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Dental attrition severity as the cumulative record of parafunctional
and functional wear was graded from study cast analysis using
established methodology. Attrition severity was compared in ante-
rior, posterior mediotrusive, and posterior laterotrusive segments.
Attrition scores in 48 female and 100 male totally asymptomatic
controls were compared to 239 female and 31 male patients differ-
entiated into five patient groups of temporomandibular disorders:
(1) disc displacement with reduction, (2) disc displacement without
reduction, (3) osteoarthrosis with a history of prior derangement,
(4) osteoarthrosis without a history of prior derangement, and (5)
myalgia only. All the male patients were in the myalgia-only group.
Age was controlled in the analysis to control for functional wear.
Comparisons between patients and controls were made according
to 10-year age intervals. Analysis included ANCOVA confirmed by
a Games-Howell post-hoc test, with P < .01 interpreted as a signifi-
cant difference in the attrition score. Only 1 of 112 ANCOVAs
showed a significant difference, with younger men from 20 to 29
years of age in the myalgia-only group baving lower mediotrusive
attrition than the male controls. It would therefore be difficult if
not impossible to differentiate patients from nonpatients based on
the severity of dental attrition. Consequently, a major peripheral
occlusal etiologic role for attrition in TMD is questioned. Some
clinical implications are elaborated.

J OROFACIAL PAIN 1993;7:196-208.

he in vivo dental attrition rates described for functional

wear' are not sufficient to explain the advanced attrition

seen in young adults in today’s society. This suggests that
notable attrition in younger populations is more the result of brux-
ism than functional wear.

Clinically it is common to postulate a connection between attri-
tion and temporomandibular disorder (TMD) symptoms in pre-
senting patients and for occlusal signs of bruxism to be part of
TMD etiology. However, this popularly hypothesized association is
questioned in certain TMD patient studies*’ and in an earlier study
of young adult nonpatients by the authors. The present study con-
tinues this investigation in a symptomatic patient population.

Several articles have stated that bruxism is associated with
occlusal interferences™ and with some occlusal variations.®
Nevertheless, the possible differences between acute experimental
interference models and chronic occlusal variation need to be stud-
ied since it is the chronic occlusal model that must be examined for
TMD etiology.



There is experimental evidence that TMD symp-
toms can be induced by acute placement of supra-
contacts equivalent to placement of a high restora-
tion.'™" However, adaptation to acute interferences
over time is also reported.'™" In contrast, an increas-
ing body of research suggests that experimental
deflective occlusal contacts may actually inhibit
bruxism activity.'"* Although some recent EMG
studies report increased symptom levels after place-
ment of acute interferences, they involve too few
subjects for adequate statistical analysis.""® The
equivocal data on acute experimental interferences
have not prevented the belief that bruxism is
induced by chronic occlusal interferences or occlusal
variation in the general population and can be etio-
logic for TMD.

The authors contend that the extrapolation of
information from acute experimental interferences
to a chronic occlusal morphologic etiologic model
is suspect, and the association between chronic
occlusal interferences and bruxism is unclear. The
bruxism-occlusal interference association is ques-
tioned by several studies.”*'"** With respect to the
presence of TMD symptoms, few studies report
any association to attrition levels,**** and others
report none.>**=* EMG studies'"™** and informa-
tion from attrition in dental casts® indicate that
bruxism is a universal habit.

Temporomandibular joint remodeling or degener-
ation has also been associated with bruxism* and
thereby indirectly to occlusion. The basis for this
hypothesis comes from skull studies or clinical
impressions,”* but no published studies were found
that actually rested for attrition levels in patients with
osteoarthrosis. The findings from various skull stud-
ies are not, however, in agreement. In one sample of
Australian aboriginal skulls with osteoarthrosis,
more severe posterior attrition was noted with
arthrosis present,* but in another sample this associ-
ation was reported only in mandibular teeth and not
in the opposing dentition.” Canine wear has also
been associated with flattening of the articular emi-
nence in narive American skulls.”® In contrast,
osteoarthrosis could not be predicted according to
attrition severity in 18th century Londoner,”
Romano-British,” or contemporary American®
skulls. Findings from skull studies are difficult to
interpret because they usually cannot reliably control
for age, diet (related to functional wear), or gender.
A recently published skull study that was able to con-
trol for age found no more osteoarthrosis in skulls
with more severe attrition than those without.” The
absence of the overlying articular soft tissue data
makes in vivo comparisons to actual joint mechanics
in living populations purely speculative.”*
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In contrast to the morphologic, structural, and
peripheral etiologic concepts of bruxism, TMD symp-
toms may instead be related more to centrally induced
hyperactivity, Several studies point to bruxism as a
central nervous system disorder"" originating in the
limbic system and modulated in the cortex.* It has
been emphasized that masticatory movements are
driven by central pattern generators.***

