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TMEPIAHWH: H mepiakpoppICikn epguteupatiky BAGPN
@aivetal Ot dev eivarl eviaia ovtdtnta oe OAeG TIG TEPI-
TWOEIG TIou avagépovtal otn PiAioypagia. H donrn
VEKPWON iowg eival pia artia yia oplopéveg Tetoleg PAG-
Beg, evw n apouoia pikpoopyaviopwy dev eival mdvia
avIXVeUOIUn PE KAQOIKEG TEXVIKEG.

[Napoucialetal MepiMmwaon eUQUTEVPATIKAG TTEQIAKPOP-
PICIKAG BAGPNG oe dppeva acBevr| Tou UTTOPARBnKe o€
e&aywyr) Tou |2 kai dpeon TomofEtnon eppuUIEUPATOS
otn Béon aut). Okt priveg apydtepa pia PQUTEUHA-
Tk TTepIakpopPIdik BAGBN amokaAlgbnke tuxaia a-
Kuivoypagikd. Metd and xeipoupyikr) digpedvnon Kai
eEaipeon g PAGPNG autr| egetdotnke IotomaBoioyikd
kal dikpoPioroyikd. To epglteupa avikatactddnke pe
€va JeyaAUTEPOU UNKOUG Kal CUYXPOVWG  EYIVE KATEU-
Buvopevn ootk avayévwnon. ATé T PeAETn TG PAG-
Bng kai v mapakoAoubnon tou aoBevr} dev TPOEKU-
We €vdeign Mofpwéng mou Ba propolce va evoxorroin-
B¢l oav artia yia v epguteupatikyg PAGPn, clppwva
Opwg pe tn PiBNoypagia n Aofuwgn Sev pmopsl va
amokAeIoTel pe KAQOIKY 1GTOAOYIKY Kal HIKPOBIOAOYIKH
e&gtaon.

AEZEIEZ KAEIAIA: TlepiakpoppIik  eUOUTEUNATIK
BAGBN, 1otohoyikr e€€taon

SUMMARY: Implant periapical lesion (IPL) is probably
not a uniform entity in all cases presented in the litera-
ture. Asseptic bone necrosis may be a cause for some
of the IPLs, whilst the presence of microorganisms is
not always detectable with conventional methods.

A case of IPL in a male patient who underwent an
extraction of |2 tooth and an immediate implantation
at this site is presented. Eight months postoperatively,
an IPL was revealed on radiologic examination. After
surgical exploration, the IPL was removed and exam-
ined histologically and microbiologically. The implant
was replaced with a longer one and a bone regenera-
tion procedure was simultaneously carried out.

From the study of the lesion and the patient’s follow-
up, infection cannot be considered as primary cause in
formation of presented IPL, but literature data suggests
that classic histology and microbiology cannot exclude
infection from IPL causatives.
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EIZAITQrH

Mepiepputevpatitida eival n gAeypov Twv 10TOV YUpw
and éva eP@UTEUNA, TTOU OQEINETAl OE OUYKAEIOIAKN
UTIEPPOPTION OUVOUACHEVN HE TO HIKpoPiakd TTapdyo-
via (Albrektson «kar Isidor, 1994). H epguteupauki
niepiakpoppICikry PAAPN (IPL) mou avagépetal kai wg
avdotpogn 1 akpopEI(iky TepleppuTEUpatitida, ival
pia dlapopetikr artia anwAeiag epgutelpatog, dedo-
pévou Ot Sev OxeTiCeTal he oUyKAEIoIaKr UTEPQOPTION.
‘Exel mpwtoavagepBel Tpo  eikooagtiag mepimou
(McAlister kar ouv. 1992) kai mapd to yeyovdg Ot €xel
eupéwq oulntndei, n armoAoyia ng mapapével adieu-
kpiviotn (Ayangco kai Sheridan, 2001, Flanagan, 2002).
Meta&U twv armwv g IPL éxouv avayvwpliotel mpou-
ndpxouoeg ry/kar yervidCouoeg ootikég PAAPeG, petd-
Soon Moipwéng amd yertovikd dévu | tpalpa katd v
toroBgtnon. H Baoikr diagopd tng IPL and v armo-
Tuxia ooteoevowpdtwong eival 4T n TPWTN evromiCetal
OTNV aKkPOPPEICIKY TTIEPIOXT] VOGS AdN EVOWHATWHEVOU
gpguteUpatog (Ayangco kai Sheridan, 2001). H ouxvo-
tnta g IPL umohoyiCetar mepimou oe 1,5% (Quirynen
kar ouv. 2005)

