
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factor for a lower demand of healthcare and conditioning the attitude towards
health choices. Taking into account that the physiotherapist is also an educator
and an important element in the field of health promotion, with capabilities to

influence the health of the individual (European Region - World Confederation for

Physical Therapy, 2016), it is fundamental that this professional is aware of the

importance of knowledge and educating the patient about his condition
(diagnosis, prognosis, natural course, self-management). To evaluate the
knowledge about TMDs, we have developed a tool (TMDs Knowledge scale) that
is psychometrically valid and reliable (study IIl). When applied to the Portuguese
population we found that the participants had an overall positive knowledge about
TMDs, and that females and the participants with self-reported moderate or
severe TMDs had significantly higher knowledge. This is the only study, as far as
we know, that assesses the level of TMDs’ knowledge in the general population.
The fact that the participants with self-reported moderate or severe TMDs had
significantly higher knowledge, may be indicative that a higher impact of the
disorder leads to more search of information, which in turn allows the patient to
play an active role in the decisions regarding his/her recovery. Furthermore,
knowledge about the disorder seems to provide self-management skills and
better coping strategies as well as compliance to therapy and treatment success
(Lubrano et al., 1998b; Taal, Rasker, & Wiegman, 1997b). This empowerment of

the patient is a key-element on the biopsychosocial model and allows the patient
involvement in the decision-making process granting an informed decision.

Considering the importance that the identification of the risk factors and the
correct diagnosis have in the definition of the best intervention, and once
orthodontic treatment is one of the most sought treatments by TMDs patients

(Luther et al., 2010b; Macfarlane et al., 2009), as found in the study II, the clinician

must be alert to the fact that patients submitted to orthodontic treatment present
craniocervical changes as well as alterations on hyoid bone position (study V).
Those were the results from study IV, which concluded that there were
statistically differences regarding hyoid bone position (pre orthodontic treatment
versus post orthodontic treatment) and craniocervical posture (pre orthodontic

treatment vs. post orthodontic treatment vs. contention phase), with the
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craniocervical posture being prone to return to basal pre orthodontic values. It is
important to bear in mind that since there are no normative values described, to
our knowledge, in relation to the variables studied, we can not conclude whether
the differences found were beneficial or not to the patient. Our analysis is only
regarding the alterations found, and the clinical implications those changes may
have if the individual person’s adaptive capacity is exceeded. Having this, when
compared the craniocervical variables before orthodontic treatment with those
variables after orthodontic treatment, the changes found were consistent with an

anterior rotation of the head and a rectification of the cervical column (Rocabado

1984; von Piekartz, 2007). The hyoid bone position variable that also presented

a significant change, is also compatible with a loss of cervical lordosis (Rocabado

1984 von Piekartz, 2007). This anterior rotation of the head and rectification of

the cervical column is thought to increase the sub-occipital space favouring a

progressive tension over posterior soft tissues, which in turn may be responsible

for peripheral neuropathies with craniocervical pain (Rocabado, 1984). When
adjusted the variables accordingly with skeletal Class, it was shown that Class I
patients had a lower distance between the most anterior-superior point of the
body of the hyoid bone and the most posterior-inferior point of the mandibular
symphysis (retrognation) when compared with Class | patients. This was an
expected result, since Class Il individuals may present a retrognathic mandible,
thus decreasing the distance between hyoid bone and the mandible. The skeletal
Class is an important variable that physiotherapists should take into account
when assessing TMDs because depending on the skeletal Class the patient
presents, the liability to develop determined TMDs’ symptoms will be higher
(Pullinger, Hollender, & Solberg, 1988a; Pullinger, Seligman, & Solberg, 1988b;

Riolo, Seligman, & Solberg, 1987). For instance, Class | individuals have the

mandible positioned normally. Class Il individuals, due to retrognathism, have a
posterior rotation of the mandible that produces a higher compression of the
posterior structures and is quite often associated with supra-hyoid muscles’
hyperactivity. These seem the individuals more susceptible to develop TMDs
(Pullinger et al., 1988a; Pullinger et al., 1988b; Riolo et al., 1987). In the opposite

direction, Class Il individuals, due to a prognathism, have an anterior rotation of
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the mandible, producing higher compressive forces on the anterior structures.
The skeletal Class is obtained through cephalometry, which is a tool that is part
of the daily practice of the orthodontist. Notwithstanding, for the physiotherapist
this is not the reality. Taking this into consideration, an alternative to clinical verify
the skeletal Class is through the analysis of the cervico-facial proportion. It is
known that the height of the lower face must be 20% higher than the submental,

with the standard value of this proportion being 1.2 (Gregoret et al., 2007). Values

greater than 1.2 indicate that there is an increased lower cervico-facial ratio,
which is associated with mandibular retrognathism, consistent with a Class Il
patient, while values below 1.2 indicate a tendency to Class IIl with an anterior

rotation of the mandible (Gregoret et al., 2007). Another important feature is the

facial biotype. Each facial biotype as specific characteristics, namely muscular
tone, which may be useful for the physiotherapist when performing physical
assessment and planning the intervention in TMDs patients. There are described
three different facial types: hypodivergent, normodivergent and hyperdivergent.
Hypodivergency is characterized by a square and wide face, an increase in
muscular tone, a lower vertical development, with a high projection of the muscles
in the goniac angle and a diminished lower face height (Capelozza, Cardoso, &
Cardoso, 2004; Cardoso, Bertoz, & Filho, 2005; Gregoret et al., 2007).

