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TMEPIAHWH: To adapavuvoBAdotwpa eivar évag and
TOUG OUXVATEPOUG eMBNAIaKOUG 0SOVIOYEVEG GYKOUG
pe peydAn KAIVIKY onpaocia, kupiwg Adyw tng ToTikd
dINBnukAG Ikavatntde tou. INpdkertal yia kahoriBn PAd-
Bn kal pévo oe eNAXIOTEG TIEQITIWOEIG EMOEIKVUEN
kakorBn Biooyikr) cupmepipopd.

>KoTdG NG epyaoiag eivar n Sie€odikr| Teplypapr twv
KAIVIKGOV KAl I0TOAOYIK@V TIOIKINIY Tou adapavtivoBAa-
OTWHATOC KAl N avaokornon g olyxpovng diebvoug
BiBANioypagpiag, oxetikd pe ta vedtepa ePEUVNTIK
dedopéva Tou apopolv oty Tpogheuon, TV tagivo-
pnon, tn Blohoyikr) cupmepipopd Kai tn Bepameutikr
QVTIPETWTTION TOU.

To kové adapavivoPprdotwpa, To omoio ouvnBéotepa
avarrtiooetal otny omiobia meploxr NG Kdtw yvdabov,
eival o ouxvdtepog KAvikotraBohoyikdg timog. To
HOVOKUOTIKS amavtdtal AyGTepo ouxvd Kdal TO TIEPIpE-
piké (eEwootikd) adapavivoPrdotwpa eival omdvio.
Meta&l twv 1oToMoyiKwy umoTunwy TG BAARNng, o
Buakindng eivar o emkpatéotepog. Augnuévn embet-
Krj BloAoyikry oupmepipopd amodidetal oto decpomnia-
otikd 1otoAoyikd timo. Or kakorBeig moikiAieg tou ada-
pavtivoBAactpatog avtiotoixolv oto 1% tou ouvod-
Aou twv adapavivoPAaoTwpdTwy.

>Apepa motevetal du n avdrmuén kar eEENEN Twv 0do-
VIOVEVWY OYKWY, OPENETAl OE YOVISIAKES KAl HOPIAKES
petaBoAéc. Amartouvtal eMopévwe TIEPATEPW HopId-
KEG HENETeG, yia va amooagnviotel n artiomaboyéveia
Twv odovioyevwv Ovkwy, aMd kai yia va diagopew-
BoUv véeg Bepameutikég TTPOTATEIC, OTIWG N OTOXEUWE-
vn popiakr| Beparela, wg evaMaktikég A cupmAnpwpa-
TIKEG TwV OIaBEDIPWY XEIPOUPYIKOV HEBSSWV.

AEZEI> KAEIAIA: Odovtovyeviig 6ykog, adapavtivo-
BAdotwpa, KAvikof Kar iotohoyikof tdrol, maBoyéveon,

SUMMARY: Ameloblastoma is one of the most fre-
quent epithelial odontogenic tumors, with great clinical
significance, mainly due to its local invasive ability. It is a
benign lesion and only rarely demonstrates a malignant
biological behavior.

This study aims at the analytical description of the var-
ious clinical and histological varieties of ameloblastoma,
as well as at the review of the recent international lite-
rature, regarding the origin, classification, biological
behavior and treatment of ameloblastoma.
Conventional ameloblastoma, mainly developing in the
posterior region of the mandible, is the most frequent
clinicopathological type, while the unicystic and periph-
eral ameloblastomas are less common. Among the his-
tological subtypes of the lesion, the follicular is the most
common, while increased aggressive biological behavior
is attributed to the desmoplastic type. The malignant
varieties of ameloblastoma comprise only 1% of the
total cases.

Currently, it is supported that the development and
progression of odontogenic tumors is caused by gene-
tic and molecular alterations. Thus, further studies are
required in order to clarify the pathogenesis of the
odontogenic tumors and to develop new treatment
modalities, such as targeted molecular treatment, as
alternatives or supplementary to the available surgical
methods.

