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RESUMEN

En la etiologia de la periimplantitis marginal se describen un
factor infeccioso y otro biomecanico, por sobrecarga oclusal.
Los trabajos experimentales y clinicos orientados a factor
biomecanico son escasos, a igua que los estudios sobre
histopatol ogia asociada a la periimplantitis.

Presentamos un caso de periimplantitis marginal en unimplan-
te de zona molar mandibular, causado por sobrecarga oclusal,
gue provocod un defecto 6seo en la cresta marginal. El trata-
miento consistio en un gjuste oclusal, € retiro quirdrgico del
tgjido contaminado y un injerto de hueso autdgeno, lo cual di-
fiere del tratamiento habitual en la periimplantitis infecciosa.
En el andlisis histolégico del tejido periimplantario encontra-
mos un infiltrado linfo-plasmocitario yuxtaepitelial y unazona
central de tejido fibroconectivo denso, con escasa células
inflamatorias, que difiere del tgjido inflamatorio crénico aso-
ciado a la periimplantitis infecciosa. El control clinico y
radiogréfico a 12 meses evidencié laremision del cuadroy re-
cuperacion 6sea de la crestamarginal .

Estimamos que en e tratamiento de la periimplantitis margi-
nal, es necesario continuar los estudios acerca de las diferen-
ciashistolégicas entrelos cuadrosinfecciososy aquellos origi-
nados por sobrecarga oclusal.

Palabras clave: Periimplantitis marginal, periimplantitis,
implantitis, sobrecarga oclusal.
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INTRODUCCION

Laperiimplantitis marginal esun proceso inflamatorio que afec-
ta alos tejidos alrededor de un implante oseointegrado y que
causa pérdida de soporte dseo marginal (1,2). En su etiologia
se han descrito las infecciones bacterianas (3-5) y la sobrecar-
gaoclusal (6,7), ademés de la posibilidad de combinacion de
estos factores (8,9).

Los estudios experimentales sobre animales se han centrado
principalmente en el factor infeccioso, induciendo la
periimplantitis mediante ligaduras (10-13). En laperiimplantitis
inducida mecénicamente, son pocas las referencias (6,14). De
igual modo, encontramos mas estudi os microbiol 6gicos sobre
la periimplantitis (15-18), que estudios histol 4gicos sobre im-
plantes perdidos o afectados por periimplantitis (19-21). Piatelli
y cols.(19-20) resdltan la importancia de estos Ultimos para
determinar la causadel fracaso implantol 6gico.

Presentamos un caso de periimplantitis marginal, en un molar
mandibular, originado en una sobrecarga oclusal, cuyo trata-
miento consistié en un gjuste oclusal y promocion Gsea me-
diante un injerto de hueso autégeno tomado de un torus
mandibular. Queremos demostrar la importancia de la sobre-
carga oclusal como factor etiolégico de la periimplantitis, re-
portar las diferencias histol 4gicas que encontramos respecto a
las descritas en la periimplantitisinfecciosaeinformar sobre el
enfoque terapéutico exitoso, en nuestro paciente.

CASO CLINICO
Hombre de 46 afios, sin antecedentes patol 6gicos rel evantes,
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no fumador. Se le realiz6 una rehabilitacion fija sobre un im-
planteunitario (1TI® SLA. Straumann. Walderburg-Switzerland
) colocado en zonade 3.6. A los 6 meses de cementadalacoro-
na, acudié acontrol sinrelatar sintomatol ogiaasociada. Al exa-
men clinico se detect6 un leve enrojecimiento de la mucosa
adyacente al implante y una bolsa periimplantariade 6 mm de
profundidad, con leve sangramiento al sondaje. El papel de ar-
ticular mostro un contacto prematuro sobre corona protésica.
En la radiografia panordmica se observd un é&rea
radiotransparente en el hueso marginal a 3.6 (Fig. 1).

