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Abstract

Temporomandibular joint (TMJ) can be affected in the context of spondyloarthritis (SpA) with detri-
mental impact on individuals’ quality of life. Intra-articular inflammation, synovitis, enthesitis, disc 
displacement and cervical vertebrae malalignment are some of the pathophysiological phenomena 
involved. Temporomandibular joint disorders (TMD) incidence appears to be higher in patients with 
ankylosing spondylitis and psoriatic arthritis, especially when clinical evaluation includes not only 
imaging but relevant history, TMJ examination and diagnostic criteria for TMD. The Visual Analogue 
Scale (VAS) pain score and Health Assessment Questionnaire Disability Index (HAQ) quality of life 
score could be useful tools. Panoramic radiographs and ultrasound can be used for screening but in 
symptomatic patients magnetic resonance imaging (MRI) is preferable.
Conservative management and early pharmacological treatment can prevent permanent joint im-
pairment. For refractory cases, early referral to Legislation for Oral and Maxillofacial Surgery (OMFS) 
specialists is indicated. The aim of this narrative review is to address the involvement of TMJ in SpA 
and to encourage clinicians to incorporate TMJ assessment in their physical examination and basic 
screening.
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Introduction

Spondyloarthritis (SpA) is an umbrella term used to 
describe several types of inflammatory arthritis, predom-
inantly affecting the axial skeleton and/or the peripheral 
joints of the arms and legs. Spondylarthritis includes pso-
riatic arthritis (PsA), ankylosing spondylitis (AS), peripher-
al SpA, SpA associated with inflammatory bowel disease 
(IBD), axial SpA (axSpA), and many more [1]. 

Axial SpA affects mainly the axial skeleton and/or to 
a lesser degree the peripheral joints and the periarticu-
lar tissues (i.e., the entheses) and may be accompanied 
by various extra-articular symptoms including uveitis, 
psoriasis and inflammatory bowel diseases (IBD). In 
this distinct arthritis entity, the human leukocyte anti- 
gen (HLA) B27 (HLA-B27) gene is almost universally  

expressed among patients and consists of a diagnostic 
criterion [2]. 

According to the 2009/2011 Assessment of Spondylo- 
Arthritis (ASAS) International Society classification crite-
ria [3], axSpA is divided into subclasses depending on 
the presence of sacroiliitis in imaging studies (X-ray or 
magnetic resonance imaging – MRI): radiographic type 
(formerly called AS, characterized by features of sacro- 
iliitis) and a non-radiographic form.

Typically, it presents insidiously as low-back, or alter-
nate-buttock pain before the age of 45 years, lasting for 
more than half an hour, in a persistent manner exceed-
ing 3 months in duration [4]. 

Symptoms may improve with exercise and non-ste-
roidal anti-inflammatory drugs (NSAIDs), but not with 
rest, while inflammatory markers can be elevated [5].
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The temporomandibular joint (TMJ) unites the tem-
poral bone cavity with the mandibular condyle, holding 
a key role in the majority of oral functions, including 
mastication, speech, and jaw motion [6, 7]. It consists 
of an articular cartilage and a fibrous capsule, a disk, 
a synovial cavity (membrane and fluid), and several 
tough adjacent ligaments [7]. 

When affected in axSpA, it can lead to severely dis-
abling situations varying from facial pain to ankylosis, 
trismus, limited mouth opening, poor oral hygiene with 
devastating impact on individuals’ quality of life [8]. 

Temporomandibular disorders (TMD) encompass en-
tities affecting TMJ’s anatomy and function and the as-
sociated signs and symptoms like pain of TMJ, head-
ache, joint mobility, systemic and congenital diseases 
affecting TMJ and masticatory muscle disorders [8]. 

The diagnostic criteria for TMD (DC/TMD) comprise 
a set of criteria enabling prompt evaluation, homogene-
ity, and consistency in the assessment of TMJ complaints 
and symptoms, based on biopsychosocial parameters [8]. 

Complaints and symptoms are subdivided in 3 groups, 
namely:
•	 group	I	–	muscle	disorders,	
•	 group	II	–	disc	displacements,	
•	 group	III	–	arthralgia/arthritis/arthrosis.	