Hyperdivergency is characterized by an excessive vertical development of the

lower third of the face, a decreased muscular tone, is often associated with an
anterior open bite and a mandibular and maxilar retrognathism are also

characteristic (Cardoso et al., 2005; Farella, lodice, Michelotti, & Leonardi, 2005;

Greqoret et al., 2007). Normodivergency describes facial characteristics that are

between hypo and hyperdivergent types with a normal cranial width as well as a

normal muscular tone (Gregoret et al., 2007).

The orthodontic treatment aims not only to obtain a normal occlusion, but also to

get occlusal stability (American Association of Orthodontists, 1997) and the best

facial aesthetic possible. When we analysed the stability of the results obtained
with orthodontic treatment (one year after ending orthodontic treatment), the
patients remained TMDs’ signs and symptoms free, had no relapse on dental

Class and overbite and overjet values remained within normal values. Thus, the
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occlusal stability was achieved. However, when analysed the variables regarding
craniocervical posture, there were statistically significant changes in several
variables whose values showed a tendency to return to pre orthodontic treatment
values. This means that the alterations found in the contention phase were the
opposite of those found in post orthodontic treatment. Thus, the changes found
were compatible with a posterior rotation of the head and an increase of the
cervical lordosis. These changes are thought to decrease the sub-occipital space
and produce a progressive mechanical compression over posterior soft tissues,
which in turn may be responsible for peripheral neuropathies with craniocervical
pain (Rocabado, 1984). It has also been described that these features may

impose an excessive tension over the supra and infrahyoid muscles in a dorsal
and caudal direction, affecting the growth and development of the mandibular

bone, lingual rest and also deglutition (Rocabado, 1984). If we analyse the

possible clinical repercussions of the changes described, the symptoms would
be the same (pain in the craniofacial region by neuropathies) whether there was
an anterior rotation or a posterior rotation of the head. However, the cause of the
symptoms would be different: in cases with an anterior rotation of the head, this
would cause a progressive tension of the tissues, while in cases with a posterior
rotation of the head, this would cause compression of the posterior tissues. These
symptoms occur because neural structures react to injury both to tension
(elongation) and compression, requiring opposite treatment approaches

depending of the causal factor (Shacklock, 2005). It is also important to note that

during contention phase (one year) the patient uses a fixed lower contention
apparatus and upper removable during the night, which helps to maintain the
occlusal stability, which according to our results were in fact maintained within
the normal values. Nonetheless, and considering the changes found in the
craniocervical posture, after the contention phase, will the results (occlusal and
symptomatic) be maintained? All the above mentioned changes in the
craniocervical system, that occurred during and one year after of the orthodontic
treatment may be the consequence of the close relationship between the
craniomandibular and craniocervical systems. Several studies had studied the

head and neck posture in order to highlight the relation between these structures
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and TMDs, dentofacial structures and maxillofacial morphology (D'Attilio et al.,
2005; McGuinness & McDonald, 2006; Michelotti et al., 1999; Motoyoshi et al.,

2002). The literature seems conclusive in describing the close relationship

between craniomandibular and craniocervical systems, and attributes this close
relationship to muscular, ligamentar and neural connections between TMJ and
the cervical region, creating a functional complex, with the potential of both to
influence reciprocally (Armijo-Olivo et al., 2010; Armijo-Olivo et al., 2011; Armijo-
Olivo et al., 2012; Ballenberger et al., 2012; De Laat et al., 1998; Gomes et al.,
2014; La Touche et al., 2009; Okeson, 2013; Olivo et al., 2006; Rosa, 2012). One
of the structures that explains this mutuality is the trigeminocervical nucleus. This

structure is responsible for the input from the trigeminal nerve and craniocervical
region, and seems to be one of the reasons why pain from any of the above inputs
may be referred to cervical, face, head or mandibular region (Bogduk & Govind,
2009b; Okeson, 2013).

Having in mind the results found, that are supported by the interrelationship

between both systems and considering the fact that the literature has shown that
a craniocervical dysfunction may lead to, or perpetuate the TMDs (Aldana et al.,
2011; Gomes et al., 2014; Mew, 2004; Michelotti et al., 2011), the clinician should
be aware of these changes and address them in the intervention outlined.

So, it can be hypothesized that the craniocervical changes have the potential to
contribute to occlusal and/or TMDs’ symptoms relapse seen in clinical practice

and described in the literature (Rammelsberqg et al., 2003). Naturally, the relapse

does not happen in all the cases, but if it happens it is important to identify what
characteristics are present in those cases and what intervention is best suited to
address those impairments. Study V presents three cases with common signs
and symptoms of TMDs that sought orthodontic treatment and had different
outcomes. This case series concluded that orthodontics played an important role
solving occlusal problems as well as changes in the vertical dimension. On the
other hand, physiotherapy was effective in pain management and range
improvement, when musculoskeletal changes were clearly found. Finally, it has
also shown that a multidisciplinary approach may be crucial, and the clinician

should be aware of a comprehensive assessment, valuing all the contributing
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factors, namely the psychological ones. Despite being a case series, the results
are supported by the multifactorial aetiology and are also consistent with the
findings from study IV, because where musculoskeletal changes were found the
intervention suited to those impairments (physiotherapy) produced
improvements. It was also consistent with the risk factors found on study Il, where
psychosocial factors highly increased the risk of developing TMDs.