Se realiz6 el talado oclusal de la corona protésica. Posterior-
mente, se levanté un colgajo mucoperidstico desde 3.5 a 3.7,
observandose un rodete detejido blando de aspecto fibroso que
ocupaba un defecto Gseo periimplantario marginal a 3.6 (Fig.
2). Seprocedio aretirar el tejido patol égico con curetas plésti-
casy fue enviado a estudio anatomopatol dgico. La superficie
del implante se descontaminé con gel de clorhexidinaa 0.2%
durante 2 minutos eirrigacién con suero fisiolgico. El colgajo
fue ampliado para acceder a un torus mandibular lingual en
zona de premolares ipsilateral, el cua se extrgo y particuld
para servir de autoinjerto. El colgajo fue reposicionado y se
suturd con seda 3.0. El paciente fuereinstruido en higiene oral,
se prescibid ibuprofeno 600 mg cada8 hrsx 4 diasy colutorios
con digluconato de clorhexidina al 0.12% 2 veces al diax 2
semanas.

El andlisis histopatolégico evidencio un tejido epitelio-
conectivo, con abundante infiltrado linfo-plasmocitario
yuxtaepitelial. Bajo la zona superficial, se aprecid un tegjido
fibroconectivo denso con escasa células inflamatorias.

A los 12 meses de realizado €l tratamiento quirdrgico, en una
radiografia se observé larecuperacion 6seamarginal (Fig. 3) y
un aspecto clinico de normalidad, con ausencia de
sintomatol ogia.

DISCUSION

La sobrecarga oclusal en el implante puede originar pérdida
Osea marginal (10,12-14). Microfracturas dan origen a un de-
fecto Gseo sin fendmenos inflamatori os afiadidos (22). Sin em-
bargo Hurzeler y cols.(23), en un trabajo experimental en mo-
nos, no encontraron pérdida 6sea marginal significativaen la
sobrecarga oclusal de implantes. Miyatay cols. (14) también
en monos, demostraron que sobrecargas oclusal esinducidas por
una supraestructura de 100 um de altura, no provocaban pérdi-
da 6sea en implantes cuya enciamarginal estaba sana. Al indu-
cir inflamacién, lapérdida 6sea fue notable. En supracontactos
de 180 um o0 més s se producia reabsorcion dsea periim-
plantaria, aunque no hubiera inflamacién periodontal previa.
Esto demuestra que una sobrecarga oclusal puede quebrar el
equilibrio de salud periodonta y que la inflamacién gingiva
previa, disminuye lamagnitud de |a sobrecarga necesaria para
provocar una pérdida ésea. En nuestro caso, fue la sobrecarga
el principal factor asociado ala periimplantitis.

En el tratamiento de la periimplantitis encontramos diversos
enfoques terapéuticos centrados en el carécter infeccioso dela
enfermedad (24,25), en los cuaes la destoxificacion y trata
miento delasuperficieimplantaria; y el uso de antimicrobianos
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sistémicos son importantes. La etiologia biomecénica de la
periimplantitis, en nuestro caso, nos hizo considerar la elimi-
nacion del supracontacto, el autoinjero dseo y el uso de anti-
séptico tépico como terapia elegir, 1o cua se diferenciade los
tratamientos, a similar destruccion 6sea, descritos en lalitera-
tura (24).

El estudio histoldgico del tegjido encontrado sobre el defecto
0seo periimplantario, reflejé un predominio fibroconectivo,
sobre el inflamatorio, lo que difiere de los hallazgos informa-
dos por Piattelli y cols. (19,20) en 54 implantes pérdidos por
periimplantitis, en los cuales observan secuestros 6seos sobre
la superficie implantaria, en el 10% de los casos; |a presencia
de gran cantidad de bacterias y un infiltrado inflamatorio cré-
nico (macréfagos, linfocitos y células plasméticas). Sin em-
bargo se asemeja bastante a la descripcién, dada por los mis-
mos autores, acerca de su estudio histol 6gico en implantes ex-
traidos por movilidad clinica, en los cuales observan un tegjido
conectivo fibroso denso en la interfase diente-implante, con
ausencia de céulas inflamatorias. Coincidimos con €llos, res-
pecto alaimportancia de los hallazgos histol égicos para deter-
minar |as causas de fracasos implantol 6gicos.