It is estimated that TMDs affect more than 30% 
of the general population [9], with the female/male ratio 
being calculated at 2 [10]. 

Pathophysiology

In SpA, the intraarticular inflammation increases 
compression and shear forces that these joints need to 
endure [11, 12]. As a result, inappropriate reactive ossi-
fication follows, leading to limited range of movement, 
rendering the joints more susceptible to damage [11]. 

Bone marrow oedema close to the joint surfaces 
and subchondral oedema, destruction of the fibrocarti-
lage along with synovitis are some of the intraarticular 
phenomena due to axSpA [13]. The temporomandibular 
joint is a ginglymoid diarthrosis with a fibrocartilaginous 
cartilage covered by synovium [14]. 

In terms of the interplay between axSpA and TMD, 
craniocervical postural changes and synovial inflamma-
tion appear to hold key roles. Postural changes second-
ary to cervical vertebrae malalignment, affect muscles 
and tendons surrounding TMJ. As a result, the mechan-
ical load and pressure are increased, leading to an al-
tered jaw position [15]. 

Postural changes as a contributing factor for TMD 
have been proposed by several investigators [16–18]. 
However, there are also studies arguing that the ob-
served craniocervical alignment and unilateral disc 

displacement are not related to TMD [19, 20]. Although 
bilateral ankylosis of TMJ is not common in axSpA, in 
the literature there are several published cases of pa-
tients with AS and PsA and symmetric TMJ ankylo-
sis [21–25]. 

Shadamarshan Rengasayee et al. [14] proposed 
the abnormal condylar loading as a putative mechanism 
elucidating simultaneous co-occurrence of TMJ and AS.  
It seems that the altered jaw position can initiate 
a self-perpetuating inflammatory milieu in genetically 
predisposed individuals, aggravating ossification, thus 
limiting the range of motion (ROM). 

In addition, the articular disc itself represents a func-
tional tendon enthesis of lateral pterygoid muscle as 
an embryonic remnant and can also be affected by ax-
SpA.

Ankylosing spondylitis 

Ankylosing spondylitis is the most common type 
of axSpA, corresponding to the radiographic type based 
on the latest ASAS classification [3]. The global inci-
dence of AS varies worldwide ranging from 0.7 to 49 per 
10,000 (0.007–0.49%) [26]. 

The mean prevalence of AS per 10,000 population 
ranges between 7.4–31.9, with Africa and North Amer-
ica exhibiting the lowest and greatest prevalence, re-
spectively [5]. Male sex preponderance is also apparent, 
with the Rochester Epidemiology Project [27] suggesting 
an 4 times higher risk among men compared to wom-
en of the same age, and a recent meta-analysis show-
ing that 70.4% of the pooled patient population are 
men [28]. 

In parallel, a hereditary aspect is also evident, with 
first degree relatives of patients with AS having a 20 
times greater risk of developing an akin diagnosis [29]. 
As for the exact prevalence of TMD in AS, this is not 
yet known, however, among all rheumatic and muscu-
loskeletal diseases (RMDs), AS has been reported to 
have the greatest TMD burden [30–33]. In Table I details 
of primary studies of patients with AS and TMD involve-
ment are presented [30, 31, 33–49]. 

Based largely on the radiographic findings of small 
patient cohorts, the prevalence of TMD in AS is ranging 
between 30–37% [41, 44]. Temporomandibular disor-
ders are frequent comorbidities in AS [34], in particular 
among older patients and those with more extensive 
spinal and peripheral joint disease [36]. 

They also multiply AS-associated disability levels, 
impairing the health-related quality of life of patients 
with AS [33]. Most patients with AS share all three TMD 
groups, and approximately one third of the patients 
share two TMD groups [46]. Chronic TMJ pain is also 
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a distinct characteristic for the majority of patients with 
AS, associated with high depression rates [46].

Restricted mouth opening is the most commonly re-
ported clinical feature of TMDs in AS [37, 38]. According 
to Helenius et al. [39], reduced mouth opening, and crep-
itation are both related to disc and articular cartilage ab-
normalities. The most common radiographic features in-
volve joint space narrowing, erosions, reduced mobility, 
demineralization, osteophytosis and beaking, extensive 
sclerosis, and widening of the joint space [45]. 