Concerning the limitations of the studies performed, on study Il and lll, all data
analysed was collected through online survey. It is recognized that the data relied
on self-reporting, and for that reason, there might have been possible incorrect
answers. In a try to overtake this, there were some redundant questions, whose
answers were checked for consistency. Another limitation in these studies is the
absence of a clinical diagnosis of TMDs in the participants. In the impossibility of
performing one, we have used an easy to apply, reliable and validated instrument
that is suitable for fast epidemiological screening, that enables to classify
individuals according to TMDs’ severity (Fonseca Anamnestic Index). Moreover,
different studies support the use and validity of questionnaires for epidemiological
studies on TMDs’ symptoms (Akhter et al., 2008a; Matsuka, Yatani, Kuboki, &
Yamashita, 1996). The main limitation of study 1V, is the lack of a control group,

without intervention, but for ethical reasons it would not be possible.
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CLINICAL IMPLICATIONS

In light of the results found in the different studies presented, it was found that
there are several risk factors that the clinician should be looking for, when
assessing a patient with orofacial pain, and the main ones are: female gender,
impulsiveness, tension-type headache, migraine, anxiety, facial trauma, third
molar removal and parafunctional habits. It was also highlighted the importance
of the patients’ knowledge about TMDs, in order to empower the patient and
improve the treatment compliance, enhancing the treatment outcomes, and the
scale developed is valid, reliable and may be easily used in the clinical setting.
Since TMDs patients often seek for orthodontic treatment, it is important to be
aware that concomitantly with orthodontic treatment craniocervical posture
changes seems to occur, and these alterations should be taken into account once
they may contribute to TMDs. Considering TMDs is a multifactorial entity, the
different contributing factors should be taken into account during assessment and
when musculoskeletal changes are present, physiotherapy is an effective
intervention addressing pain in TMDs patients and also seems to improve mouth

range of motion.
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CHAPTER 5

CONCLUSIONS






CONCLUSIONS

The studies described intended to explore the global burden of TMDs and how
physiotherapy’s contribution may be enhanced in the management of this very
complex condition. Each study had different and specific aims, from risk factors
and literacy about the condition to postural changes associated with a common
treatment option on TMDs (orthodontics) and to state of the art regarding
physiotherapy effectiveness on TMDs. It was established that physiotherapy
interventions are more effective than the other treatment modalities and shams
to which physiotherapy was compared with, in the management of TMDs
concerning pain reduction, and a tendency towards improved active range of
movement exists. Our results have also shown that there is a high prevalence of
TMDs among the Portuguese population and the main risk factors associated
with  TMDs were: female gender, impulsiveness, tension-type headache,
migraine, anxiety, facial trauma and parafunctional habits. Taking into account
that literacy is a health determinant, and that low levels of knowledge may
represent a potential risk factor for chronicity, worst coping strategies and lower
compliance to the treatment, the TMDs knowledge scale developed is
psychometrically valid and reliable, and can be used to assess the patient’s
knowledge about TMDs. Furthermore, our results have also shown that the
Portuguese population have an overall positive knowledge about TMDs.
Considering the multidisciplinary team that may contribute to TMDs
management, our results have shown that orthodontic treatment produced
statistically significant differences regarding hyoid bone position (pre orthodontic
treatment versus post orthodontic treatment) and craniocervical posture (pre
orthodontic treatment versus post orthodontic treatment versus contention
phase), with the craniocervical posture being prone to return to basal values.
Thus, a thorough assessment should be performed, since similar symptoms may
have different causes that should be addressed specifically. The clinician should
value all the contributing factors, namely the psychological ones, and be aware

of the importance of a multidisciplinary approach
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As a final consideration, being the physiotherapist a specialist in health promotion
as well as in the restoration of function, physiotherapy plays an important role on
the global burden of TMDs and the physiotherapist seems to be an important

element within the multidisciplinary health team.
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FUTURE PERSPECTIVES

During the process of performing the systematic reviews, it was clear that there
were several methodological issues in many of the studies available in the
literature. It is common to find several diagnostic criteria, or worst, without defined
criteria, interventions without considering the TMDs’ subgroup, several
instruments to assess outcomes, among others. Taking into consideration that
this heterogeneity may contribute to the conflicting results described in the
literature, large-scale, high quality, experimental studies with a standardized
physiotherapy protocol, for a specific TMDs subgroup accurately diagnosed are
needed to establish whether physiotherapy modalities are effective and has real
therapeutic value in the management of different TMDs subgroups. Considering
that the presence of headaches is not only a risk factor for TMDs but also a
comorbidity, it is important to conduct well-designed, longitudinal, observational
and analytical studies encompassing a thorough assessment (including physical
examination) to verify the common signs and symptoms and also the relationship
between these two conditions. Furthermore, and since both may have an
hereditary component, it would also be interesting to perform a genetic study, in
order to ascertain the relationship between these two conditions. Being
orthodontics one of the most sought treatment by patients with TMDs, and since
our results found significant changes in the craniocervical posture concomitantly
with orthodontics, it seems important to conduct longitudinal and randomized
controlled trials, comparing craniocervical posture, hyoid bone position and
TMDs’ signs and symptoms, in individuals diagnosed with TMDs not only before
and after orthodontic treatment but also during a follow-up period longer than one

year.
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. //DTM: SUBGRUPO
DOS DISTURBIOS MUSCULARES