2komdg NG Tapousiacng TG mapodoag MePmwong
efval 0 oUOXETIOPOG TNG APECNG PETEEAKTIKNG TOTTOOE-
Nong ePeuUTelpatog pe v avdmuén piag IPL oty
idia Béon, oe aoBevr) xwpig dMa mpoPAiuata uyeiag,
kabwg kal n mapousiaon TG OVIGTNTAG OMWG avayVw-
piCetal kai tagivopeitar ot BiBAoypaepia.

MEPI®PADH MEPINTQXHZ

Avdpag 50 etwv mpoonABe pe emiunkeg kdtaypa tou
evbodovtikd Bepareupévou kal e avaciotaon puAng
[2. YoPAiOnke oe eEaywyr) tou mAayiou TopEa kai
dueon pete€akukr tomofétnon evdg pIldpoppou
EHUTEUPATOC Prkoug |3 mm otn Béon autr), mpokel-
pévou va diatnpenboulv ol diaotdoelg Tou Aatviakou
ootoU otnv Aeyopevn aiobnukry ¢wovn (Eik. 1). Mpiv v
TOTIOBETNON TOU EPPUTEUNATOG Eyive OXOAATTIKY aro-
Eeon kal akTivoypagIkag EAeyxog tou gatviou. H dnpi-
oupyia tou ppeatiou €yive xeipokivnta, Kote va diatn-
pnBolv ta ootikd tepaxidia, ta omola ouveMéynoav
Kkal otolBdxOnkav yUpw amd To eppUTEUNAa Tou ixe
pUNKkr) Sidpetpo 42 mm  (Lance, Medical Implant
Systems, Slomi, lIsrael). TomoBetibnke emiong pia
anmopEOQNOIUN HEPPEAVN OTNV KOPU®H TNG QAtVvIakAig
akpolopiag, dmou otepewdnke pe tn Bida kaAuyng tou
gpoutelpatoc. O mapeiakdg oUNKOG Kpnpvog ameheu-
Bepwbnke Pe umookaer Wote va Pmopel va ouppagpel
XwpiG tdon. ‘Eva priva peteyxeipntikd o aktivoloyikdg
Eheyxog €eiEe T OTO PECO TIEPITIOU TOU EPQUTEUA-
106 n evowpdtwon kabuotepoloe (Eik 2). Téooepig
HAVEG PETA TV ToTToBETNON, KaTd TV TPOoBEeTIKr aro-
katdotaon, mapampenonke pikpr) didotaocn mdvw amd

Bevéng I. kar ouv./Venetis G. et al.

INTRODUCTION

Peri-implantitis is the inflammation of peri-implant tis-
sue and is caused by the combination of occlusal over-
load and bacterial factors (Albrektson and Isidor, 1994).
The implant periapical lesion (IPL) also referred to as
retrograde or apical peri-implantitis, is a different rea-
son for implant failure, since it is not related to occlusal
overload it has been reported since approximately
twenty vears (McAlister et al. 1992) and despite broad
discussion, its etiology remains unclear (Ayangco &
Sheridan, 2001, Flanagan, 2002). A pre-existing or
neighboring bone lesion, infection from an adjacent
tooth or traumatic placement have been recognized
among possible causes for IPL. The entity differs from
osteointegration failure as it usually occurs at the peri-
apical area of an osteointegrated implant (Ayangco &
Sheridan, 2001). The incidence of IPL is estimated on
about 1,5% (Quirynen et al, 2005)

The aim of the present case report is to correlate the
immediate post-extraction implantation with the devel-
opment of an IPL at the same site in a healthy patient
and to present the entity as it is identified and classified
in literature.