KEY WORDS: Odontogenic tumor, ameloblastoma,
clinical and histological types, pathogenesis.
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EIZAITQrH

O1 odovroyeveig dykol amoteholv pia olvBetn opdda
PAaBwv pe ToIkiAn KAIVIKA Kal 10ToAoYIKr €Ikdva, TIou
dMote ouviotolv aAndr] veomAdopata kal dMote
QUaPTWHATA. 2T0 OUVOAS TOUG O 0SOVTOYEVE(G GYKOI,
anoteholv TPoidv ToIKIANG  aMnAemidpaong petaly
Tou odovtoyevous emBnAiou kal Tou odovtoyevoug
eEwpeoeyxUpatog, pigolpevol og dMote aMo Pabud
ta didpopa otddia g uololoyikig odovioyéveong
(Gardner, 1996, Mendenhall kai ouv. 2007, Neville ka
ouv. 2009). Katd avuotoixia, n olyxpovn katdtagh
TOUG otnpiCetal otnv TIPOEAEUOT] TOUG, vy diakpivo-
vial emiong oe kakorBeig kar kahorBeig dykoug.

To adapaviivoBAdotwpa amotelel 1o ouxvdtepo
KaAdNBeC vedTIAAo A KAl KATATAOOETAl OTNV KATNyopIa
Twv OyKwv Tou 0dovtoyevous embnAiou Xwpig ouppe-
Toxr] Tou odovtoyevols eEweceyxUPatog (Ayyeo-
mouAog kar ouv. 2000, Neville kai ouv. 2009). Mpdkel-
Tal yia oyko dyvwotng armmoioyiag (Namin kal ouv.
2003, Kumamoto kar Ooya, 2006) pe peydAn kAvikn
onpaoia, kabwg avartiooetal apyd, eivar tomkd din-
Bnukdg kal mMAnv omaviwy e€aipéocwy, emoeikvUel Ka-
AorBn Biohoyikr)  oupmepipopd  (AyyeAdmoulog  kal
ouv. 2000, Neville kar ouv. 2009).

KAINIKOI KAI X TOAOTIKOI TYMNOI
AAAMANTINOBAAZTOMATOZ

Mapatnpouvtal TPeIG EEXWPIOTEG KAVIKO-KTIVOAOYIKES

poppég adapavtvoBAaotwiatog, pe avtiotoixn Bepa-

meutikr] avupetwmon kai mpdyvwon (Neville kar ouv.

2009):

1) Kové adapavuvoBAdotwpa, oupmayeg r ToAuKuoT-
k6 (Conventional solid/multicystic-avtiotoxel oto
86% twv TEPIMWoewy adapavtivoBAoTWPatoq)

2) Movokuotiké adapavtivoBAdotwua (Unicystic-mepi-
mou 1o 3% Tou oUVOAOU TV TTEPITTTWOEWY).

3) Mepipepikd  (e€wootikd)  adapavuvoBAdotwua
(Peripheral/extraosseous- avtiotoixel oto % mepi-
TIOU TWV TTEPITTTWOEWV).

I) Koivé, oupmayég rj moAukuotikd, evdoootiké ada-

pavuvoBAdotwpa: Eivar idiaitepa omdvio og maidid

Kdtw twv |0 etwv kar oxetkd aolvnBeg otnv nAIKiakr

opdda 10-19 ewwv, evey eppaviCel oxeddv mapdpoia

ouxvétnta og dropa and TV Tpftn Péxpr v €RSopun

Sexaetia {wric. Agv mapouoidlel TPoTiUnon og KATolo

and ta dUo @UAQ, V) OPIOHEVEG HEAETEG QVAPEPOUV

UTIEPOXT TWV ATOPWY TG Haupng QUAAG. EvtomiCetal

ouvnB€atepa oty TEPIOXT] TWV YOHPIwV TG KATw yvd-

Bou Kkar tou kKAddou, og mocootd Tou ayyiCel to 80-

85% (Eik. 1) (Ayyehdmouhog kai ouv. 2000, Neville ka

ouv. 2009). ‘Otav to oupmayég adapavivoPAdotwpa

avarriooetal otnv omioBia mepioxr] TG dvw yvdbou,
eivar 1diaftepa emkivouvo Adyw tng eyyUtnTdg Tou TPog

KapabBavdon B. kai ouv./Karathanasi V. et al.

INTRODUCTION

Odontogenic tumors comprise a complex group of
lesions with variable clinical and histological features,
which either represent true neoplasms or hamartomas.
Overall, odontogenic tumors derive from the various
interactions between odontogenic epithelium and
odontogenic ectomesenchyme, resembling at different
levels the multiple stages of normal odontogenesis.
Accordingly, their current classification is based on their
origin; they are also divided into benign and malignant
tumors (Gardner, 1996, Mendenhall et al. 2007, Neville
et al. 2009).