Julie Fonseca | Maria Pago | Tiago Oliveira

Introducdao

Os disturbios dos musculos mastigatérios que direta ou indiretamente atuam sobre
o sistema estomatognatico & a esfera orofacial podem surgir por inumeras causas e
fatores. A sobrecarga associada a hdbitos parafuncionais ou ao bruxismo, fatores locais
(infeciosos, inflamatoérios ou outros) e sistémicos (como a mialgia mediada centralmente ou
a fibromialgia), ou co-contracao protetora secundaria a um problema articular da ATM ou
outro estimulo, sdo apenas algumas das situacgdes que podem levar a patologia muscular
afetando o sistema estomatognatico e causadores de DTM e dor orofacial’

Estabelecer um diagnostico correte para pacientes com dor orofacial, entre os guais os
pacientes com DTM, é particularmente dificil e complexo deuvido a complexidade de fatores
fisicos e psiquicos envoluidos. Muitos dos disturbios existentes tém sinais e sintomas
semelhantes, e a estrutura especifica que causa a dor & incerta ? Efetivamente a presenga
de uma unica estrutura afetada iscladamente tem uma prevaléncia muite baixa, sendo
mais frequente a combinagdo de diagnosticos,” o que muitas vezes dificulta a abordagem e
o planeamento de uma interuengdo, caso esta ndo seja realizada no ambito de uma equipa
multidisciplinar.

Epidemiologia

Os valores de preualéncia de DTM na populagdo em geral variam bastante de estudo para
estudo, sobretudo devido a grande uvariabilidade dos critérios de diagnoéstico adotados pelos
diferentes grupos de investigagao. Tendo isto em conta, a literatura revela uma prevaléncia
de sintomas gque varia de 6% a 93% e de sinais clinicos que varia de 0% a 93%." Segundo
a American Academy of Crofacial Pain (AAOP) cerca de 4 a 7% da populagdo apresenta
DTM com sintomatolegia suficiente para procurar tratamento.2 Sendo conssnsual para
a comunidade cientifica que ndo existe uma causa unica para as DTM, a prevaléncia de
dor da musculatura mastigatoria, na popula¢do em geral é de 13%.7 No que diz respeito as
diferentes classificagdes da DTM, estudos tém demonstrado uma prevaléncia de disfungao
muscular gue varia entre 0s 45% e 0s 49,7% em individuos com DTM. =

Etiologia e caracteristicas clinicas

As causas e sintomatologia das DTM sao multifatoriais € multissistémicas, nao existindo
um unico fator etiocldgico nem um unico modelo tedrico que seja capaz de explicar o inicio
das DTM. Assim, uma perda da integridade estrutural, uma fung¢dao alterada ou a imposicao
de stresses biomecanicos no sistema cranio-mandibular pederao afetar a capacidade
adaptativa dos tecidos, aumeantando a probabilidade de desenvoluer DTM. Para além disso,
0s neursnios responsduveis pela mediagao da dor da musculatura esquelética estdo sujeitos
auma forte influéncia modulatoria, em que as substancias endégenas podem sensibilizar as
terminacoes dos nocicetores com muita facilidade ®

Desta forma um dos possiveis fatores etioldgicos descrito € o traumatismo, podendo ser
direto, indireto (exemplo: golpe de chicote da cabega) ou microtraumatismos repetidos
(exemplo: habites parafuncionais). Do ponto de uista anatémico, as relacdes esquelsticas
desproporcionais e os fatores oclusais constituem-se como fatores de risco para o
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aparacimento de sintomatologia ?

Os fatores psicossociais também tém demonstrado influenciar a capacidade adaptativa
do sistema mastigatorio, pela sua capacidade de alterar o tonus muscular, constituindo
assim importantes mecanismos predisponentes e perpetuantes da DTM, nomeadamente os
elevados niveis de ansiedade e strasse?

Diagnéstico e classificacao

Como jafoireferidoanteriormenteexistemdiferentessistemasdediagnostico e classificacao
das DTM musculares. Nos capitulos apresentados neste liuro sera seguida a classificacao
mais consensual e validada atualmente, comum a AAOP e DC-TMD, prevendo a integracao
biopsicossocial do paciente considerando a avalia¢do da sua vertente fisica, mas tambeém
psicossocial respondendo desta forma aquilo que é a perspetiva ontoldgica atual da DTM
e dor crofacial.” " As propostas de expansdo desta classifica¢do propostas por Deck et al.
(2014) e consideradas validas pela comissao cientifica da SPDOF e pelos seus membros,
serdo consideradas pela sua mais valia clinica e de interuen¢do. Para a componente
fisica {muscular e articular) sera entao seguida a classificacao apresentada no Quadro 3
do capitulo anterior. Disfungdes Temporomandibulares: Introdug¢do e Classificacdo. Para
a caracterizagdo da dor e avaliagcdo psicoemocional serda considerada a classificagdo ja
prevista pelo Eixo || do RDC-TDM.

