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Temporomandibular disorders (TMD) has been suggested to be of
multifactorial etiology. One factor that bas been suggested is lax-
ity of joint ligaments. The purpose of this study was to evaluate
the relationship between generalized joint hypermobility and
TMD. Thirty-eight asymptomatic volunteers and 62 symptomatic
patients were included in this study. All asymptomatic volunteers
did not have temporomandibular joint pain, limited jaw move-
ment, joint sounds, or previous TMD treatment. All subjects had
bilateral magnetic resonance imaging scans in the sagittal closed
and opened and coronal closed positions. The Beighton test was
used to score joint laxity with a laxity score of = 4 to define gener-
alized joint laxity. The symptomatic group bad an mcrease in joint
laxity as compared to asymptomatic control subjects (odds ratio
4.0 {95% confidence interval = 1.38 to 10.95, P = .01]). There
were no differences in laxity between male and female symp-
tomatic subjects (P > .05). This study suggests a positive correla-
tion between generalized joint laxity and TMD.
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l Y ypermobility of the joints is frequently encountered in
J

patients with inherited connective tissue disease. To study
Lthe effects of genetic mutations, a model of a disease that
has maximum expression should be evaluated. This is true in
Ehlers-Danlos syndrome (EDS), but it also occurs in osteogenesis
imperfecta (OI), Marfan syndrome, and in some chondrodys-
plasias, especially pseudoachondroplasia.!= All of these disorders
are usually considered to be a result of laxity of supporting liga-
ments because of the failure of their structural components, partic-
ularly collagen, which is responsible for the obvious features of the
disease. Moderate joint laxity also occurs without involvement of
other tissues and has been suggested to predispose to the develop-
ment of osteoarthritis.® Most studies demonstrate that women are
more lax than men.® Differences in mean joint mobility scores have
also been reported in specific ethnic groups.® Higher joint mobil-
ity has been reported to occur in Asian populations as compared to
whites and certain variants of major collagen gene disorders.

Temporomandibular disorders (TMD) are generally believed to
be of a multifactorial origin.'® Frequently mentioned etiologic fac-
tors include occlusal disharmonies, psychologic profile, muscu-
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loskeletal injuries, parafunctional habits, distress,

and connective tissue laxity.'"-1% Several studies

have reported an association berween generalized

joint laxity and signs and symptoms of TMD,™
and they have been suggested to be significantly
more prevalent in individuals with TMD as com-
pared to asymptomatic control subjects.!’ Con-
sistent with this observation, it has been suggested
that patients with TMD and generalized joint laxity
report significantly more general muscular skeletal
complaints than do asymptomatic control
subjects.'® This suggests that generalized joint lax-
ity may represent a risk factor in the development
of TMD. A possible manifestation of joint laxity of
the temporomandibular joint (TM]) may be altered
disc position in symptomatic patients.!” Disc
abnormalities in the absence of pain have been
reported in other joints including the knee, cervical
spine, and lumbar spine.!*! It may be possible
that disc abnormalities may represent a joint phe-
notype that predisposes to joint dysfunction includ-
ing TMD. Altered collagen metabolism may be
important in joint laxity. Higher ratios of collagen
type III to type III + [ have been reported in patients
with TM] derangement and generalized joint laxity
than in control subjects.'*?? A strong genetic link
suggesting altered collagen metabolism (skipping of
exon 6) has been reported in EDS and other colla-
gen disorders.>*2

The purpose of the present investigation was to
compare the prevalence of joint laxity of symp-
tomatic TMD patients to that of asymptomatic
volunteers.

Materials and Methods

Sixty-two adult symptomatic TMD patients and
38 asympromatic volunteers were included in
this study. The symptomatic patients were
selected from patients seeking treatment for
TMD. Asymptomatic volunteers were accepted
into the study following completion of the fol-
lowing: (1) a TM] subjective questionnaire docu-
menting the absence of jaw pain, TM] noise, disc
displacement without reduction, and a positive
history for TMD; and (2) a clinical TM] and
dental examination as described by Roberts et
al?® for signs and symptoms, associated with
TMD or internal derangement. All asymptomatic
volunteers demonstrated maximal mouth open-
ing of at least 40 mm. Of the 38 volunteers, 13
had disc displacement (6 bilateral and 7 unilat-
eral). Two had laxity scores equal to or greater
than 4.
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Fig 1a Extension of the wrist and metacarpal pha-
langes (all fingers or the lirtle finger) so the fingers are
parallel to the dorsum of the forearm. Note that the fin-
ger does not reach parallel; this would be a negative
finding.