Bruxism has also been described as a sleep disor-
der, related to emotional states.” There is evidence
that bruxism movements relate to changes in sleep
stages and are concurrent with generalized body
movements’ as well as with REM sleep.* It is evident
that general body movements cannot be explained by
an occlusal etiology.” Similarly, Rugh et al*? point out
that bruxism in symptomatic individuals predomi-
nantly occurs during REM sleep and can be differen-
tiated from bruxism occurring in asymptomatic sub-
jects, which is usually limited to non-REM sleep.

Only two studies were found that examined
dental attrition levels in defined patient popula-
tions, but they were contradictory. Arttrition sever-
ity in one study did not differentiate patients with
arthrographically confirmed disc displacement
from patients without derangement.”® In contrast,
greater attrition severity was reported in patients
with reciprocal clicking who progressed to nonre-
ducing disc displacement over a 3-year period than
in patients whose condition remained stationary.**

The purpose of this study was to investigate any
relationship of the cumulative record of dental
attrition measured on dental casts to differentiated
TMD patient groups. The null hypothesis was that
differentiated groups of TMD patients could not
be distinguished from matched asymptomatic sub-
jects according to dental attrition. Age was con-
trolled to control for the effects of functional wear.

Materials and Methods

Control Sample (Asymptomatic Normals)

One hundred men and 48 women without any
symptoms, signs, or history of TMD were screened
using an established protocol from a previously
described population of dental and dental hygiene
students® supplemented by consecutive male and
female patients across a wider age range from a
general dental practice.

Experimental Sample (TMD Patients)

Consecutive patients at the University of
California-Los Angeles Pain Management Center,
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Orofacial Pain Clinic and from a private practice
setting were assigned to five patient groups with
common diagnostic characteristics. These groups
have been previously distinguished as independent
by gender and age,* as well as by range of man-
dibular opening.””

Group 1: Disc Displacement With Reduction.
This group (40 women) was defined by clinical
signs of TM] reciprocal clicking, whereby the joint
sound corresponded to different positions on the
mandibular movement pathways, and the clicks
were reduced through chairside trial mandibular
repositioning. There was an absence of clinical
signs (crepitation) or radiographic signs (condylar
erosion, regressive or proliferative changes) associ-
ated with arthrosis.

Group 2: Disc Displacement Without Re-
duction. This group (26 women) was defined by
a history of TM] clicking prior to closed lock and
showed no clinical or radiographic signs of arthro-
sis.

Group 3: TM] Osteoarthrosis With a Prior
History of TM] Derangement. This group (50
women) was defined by the clinical presence of
crepitation and radiographic signs of significant
intracapsular osseous changes. The patients re-
ported a history of prior mandibular movement
restriction associated with an intracapsular TM]
interference due to clicking or locking.

Group 4: TM] Osteoarthrosis Without a Prior
History of Derangement (Primary Osteoarthrosis).
This group (39 women) was defined as in group 3,
but without any known earlier history of man-
dibular movement interference due to TM] click-
ing or locking.

Group 5: Myalgia Only. This group (42
women and 31 men) was defined by the presence
of four or more sites of moderate to severe tender-
ness in the masticatory musculature on palpation
and the absence of any symptom or sign of an
intracapsular TM] disorder.