Dentro da categoria de "Disturbios dos Musculos Mastigatorios” uarias sub-categorias estao
incluidas, entre as quais varias patologias, cujos termos estaremos habituados a ouvir
por vezes indiscriminadamente, sao adequadamente categorizadas, tais como: mualgia,
tendinite, miosite, espasmo muscular, contractura, hipertrofia e neoplasia.?

Assim, o correto diagnostico e classificagcdo do problema do paciente assume extrema
importancia, uma vez que cada subcategoria tem caracteristicas muito distintas das
restantes, o gque implica que o tratamento que sera adequado numa situacdo, podera
estar contra-indicado noutra. Por este motivo a identificagcdo clara da disfungdo presente
é fundamental para que o tratamento adequade seja iniciado, assim como para excluir
patologias intra € extra-cranianas sérias, que possam colocar a uvida do paciente em risco.?

De todos estes disturbios relacionados com a musculatura mastigatéria é fundamental
fazer o diagnéstico diferencial entre estruturas locais e estruturais mais distantes. Por
exemplo um trigger-point do masséter pode referir dor para estruturas proximas como a
regido ocular. No entanto outras estruturas musculo-esqueléticas mais distantes podem
tambeém referir dor para a reqido orofacial como sgjaum trigger-point do trapézie superior.9
Da mesma forma, estruturas musculares podem referir dor para as pecas dentarias, como
por exemplo um trigger-point do musculo masséter,” ” e as pe¢as dentdarias também podem
ser responsdavels por dor refenida a outras estruturas orofacials, simulando por vezes um
problema muscular.®® Este fendmeno pode ser explicado do ponto de vista neurofisioldgico
pelapresencadonucleo trigeminoceruical, que recebe e enuia informag¢ao cumulativamente
da regiao ceruical e da regiao orofacial10

A relagdo entre a coluna ceruvical e a DTM parece comprovada™™ & mais uma uez o
conhecimento sobre dorreferida € muito importante. Os disturbios da coluna cervical podem
contribuir paraadororofacial, isoladamente cuem conjunto comas DTM ?logo o diagnéstico
diferencial assim como uma interuengao direcionada para as estruturas que se encontram
alteradas € muito importante. Também neste aspeto uma equipa multi e transdisciplinar &
muito importante na identificacdo e tratamento destas disfungdes. Em caso de diagnostico
incorreto ou auséncia de tratamento adequado, os pacientes com DTM podem desenvoluer
uma condi¢do dolorosa croénica, que potencialmente resultara em perda de dias laborais,
disturbios na vida didaria, aumento dos custos para o sistema nacional de saude assim como
ao desenuoluimento de fenomenos de sensibiliza¢do central € de catastrofizacao, do ponto
de vista psicossocial.’™

No caso dos disturbios dos musculos mastigatorios o diagnostico € essencialmente clinico.
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Este é obtido pela anamnese ¢ pela provecagao/comprouvacao da dor familiar ao paciente
através da palpacdo criteriosa das estruturas locais e a distancia {que poderdo irradiar para
o sitio onde a dor & referida).

Tratamento

Otratamento das DTM musculares devera ter uma abordagem multimodal e multidisciplinar.
A abordagem terapéutica deverda incluir, primariamente, técnicas de abordagem
multidisciplinar reversiveis e pouco inuasivas, em detrimento das irreuersivels e invasivas.
As primeiras, para a maiceria dos pacientes tém demonstrado eficacia clinica € uma relagao
custo/beneficio clinico favorauvel Incluem, de acordo comaavaliagao e plano de abordagem,
a terapia psico-compoertamental, a terapia com goteira oclusal, a terapia fisica e a terapia
medicameantosa. As técnicas mais invasivas {infiltragdes anestésicas ou com botox) devem
limitar-se aos casos que nao respondem 4s técnicas mais conservadoras.

O objetive comum passa assim por, primariamente & em trabalhe multidisciplinar
integrado, garantir o centrolo da dor e o reequilibrio funcional, emocional & ortopédico do
paciente. Além da aualiagdo e intervencgao fisica necessdria, passa também pela terapia
de autocontrolo emocional e comportamental. E fundamental a restituicdo da capacidade
funcional, aliada a melhoria da qualidade de vida e bem-estar geral dos pacientes16-18
Os clinicos deuvem focalizar a sua atencdo, primariamente, na estabiliza¢dao e auxilio aos
quadroes clinicos que apresentem sinais e sintomas efetivos e limitantes. isto &, situagées de
limitacao de abertura bucal e/ou presenca de dor muscular e/ou articular concomitantes.
A aualiagdo, interpretacao e valorizagdo da capacidade funcional, extensao/desuio dos
mouimentos mandibulares, assim como dos fenémenos e processos de dor associados
(localizacdo, intensidade, frequéncia, incapacidade, ete) deuvem ser o principal objetive
e motive de atuagdo para os clinicos envoluidos, numa primeira instancia. De notar a
influéncia etiolégica e as alteragdes psicoemocionais associadas a estas patologias, que
leuam 4 necessidade de aualiagdo e valorizagao deste componente, determinante ndo sé
na evolugdo, mas também no controlo da patologia. ¢