All study participants had bilateral high-
resolution magnetic resonance imaging (MRI)
scans in the sagittal (closed and opened) and
coronal (closed) positions to evaluate the TM
joints for the presence or absence of disc displace-
ment.?” On the basis of these findings, each study
participant was then classified as having a normal
MRI scan (no disc displacement) or an abnormal
MRI scan (disc displacement). The asymptomatic
volunteers with normal joints and the volunteers
with disc displacements (with and without reduc-
tion) were collapsed into one group. Joint laxity
was measured, as described by Beighton and
Horan,! on a scale of 0 to 9. A score greater than
or equal to 4 is classified as laxity.® Some stud-
ies?®2? have suggested a score equal to or greater
than 3 as the cutoff point. The examination for
hypermobility was performed as described by
Beighton et al®:

1. Extension of the wrist and metacarpal pha-

langes so the fingers are parallel to the dor-

sum of the forearm (Fig 1a)

Passive apposition of the thumb to the flexor

aspect of the forearm (Fig 1b)

3. Hyperextension of the elbows 2 10 degrees
(Fig 1c)

4. Hyperextension of the knees > 10 degrees (Fig
1d)

5. Flexion of the trunk with the knees extended
so the palms rest on the floor (Fig le)

=

If any four of the maneuvers are positive, this is
considered generalized joint laxity.
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Fig 1b Passive apposition of the thumb to the flexor
aspect of the forearm. Note the thumb touches the fore-
arm; this would be a positive finding.

Fig 1¢ Hyperextension of the elbows = 10 degrees.
The elbow flexion does not pass 10 degrees in this sub-
ject; therefore, this is a negative finding.

Fig 1d Hyperextension of the
knees = 10 degrees. Flexion does not
pass 10 degrees in this subject; there-
fore, this is a negative finding.

Results

A total of 73 women and 27 men participated in
this study. The mean age was 30.8 years (standard
deviation [SD] = 8.2) for the symptomatic patients
(n = 23) with joint laxity and 32.3 years (SD = 7.4)
for those without joint laxity (n = 39). The mean
age was 25.0 years (SD = 4.8) for the asymptomatic
volunteers with joint laxity (n = 33) and 30.3 years
(SD = 8.1) for those without joint laxity (n = 5).

Fig 1e Flexion of the trunk with
the knees extended so the palms rest
on the floor. This subject is able to
touch the floor; this is a positive
finding.

Table 1 shows the distribution of the subjects
based on the laxity scores. Five asymptomatic
control subjects (13.2%) had a joint laxity score
of equal to or greater than 4. Twenty-three symp-
tomatic TMD patients (37.1%) had a laxity score
equal to or greater than 4. Odds ratios (OR) and
corresponding 95% confidence intervals (CI) sug-
gest a higher prevalence of joint laxity in
symptomatic TMD patients (OR = 3.89, 95% CI
= (B3R toMDICSTR= R OIl),
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Table 1 Laxity Score for Symptomatic and Table 2 Laxity Score for Symptomatic and
Control Subjects With a Laxity Cutoff of = 4 Control Subjects With a Laxity Cutoff of = 3
Laxity=3  Total Laxity=3  Laxiy<z  lotal
No. of subjects 5013.2%) 33 (86.8%) 38 Nao. of subjects 8 (21.1%) 30 (78.9%) 28
Nn‘ of pat’lems 23 (37.1%) 39 (62.9%) 62 No. of patients 30 (48.4%) 32 (51.6%) 62
Table 3 Range (Mean = SD) of Jaw Motion of Control and Symptomatic Subjects®
Sympromatic
A-N, A-DD, Sympromatic patients,
All A-N, no A-DD, no patients, no
subjects laxicy laxity laxity laxity laxity ]ax1Fy
asanum opening 43.7 46.8 47.2 435 44.7 423 423
+7.6 +7.6 =67 +3.5 +7.8 +8.8 +7.3
Right lateral 8.9 8.6 8.4 4.5 10.2 9.2 8.9
+3.2 L30T, +3.3 +3.5 +3.5 2| +3.0
Left lateral 9.0 7.8 9.4 7.0 10.2 B.6 9.3
3.3 +4.8 +3.4 +4.2 3.5 +2.8 =318,
Protrusive movement 7.2 8.0 7.9 75 8.4 7.4 6.3
+2.5 +2.8 +2.4 +3.5 2 +2.1 +2.3

“A = asymptomatie, no repart of temporomandibular joint dysfunction: N = normal MBI scan, no disc displacement, DD = disc displacement (with or with-

out reduction).