All samples were examined according to the
same criteria.” The clinical groups with TM] dys-
function were also examined by serial tomo-
graphic imaging in the sagittal and frontal planes
of both TMJs. An oral radiologist interpreted the
results. The numbers of men in groups 1 (n = 10);
2 (n=2);3(n=4); and 4 (n = 4) were too few to
analyze.

Evaluation of Attrition

Dental casts were graded for severity and loca-
tion of wear facets (Fig 1). All scoring was per-
formed by a calibrated observer after consensus
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evaluation by both authors of 10 casts selected at
random.

The severity scoring was a contraction of the
method of Richards and Brown* abbreviated to
fewer groups because of the inability to absolutely
identify dentin exposure on dental casts. All scor-
ing was performed by one examiner according to
the following five-point scale: 0 = no wear; 1 =
minimal wear; 2 = noticeable flattening parallel to
the occluding planes; 3 = flattening of cusps or
grooves; and 4 = total loss of contour and/or denti-
nal exposure when identifiable.

The facets were graded in seven zones: incisor;
right and left canine; right and left premolar and
molar laterotrusion (Fig 1, a, c); and right and left
premolar and molar mediotrusion (Fig 1, b). The
worst-score finding was recorded in each zone.

The maximum possible laterotrusion score for
the posterior dentition was 2 premolar and 2
molar zones x 2 facet locations X maximum sever-
ity score of 4 = 32. The maximum possible
mediotrusion score for the posterior dentition was
2 premolar and 2 molar zones x 1 facet location x
maximum severity score of 4 = 16. The maximum
possible anterior score was 1 incisor and 2 canine
zones X 1 facet location X maximum severity score
of 4 = 12.

Analysis

It was important to control for functional wear,
supposedly occurring with age, so the study exam-
ined the differences in mean scores between each
patient group and the controls according to age.

Fig 1 Autrition score criteria (left and center): 1 = min-
imal wear of cusp or incisal tips; 2 = facets parallel to
the normal planes of contour; 3 = noticeable flattening
of cusps or incisal edges; 4 = total loss of contour and
dentinal exposure when identifiable. Locations a and ¢
correspond to contact in laterotrusion and location b
to mediotrusion posterior tooth facets (B = buccal; L =
lingual).



To increase the power through the use of sufficient
numbers of subjects and reduce beta-type errors
(defined as a statistical determination of no differ-
ence when one actually exists), 10-year age inter-
vals were used in the analysis (Figs 2 to 5). To
enable a valid prediction at a confidence level of P
< .01, 2.5 standard errors (SE) in the differences
between the means were used to isolate absolute
differences of the patient groups from the asymp-
tomatic controls. Analysis of covariance for age
and patient group (type III sum of squares, SS) was
used to predict differences in attrition scores
(SuperANOVA, Abacus Concepts, Berkeley,
California).

An assumption was made that the sample size
and the range of the attrition scores (0 to 60) per-
mitted the data to be treated as a conrinuous scale.
This was sustained by a strong correlation of
median to mean scores (r = .89). Individual differ-
ences from the mean were plotted on a scatter
chart for each patient group to test for residuals
and confirm normal distributions. A Games-
Howell post-hoe test for differences in the mean
attrition scores was performed to confirm differ-
ences between patient groups found with the
ANCOVA. To control for chance relationships
(alpha errors) in an extensive analysis involving
224 paired comparison tests, a difference of P <
.01 was interpreted to be a significant difference in
attrition rather than P < .0S.

Age versus attrition effects within patient groups
and intergroup patient comparisons were not con-
sidered in this study. Analysis of male patients was
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only conducted in a myalgia-only group because of
the low male prevalence within the other diagnos-
tic groups.

Results

The mean difference in attrition scores of the
asymptomatic controls from each patient group
(disease group score minus the asymptomatic con-
trols score) at each age range is shown in Figs 2 to
5. The results are divided into scores for the anteri-
or, laterotrusion, and mediotrusion segments. A
positive mean score difference represents greater
aterition in the patient group, and a negative mean
score difference means greater attrition in the con-
trols. The brackets around each score difference
represent +2.5 SE. A clinically useful predictor of a
difference in the scores (P < .01: equivalent to high
specificity) could only be assumed when the brack-
et was entirely above or below the zero line.