A interuencdo de Fisioterapia tem como objetivos diminuir a dor musculo-esquelética,
promouer o relaxamento muscular, reduzir a hiperatividade muscular, melhorar o controlo
e fungdo muscular e maximizar a mobilidade articular. O Fisioterapeuta deverda basear
a sua intervencdo numa aualiagdo cuidada e na utilizagdo de diversas estratégias e
metodolegias de intervencao como a utiizacdo de meios electro-fisicos {ultra-som, laser),
eletro-analgésicos (TENS, correntes interferenciais, biofeedback), terapia manual (técnicas
articulares, neurcdinamicas & musculares, por exemplo), a pungdo seca, & O exercicio
terapéutico para a corregdo postural, educacao e auto-regulagdo do paciente. A terapia
manual juntamente com a pungdo seca apresenta um papel especialmente preponderante
naresolucdo dos trigger points, e sdo procedimentos frequentemente utilizados gue tém sido
objeto de uarios estudos cientificos, tendo demonstrado uma melhoria na sintomatologia
dolorosa. *77

O tratamento Farmacolégico

No caso especifico do tratamento farmacoeldgice dos disturbios dos musculos mastigatérios,
por nac diferir na sua esséncia do tratamento farmacolégico da Dor Miofascial tratada no
proximo capitulo, e para nao ser redundante nesta publicagdo, remete-se aquiparaa leitura
do tratamento farmacoldgico no capitulo seguinte intitulade. Dor Miofascial”
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Definicdo:

O Sindrome de Dor Miofoscial (S0OM) & umao disfungdo muscular delorosa associada
nermalmente 4 presanca de trigger points ou pontes gatilkhe' “ Os trigger points sao
caracterizades como nodulos focais e hiperirritaveis lecalizados numa banda tensa de um
musculo-esqualetico (Figura 2). Estes nodulos sdo dolorosos 4 palpacio e podem produzir
dor ou sensibilidade referida, disfuncdo motora e fendamenos autondmicos. 2 A existénoia de
doer raferida (um sub-grupo da * Dor Secunddna ou Heterotépica ~ ver capitulo postarior
na zonad azul) @ umao caracteristica importants de um trigger point, caracterizando-se como
uma dor gue & sentida ndo apenas no local de ofigem mas tambem a distancia, sendo
clinicamenta descrita pelo pacients como uma dorirradiada. E a presenca deste padrio gue
parmite ao clinics distinguir um trigger point da um ponto sensiveal 4 palpacds ou de uma
simples contractura. A etiolegia do S0M & complaxa & ainda nao totalmente compreendida,
podendo referir-se coma factores predisponentes ndo o condicdes locais (trauma, tensaa
muscular, habite:s pesturais], como tambeém sistémicas [alteracdas uvitaminieas, infacdas,
hiperuricémia, deficiénoia de estraogénio, anamia, deficiéncia de ferro, entre scutras) ®

Triggar Point Complnx

Flgura 2: Complexo do tNgger point visdo micTescapiod gue ILstra
udrios pontes de controgdo de fieros musculares individuis,
Adaptads de: Simons DG, Travell JG, Simons LS Trawell & Simcns'
Myafascial pain and dysfuncticn: Tha trigger polnt manual 2nd ed:
Willioms & Wilking, 1999, pg 70

Epidemiologia:

A der miofascial @ uma das principais causas de dor nde dentaria na regido orofacial
& carresponde o cerca de 30% dos pacientes am consulta para traotamento do disfuncao
temporomandibular (DTMM)E Fol demonstrada uma variagio substancial ne curso da dor
miofascial associaoda a OTHM, com 371% dos individuos a referr o manutengdo da OTH por
um perigdo de 5 anos, 33% a referirem gue houve remissds da sintomatologia & 36% dos
paciantes a reportarem recidiva.
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Carateristicas clinicas:

E frequente o doente com SDM apresentar queixas de dor regional e persistente que poderd
resultar em perda de amplitude de movimento dos musculos afetades. Embora a dor esteja
normalmente relacionada com a atividade muscular, o doente podera descreuvé-la como
constante. £ uma dor reprodutivel e que ndo seque o trajete de uma raiz neruvosa. '? Na
regido cefalica e ceruical, os trigger points podem manifestar-se como cefaleia tipo tensao,
tinnitus, dor na ATM, sintomas visuais e torcicolo.® A dor miofascial associada aos musculos
da mastigag¢ao pode prouvocar dor facial ou ceruical, podendo apresentar-se como parte do
espectroda DTM, sendo importante pesquisar a presenc¢a de bruxismo, som articular, avaliar
a amplitude da abertura bucal e o seu encerramento adequado.9 Em geral, o curse natural
do SDM ndo € progressiuo e tem remissao apéds um periodo de tempo. No entanto, podem
verificar-se recorréncias, sendo importante excluir fatores predisponentes.®

Patofisiologia:

Diferentesmecanismospatofisioldgicostémsidodescritos noSDM. Aisquémia, ahipoxiaeuma
sinteseinsuficiente de ATP nas fibras das unidades motoras tipo | podem ser responsauveis por
um aumente na acidez, acumulagdoe de calcio e consequente encurtamento de sarcomeros.
Por sua uez, este estade mantido de encurtamento dos sarcomeros poderd levar a uma
diminui¢dao da perfusdo muscular com consequente hipodxia e isquémiaq, tornando-se assim
um cielo vicioso gue propicia o desenveluimento de trigger points, Como resultado, uarias
substdancias sensibilizantes poderdo ser libertadas levando ao desenuoluimento de dor local
e referida, para além de sensibilidade muscular, que sao carateristicas clinicas do SDM. ?