There were 28 patients with unilateral disc
displacement, 33 with bilateral disc displacement,
and 1 patient with bilateral symptomatic but nor-
mal joints.

As shown in Table 2 the scores were again gen-
erated, using a laxity score of equal to or greater
than 3 to permit comparisons to previously pub-
lished studies. Eight asymptomatic control subjects
(21.1%) and 30 symptomatic TMD patients
(48.4%) had laxity scores equal to or greater than
3(OR = 3.51, 95% CI = 1.42 t0 8.69, P = .007).

Table 3 shows the range of movement for all
subjects and each study group. There were no sta-
tistically significanc differences between groups
except for protrusive movement in symptomatic
patients, which was greater than that for the non-
lax patients (P < .05). There were no statistically
significant differences with respect to sex, age,
prevalence of trauma, or unilateral versus bilateral
disc displacement.

Discussion

Disc displacement with and without reduction has
been suggested to be an etiology of TM] pain and
dysfunction. Presently there have been no conclu-
sive studies that document the etiology of displace-
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ment (genetic, trauma, age). Disc displacement has
been demonstrated to increase with age.30-36
Studies on younger individuals suggest the preva-
lence of disc displacement to be between 7% and
12%.3%31 Disc displacement in older populations
ranges from 25% to 67%.32-% It has been sug-
gested that derangement is present in asympto-
matic children and young adulrs,>” and in children
presenting for orthodontic treatment.3%3? These
studies only describe the prevalence, not etiology.
Disc displacement has been suggested to be more
common in symptomatic TMD patients than in
asymptomatic control subjects without disc dis-
placement.®” Disc displacement also occurs in
symptomatic children and young adulrs.37:41:42
Children are more joint lax than are adults,® but
how this may contribute to disc displacement is
unknown.

The failure of collagen fibers, the ratio of colla-
gen type I to type I11,22 and the presence of certain
risk factors (trauma, gender) might offer some ex-
planation. If disc displacement is a result of re-
peated loading and repair that results in tissue be-
coming less capable of withstanding load, then
why asymptomatic children have disc displacement
may be questioned.””~** To date, there is no clear
understanding of why discs are displaced in the
TM] or other joints'®=2! in the absence of pain.



There also is no clear understanding of why joints
suddenly become painful after a traumatic event.

Mutations in procollagen genes may be ex-
pressed in a wide spectrum of rare and common
human diseases. Kuivaniemi et al>® have suggested
that there are more than 70 mutations in the two
structural genes for procollagen type I (COL1AL
and COL1A2) found in osteogenesis imperfecta
and other tissues rich in collagen type I. Nichols et
al® have evaluated an autosomal dominant inher-
ited connective tissue defect that causes extreme
joint hypermobility, premature osteoporosis, and
late onset fractures. They found deletion of 54 bps
comprising exon 9. They also evaluated a family of
13 affected and unaffected family members. All of
the affected and none of the unaffected individuals
were found to carry the deletion.

Temporomandibular disorders has been noted
with increased frequency in individuals with mitral
valve prolapse, indicating a possible etiologic asso-
ciation with altered collagen metabolism.*? Aortic
aneurism has been suggested to be related to colla-
gen defects, although the relationship is less
clear.**

No sex differences between the lax and nonlax
subjects with respect to TMD status were found in
the present study. The small number of men may
have contributed to this result.

Joint laxity was not age dependent in the present
study. Beighton et al® demonstrated that the preva-
lence of laxity decreases with age. Laxity was higher
in children than in adults. In their study, 25% of the
sample were lax between the ages of 20 and 44
years using a cutoff of = 3. In the present study
21.1% of the control subjects (see Table 2) demon-
strated laxity with a laxity score of = 3, which sug-
gests similarity of the samples. The mean age of the
asymptomatic volunteers with laxity was 25 years
and without laxity was 30 years, with a range of 21
to 33 years. The mean age of the symptomatic
patients was 30 years with laxity and 32 without
laxity, with a range of 22 to 53. Six symptomatic
subjects older than age 40 years were equally
divided between lax and nonlax classifications.