Ameloblastoma is the most frequent benign neoplasm,
and belongs to tumors derived from odontogenic
epithelium, without involvement of the odontogenic
ectomesenchyme (Angelopoulos et al. 2000, Neville et
al. 2009). It represents a tumor of unknown aetiology
(Namin et al. 2003, Kumamoto and Ooya, 2006) of
great clinical significance, as it grows slowly, is locally
invasive, and in the majority of cases demonstrates a
benign biological behavior (Angelopoulos et al. 2000,
Neville et al. 2009).

CLINICAL AND HISTOLOGICAL
TYPES OF AMELOBLASTOMA

There are three distinguished clinico-pathological types

of ameloblastoma, with corresponding differences in

their treatment and prognosis (Neville et al. 2009):

I) Conventional ameloblastoma, solid or multicystic (it
accounts for 86% of total ameloblastoma cases).

2) Unicystic ameloblastoma (almost 13% of total ame-
loblastoma cases).

Eic. I: AcBevric pe adapavuvoPrdotwpa mou epgavidetar wg
eupeyEONG okAnper Sidykwon Tou Trapeiakoy eatviakoy ootou TG
KdTw yvaBou oty TTEPIOXH TwV TTIPOYOHQIWY Kal TwV YOHIwV.

O 6ykog éxel TPOKAAéOE! EKTTTUEN Kal TOU QVTIOTOIXOU YAWOOIKOU
@MOIDSOUG TIETAAOU.

Fig. 1: Patient with ameloblastoma that appears as large hard
swelling of the buccal alveolar bone of the mandible in the
premolar and molar area. The tumor has also caused swelling of
the corresponding lingual alveolar plate.
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avatopikég dopég LwtikAg onpaoiag kar tng duokohiag
va amoktnBouv kabapd xeipoupyikd Opia Kai Pmopel
va arnoteAéoel artia Bavdtou (Bredenkamp kar ouv.
1989).

H BAGPNn eivar ouvABwg acuprmwpatkr kai dykor i-
Kowv Siaotdoewy amoteholv ouxvd Tuxaio aktvoypa-
QKO elpnua. Zuvibwg TapaTNEEtal AoUPWHATIKY
Sidykwon TG yvdbou, n omoia av mapapeivel xwpig Be-
pareutiky avupetwmon e€akohoubel va au€dvetal
apyd kai uropel va AdPer extetapéveg SIaotdoeig, TTpo-
kahwvtag oofapry duopopeia mpoowrou (Vered ka
ouv. 2003). ‘Opwg, o mévog kai n mapaicdnoia ondvia
avaggpovtal akdpn Kal oe TIEPITTINOEIG  UTTEPHEYEBOUG
adapavuvoBAdotwpatog (Neville kai ouv. 2009).
Aktivoypagikd, ouvrfwg Tapatnpetal pia povoxwpn
A ToAUxwpn aktivodiauydotikr PAABRn, pe oaen A
aoagry 6pia, n orola apketd ouxvd TTAPOopoIAleTal Pe
«@uoahideg oamouviol» i «kepriBpa péhiooagy (Eik.
2). 2uvRBwg, dtav o OyKOG YEVIAlel [E OUWTIAYEG
oaotolv, to omoio meéCel alMd de dinbel, ta dpia eival
oagr Kar opaAd Kal CUPTITITouV e Td TIPAyPatikd
oplia, evy avtibeta dtav Ppioketal kovtd oe oTToYYWOES
ootolv, Ta dpia eival aodgr Kar avwpaia, didt o
Oykog OinBel Tomikd To TTapaKeiJevo 0oTIKO TUAKA Kal
KQTd OUVETTIEID TA aKTVOYPAQIKG Gpia Tou OyKou UTTo-
Agfmovtal Twv TEAyPatik@yv. 2Uuxvd, TIapdtnpetal k-
mu€n tou Tapeiakoy Kai YAwooIikoU ooTikoU @Aoioy
™G yvdBou, eviy Sev amokAeleTal o avamuooOPevoq
OYKOG va OxeTiCetal Pe €yKAEIOTO OOVTI, OUXVOTEPA HE
ToV TPITO you@io TG Kdtw yvabou, A kal pe amoppo-
enon odovtkwv pICwv (Ayyehdmmouhog kar ouv. 2000,
ToixAdkng kai Ztepdvou, 2001, Neville kai ouv. 2009).
lotoAoyikd, To KoIVG CUPTIAYEG 1 TTOAUKUOTIKS evbo0-
otké adapavuvoBAdotwpa epgaviCel Tdon yia KUOTIKY
ekpUAion, e amotéAecpua oMol dykol va mapouaid-
Couv ToIkiAoug ouvOUAOHOUG KUGTIKWY KAl CUHTIaY®WV
xapaktnplotkwv  (Ayyehdmourog kar ouv. 2000,
Neville kai ouv. 2009). Méxpl orjpepa, €xouv avayvw-
piotel oMol 1oTohoyikol TUTol Tou Kolvou adapavt-
vOBAQOTWHATOG, TIOU YeVIKA QWG EXOUV HIKPO avti-
Kturio otn BIoAoYIKY CUPTTEPIQOPA TOU GYKOU. 2UxVd
TIapatnPEEital ouvOUAoHOS Twv SIAPEPWY I0TOAOYIKWY
TNy Tou Koivou adapavivoBAaotwpatog (Ayyero-
moulog kai ouv. 2000, Neville kar ouv. 2009).