Anterior Attrition (Table 1, Figs 2 and 5)

Women older than age 59 in the specific group
with primary osteoarthrosis (group 4) showed a
trend for less attrition in the anterior dentition
than the controls (P = .0379). No other differences
were found in anrterior attrition scores for the
osteoarthrosis groups (groups 3 and 4), and no dif-
ferences were found at any age for the derange-
ment and myalgia groups (groups 1, 2, and §)
compared to the controls.

Table 1 Significant Trends Between Differentiated Patient Groups and Controls

(ANCOVA)*

Group Age Factor df SS it f Epe

Anterior attrition score
Women 60+ Disease 1 22.412 22.412 5909 038
Osteoarthrosis — Residuals 9 34.133 3.793

Posterior laterotrusive

ttrition score

g wgmen 20 t0 29 Disease 1 107.789 107.789 6.032 019
Osteoarthrosis + Residuals 36 643 263 17.868
Women 20 to 29 Disease 1 104.021 104.021 6657 017
Osteoarthrosis — Residuals 22 343.937 15.633

Posterior mediotrusive

allc:fI:?;::ore 40+ Disease 1 26.535 26.535 4.864 038

Residuals 23 125.465 5455

Myalgia

*Remainder of NS tests avallable on request to the authors
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Fig 2 Female anterior attrition scores. Mean score difference between each diagnosis and the asymptomatic female
control group for each 10-year age range. Brackets represent 2.5 x the SE. The 0-line represents no difference. (a) disc
displacement with reduction; (b) disc displacement without reduction; (c) osteoarthrosis with a history of prior derange-
ment; (d) primary osteoarthrosis; (e) myalgia only.
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Fig 3 Female mediotrusive attrition scores. Mean score difference between each diagnosis and the asymptomatic
female control group for each 10-year age range. Brackets represent 2.5 x the SE. The 0-line represents no difference.
(a) disc displacement with reduction; (b) disc displacement without reduction; (c) osteoarthrosis with a history of prior

derangement; (d) primary osteoarthraosis; (e) myalgia only.
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Fig 4 Female laterotrusive attrition scores. Mean score difference between each diagnosis and the asymptomatic
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disc displacement with reduction; (b) disc displacement without reduction; (c) osteoarthrosis with a history of prior
derangement; (d) primary osteoarthrosis; (e) myalgia only.
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Mediotrusive Attrition (Tables 1 and 2, Figs 3
and 5)

Younger males with a diagnosis of only myalgia
(20 to 29 years) showed less mediotrusive attrition
than the controls (P = .0105). Similarly, the female
myalgia-only patients showed a trend toward less
attrition in the younger group. The attrition in
women in the myalgia-only group increased with
age relative to the controls, becoming a statistical
trend after age 40 (P = .0377) at which point there
is greater attrition in the disease group. No differ-
ences in mediotrusive attrition were found at any
age range for the derangement and the osteo-
arthrosis groups (groups 1, 2, 3, and 4).

Laterotrusive Attrition (Table 1, Figs 4 and 5)

A strong trend for greater attrition was found in
the younger age group (20 to 29 years) in both
osteoarthrosis groups, namely those with a prior
derangement history (group 3) (P = .019) and
those without a prior derangement history (group
4) (P = .0171). No other differences in laterotru-
sive attrition scores were found for the osteo-
arthrosis patients in other age groups. Further-
more, no differences in laterotrusive attrition were
found at any age range for the derangement and
the myalgia groups (groups 1, 2, and §).

Discussion

This study examines whether the severity of den-
tal attrition is a useful parameter in differentiating
TMD patients from asymptomatic controls. Age
effects were controlled to neutralize the influence
of functional wear. We assume, therefore, that any
differences mainly represent a cumulative record of
bruxism. This study cannot, however, address the
static effects of clenching.

An earlier study of young adult nonpatients®
showed no association between dental attrition
and TM] clicking, TM] tenderness, or mastica-
tory muscle tenderness using the same protocol as
the present study. Inherently, osteoarthrosis and
disc displacement without reduction were not sig-
nificantly represented in that population. The pres-
ent study extends that investigation into typical
patients seeking trearment for TMD.