We evaluated the presence of bilateral disc dis-
placements and the risk of having joint laxity. One
could speculate that the presence of bilateral de-
rangements might be an increased expression of the
disease. Our data suggest that laxity was no more
prevalent in bilateral derangement patients. A pos-
sible exception to this was found in women with
unilateral derangement. They were less likely (P =
.069) to have laxity. Although this value is not sta-
tistically significant, future studies will evaluate this
with an increased sample size.
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Macrotrauma has also been suggested as a con-
tributing factor in the development of TMD. This
may represent a risk factor, not an etiologic
factor.* In the present study, trauma was no more
prevalent in lax subjects compared to nonlax sub-
jects.

Conclusion

Joint laxity was prevalent in the present study of
TMD patients. Laxity accounted for only 37% of
the symptomatic TMD patients (for score equal to
or greater than 4) and 48% when the curoff score
was lowered to equal to or greater than 3. This
would suggest that laxity is not the only etiologic
factor in TMD and there are probably other genetic
contributions to altered collagen metabolism that
may represent potential genetic markers.

References

1. Beighton P, Horan F. Orthopaedic aspects of Ehlers
Danlos syndrome. | Bone Joint Surg [Br] 1969;51:
444-453.

2. Smith R, Francis MJO, Houghton GR. The Brittle Bone
Syndrome: Osteogenesis Imperfecta. Sevenoaks, Kent,
England: Butterworth, 1983:57-59.

3. McKusick VA. Heritable Disorders of Connective Tissue,
ed 4. St. Louis: Mosby, 1972:176-178.

4. Wynne Davies R, Hall CM, Apley AG. Atlas of Skeletal
Dysplasias. Edinburgh: Churchill Livingstone, 1985:
239-257.

5. Scotr D, Bird HA, Wright V. Joint laxity leading to osteo-
arthrosis. Rheumatol Rehabil 1979;18:167-169.

6. Beighton P, Salomon L, Soskolne CL. Articular mobility in

an African population. Ann Rheum Dis 1973;32:

413-418.

Schweitzer G. Laxity of metacarpophalangeal joints of the

finger and interphalangeal joint of the thumb: A compara-

tive interracial study. S Afr Med | 1970;44:246-252.

8. Beighton P, Grahame R, Bird H. Assessment of hypermo-
bility. In: Hypermobility of Joints. Berlin: Springer Verlag,

1983:9-25.

9. Biro F, Gewanter HL, Baum ]. The hypermobility syn-
drome. Pediatrics 1983;72:701-706.

10. Dibbets [MH, van der Weele LT. Prevalence of TM]
symptoms and x-ray findings. Eur | Orthod 1989;11:
31-36.

11. Chun DS, Koskinen-Moffetr L. Distress, jaw habits and
connective tissue laxity as predisposing factors to TM]
sounds in adolescents. | Craniomandib Disord Facial Oral
Pain 1990;4:165-176.

12. Bates RE Jr, Stewart CM, Atkinson WB. The relationship
berween internal derangements of the temporomandibular
joint and systemic joint laxity. ] Am Dent Assoc 1984;
109:446—447.

13. Helkimo E, Westling L.. History, clinical findings and out-
come of treatment of patients with anterior disk displace-
ment. ] Craniomand Pract 1987;5:269-276.

=1

Journal of Orofacial Pain 219



Perrini et al

28.

Westling L. Temporomandibular joint dysfunction and
systemic joint laxity. Swed Dent | Suppl 1992;81:1-79.
Hecht C, Adair S. Generalized joint hypermability and
TM] signs and symptoms in children labstract 513]. |
Dent Res 1985;64(special issue):23
Blasherg B, Chalmers A. Temporomandibular pain and dys-
function syndrome associated with generalized muscu-
loskeletal pain: A retrospective study. | Rheumatol 1989
16(suppl 19 90,

Paesaini D, W son P-1, Harala M, Tallents RH, Kureta
K. Prevalence of temporomandibular joint internal derange-
ment in patients with craniomandibular disorders. Am ]
Orthod Dentofacial Orthop 1992;101:41-47.

Boden SD, Davis DO, Dina TS, Stoller DW, Brown SD,
Vailas JC, Labropoulos PA. A prospective and blinded
investigation of magnetic resonance imaging of the knee.
Abnormal findings in asymptomatic subjects. Clin Orthop
1992;282:177-185.

Boden SD, Davis DO, Dina TS, Patronas NJ, Wiesel SW.
Abnormal magnetic resonance scans of the lumbar spine in
asymptomatic subjects. A prospective investigation. | Bone
Joint Surg [Am] 1990;72:403-408.