a) O BuAakiwdng (follicular) timog (Eik. 3) eivar n ou-
XVOTEQN I0TOAOYIKA Hop@r] Tou Kolvou adapavtvoPAa-
otpatog. Ta embnhiakd vnoidia amoteholvtar and
pia KevrpIkr TTeEpIoxr) XaAapd SIATeTayPévwy KUTTApwy,
TIaPOPOIWV HE TO AoTePOEISES OIKTUO TOU OPYAVOU TNG
adapavtivng. Mia ouPdda ynhwv kuPoeidwv 1 Kuhiv-
Spik®v KuTtdpwy, TToU pipouval TG adapavivoPid-
OTeG, TePIBAMel Tov Kevtpikd Tuprjva. Ta mepipepIka
autd KUTTapa €xouv NWoIVOQIAO KUTIAPOTAQoud Kal
woeldr] Babuxpwpatikd Tuprjva, o omoiog eppavicel
avtiotpoen MOAWON TPOG TO AoTePoEISEG Siktuo. To
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3) Peripheral (extraosseous) ameloblastoma (it ac-
counts for 1% of total ameloblastoma cases).

1) Conventional, solid or multicystic, intraosseous
ameloblastoma: It is particularly rare in children under
10 years old and relatively uncommon in the 10-19
years age group, while it is almost equally distributed in
adults from the third to the seventh decade of life. It
does not show any gender preference, and some stud-
ies report predilection for blacks. It is most commonly
located in the molar and ramus area of the mandible at
about 80-85% of cases (Fig. 1) (Angelopoulos et al.
2000, Neville et al. 2009). When solid ameloblastoma
grows in the posterior region of the maxilla, it is partic-
ularly dangerous, due to its proximity to vital anatomic
structures, and the difficulty to obtain clear surgical
margins, a potential cause of death (Bredenkamp et al.
1989).

The lesion is usually asymptomatic, and the small sized
tumors are usually an accidental radiographic finding. In
most of the cases, there is jaw swelling, which, if
untreated, continues to grow slowly, resulting in severe
facial asymmetry (Vered et al. 2003). However, pain
and paraesthesia are rarely reported, even in cases of
sizeable ameloblastomas (Neville et al. 2009).
Radiographically, it is usually observed as a unilocular or
multilocular radiolucency, with well- or ill-defined bor-
ders, an appearance frequently referred to as “soap
bubble” or “honeycombed” (Fig. 2). Normally, when
the tumor approximates solid bone, it compresses but
does not infiltrate it, so that the borders are crisp and
smooth, and correspond to the actual microscopic
ones. On the contrary, when the tumor affects the can-
cellous bone, the borders are irregular and ill-defined,
because the tumor invades locally the adjacent
medullary spaces, thus the radiographic borders of the
tumor appear smaller than its actual size. Frequently,

Eik. 2: H BAGPN tou aoBevois g Eik.| epgaviCetar aktivoypagikd
G TTOAUXWPN TTEPIYEYPAPUEVN akTivodiauyaoTikr aMoiwar), Tou
exteivetal amé v mpdéaobia poipa wg Ty Tepioxr TwV Yougiwy TG
Kdtw yvaBou apioTepd, eV EXel TIPOKAAEDE! AETTTUVON TNG
(Qatviakrig akpoAoiag TG avtioToIxngG TTEPIOXAG.