CASE REPORT

A 50-year-old male patient who sustained a longitudi-
nal fracture of the root of the |12 tooth which was
endodontically treated and fully restored with an intra-
root pin, was examined. He was subjected to extrac-
tion and immediate placement of a |3 mm root-shaped
implant at the extraction site (Fig. |) in an effort to
maintain the dimensions of the alveolar crest in the so
called aesthetic zone. A careful curettage of the socket

Eic. 1: H Béon tng e€aywyng Eik. 2: Mepiakpoppidikr aktivoypaeia éva priva petd v
(6€&16G MAdyIog TopEaq) petd ToToBEtnon Tou epguTeElpatog. H ooteosvowpdtwon
v anodgeon Kkai mpiv Ty e&eNiooetal, alMd oTo PECO TOU ePUTEUHATOG UMdpXel

TomoBEtnon Tou epgutelpatog.  akdun aktvodialyaon.

Fig. I: The extraction site (right ~ Fig. 2: Periapical radiograph one month after implant
lateral incisor) after curettage placement. The osteointegration proceeds but at the

and before implant placement. middle of the implant length a radiolucency is still present.

Apxeia EMnvikig 2topatikrig & M'vaBompoowrikig Xeipoupyikic/
Hellenic Archives of Oral and Maxillofacial Surgery



Epguteupatikiy akpoppidikry BAdBn/Implant periapical lesion

39

Eix. 3a: Téooepig priveg petd v
arokatdotacr). AMWAEIQ TG OUNIKAG
TPAoQUONG Yyia Tepimou | xIA, xwpig va
napatnpeftar kivnukdtnta (BENog).

Fig. 3a: Four months after restoration.
Loss of gingival attachment for about|
mm. No mobility observed.

™ Pida kdAuyng, mou Sev Eemepvouoe tn SIAUETPS TNG.
Téooepig Prveg petd ) @option (8 ouvolikd prjveg
petd v tomobEtnon), o aoBeviig Tmapamoveébnke yia
TNV Tapousia piag nUiceAnvoeidolg okidG ota oUAa
yUpw amd to epputeupa (Eik. 3a) kar katd Tov emavé-
Aeyxd Tou N Vvéa TepiakpoppIdikr aktvoypaeia (Eik.
3B) ouykpivopevn pe tnv o 7 privou AngBeioa (Eik.
2) emPePaiwve v ootk anwAeid -2 mm auxevikd
Kal, emMMA€oy, amokdAutTte pia Sialdyaon TepIEUPUTEU-
patikd, yUpw and To akpoppPI{iko PUEPOG TOU EPQUTEU-
HaTog.

‘Eyive xeipoupyikiy Sigpelvnon oty akpoppIdiki
BAGBN, pe TepieyxeipnTKA kAAuyn tou aoBevr), Suo
WPEC TIPIV KAl TPEIG PEPEG PETEYXEIPNTIKG, e amd Tou
oTOPAatog apo&ukiAivn. AlamotwOnke n TIapousoia Kok-
KIOSOUG 10ToU amd To akpopPICio PéXpl TO PECO ToU
epputelpatog (Eik 4a kar B), eved to epguteupa Oev
mapouoiale kAhvikd avuinm] kivnukotnta. Qotdoo,
AOyw TNG €Ktaong NG ooTIKAG aMWAEIAg n mpootdbeia
armokoxAiwonG Tou eleutelatog dev ouvdvinoe 1diai-
Tepn SUOKOAI@ Kal TO eU@UTEUNA apaIPEBNKe XwpIig
EKTPOXIONO 0O0TOU. 2T OUVEXEID APaIPEBNKE O PAey-
povwdng KokkiwdNg 10td¢ g IPL kar éyive oxoAaot-
kr) and&eon tou ootou. Mia kokkiwpatwdng PAARN dia-
PETPOU 2mm  evIoTiioTnKe OTO aKkpoppidio tou |3,
XWPIG OPWG EMKOVWVIA ToU |3 e TNV EPQUTEUHATIKA
BAGBN kai apaip€dnke ouyXPOVWG e AKPOPPICEKTON
tou 13 (B 5). To ootkd gpeduo yia tomobetnon
eppUTELPATOG epPabivnke péxpr ta 16 mm, ta oot-
K4 Tepaxidia ouveMéynoav kar AN, avapixbnkav pe
aMopdoxeupa (Biogen, Torino, ltaly) kai tomoBetridn-
Kkav xeINKd OTou Jid PepPpdvn KAAUYE OTn OUVEXEID
OAn T BAGPN, petd kar amd avukatdotaon tou eaipe-
Bévtog epgutelpatog pe KUANVOPIKS prkoug 16 mm
kai Siapérpou 4,2 tou dlou kataokeuaotr (Biocom