Condylar erosions have also been related to longer 
AS duration, neck complaints, and atlantoaxial sublux-
ation [50]. Disc displacement is also very common [39, 
43]. According to Bilgin et al. [34], in men, AS disease ac-
tivity is closely related to the incidence of TMD, although 
no other study has verified this association. Indepen-
dent predisposing factors for TMD in AS include active 
smoking, bruxism in females, elevated disease activity 
in males, and neck disability [34].

The interplay between the two entities was inves-
tigated in a retrospective cohort study by Huang et 
al. [40], aiming to understand which condition propels 
the development of the next one. The investigators as-
sessed two hypotheses, namely what is the prevalence 
of TMD in AS and what is the prevalence of AS in TMD. 

The results showed that in AS, patients had a 2.66-
fold greater risk for developing TMD, and in particular, 
younger patient groups (under 30 years of age and be-
tween 30 and 44 years old) exhibited 4.37 and 3.02-fold 
higher risk for TMD. 

On the other hand, TMD alone was not identified 
as a risk factor for developing AS. Nonetheless, AS was 
a more frequent diagnosis among patients with TMD 
patients and comorbidities including parapsoriasis, 
rheumatoid arthritis (RA), osteoporosis (OA), climacteric 
arthritis, or Cushing’s syndrome (3.66-fold greater risk), 
implying a possible synergistic effect [40].

Psoriatic arthritis 

Psoriatic arthritis is another form of seronega-
tive inflammatory arthritis, sharing common features 
with axSpA. No difference is noted in the incidence 
between sex, with 6 cases per 100,000 people on 
a yearly basis, and a prevalence of approximately 
0.1–0.2% [49, 50]. 

Psoriatic arthritis usually accompanies plaque psori-
asis (PsO), with the estimated prevalence of PsA among 
psoriatic cases ranging between 14–31% [51, 52]. A re-
cent systematic review [53] pooled all primary studies 
of patients with PsA and TMJ involvement, including  
10 case reports, 13 case series and a total of 4 case-con-
trol studies. A total of 151 cases of PsA and concomitant 

TMD were identified, with great discrepancy in the diag-
nostic criteria applied both for PsA and the assessment 
of TMD [53].

Table II describes the existing case-control studies 
of patients with PsA and TDM [54–59]. Compared to 
healthy controls, the radiological findings of TMJ positive 
patients with a PsA diagnosis reveal impressive bone 
erosion and remodeling of the mandibular condyle [54]. 

On the other hand, it has been reported that when 
panoramic radiography and transpharyngeal radio-
graphs are used, bone disruption is not apparent in 
PsA [57].

Compared to patients with PsO without joint in-
volvement, those with PsA, are more frequently affected 
by symptoms and signs of TMD, including an internal 
TMJ opening derangement [55]. The prevalence of TMD 
in PsO has been reported to vary between 64% [55] and 
65.4% [58], whereas in PsA, the respective prevalence 
ranges between 80% [55] and 100% [58]. 

On the other hand, 24.1% of healthy controls exhibit 
TMD [60]. In parallel, distinct TMD symptoms are appar-
ent, with pain (headache, neck pain, brachialgia) being 
more common in the PsO only patients, while tinnitus, 
vertigo, disc displacement with reduction and without 
reduction and crepitus being more prevalent in PsA. 

Limited ROM is often observed in PsA, but not 
among patients with PsO psoriasis only, without arthri-
tis involvement [58]. Tenderness, stiffness in the neck 
and shoulders, muscle pain on chewing and sensation 
of immobilized jaw are among the most documented 
complaints [55]. Psoriatic arthritis cases with TMD tend 
to be younger, have oligoarthritis (1–2 joints 70%), with 
a more recent PsO diagnosis and more advanced skin 
disease compared to PsO only cases [57].

When imaging techniques are applied (MRI and or-
thopantomography), disc displacement is observed in 
more than half (57%) of the PsA cases [58], 25% also re-
port jaw morning stiffness/tiredness [57], tenderness in 
muscle palpation, crepitation and joint dysfunction, all 
in a greater proportion compared to healthy people and 
patients with PsO. 