Fig. 2: The lesion of the patient of Fig. | appears radiographically as
a multilocular well-defined radiolucency extending from the front
area to the molar area of the left mandible, also causing thinning of
the alveolar ridge of the corresponding area.
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TPANA TOU KUTTAPOTAGONATOG TPOG To Bacikd upéva
APKeTd ouxvd epPaVICeTal KevoTOTIWOEG. 2€ AMEG
TIEPIOXEG, TA TEPIPEPIKA KUTTApa propel va eivar mo
KuBoeidr kal va mpooopoiddouv og KUttapd TG Baal-
KNG otPBadag. O oxnuatopog KUoTEWY eival ouxvog
Kal O WPIPOG OUVOETIKOG 10TOG TIoU TTEPIBAME Ta €TTi-
BnAiakd vnoidia eviote pmopel va epgaviCetal ualivo-
moinpévog (Ayyerdmourog kari ouv. 2000, Neville kai
ouv. 2009).

B) O diktuwtdg (plexiform) 1otooyikdg timog (Eik. 4)
anoteheftal and PAkPEG, avaoTopOUNEVEG XOPOES 1
peyahitepa tprpata odovioyevoug embBnhiou, Tou
riepiBdMovtal amd kuAvopIkd ry kuPoeidr kittapa mou
pipouvtal TG adapavvoPAAoTeG. [evikd, Ol KUTTAPIKEG
otBddec eivar avdhoyeg pe autég tou Buiakiwdoug
wnou, pe ) diagopd O Ta Kevipikd kUTIapd Tou
aotepoeidolq diktiou kataAapPdvouv ikpr éktaon A
eviote pmopel va amoucidlouwv. To undotpwya Teivel
va éxel xahapr] didtagn kar va eivar ayyeioBpiBég
(Ayyerdmourog kai ouv. 2000, Neville kar ouv. 2009).
y) O akavBwtdg (acanthomatous) 10toAoyIkdG TUTOG
(Ek. 5) mapatnpeitar étav oupPaivel extetapévn TAa-
KOONG petamiaoia, oxetldpevn KATIOIEG POPEG HE OXN-
HaTIoPO KepATivng, OTa KeVIPIKA TUrHata twv eménhia-
KoV vnoidwv evos Buiakiwdoug adapavtivoBAactpa-
106, H mhakwdng petamiaoia mapatnpeital oto 8-45%
TWV TIEPITIWOEWY KAl Propel va kataAapBdver pikpr A
peyaNitepn éxtaon tou dykou. Aut n petaPolr e
ouvendyetal pia mo emBeTkr| PloAoyIkr) CUPTIEQIQPOPA,
Opwg oe 1otohoyikd enfmedo pmopel va undpgel dia-
YVWOTIKY) 0Uyxuon Je To akavBokuttapikd Kapkivwpa n
pe tov akavBokuttapikd odovtoyevr] Oyko (AyyeAod-
mouhog kai ouv. 2000, Neville kar ouv. 2009).

8) O deopomiaotikdg (desmoplastic) timog mepiypd-
PNKe yIa TPWTN Qopd amd ldnwveg epeuvnteg to 1981
(Takigawa kar ouv. 1981), evey atnv ayyAhikry BiBAioypa-
ofa eioxBn and toug Eversole kai ouv. (1984), ol
oroiol avépepav 3 mepmwoelg deopomiaotikoy ada-
pavuvoPAactwpatog. Méxpl orjuepa éxouv UMdpéel
OUVOAIKG 96 avtiotoixeg avagopéeg otn diebvry BiBAo-
ypapia. Autdg o 10TOAOYIKOG TUTTOG aVTIOTOIXEl OTO
0.9-12.1% Tou ouvdlou twv adapavivoPAacTwpdTwy
Kal éxel péon nAikia epgpdviong ta 42.3 €t (Beckley ka
ouv. 2002, Shashikanth kai ouv. 2007). H mapatnpou-
pevn ouxvOTNTa egpAviong autoy Tou TUTIoU avagpepe-
Tal eAappd pikpdtepn otov lamwvikd mAnBuoud ot
oxéon pe tov Apepikavikd kal tov Eupwdikd, evw o
oxetkr) €peuva, Tou SieEAxOn oe KivéCoug aobevelis,
Ppébnke St o SecpomAaoTIKOG TUTMOG amoTeAOUoE TO
9% tou ouvohou twv Tepimwoewy (7 and ta 81) kai
Atav ouxvotepog oe Avdpeg péong nhikiag 41 etwv.
ANS TN ouVOUAOTIKY HEAETN OXETIKWY EPEUVAV TTOIKIANG
TIPOEAEUONG, TIAPATNPEEIAl TIAVIWG I00KATAVOUA NG
gHgpdviong Tou dykou ata duo @uAa (Philipsen kar ouv.
2001 a).