Eic. 3B: Akuvodiadyaon yipw
and to akpopPpEICIKS Tua Tou
epeuTEUPatog (BEAn), 6 prjveg
petd v torobétnon.

Fig. 3b: A radiolucency around
the apical portion of the implant
six months postoperatively.
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Eik. 4a: Epouteupatikr mepiakpoppidiki
BAGPN, kaAd mepiyeypappévn.

Fig. 4a: Well circumscribed implant
periapical lesion.

walls was carried out before drilling of the bone. The
drilling procedure was performed with a hand-held drill,
in order to preserve the bone chips, which were col-
lected and packed around the conical-shaped, 4.2 mm
crestal-diameter implant (Lance, Medical Implant
Systems, Slomi, Israel). An absorbable membrane was
placed at the alveolar crest and fixed with the cover
screw of the implant. The gingival flap was undermined
to close without tension. At one month postoperative
follow-up, a radiograph showed a delayed integration
process around the middle of the implant (Fig. 2). At
the time of prosthetic restoration (4 months after
insertion), a small diastasis was observed over the
implant, not exceeding the diameter of the coverscrew.
Four months after loading (8 months postoperatively),
the patient complained for the presence of a ““crescent-
shaped grey zone at the gums around the implant” and
was recalled for examination. The clinical picture (Fig.
3a) and a new periapical radiograph (Fig. 3b), com-
pared to that taken seven months previously (Fig. 2)
confirmed a -2 mm crestal bone loss and revealed a
peri-implant radiolucency localized around the implant
apex.

Surgical exploration was performed at the periapical
lesion under prophylactic coverage with amoxycillin per
os two hours before and for three days after surgery.
A granulomatous lesion was found to expand from the
apex to the middle of the implant (Figs. 4a and b), and
although there was no clinically obvious mobility the
implant was easily unscrewed and removed. The
inflamed granulation tissue was removed next, and
bone curettage was meticulously performed. Although
there was no communication between the |3 tooth
and the implant lesion, a granulomatous lesion, 2 mm in
diameter, at the apex of the |3 tooth and was present

Eix. 4B: H agpaipeon g BAABNg
anmokdAUYE TUAPA TOU EJQUTEUUATOS
(Béhoo)

Fig. 4b: Removal of the lesion exposed the
half of the implant length.
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Eik. 5: Metd v agaipeon tou egQUTEUPATOG, O PAAAKOG 10TOG
agaipeftar and wm pIGikr Kal v PUAIKA Tiepioxr). Ze autr T @don
€yive Kal akpoppilextopr Tou |3 e avdotpoen €uppadn
aparyduatog (BErog).

Fig. 5: After removal of the implant the soft tissue is scraped from
the apical and the coronal side. At that time an apicectomy of the
I3 tooth was performed with a retrograde amalgam filling (arrow).

Eik. 6 To éMelppa kahdpbnke pe amoppo@rioin pepBpdvn.
Fig. 6: The defect was covered with a resorbable membrane.

2 -
Pl |

Eix. 7a: Aipato&uAivn ewoivn X 100: Zuvdetikdg
10T6G 0€ otevr| emagr) pe to ootoulv (B), xwpig
riapepfolr emBnAiakwv otoixeiwv.

Fig. 7a: Hematoxylin-Eosin X 100: Connective tissue
in close proximity to the bone (B) without
interference of epithelial elements.

Eik. 7B: Aipato&uAivn ewaivi X 100/ Hma
(pAeypovr) peta&l ooTK®Y TePaxISiwy kal
ouvdetikou IoToU.

Fig. 7b: Hematoxylin-Eosin X 100: Mild
inflammatory reaction between bony particles
and connective tissue.