Ador referida apresenta determinadas carateristicas: € mais comum em diferentes ramos do
mesmo neruo & ocorre num padrdac laminado (por exemplo: dor no ramo mandibular do V par
referida ao ramo maxilar do'V par). No entanto, a dor pode ser referida para territérios de outro
nervo (por exemplo: dor de ponto gatithe ceruvical que irradia para a face). Neste caso mouve-
se mais frequentemente em dire¢do cefdlica e geralmente ndo atravessa a linha meédia.»” "
Existem udrias teonas que suportam este fendmeno. Uma das causas é a complexidade dos
neruos encarregados de recolher a sensibilidade oro-facial. Os nociceptores somadticos da
face enviam sinais ao troncoe cerebral através das fibras dos V, VI, IX e X pares cranianos. @2
O trigémio {\V par) assegura atraués das suas fibras sensitivas a inervacdo da totalidade da
face e da metade anterior da cabecga, das mucosas ocular, nasal, stnusal e bucal, dos dentes
e de uma grande superficie da dura-mater craniana. Através das suas fibras motoras inerua
0s musculos mastigatorios.™ No entanto, outros pares cranianos tambeém participam na
condugdoe da nocicepcdo da cavidade oral, uma vez que a integracao aferente dolorosa
& também transportada atraves de fibras do VI, IX, X e raizes cervicais superiores " Esta
conuergéncia de neurdnios aferentes que fazem sinapse nNum unico internauronio ao nivel
da ponte pode confundir o cortex resultando em dor referida.’® Qutro fator que concorre
para a existéncia de dor referida é a presenca de estimulos doloresos aferentes constantes
que levam a acumulagdo de neurotransmissoras nas sinAapses, Com passagem para o
interneuronio adjacente (efeito de excitacao central) e consequente despolarizacdoe de outra
ula nociceptiva ascendente. Assim o cortex recebe dois impulsos, um & da fonte da dor, o outro
serd dor heterotopica. = Por ultimo, € ainda importante referir que representagqo cortical da
face e boca é extensa deuido a grande densidade de ineruagdo por unidade de superficie que
existe nas estruturas cro-faciais.™

Diagnéstico:

O diagnéstico de dor miofascial é clinico.” Existem trés critérios para o diagnostico de trigger
points: a existéncia de uma banda tensa palpdvel, a existéncia de um nddule palpauel e a
reprodugdo da dor do paciente ao realizar pressdao no nodulo sensivel. 4 Os trigger points
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podem ser classificados, de acordo com as suas carateristicas clinicas em atiuoes {dor em
repouso, sensivel a palpagdo e comum padrdo de dor referida semelhante a queixa dolorosa
do paciente) ou latentes (ndo causa dor espontdnsa nem em repouso, mas pode restringir
0 movimentoe ou causar fraqueza muscular e reproduz os sintemas se 0 nodule na banda
densa for pressionado).”* #

Sao varias as patologias que devem ser consideradas no diagnostico diferencial com o SDM,
nomeadamente patologia articular (osteoartrite) ou dos tecidos moles (tendinite), patologia
inflamatoria (polimialgia reumatica), patolegia neurolégica (radiculopatias) ou patologia
sistémica (hipotiroidismo).” Assim, torna-se importante ndo so a realizagdo de um controlo
analitico de base, bem como em casos especificos a utiizagdo do apolo imagioldgico para
exclusdo de outras patologias subjacentes. ™ No caso de dor orofacial é importante uma
avaliagdo completa do sistema musculoesquelético local e da ATM, assim como a exclusae
de patelogia dentaria.®

Tratamento:

O tratamento do SDM deverd apresentar-se come uma abordagem multidisciplinar,
cem cariz bio-psico-social que engloba a farmacoterapia, a fisioterapia & a psicoterapiaq,
entre outros. ' * * ¥2° O tratamento farmacolégico utilizado nos disturbios dos musculos
mastigatérios em geral € no SDM, em particular, € heterogéneo, tendo cemo alves guer o
componente muscular local, quer o sistema neruoso central.”

Os anti-inflamatoérios ndo esterdides, apesar da limitada evidéncia quanto a sua eficdcia,
sdao frequentemente integrados no tratamento do SDM, preferencialmente associados a
outras terapéuticas.”# Tanto a via de administra¢do oral como a tépica foram ja reportadas
no SDM, destacando-se o melhor perfil de segurang¢a desta altima.”

A dor miofascial associa-se a um aumento da tenso muscular, com conseguente
espasmo e formagdo de trigger points® Assim, os miorrelaxantes desempenham um papel
preponderante no alivio da dor*® A Tizaniding, agonista 2-adrenérgico, & um dos relaxantes
musculares com a¢o central mais fregquentemente usados® 7 A ciclobenzaprina &
frequentemente utilizada na dor musculo-esquelética, sendo em geral bem tolerada.” Come
efeitos secundarios é importante destacar o efeito sedativo destes farmacos, devendo ser
usados preferencialmente numa toma noturna.”