The results of this TMD patient study dem-
onstrate that dental attrition representing a chron-
ic bruxism habit does not distinguish these patients
from asymptomatic subjects. This suggests that the
effects of dynamic bruxism have been overstated
as a peripheral cause for TMD.
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Table 2 Significant Differences Berween Differentiated Patient Groups and

Controls (ANCOVA)*

Group Age Factor df SS s £ P
Posterior mediotrusive
attrition score
Men 20to 29 Disease 1 15.058 15.058 6.218 .011
Myalgia Residuals 69 150,182 2177

*Remainder of NS tests avalable on request to the authors

Games-Howell post-hoc test: Difference: 1.273 (Critical difference 0.971).

The controls were compared with patients dif-
ferentially diagnosed according to common clinical
characteristics. Although the classifications were
clinically defined, the selected patient groups had
been previously differentiated according to age,
gender, and range of motion™" and were consid-
ered valid independent groups. Earlier studies ana-
lyzed less specifically defined TMD patients or
combined all TMD patients into a single patient
group.” The authors believe that real differences
may be more evident when populations are more
specifically defined as in the present study.

Examination of attrition in males was restricted
to subjects with myalgia only (group 5) due to the
lower prevalence of male patients in certain disease
categories seeking treatment.™

Attrition in TMD Patient Groups

Derangement Groups (1 and 2). Because the
attrition scores for women with disc displacement
with or without reduction could not be differentiat-
ed from those in asymptomatic controls, the use of
attrition as a clinical predictor of derangement
pathology would have unacceptably low specificity.

Arthrosis Groups (3 and 4). Greater later-
otrusive posterior attrition was found in younger
patients (20 to 29 years) with TM] osteoarthrosis
than in the controls (Table 1, Fig 4). Laterotrusive
attrition could not, however, differentiate older
patients. This supports earlier speculation that
younger patients with osteoarthrosis may have to
be classified separately from older populations.™

It is speculated that the increased laterotrusive
attrition seen in younger osteoarthrosis patients is
a consequence of condylar changes associated with
rapidly developing arthrosis. We have previously
attributed the prevalence of reduced overbite™ and
anterior open bite” in osteoarthrosis patients to
intracapsular osseous changes. Similarly, the

204 Volume 7, Number 2, 1993

observed accelerated laterotrusive wear in young
osteoarthrosis patients in this study could be
explained by increased posterior tooth contacr sec-
ondary to intracapsular changes rather than to
occlusal etiology.

It has been speculated that increased posterior
attrition can cause osteoarthrosis.”™ If this were
indeed true, there would probably be an increase
in laterotrusive wear in derangement groups (1
and 2) because a proportion of them are expected
to progress to osteoarthrosis (group 3). How
ever, no elevation was found in laterotrusive attri-
tion In young women with derangement (groups 1
and 2). However, the design of this study was
cross-sectional, and patients were not followed
prospectively.

If condylar osteoarthrosis changes result in a
reduced overbite, the rate of anterior attrition
would be expected to decrease with age. Women
aged 60 years and older with primary osteoarthro-
sis showed a trend toward less anterior wear than
the controls (Table 1, Fig 2).

The study design precludes consideration of the
chronicity of osteoarthrosis development, except
for the younger patients. Thus, except for what
was considered the result of young person’s arthri-
tis, attrition does not appear to predict or be asso-
ciated with the presence of osteoarthrosis.

Myalgia-Only Group (5). Contrary to com-
mon belief, we found no support for attributing
muscle dysfunction to more advanced attrition
and thereby to dynamic bruxism habits. Men
under 30 years of age with myalgia showed signif-
icantly less mediotrusive atrrition than the con-
trols (Table 2, Fig 5). Similarly, less mediotrusive
attrition was observed in young women, but there
was no statistically significant difference.
Although there was a slightly clevated trend for
mediotrusive attrition in older female patients (40
to 50 years) with myalgia (Table 1, Fig 3), this



difference was nor duplicated in men and may be
a random finding. Conversely, the lack of differ-
ence in the older men may be due to a natural per-
sistence of the significant mediotrusion difference
in young men described above. There were no dif-
ferences in laterotrusive or anterior attrition
scores between the myalgia patients and the con-
trols at any age.