Boden SD, McCowin PR, Davis DO, Dina TS, Mark AS,
Wiesel S. Abnormal magnetic resonance scans of the cervi-
cal spine in asymptomatic subjects. | Bone Joint Surg 1990;
72:1178-1184.

Negendak WG, Fernandez MFR, Heilbrn LK, Teitge RA.
Magnetic resonance imaging of meniscal degeneration in
asymptomatic knees. | Orthop Res 1990;8:311-320.

Gage JP. Shaw RM, Maloney FB. Collagen type in dysfunc-
tional temporomandibular joint discs. | Prosthet Dent 1995;
74:517-520.

Kuivaniemi H, Tromp G, Prockop DJ. Mutations of colla-
gen genes: CZIUSES Of rare "ll'ld some common J\SE'JSC€ mn
humans. FASEB | 1991;5:2052-2060.

Byers PH. Brittle bones—Fragile molecules: Disorders of
collagen gene structure and expression. Trends Genet 1990;
6:293-300.

Nichols AC, Oliver ], Renouf DV, Heath DA, Pope FM.
The molecular defect in a family with mild atypical osteoge-
nesis imperfecta and extreme joint hypermobility: Exon
skipping caused by an 11-bp deletion from an intron in one
COL1A2 allele. Human Genetics 1992;88:627-633.
Roberts CA, Tallents RH, Espeland MA, Handelman SL.
Katzberg RW. Mandibular range of motion versus arthro-
graphic diagnosis of the temporomandibular joint. Oral
Surg Oral Med Oral Pathol 1985;60:244-251.

Karzberg RW, Westesson P-L, Tallents RH, Anderson R,
Kurita K, Manzione JV, Totterman S. Temporomandibular
joint: Magnetic resonance assessment of rotational and side-
ways disc displacements. Radiology 1988;169:741-748.
Westling L, Carlsson GE, Helkimo M. Background factors
in craniomandibular disorders with special reference to gen-
eral joint hypermobility, parafunction and trauma. |
Craniomandib Disord Facial Oral Pain 1990;4:89-90,
Westling L. Craniomandibular disorders and general joint
mobility. Acta Odontol Scand 1989;47:293-299,

2

220 Volume 11, Number 3, 1997

30.

3l

35

38.

40.

41,

42,

43.

44,

Hansson T, Solberg WK, Penn MK, Oberg T. Anatonic
study of the TM]s of young adults: A pilot investigation ]
Prosthet Dent 1979:41:556-560.

Solberg WK, Hansson TL, Nordstrom B. The t mpere-
mandibular joint in young adults at autopsy: A morpho-
logic classification and evaluation. | Oral Rehabil 1985
12:303-321.

de Bont LGM, Boering G, Liem RSB, Eulderink F,
Westesson P-L. Osteoarthritis and internal derangement of
the temporomandibular joint: A light microscopic study. J
Oral Maxillofac Surg 1986;44:634-643.

Westesson P-L, Bronstein SL, Liedberg J. Internal derange-
ment of the temporomandibular joint: Marphologic de-
scription with correlation to joint function. Oral Surg Oral
Med Oral Pathol 1985;59:323-331.

Akerman S, Kopp S, Rohlin M. Histological changes in
temporomandibular joints from elderly individuals: An
autopsy study. Acta Odontol Scand 1986;44:231-239.
Percira F], Lundh H, Westesson P-L. Morphologic changes
in the temporomandibular joint in different age groups.
Oral Surg Oral Med Oral Pathol 1994;78:279-287.
Widmalm SE, Westesson P-L, Brooks SL, Hatala MP,
Paesani D. Temporomandibular joint sounds: Correlation
to joint structure in fresh autopsy specimen. Am ] Orthod
Dentofacial Orthop 1992;101:60-69.

Ribeiro RF, Tallents RH, Katzberg RW, Murphy WC,
Moss ME, Magalhaes AC, Tavano O. The prevalence of
disc displacement in symptomatic and asymptomatic volun-
teers aged 6 to 25 years. ] Orofacial Pain 1997;11:37—47.
Hans MG, Lieberman [, Goldberg ], Rozencweig G, Bellon
E. A comparison of clinical examination, history and MRI
for identifying orthodontic patients with temporomandibu-
lar joint disorders. Am ] Orthod Dentofacial Orthop 1992;
101:54-59.

Nebbe B, Major P, Prasad NG. Pilot study: Internal de-
rangement and adolescent craniofacial morphology [abstract
841]. ] Dent Res 1996;75(special issue):123.