ENGLISH

Marginal peri-implantitis due
to occlusal overload. A case
report

URriBE R, PERARROCHA M, SancHISIM, GARcia O. MARGINAL PERI-
IMPLANTITIS DUE TO OCCLUSAL OVERLOAD. A CcASE REPORT. MED ORAL
2004;9:159-62.

SUMMARY

Theetiology of marginal peri-implantitis describes an infectious
factor and a biomechanical factor resulting from occlusal
overload. Clinical and experimental articles oriented to the
biomechanical factor are scarce, so as the studies about the
histology associated to periimplantitis.

We present acase of marginal peri-implantitison animplant in
the mandibular molar zone caused by occlusal overload, which
led to an osseous defect on the marginal crest. The treatment
was composed of occlusal adjustment, removal of contaminated
surgical tissue, and autogenous bone graft, which varies from
the common treatment of infectious peri-implantitis. Histologic
analysis of peri-implantitis tissue reveals a juxtaepithelial
lympho-plasmocytorious infiltrate and a central zone of dense
fibro-connective tissue with scanty inflammatory cells, which
differs from the chronic inflammatory tissue associated with
infectious peri-implantitis. Clinical and radiographic follow-
up control after 12 months evidenced the remission of the
symptoms and bone regeneration on the marginal crest.

We consider that in the treatment of marginal peri-implantitis,
it is necessary to continue the studies on the histological
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differences between the infectious types and those that are
caused by occlusal overload.

Key words: Marginal peri-implantitis, peri-implantitis,
implantitis, occlusal overload.

INTRODUCTION

Marginal peri-implantitisisan inflammatory processthat affects
the surrounding tissues of an osseous-integrated implant and
that causestheloss of marginal osseous support (1,2). Bacteria
infections (3-5) and occlusal overload (6,7) have been described
in its etiology, as well as the possibility of a combination of
these factors (8,9).

Experimental studies on animals have mainly been focused on
the infectious factor, inducing peri-imlantitis by means of
ligatures (10-13). In the mechanically induced peri-implantitis
reference is inadequate (6,14). In the same manner, we
encountered more microbiological studies made on peri-
implantitis (15-18), than histologic studies on the lost implants
or implants affected with periimplantitis (19-21). Piatelli and
colleagues (19-20) point out the importance of the latter to de-
termine the cause of the implant failure.

We present acase of marginal peri-implantitis on amandibular
molar caused by occlusal overload. Treatment consisted in
occlusal adjustment and in promoting bone regeneration by
means of autogenous bone graft taken from atorus mandibularis.
Our aim isto show the importance of the occlusal overload as
an etiological factor of the peri-implantitis, to report the
differencesthat we encountered with respect to what isdescribed
of infectious peri-implantitis, and to inform of the successful
therapeutic goal on our patient.

CASE REPORT

A 46 year old man, non-smoker and of no relevant pathologic
medical background. Fixed prosthetic rehabilitation was done
on a single unit implant (ITI SLA. Straumann, Walderburg-
Switzerland) located on the area of 36. On the follow-up con-
trol, 6 months after cementation, no associ ated symptomatol ogy
was expressed. Clinical examination showed a slight redness
of the mucosa adjacent to the implant, as well as a 6mm deep
peri-implant pocket that bled slightly with aprobe. Articulating
paper evidenced positive premature contact on prosthetic crown.
Panoramic radiograph revealed a radioluscent area from the
margina bone towards 36 (Fig.1).