Evaluation of the Methodology

It is hypothesized that the rate of dental wear
may not be linear, but it may be phasic.! It is sus-
pected thar rates of vertical tooth wear may pro-
ceed more rapidly through score stages 1 and 2
until pressures are distributed over increasingly
broader facer areas (score 3). Then particles
released from irregular wear together with
microfracturing of enamel rods may act as an
abrasive causing acceleration of dental attrition
(score 4). At certain stages, attrition may proceed
very rapidly when dissimilar surfaces come in con-
tact, such as when exposed dentin meets enamel.
The present study deals with the cumulative record
of attrition and is not sensitive to the phasic nature
of wear or symptoms. It also does not address stat-
ic clenching.

The predominance of negative differences was
supported mainly by adequate sample size. How-
ever, some samples were marginally restricted,
and it is possible that no differences were found
where some differences might exist (beta-type
errors). Nonetheless, the consistency of the results
and a methodology employing strict and uniform
criteria, including blind data collected by a cali-
brated examiner, support acceptance of the nega-
tive findings. [n addition, the results were consis-
tent with those found by the same authors on
another independent population of nonpatient
young adults,® which further supports acceptance
of the results.

While some significant relationships to dental
attrition were found, it is important to maintain
proper perspective: only 5 out of 112 ANCOVAs
showed significance at P < .05, and only 1 at P <
.01. These could, therefore, be within expectations
for random findings. It must be concluded that
there is no clinically useful relationship of TMD
symptoms to attrition levels. Only one patient
group (young men with myalgia) showed a differ-
ence in attrition compared to the controls, but the
absolute mean score difference of —1.0 was actual-
ly very small. In clinical terms, the small differ-
ences discussed above are unlikely to be discernible
to the examining clinician.
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Conclusions

The results of this study have the following
impact on clinical decision making:

L. Dental attrition as an isolated variable should
not be considered as predisposing to TMD
problems.

Conversely, dental attrition should not be con-

sidered a consequence of an existing TMD dis-

ease, except possibly for laterotrusive attrition
in young adult osteoarthritis (or any rapidly
progressing arthritis).

3. Chronic mediotrusive and laterotrusive attri-
tion contacts appear to be common and have
little or no association to the presence of TMD
symptoms or disease. However, the present
study cannot address the effects of a sudden
imposition of occlusal interference through
reconstruction or orthodontics, which is equiv-
alent to an acute experimental interference.

4. The lack of any evident attrition relationship to
TMD symptoms or disease when generalized to
the population suggests that this component of
any occlusal peripheral etiology has been over-
stated. It seems more likely that aterition-brux-
ism is an epiphenomenon of centrally mediated
neurologic activity, which has a variable rela-
tionship to producing symptoms.

5. Restorative treatment for attrition is defend-
able if the integrity of a tooth is compromised,
but the belief in restoring the structural effects
of attrition to treat current TMD problems or
to prevent anticipated TMD problems does not
appear to be supportable.

6. Because the controls showed similar attrition
scores to the patients, dentists should recognize
the potential for bruxism in all patients and
plan their standard restorative and periodontal
treatments accordingly where tooth integrity
and alveolar support is compromised.

7. Temporary control of an active bruxism habit
may still be desirable to relieve and gain con-
trol over acutely inflamed and painful tissues in
dysfunctional patients. However, short-term
control of a bruxism habit does not imply an
occlusal etiology or an indication for occlusal
treatment.