Eix. 8: Akuvoypaoia éva prjva
peTd v Torobétnon tou
EHPUTELUATOG,.

Fig. 8: Radiograph | month
after implant replacement.

M.LS., Slomi, Israel) katd tnv id1a ouvedpia (Eik 6).
Aedopévou du otn BAAPn dev evtotiotnke avappo@n-
olpo UAKS (Tx. TTiov) eAfeBnoav yia kaMiépyeia duo
Sefypata pe PapPako@dpo otelNed kal OTn CUVEXEID N
etaipebeioa PAABN Mapaokeudotnke Oe AETTTEG TOHES
kar eEetdotnke 1otodoyikd. H eEétaon €deie v
Tiapoucia ouvoeTikoU 10ToU e eAa@Pd @Aeypovr ota
onpeia emaeric Tou de To ootolv. Agv evromiotnkav
emOnAiakd otoixeia fj oXNUATIOHOl HIKPOOPYAVICHMV.
Emfong, oe kapia and 1q topég dev Ppébnke vekpwt-
K& 00To Kal evepyr] ootedhuon, Tou Ba orjuaive Aoi-
pw&n (Eik. 7a kai B). Téhog, o kaMiépyeieg UNKoU dev
anédwoav TV avdrugn kavevog HIKpoopyaviopou.
‘Eva priva petd tn Bepareia n mepiakpoppIiky aktivo-
ypagia €dei€e ikavoroinTikr) TPdod0o NG OOTEOEVOW-
pdtwong (Eik. 8). To véo epgUteupa amokataotddnke
mpocBetikd 6 prjveg peteyxeipnukd. H mapakoAolBn-
O Tou TTePIOTaTIKoU yia 2 Xpdvia dev avedeite atoxeia
TiepleppuTEUpatitdag, oute opBddpopung, oute avd-
otpons (Eik 9 a-y).

had raised through the labial cortex. A prophylactic
apicectomy and retrograde amalgam filling of the 13
tooth was carried out (Fig. 5). The osteotomy site for
implant placement was deepened to extend up to 16
mm, the bone chips were collected again, admixed with
allograft (Biogen, Torino, ltaly) and placed at the labial
cortex; an absorbable membrane covered the entire
defect, after replacement of the removed implant with
a cylindrical one, 16 mm in length and 4.2 in diameter,
of the same manufacturer (Biocom M.LS., Slomi, Israel)
in the same manner (Fig. 6).

As there was no material to aspirate from the lesion
(eg. pus), two samples were received for cultivation
from the specimen with cotton buds and then it was
processed to obtain thin, ground sections. The histo-
logic examination showed the presence of connective
tissue with a slight inflammatory reaction in very close
contact with the surrounding bone. No epithelial ele-
ments or bacterial formations were detected in the
specimen. There were no active osteolytic reactions or
necrotic bone suggesting infection in any of the sec-
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2YZHTHXH

H enfmwon g IPL apxikd exupribnke oG xaund,
omwg @aivetal oe peydAn perét), émou Bpgbnkav 10
nepmwoelg peta&l 3.800 epouteupdtwv (Reiser kal
Nevins, 1995). Qotdoo, n al€non g xpriong eeu-
Teupdtwv odrynoe os onuavtkr) avénon tg diayvw-
OHEVEC TIEPITTIWOEIG, OTIWE amodelkvUeTal amod o TPo-
opateg avagopég mepmmwoewv (Oh kai ouv. 2003)
aM\d kar peléteg oelpwv acBevav (Quirynen kai ouv.
2005). O1 BewpoUpeveg wg artieg yia ) dnuioupyia
TWV EPPUTEUPATIKWV TTEPIAKPOPPICIKGOV PAABWY, Yevikd,
Tagivopolvial wG TPAUPATIKEG 1 AOIMWOSEIC Kal TTEPI-
AapBévouv: mpdwpn @dpTion, umepBoAiK ouopign
Katd v koxAlwon og ouvduaoud e oupmieon oot-
KOV Tepaxidiwy, ekokaer] ootikol @peatiou Jakpute-
pou amd To ep@UTEUpa, uTepBEéppavon Tou ootoU
KATd Tov eKTPOXIOPO 1 TV ToToBétnon, emudAuvon
and unmoMeippata picag ry Eéva owpata, r emudAuvon
and yervidlouoeg evbodovtikég BAGPeg kal, TEAOG,
kakrj Tmoidtnta ootou (McAlister kar ouv. 1992, Reiser
kar Nevins, 1995, Piattelli kar ouv. 1998). Ta Aoipwdn
afta ouvBwg mpokalolv Mo evepyeic BAGPeg Tou
pmopel va katahi&ouv Kkai og dnpioupyia ouplyyiou,
eve ol PAdBeg Tpaupatikig aroloyiag eivar ouvibwg
avevepyéC kal dIamMoT@vovIal Tuxaia aktivoypdeikd
(Ayangco kai Sheridan, 2001).