Occlusal reduction on prosthetic crown was done. Afterwards
amucoperiosteum flap was performed from 35 to 37, observing
asoft tissuerollof fibrous aspect that occupied amarginal peri-
implantitis bony defect towards 36 (Fig 2). The removal of the
pathol ogic tissue was done with plastic curettes and was sent
for anatomopathologic studies. The implant surface was
decontaminated with 0,2% chlorhexidine gel for 2 minutesand
irrigated with physiologic solution.

An extensive flap was done to access a lingual torus
mandibularis on the ipsilateral premolar area, which was
extracted and broken down into particlesto serve asan autograft.
The flap was positioned back to its place and sutured with 3.0
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Fig. 1. Imagen radiogréfica de la pérdida 6sea marginal a implante.
Radiographic image of the marginal bone loss on implant.

Fig. 2. Vista del defecto 6seo periimplantario, cubierto por tejido de aspecto
fibroso en formade “collarete”.

MView of a peri-implantitis osseous defect, covered by a fibrouslooking tissuein
the form of a collar.

Fig. 3. Detalle de radiografia panordmica donde se observa la recuperacion
6seamarginal a implante transcurrido un afio.

Detail on panoramic radiograph where marginal bone regeneration onimplant
after one year is observed.
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silk. Oral hygiene instructions were again given to the patient
and was prescribed with 600mg ibuprofen every 8 hours for 4
days and 0.12% chlorhexidine digluconate mouthwash 2 times
aday for 2 weeks.

The histopathologic analysis revealed an epithelial connective
tissue, with abundant juxtaepithelial lympho-plasmocitarian
infiltrate. Below the superficial zone, a dense fibro-connective
tissue with few inflammatory cellsis appreciated.

12 months after surgical treatment radiograph revealed margi-
nal bone regeneration (Fig.3) and normal clinical aspect, with
the absence of symptomatol ogy.

DISCUSSION

Occlusal overload on an implant can originate marginal bone
loss (10, 12, 14). Microfractures give rise to an osseous defect
without including inflammatory phenomena (22). However, on
an experimental study on monkeys, Hurzeler and colleagues
(23) did not find significant marginal bone loss on implants
with occlusal overload. Also on monkeys, Miyataand colleagues
(14) showed that occlusal overload induced by asuprastructure
of 100umin height did not provoke bonelosson implantswhose
margina gingiva was healthy. Upon inducing inflammation,
bone loss was significant. In a premature contact of 180um or
more peri-implant bone resorption was produced, even though
there was no previous periodontal inflammation. This shows
that occlusal overload can break periodontal health equilibrium
and that previous gingival inflammation decreases the
magnitude of the overload necessary to provoke bone loss.
Occlusal overload wasthe principal factor associated with peri-
implantitisin our case.

In the treatment of peri-implantitis we encounter diverse
therapeutic objectives aimed at the infectious character of the
disease (24, 25), in which the detoxification and treatment of
theimplant surface; and the use of systemic anti-microbic agents
are important. The biomechanical etiology of the peri-
implantitis, in our case, made us consider the elimination of
premature contacts, the autogenous bone graft and the use of
topical antiseptic as the therapy of choice, which differs from
other treatments of cases with similar bone destruction as
described in the literature (24).

The histologic study of the tissue encountered on the site of the
bony peri-implant defect reflected fibro-connective
predominance over the inflammation, making it different from
the findings reported by Piattelli and colleagues (19,20).
Wherein 54 failed implants due to peri-implantitis, in which
bony sequestrationsover theimplant surfacewerefound in 10%
of the cases, indicating the presence of agreat quantity of bac-
teria and chronic inflammatory infiltrate (macrophages,
lymphocytes and plasmatic cells). However, it is quite likened
in the description given by the same authors, on the histologic
studieson implantsextracted dueto clinically observed mohility.
In which a fibrous connective tissue is observed in the tooth-
implant interphase, with the absence of inflammatory cells. We
coincide with these authors with respect to the importance of
the histol ogi c findingsin determining the causes of implantology
failures.
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