The most common findings in TMJ in terms of imag-
ing in patients with PsA include disc alterations, condyle 
destruction (erosions, osteophytes) and effusion [60]. 
However, this finding does not appear to differ among 
patients with PsA compared to other cases of TMD [61]. 

Generally, TMJ pathologic sounds – including clicking 
and crepitus – are reported in 62.7% of the PsA cases, 
compared to 28% of patients with PsO and a mere 20% 
among healthy controls [55]. On the other hand, when 
patients with PsO are compared to healthy participants, 
differences in the TMD pathology become less appar-
ent [57].
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Table II. Case-control studies of patients with psoriatic arthritis and temporomandibular disorders involvement

First author Cases Controls Results

Cascone et al. [54] n = 57 patients with PsA n = 80 healthy people 
(no diagnosis of PsO, PsA 
or TMDs)

The number of TMJ positive patients paired 
with the radiological results revealed impressive 
bone erosion and remodeling of the mandibular 
condyle among those with PsA. The systemic 
treatment for TMDs should be considered not 
only to limit the local progress of the pathology, 
but also for halting PsA’s typical progression

Crincoli et al. [55] n = 25 patients with PsA n = 87 patients
with PsO and
n = 112 subjects without 
PsO/PsA

Patients with PsO, and to an even greater extent 
those with PsA, were more frequently affected by 
TMD symptoms and signs, including an internal 
TMJ opening derangement than healthy 
subjects. An increase in TMD symptoms, opening 
derangement, bruxism and sounds of TMJ was 
observed in those with PsA as compared with 
patients with PsO and controls

Dervis and 
Dervis [56]

n = 20 patients with PsA 
n = 68 patients with PsO

n = 100 healthy 
participants

No difference was observed between TMD signs 
among patients with PsO
and healthy subjects. However, those with PsA 
did report more frequent TMD signs compared 
with those with PsO only and healthy controls. 
In PsA, muscle tenderness on palpation, TMJ 
sounds and stiffness/tiredness in jaws in 
the morning were the most frequent findings. 
The signs and symptoms of TMD in PsA are 
mainly caused by related joint involvement 
directly affecting the masticatory system

Eriksen [57] n = 79 consecutive 
patients with clinical 
TMD or diagnosed 
inflammatory arthritis

n = 26 healthy 
volunteers

Those with clinical TMD complaints had more 
ADD, disc deformation, surface destructions, 
osteophytes, caput flattening, and edema 
diagnosed by MRI, compared to the controls. 
Among patients with arthritis, ADD, osteophytes, 
effusion, caput flattening and edema, as well 
as surface destructions were more prevalent 
compared to the controls. In the control 
arm, both the presence of osteophytes and 
disc deformation increased with age, and 
a relationship was observed for ADD and surface 
destructions on the condylar head

Giancristoforo [58] n = 33 patients with PsA n = 61 patients
with PsO and
n = 80 healthy people 
(no diagnosis of PsO, PsA 
or TMDs)

Among those with PsO, 65.4% showed signs 
and symptoms of TMJ involvement, without 
signs/symptoms of PsA in the joints. All patients 
with a PsA diagnosis demonstrated some TMJ 
involvement

Könönen [59] n = 61 with PsA n = 61 patients with RA,
n = 61 with AS and
n = 61 healthy controls

Greater frequencies of most subjective and 
clinical variables were noted in all three disease 
groups compared to the healthy controls. 
Patients with RA and PsA showed more frequent 
and severer TMD signs and symptoms compared 
to those with AS

ADD – anterior disc displacement, AS – ankylosing spondylitis, MRI – magnetic resonance imaging, PsA – psoriatic arthritis, PsO – plaque 
psoriasis, RA – rheumatoid arthritis, TMD – temporomandibular disorders, TMJ – temporomandibular joint.
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Clinical assessment 
of the temporomandibular joint

Clinical history

Questions should be directed towards symptoms 
related to TMD, such as pain in the region and its char-
acteristics, as well as factors that worsen or mitigate 
the symptoms, restricted mandibular movements, 
sounds during the movement of the mandible (clicking 
or crepitus), episodes where the patient is unable to 
close their mouth (locking, which is usually associated 
with dislocation of the mandible) and trismus [62, 63]. 