O ouvduaopdg umepBéppavong Kkal KakAg moldtntag
ootoU gpgaviCetal oav n o Aoyikr artia yia tn TAelo-
Ynoia Twv avevepywv EPQUTEUPATIKWY TTEQIAKPOPPICI-
KoV BAapwv otn BiBNoypagia. Onwg dpwg emonuai-
vouv oplopévol ouyypageig (Jalbout kai Tarnow, 2001)
Sev pmopsl pe autd tov pnxaviopd va egnynbel n
eppavion IPL og mepioxég mou Sev umdpxel EMeYn
and TPOyovikd 0oTeoKUTIapd, OTMwG ol TPdobieg
TIEPIOXEG TwV yWdbwv. EmmAéov, otnv mepimuwor] pag,
0 EKTPOXIOHOG Atav oAU Ppadiq kari n empPiwon Twv
OOTIKWV TEPAXISIWV TTOU CUMEXTNKAV onpaivel Twg o
TpuTTaviopdg Sev ATav TPaupatoydvod.

270 TePIOTATKS PAg, N UMePPOAIKY KoxAiwon oaivetal
mbavdtepn amd Vv UTEPPOAIKY] eKOKAQr @PEATIOU
d1éu otV akuvoypagia eAéyxou n dialyaon oxnuati-
Covtav OTo KEVIPO TOU EHQUTEUNATOG Kal OXI UTrepa-
KpoppIikd. ‘Opwg oTIg TEQITTWOEIC TTOU WE drtia ava-
ywpiotnke n umepPoAIKr KoxAiwon avixvelBnke 1oTo-

Tépog 12, No 1,201 1/Vol 12, No |, 201 |

Eik. 9: a. xelNik| eikdva,

B. umepwia eikdva tou |2.

Y. Aktivoypagia dUo xpdvia
JeTd v avukatdotaon Tou
EHPUTELPATOG,.

Fig. 9: a. labial view, b. palatal
view of the 12 tooth, c.
radiologic apearance 2 years
after implant replacement.

tions. (Figs. 7a and b). Finally, no microorganism devel-
oped from the cultivations of the microbiologic speci-
mens.

A periapical radiograph one month after surgical treat-
ment showed a good response to the osteointegration
procedure (Fig. 8). The new implant was restored with
a prosthesis six months postoperatively; clincal and
radiographic follow-up over a two year period revealed
no signs of ortho- or retro-grade peri-implantitis (Figs.
9 a-0)

DISCUSSION

The incidence of IPL appeared to be low, as reported
in a study in which |0 periapically-infected implants
were found among 3.800 implants examined (Reiser &
Nevins, 1995). However, the increased use of dental
implants has resulted in a considerable number of IPL,
as demonstrated by recent case reports (Oh et al.
2003) or series studies (Quirynen et al. 2005). Etiologic
factors proposed for the development of periapical
lesions are generally classified as traumatic or infectious,
and include the following: premature loading, excessive
tightening of the dental implant with compression of
bone chips, surgical drilling beyond the length of the
implant, excessive bone heating during drilling or place-
ment; microbial involvement from residual root parti-
cles, foreign objects or contamination from adjacent
endodntic lesions and poor bone quality (McAlister et
al. 1992, Reiser & Nevins, 1995, Piattelli et al. 1998).
Infectious causatives tend to induce active lesions that
may lead to sinus tract formation whilst traumatic IPLs
are usually inactive and appear as occasional radi-
ographic findings (Ayangco and Sheridan, 2001).