=]
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Resumen

El grado en que la atricién caracteriza a grupos difer-
enciados de pacientes con desérdenes temporo-
mandibulares

Se clasifico la severidad de la atricion dental como el registro
cumulativo de los desgastes parafuncionales y funcionales, por
medio del analisis de modelos de estudio utilizando una
metodologia establecida. Se compard la severidad de la atricién
en los siguientes segmentos: anterior, mediotrusidn posterior, y
laterotrusion posterior. Los puntajes de atricion en el grupo
totalmente asintomatico (control) compuesto por 48 mujeres y
100 hombres fueron comparados a los de 239 mujeres y 31
hombres diferenciados en 5 grupos de pacientes afectados por
desérdenes temporomandibulares. Tales grupos fueron los
siguientes: (1) desplazamiento del disco con reduccion, (2)
desplazamiento del disco sin reduccion, (3) osteoartrosis con
historia de malfuncionamiento intero previo, (4) osteoartrosis
sin historia de malfuncionamiento interno previo, y (5) mialgia
solamente. Tados los pacientes del sexo masculine pertenecian
al grupo afectado por mialgia. Las edades fueron agrupadas en
el analisis de control del desgaste funcional. Las comparaciones
entre los pacientes y los controles fueron hechos conforme a
intervalos de edad de 10 afos. Los analisis realizados
incluyeron el ANCOVA (Analisis de Covarianza) el cual se con-
firmé por medio de una prueba de Games-Howell, después,
con un P < .01 interpretado como una diferencia significativa en
el puntaje de atricion. Sélo 1 de 112 ANCOVAS demostraron
una diferencia significativa, en cuanto que los varones jévenes
de 20 a 29 anos de edad que sufrian de mialgias y guienes sola-
mente presentaban atricion, en mediotrusion inferior en com-
paracion a los varones que servian de control. Por lo tanto seria
dificil si no imposible el diferenciar entre los pacientes y los que
no calificaban como pacientes, basados en la severidad de la
atricion dental. Por consiquiente, el papel oclusal periférico eti-
clégico de la atricion es cuestionable en los desdrdenes tem-
poromandibulares. Se elaboran algunas implicaciones clinicas.

Zusammenfassung

Kann die Abrasion Patienten mit unterschiedlichen
Formen von Myoarthropathien des Kausystems unter-
scheiden?

Die Schwere der dentalen Abrasion. die das kumulative
Resultat von parafunktioneller und funktioneller Abnutzung ist,
wurde durch Modellanalysen mittels einer etablierten Methodik
quantifiziert. Die Abrasion wurde jeweils im Frontzahnbereich
und an Mediotrusionssowie Laterotrusionsfacetten im
Seitenzahngebiet verglichen. Der aus 48 Frauen und 100
Mannern bestehenden vollig symptomfreien Kontrollgruppe
wurden 239 weibliche und 31 mannliche Patienten
gegenubergestellt. Letztere waren in 5 Gruppen eingeteielt: (1)
Diskusverlagerung mit Reposition, (2) Diskusverlagerung chne
Reposition, (3) Arthrose mit vorausgegangener
Diskusverlagerung, (4) Arthrose ohne vorausgegangene
Diskusverlagerung und (5) Tendomyopathie. Alle mannlichen
Patienten gehorten zur Tendomyopathie-Gruppe. In der
Analyse wurde das Patientenalter berticksichtigt, um die funk-
tionelle Verschleisskompanente miteinzubeziehen. Die
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Vergleiche zwischen den Patienten und den Kontrollpersonen
wurden nach Einteiung in Altersgruppen mit 10-Jahresintervallen
vorgenommen. Die Daten wurden statistisch mit dem ANCOVA
und dem Games-Howell post-hoc Test auf eine Signifikanz von
P < .01 untersucht. Nur 1 von 112 ANCOVAs zeigte einen sig-
nifikanten Unterschied zwischen Patienten und
Kontrollpersonen. Junge Manner zwischen 20 und 29 Jahren
aus der Tendomyopathie-Gruppe wiesen weniger Abrasion an
unteren Mediotrusionsfacetten auf als Kontrollpersonen. Es ist
daher schwierig, wenn nicht sogar unmaglich, anhand des
Abrasionsgrades Patienten von asymptomatischen Personen zu
unterscheiden. Folglich ist es fragwirdig, ob die Abrasion als
okklusaler peripherer Faktor eine wichtige Rolle bei der
Entstehung von Myoarthropathien spielt.
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