In cases of trismus in particular, symptoms that 
include opening that is less than 15 mm, progressive-
ly worsening trismus, absence of history of clicking, 
pain of non-myofascial origin (such as neuralgia etc.), 
lymphadenopathy or a suspicious intra-oral soft tis-
sue lesion, require an urgent referral to a special-
ist [63, 64].

Physical examination 

The physical examination includes three domains, 
namely, inspection, palpation and auscultation [62, 65, 
66], detailed in Table III.

Imaging 

In the assessment of TMJ, imaging techniques that 
can be used are plain radiographs panoramic radiogra-
phy, computed tomography (CT), cone-beam computed 
tomography (CBCT), MRI and ultrasonography (US).

Panoramic radiography can only be applied for as-
sessing the mandibular condyle. According to Wenne-
berg [67], destruction of the mandibular condyles is 
observed in 25% of patients with AS compared to 11% 
of the controls. Condylar flattening, osteophyte forma-
tion, and periarticular calcification were more common 
in the AS cases [48]. 

Corrected lateral linear tomograms revealed intraar-
ticular alterations with (20.4%) and without (48.9%) ero-
sive changes in patients with AS [42]. In hypocycloidal 
tomography limitation in mobility, articular both erosive 
and sclerotic changes and flattening were more com-
mon in AS [50]. At this point, it is important to underline 
that cervical spine lateral imaging is usually requested 
by clinicians and it can be useful in the assessment 
of vertebrae alignment.

Magnetic resonance imaging application was eval-
uated in two studies using patients with AS [68]. In 
the first study, disc displacement (62%) and degenera-
tion of articular surfaces (20%) were more common in 
AS compared to healthy controls (34% and 6%, respec-
tively) [43]. In the second [39], disc subluxation was de-
tected in 11% of AS cases, joint space narrowing in 94%, 
osteophytes in 67%, disc perforation in 44%, erosion  
or cyst of the condyle in 28% and cartilage destruction 
in 17%.

The same imaging modalities have also been ap-
plied in PsA. Disc displacement and thinning, condylar 
destruction (erosions, osteophytes, sclerosis) and joint 
effusions are the most common pathological find-
ings [53, 60, 61]. It is important to mention that rheu-

Table III. Physical examination in temporomandibular disorders

Inspection: •	The	symmetry	of	the	face	is	observed
•	The	doctor	needs	to	look	for	signs	such	as	hypertrophy	of	muscles	of	the	masticatory	apparatus
•	The	patient	is	inspected	for	signs	of	erythematous	changes	of	the	skin	overlying	the	TMJ
•	The	oral	cavity	is	inspected;	the	presence	or	absence	of	teeth	and	prostheses	[90], as well as the occlusion 

is recorded
•	The	interincisal	distance	in	maximum	mouth	opening	is	measured
•	The	patient	is	asked	to	repeatedly	open	and	close	their	mouth	so	that	the	pathway	of	movement	and	

potential deviations from the midline can be recorded
•	Other	jaw	movements	such	as	laterotrusion	and	protrusion	are	observed	and	the	maximum	distance	

the mandible can reach in each direction is recorded
•	The	use	of	a	face	bow	and	articulator	is	warranted [91]

Palpation: •	The	muscles	of	mastication	are	palpated;	hypertrophy	and	zones	of	tenderness	need	to	be	identified
•	The	joints	are	palpated	to	ensure	that	the	condyles	sit	in	the	sockets
•	The	doctor	asks	the	patient	to	open	and	close	their	jaw	repeatedly	while	he/she	maintains	their	hands	on	

the TMJs bilaterally. The patient is questioned regarding areas of tenderness, whereas the doctor tries to 
identify crepitus and abnormal jaw movement (e.g., luxation, subluxation, deviation to either side) during 
mouth opening

Auscultation: •	The	doctor	listens	for	abnormal	sounds	during	mandibular	movement	(usually	termed	as	clicking	or	
crepitus). Clicking is associated with reducible disc dislocation, whereas crepitus results from movement 
of the mandible directly on the fossa, as a result of a non-reducible dislocation

TMD – temporomandibular disorders, TMJ  –  temporomandibular joint.
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matic involvement of TMJ can have similar findings with 
non-rheumatic TMD. Disc pathology though, seems to 
be more obvious is inflammatory arthritis [53].