The combination of bone overheating and poor bone
quality appears to be the most explainable cause for
the vast majority of the reported inactive cases.
However, as some authors have emphasized (Jalbout
and Tarnow, 2001), this does not explain the incidence
of IPL in areas where there is no scarcity of osteoprog-
enitor cells, such as the anterior mandible and maxilla.
Moreover, in our case, the drilling procedure was
extremely slow and the survival of the collected bone
chips suggests that no surgical trauma occurred during
drilling.
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Aoyikd vekpwTikd ootolv otn BAAPN yia mepioodtepo
and 7 prveg petd v tomobéton (Piattelli kar ouv.,
1998). 2tnv mepimwor pag Sev avixvelBnke oute
IXVOG VEKPWTIKOU 0oToU.

levikd, n IPL mou amodidetal oe pikpdPia @aivetal va
OXeTCeTal Pe TIO EVEPVYEG HOPQEG TNG PAABNG, Tou
efval OUPTTTWHATIKEG Kal €XOuv TAoN Taxelag e§dmiw-
onG. H pikpoPiakr mpooPBold petd v dueon petega-
Ktk Torofétnon gaivetal va maiCel kdmolo pdAo oto
oxnuatopd IPL, Touhdxiotov oTG TIEQITTTWOEIG OTIOU
UTIdPXel OUPIYYIO AVTIOTOIXA PE TO aKPOPPICIKG THAHGA
tou epgutelpatog (Jalbout kar Tamow, 2001). H
dpeon tomofEtnon eppuTelatog ot Béon pe xpodvia
MofuwEn dev amotehel amdiutn aviévoei€n, apkel va
NPENOEl TO XEIPOUPYIKO TTOWTOKOMO TNG OXOAACTIKAG
and&eong tou @arwviou (Lindeboom kar ouv. 2006).
2NV TEPITTIWOT] Pag, av kai n tomobétnon epgputelpa-
T0G éyive dueoa petefaktikg, dev mapatnpriBnkav
HikpoBiakol oxnuatiopol, oUte KAvikd onpeia Aoidw-
&nc. H kaMiépveia emiong uhikoU amd tov @Aeypovawdn
loté améPn apvnukr. H amddeign g pikpoPiakng
mapouoiag pe 1otoloyikr A pikpoPioloyikr e&€taon
@aivetal mwg Sev eival mdvta egiktr. Euaiobnteg avo-
ooloyikég eEetdaoelg, omwg n CRP mpoteivovtar otnv
nepimwon umoyiag pikpoPiakoyu mapdyovta mou dev
propel va amodexBel pe dMov tpdmo (Sumida  kai
ouv. 2002).

H pdAuvon tou akpoppidikoy THAPATOS ToU EPQUTED-
patog amd yertovikd dévu dia péoou Tou pughou eival
pia ouvBng 0d6¢ AofuwEng (Tozum kar ouv. 2006).
2NV TEPITwor| Pag n andotacn Tou akpoppidiou Tou
I3 kabwq Kkar n mpootopiakd TMEOPOAY Tou, kavouv
oxetkd ambavn v emvéunon péAuvong péow Tou
pughoy, kabwg autr dev Atav n 0ddg Aooovog avti-
0TAoNG. 2€ TIAPOHOIEG ONUOCIEUNEVEG TIEQITTWOEIG, N
anéotaon Peta&y TG 0SOVTIKrG akpopEIGKrG aMoiw-
ONG Kal Tou epquTelpatog ftav oAy pikpr| (Reiser ka
Nevins, 1995), wotéoo n aopahig amdotaon petady
gHUTEUPATOG Kal evdodovTIKd Hohuopévou dovtiol
Sev éxel anooagnviotel (Tseng kai ouv. 2006). Nautd
Tipoteivetal, og TEPTWOn au@IBONWY, TTPOPUAAKTIKA
evbodovtikry Bepaneia f akdun kal akpopPEICEKTOUr
yerrovikwv dovtwv (Tozum kar ouv. 2006, Steiner,
2008). H mpdrinon IPL and mpoimdpxouoa akpoppl-
Qikr) kUotn TTpETEl €TioNG va epeaviCel emBnAiakd otor-
xefa otov 1otohoyikd g éheyxo (Oh kar ouv. 2003).
Ymdpxouv eAGXIOTEG avapopEG yia Trapouaia embnAia-
kov kuttdpwv otig IPL. Opiopéveg and autég eival
anhwg oxohia (Cranin kai ouv. 2000), mapd to yeyovog
o1 Sev UMAPXOWV €MAPKH OTOIXEld TTOU va SIKaloAo-
youv tnv dmoyn 6t n IPL propel va avarmuxtel e
TPATO TMAPOPoIo [e pia akpoppldiky kuotn (Scarano
kar ouv. 2000).