Tallents RH, Katzberg RW, Murphy WC, Proskin H.
Magnetic resonance imaging findings in asymptomatic vol-
unteers and symptomatic TMD patients. | Prosther Dent
1996;75:529-533.

Katzberg RW, Tallents RH, Hayakawa K, Miller T, Goske
M], Wood BP. Internal derangements of the remporo-
mandibular joint: Findings in the pediatric group.
Radiology 1985;154:125-127.

Sanchez-Woodworth RS, Katzberg WR, Tallents RH, Guay
JA. Radiographic assessment of temporomandibular joint
pain and dysfunction in the pediatric age group. | Dent
Child 1988;55:278-281.

Kim 5M, Cohen SG, Douglas P. Relationship between inter-
nal derangement of TM] and mitral valve prolapse [abstract
1877]. ] Dent Res 1989;68(special issue):416.

Minion DJ, Wang Y, Lynch TG, Fox 1], Prorok GD, Baxter
BT. Soluble factors modulate changes in collagen gene
expression in abdominal aortic aneurisms. Surgery 1993;
114:252-256.



i -~y

Resumen

Laxedad generalizada de las articulaciones relacionada
con desordenes de la articulacion temperomandibular

Se ha sugerido que los desordenes de la articulacion temporo-
mandibular posseen un origen multifactorial. Uno de los factores
sugeridos es laxedad de los ligamentos de la articulacion. El
proposito de este estudio fue evaluar la relacion entre hipermo-
bilidad generalizada de las articulaciones con Desordenes de la
Articulacion Temporomandibular (DATM). Un total de treinta y
ocho voluntarios asintomaticos, y sesenta y dos pacientes con
sintomas de la ATM fueron incluidos en este estudio. En el
grupo de voluntarios asintomaticos ninguno presento: dolor de la
ATM, limitaciones en la mobilidad mandibular, sonides articulares
or tratamiento previo de la ATM. Todes los pacientes poseian
resualtados de analisis bilaterles por Resonacia Magnetica en el
plano sagital con la boca abierta y cerrada, y en el plano coronal
con boca cerrada. El test the Beighton fue empleado para eval-
uar laxedad de las articulaciones (generalizada); un resultado = 4
fue considerado como laxedad generalizada de las articula-
ciones. El grupo de pacientes sintomaticos presento un incre-
mento en la laxedad de las articulaciones cuando fue comparado
con el grupo control (sin sintomas). El Indice de Probabilidad (OR
+4.0[95% Cl = 1.38-10.95, P = .01]). No se encontro ninguna
differencia entre hombres y mujeres en el grupo de pacientes
sintomaticos (P > .05). El presente estudio sugiere que existe
una relacion positiva entre Laxedad Generalizada de las
Articulaciones con los Desordenes de la Articulacion
Temporomandibular.
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Zusammenfassung

Generalisierte Gelenkerschlaffung Und Kiefergelenkser-
krankungen

Man nimmt an, daB kiefergelenkserkrankungen eine Vielzahl von
Faktoren zugrunde liegen. Als einer dieser Faktoren wird die
Erschlaffung der Gelenksligamente angenommen. Ziel der vor-
liegenden Studie war, die Beziehung zwischen generalisierter
Gelenkshypermobilitat und Kiefergelenkserkrankungen zu unter-
suchen. Die Studie umfaBt 38 beschwerdefreie Freiwilige und
32 Patienten mit Beschwerden. Beschwerdefrei bedeutete den
Ausschluss von: Kiefergelenksschmerzen, eingeschrankte
Beweglichkeit des Kiefers, Gelenkgerausche und Behandlung
dieser Symptome. An allen Probanden wurden beidseitig
Kernspintomographien der Sagittalenin gedffneter und
geschlossener Position durchgefiihrt. Der Beighton-Test wurde
angewendet, um dber die aus einer Punkteskala von 1—4 ermit-
telten Werte die generalisierte Gelenkserschlaffung zu
definieren. Die Probandengruppe mit Beschwerden wies, ver-
glichen mit der beschwerdefreien Kongrolgruppe, eine erhthte
Gelenkserschlaffung auf. Die odds ratio war (OR = 4.0 [95% Cl
= 1.38 + 10.95, P = .01). Bei den Probanden mit Beschwerden
konte in Bezug auf Schlaffheit kein Unterschied zwischen
mannlich und weiblich festgestellt werden (P = .05). Diese
Studie unterstitzt die These, daB zwischen genelisierter Kiefer-
gelenkserschlaffung und Kiefergelenkserkrankungen ein
Zusammenhang besteht.
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