Ultrasonography proves to be a quite efficient mo-
dality in the assessment of TMJ since its results are 
comparable to MRI (88% concordance, sensitivity 72.2% 
and specificity 60% comparing to MRI) [61]. Although 
it is believed to be particularly useful in the detection 
of joint effusion (synovitis), it is not the best option for 
the assessment of condyle morphology [60].

Panoramic radiographs can offer limited information 
but can be of use for screening patients [69]. Cone-beam 
computed tomography has a lower cost and radiation 
exposure compared to the CT, while it is more appropri-
ate in the detection of bony abnormalities [70]. Soft tis-
sue pathology including pathology of the muscles, ten-
dons or disc can be better assessed using MRI [69, 70]. 

Finally, there is recent evidence that bone scintig-
raphy can provide evidence of inflammatory process 
in TMJ. As individuals with axial SpA presented a sig-
nificantly higher TMJ uptake ratio on bone scintigraphy 
than the control group [30].

Treatment – surgery 

The initial treatment of a TMD, regardless of its un-
derlying cause is usually conservative, including a com-
bination of factors such as jaw rest, soft diet, topical 
NSAIDs or DMARDs. Adjunct measures such as targeted 
physiotherapy and, more importantly, a soft bite splint, 
that can be constructed by the patient’s dentist can also 
be of help [22, 64]. 

For the treatment of TMJ in PsA, topical and systemic 
medication has been reported in most studies, although 
some also highlight the need for surgical procedures 
when TMJ ankylosis is apparent [53]. Patients with a PsA 
diagnosis, it has been suggested that a systemic TMD 
treatment should be considered first, not only to limit 
the local progress of the pathology, but also for halting 
PsA’s typical progression [54].

If these measures are not successful in alleviating 
the patient’s symptoms, a referral to a specialist in oral 
and maxillofacial surgery is warranted. Depending on 
the type and localization of the symptoms, second line 
treatment measures can potentially be implemented. 

Thus, in the presence of pain affecting the muscles 
of mastication, topical measures, including the injection 
of these muscles with botulinum toxin, or long-acting lo-
cal anaesthetic agents can be attempted [22, 71]. A low-
dose antidepressant of 10 mg amitriptyline once daily 
may also help [22, 71]. 

When the pain is mostly localised in the joint and/
or symptoms like locking are present, the joint can be 

injected with long-acting local anaesthetic agents. Injec-
tion of the joint with glucocorticosteroids can be also 
attempted, but only when there is evidence of active in-
flammation of the joint (seen in an MRI scan or during 
a diagnostic arthroscopy). 

The injection of glucocorticosteroids should be under-
taken with caution and should ideally be limited to only 
one or two attempts as there are cases where significant 
bone resorption and alteration of the condylar anatomy 
have been described following such a treatment [22].

Failure of the second line treatment measures in 
patients with refractory pain localized in the joint and/
or limited mouth opening, can be followed by third line 
treatment measures such as arthrocentesis and arthros-
copy [22, 71]. 

Arthrocentesis is the least invasive of the two and 
involves the placement of two needles in the joint 
space, via which lavage of the joint can be performed. In 
the end of the procedure injection of the joint with local 
anaesthetic agents (or, if appropriate glucocorticoste-
roids) can also be performed. Arthrocentesis removes 
debris and inflammatory factors from the joint and can 
passively loosen adhesions that might be present. It 
has been found that it can help a significant proportion 
of patients with their symptoms [22, 71].

Arthroscopy involves the insertion of an arthroscope 
in the joint, via which lavage can be performed under di-
rect vision. Arthroscopy has an added diagnostic benefit 
and can help with diagnosing a number of TMD condi-
tions. Few surgeons are trained to perform intervention-
al arthroscopy, where debris can be removed, the disc 
can be plicated, or adhesions actively loosened and even 
less evidence exists as to the efficiency of such proce-
dures [22, 71].