O uso de analgésicos é outra vertente importante no tratamento do SDM. O uso de opidides
tradicionais écontrouersoe geralmente nao recomendado, principalmente na dor miofascial
associada aos muscules da mastigacdo.” O tramadol € um fraco agonista opidide usado
frequentemente no tratamento da dor crénica generalizada, ndo existindo porém estudos
publicados que suportem o seu uso na dor miofascial™ ¥ O selo transdérmico de lidocaina
apresenta penetracdo local com absor¢do sistémica limitada, tendo mostrado eficdcia ne
alivio da dor no SDM num estudo randomizado. ™

O clonazepam e diazepam sao benzodiazepinas muitas vezes integradas no tratamento
do SDM, nao s6 pelo seu efeito como relaxante muscular, mas tambeém pela sua agdo em
sintomas frequentemente associados a este sindrome como ansiedade e alteracde do
padrao de sono.”

O stress e a patologia psiquiatrica sao fatores gue predispdoem ao desenuvoluimento de dor
miofascial Defato, autilizacdodeantideprassivosnocontrolodador temmostradoumefeito
benéfico atraués da a¢do nas vias serotoninérgicas e noradenérgicas.® Os antidepressivos
triciclicos, com destague para amitriptilina, prouvaram ser eficazes no SDM, ainda que de
forma modesta s "7 Relativamente aos inibidores selativos da recaptacao da serotoning, a
sua eficdcia nos sindromes de dor regional ainda ndo esta comprouvada. ™?' Os inibidores da
recaptacde da serotonina & noraradrenaling, como a duloxetina, demonstraram beneficio
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no tratamento da der miofascial.* =

Antiepiléticos, como a gabapentina ou pregabaling, apresentam um papel preponderante
no alivio da dor, principalmente de cariz neuropdtico > 7%

Nos casos refractarios ou ndo responsivos ao tratamento farmacoldgico pode recorrer-se
4 inje¢do de farmacos a nivel dos trigger points, nomeadamente corticoides, anestésicos
locais ou toxina botulinica ® 7 A inje¢do do trigger point provoca ndo £6 uma agdo quimica
pela substdncia injetada como também uma disrup¢do mecanica, promouvendo uma
vascdilatagdo da area com dilui¢doe das substancia patogénicas acumuladas no musculo e
relaxamento da fibra muscular.® Apesar da inflamacgao desempenhar um papel importante
no SDM, o beneficio dos corticoides é limitado.”

Sempre gque esta indicado um blogueio anestésico com fins diagnosticos ou terapéuticos
devemn estar preenchidos alguns reguisitos basicos. O clinico deve conhecer muito bem
a anatomia local, deve injetar uma solugdo de baixa toxicidade musculari? e sempre sem
vascconstritor, usar uma técnica asseptica e limpeza adequada da pele, aspiragdo prévia a
injecao para evitar injegdes intravasculares. ® #* Os anestésicos mais comummente usados
sdo a lidocaina e a bupivacaina sem vasocoenstritor (sGo ambos amidas € menos téxicas do
que os anestésicos do grupo éster). #¢

A toxina botulinica é uma neurotoxina produzida pela bactéria Clostridium botulinum gue
apresentauma agdo periférica e central no alivio da dor.” Porum lado, bloqueia c libertagdo
de acetileolina na jungdo neuromuscular, inibindo a contracdo/espasmo muscular de
forma seletiva com consequente interrupgdo do ciclo de dor.™ ** * Por outre lado, reduz a
transmissao nociceptiva no sistema neruoso periférico e central. ™~ A duragdo do efelto é
cerca de 3-4 meses.*’ Atualmente, apresenta-se como um tratamento emergente na area
da dor miofascial, embora ainda com grau de evidéncia discutivel.? ?* No entanto, no SDM
dos musculos da mastiga¢do a injecdo de toxina botulinica apesar de ndo ter garantido a
resolucdo completa dos sintomas, demonstrou um efeito benéfice em 79% dos pacientes
com melhona dos sintomas9S, devendo ser considerada como um tratamento alternativo
nos pacientes nos quais a terapéutica convencional falhou® *® Os efeitos aduersos sao
incomuns e geralmente ligeiros, podendo provocar fraqueza muscular transitoria e estando
contra-indicada na gravidez ¢ em algumas doeng¢as neuromusculares. ™

Estao contra-indicadas as injeg¢des de pontos gatilhe quande o© paciente toma
anticoagulantes ou apresenta disturbios da coagulagdo, na presenca de infecgdes locais ou
sistémicas, alergia aos agentes injetados ou fobia de agulhas.”” Com os adequados cuidados
para evitar inje¢des intravasculares, estes procedimentos sao na generalidade seguros,
sendo os efeitos aduersos graues raros. #2377 As possiveis complicagdes sdo a dor no local da
injecao, hemorragia/hematomas, infe¢do cutanea, atrofia muscular, sincope vasocuagale a
quebra da aguthq #3428

Dentro da intervencde da fisioterapla destacam-se procedimentos como a terapia manual,
o exercicio terapéutico {alongamento, biofeedback), a termoterapia, a electroterapia
(estimulagde elétrica neruosa transcutdneq, estimula¢do eléctrica muscular), a aplicagdo
de ultra-sons e a pun¢do seca.* A terapia manual juntamente com a jun¢do seca apresenta
um papel especialmente preponderante na resolugdo dos trigger peints. Sao procedimeantos
frequentemente utilizados que tém sido objeto de udrios estudos cientificos, tendo
demonstrado contribuir para uma melhoria da sintomatologia dolorosa. =232
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