Bevéng I. kar ouv./Venetis G. et al.

In our case, excessive tightening appears more likely
than excessive drilling, because radiolucency in control
study was around the middle and not over the apex of
the implant. But in cases where excessive tightening has
been recognized as the cause for IPL, necrotic bone
was present in the lesion for more than 7 months post-
implantation, as determined by histologic examination
(Piattelli et al. 1998). In our case, no trace of necrotic
bone was found.

Generally, bacterially induced IPL seems to be related
to active forms of the lesion, which are symptomatic
and tend to expand rapidly. Microbial involvement after
immediate post-extraction placement probably plays a
role in IPL, at least in cases where a sinus tract is pres-
ent, corresponding to the implant apex (Jalbout and
Tarmow, 2001). Immediate placement of implants in
chronically infected sites may not be necessarily con-
traindicated if appropriate surgical procedures, such as
debridement of the socket, are performed (Lindeboom
et al. 2006). In the present case, although an immediate
post-extraction implantation occurred, neither bacteri-
al formations nor clinical signs of an active lesion were
observed. Cultivations from the inflamed tissue were
also negative. It seems that histologic or microbiologic
proof of the presence of microorganisms is not always
possible. Sensitive immunoreactive techniques like CRP
are suggested for cases where suspected bacterial
involvement cannot be otherwise proved (Sumida et al.
2002).

Contamination of the implant apex from an adjacent
tooth pathology through the bone marrow is another
pathway of infection (Tozum et al. 2006). In the case
presented, the distance of the I3 tooth apex and its
labial projection, made infection spread through the
bone marrow less possible as it was not the pathway of
lowest resistance. In reported similar cases the distance
between the tooth apical pathology and the implant
was very small (Reiser and Nevins, 1995), but the safe
distance between an endodontically infected tooth and
an adjacent implant has not been vyet determined
(Tseng et al. 2006). Thus, a prophylactic endodontic
treatment or even apicectomy of adjacent teeth is pro-
posed in doubtful cases (Tozum et al. 2006, Steiner,
2008). Pre-existence of a radicular cyst should also give
epithelial elements in the histology of an IPL (Oh et al.
2003). There is a small number of references for
epithelial elements in IPLs. Some of the references are
only comments (Cranin, 2000), although there is no
evidence to support that the IPL can develop in a man-
ner similar to radicular cysts (Scarano et al. 2000).

Apxeia EMnvikig 2topatikrig & M'vaBompoowrikig Xeipoupyikic/
Hellenic Archives of Oral and Maxillofacial Surgery




Epguteupatikiy akpoppidikry BAdBn/Implant periapical lesion

2YMIMEPAXMATA

H ouvelopopd g mapoloag MePITTwonG €yKetal oTo
oupmépaopa Ot akdun kal Petd and dueon TomobEn-
on odovtikou eppuTElPatog og B€on Tou eixe akpop-
PICIkA PAABN, n avdruén IPL eival Suokoho va amodo-
Bel oe Mofpwén pe Khaoikr iotoloyikr A pikpoPioloyi-
Kk €&€taon, kAl autd OUPQWVEl e TIAPATNPEHOEIS
AMWV ouyYPaAQEWV.
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CONCLUSIONS

The conclusion of the case presented in this paper is
that even after an immediate post-extraction implanta-
tion in a site previously affected periapically, the devel-
opment of an IPL is difficult to be attributed to infec-
tion with the classic histology or microbiology, and this
is in accordance to other publications.
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