Arthroscopy and arthrocentesis can be performed 
repeatedly and can help controlling TMD symptoms 
of the patients for long. A select cohort of patients that 
have symptoms refractory to minimally invasive proce-
dures may require open joint surgery that includes pro-
cedures such as eminoplasty (the remodelling of the an-
terior articular eminence), eminectomy (the removal 
of the anterior articular eminence), disc plication to ad-
dress disc displacement, discectomy to remove a dam-
aged, perforated disc, and adhesiolysis. 

Although initially having good results, all these pro-
cedures have been associated with secondary degener-
ation of the joint elements and should only be employed 
after careful consideration [22, 71].

The last step in the management of chronic TMD 
problems is total joint replacement. Significant evidence 
now shows that this is a procedure that, when indicat-
ed, can help patients deal with their long-standing prob-
lems. In the UK [72] the guidelines dictate that a person 



385Temporomandibular joint disorders in seronegative spondyloarthritis

Reumatologia 2023; 61/5

is a candidate for TMJ replacement if they experience 
TMJ pain, locking, reduced mouth opening, decreased 
dietary intake because of their TMD, radiographic evi-
dence of disc derangement, and all conservative or sur-
gical treatment has failed. 

There are several joint systems available nowadays, 
with the main distinction being between off-the-self and 
custom-made prosthesis, with the latter being bound to 
dominate the future market [73]. The general trend at 
the moment is towards custom-made, patient-specific 
prostheses [22, 74–79].

Conclusive remarks

The aim of the current narrative review is to address 
the involvement of TMJ in SpA. In this group of arthritis, 
accumulating evidence suggests that TMJ is frequently 
affected in the process of inflammation. 

However, it is often underestimated and overlooked 
by clinicians, unless complains are made by the patients, 
or severe disability affecting quality of life is noticed. 
Chronic pain in other joints, impaired mobility, other or-
gan involvement and depression are some of the reasons 
that patients often underestimate TMJ symptoms [71]. 

It is becoming obvious that proper clinical assess-
ment, including careful history taking around TMD, TMJ 
examination and appropriate imaging depending on 
the available modalities can enable a prompt diagnosis 
of inflammation in TMJ. 

Temporomandibular disorders diagnostic criteria 
provide useful guidance for thorough evaluation of TMJ 
by rheumatologists in outpatient clinics or private prac-
tice. They are easy to follow and do not require special 
training or long-lasting experience. 

Basic clinical examination, testing basic compart-
ments of the joint and its mobility is not time consuming 
and can be easily included in the assessment of the pa-
tient along with other joints. Finally, pain and impact 
on quality of life should be separately and carefully ad-
dressed. The Visual Analogue Scale score for pain and 
HAQ score for quality of life could be useful tools.

As mentioned above, panoramic radiographs can be 
used for screening as well as ultrasound when available 
in routine practice. For symptomatic patients MRI is be-
lieved to be the best technique, as it allows assessment 
of enthesitis, US and CBCT in some cases. 

Plain radiographs are not of particular value except 
the assessment of cervical vertebrae alignment, cranio-
cervical distance and profound ossification. However, 
a baseline X-ray has a place in the assessment which can 
be repeated during the general assessment of the pa-
tient depending on the symptoms.

Conservative management and early pharmacologi-
cal treatment can prevent permanent joint impairment 
and its debilitating consequences for patients’ daily life. 
For refractory cases, early OMF referral and assessment 
should not be delayed as surgical management can re-
lease ankylosis.

Conclusions 

Temporomandibular joint shares some common 
anatomic features with other joints dominantly affect-
ed by spondylarthritis, like sacroiliac joints and pubis 
ramus. In this context, it is not surprising that there is 
evidence of high prevalence of TMD in patients with 
spondylarthritis. 

Moreover, this finding generates questions wheth-
er TMJ should be part of initial screening with imaging 
especially in cases of non-radiographic axial spondylar-
thritis or peripheral arthritis where there are other fea-
tures of the disease and evidence of joint inflammation 
is required to enable/potentiate the diagnosis for proper 
initiation of treatment. 
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