KapabBavdon B. kai ouv./Karathanasi V. et al.

Eik. 3: ©uhakiddng timog adapaviivoBAaotwuatog, atov oroio
miapatnpouvtar embnAiakég vnoideg mou mpocopoIdlouy pe To
Spyavo g adapavtivng kar mepiBdMovtal anmd mepipepikr) ogipd
MKV adapaviivoBAactwy, uéoa o€ UMGoTPWHA TUKVOU IVOS0UG
ouvdeTikoU 1otou. (xpwon A/H, x100).

Fig. 3: Follicular type of ameloblastoma showing epithelial islands
resembling the enamel organ, which are surrounded by a peripheral
layer of typical ameloblasts, in a stroma of dense fibrous connective
tissue. (staining H/E, x100).

there is enlargement of the buccal and lingual cortical
plate of the jaw. There is also a possibility that the
growing tumor is related to an impacted tooth, more
often to a third lower molar, or may cause root absorp-
tion (Angelopoulos et al. 2000, Tsichlakis and Stefanou,
2001, Neville et al. 2009).

Histologically, conventional solid or multicystic
intraosseous ameloblastoma tends to undergo cystic
degeneration, so that many tumors demonstrate vari-
ous combinations of cystic and solid characteristics
(Angelopoulos et al. 2000, Neville et al. 2009). So far,
many histological types of conventional ameloblastoma
have been identified, but they generally have a small
impact on the biological behavior of the tumor. Fre-
quently, a combination of various histological types of
conventional ameloblastoma is observed (Angelo-
poulos et al. 2000, Neville et al. 2009).

a) Follicular type (Fig. 3) is the most frequent histologi-
cal type of conventional ameloblastoma. The epithelial
islands contain a central area of loosely arranged cells,
resembling the stellate reticulum of the enamel organ.
This is surrounded by a layer of tall cuboidal or cylin-
drical cells that mimic ameloblasts. These peripheral
cells have eosinophilic cytoplasm and round hyper-
chromatic nuclei, exhibiting reverse polarity towards
the stellate reticulum. The portion of the cytoplasm
towards the basal membrane appears often vacuolated.
In other areas, the peripheral cells may be more cu-
boidal and similar to basal layer cells. The formation of
cysts is common, and the mature connective tissue
which surrounds the epithelial islands, may appear
hyalinized (Angelopoulos et al. 2000, Neville et al.
2009).

b) Plexiform histological type (Fig. 4) consists of long
anastomosing cords or larger nests of odontogenic
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Eik. 4: Aiktuwtdg tinog adapaviivoPAaoTtdpatog o omoiog
aroteheftal and Pakpég, avaoTOPOUKEVEG XOPOEG TTOIKIAOU TIAXOUG,
mou TepiBdMovtal amd KuAVEPIKA ) KuBoeldr Kuttapa pe
XApakINPEIoTkG adapavivoPAactwy og undoTpwlPa XaAapou
ouvdetikoU 1otol. To aotepoeldég diktuo efte amouoidlel, eite ival
ehdxioto kevrpikd. (xpwon A/H x100).

Fig. 4: Plexiform type of ameloblastoma which consists of long,
anastomosing cords of various width, surrounded by cylindrical or
cuboidal cells with ameloblastic features in a stroma of loose
connective tissue. The stellate reticulum may either be absent or
focally present. (staining H/E x100).

O Seoponhaotikédg timog e€oppdtal and to ootouv
Kal epgaviCetal ouvibws wg pia avaduvn didykwar, Je
péyebog mou kupaivetar petagu | kar 8.5 ek katd
péyiotn didpetpo (Philipsen kai ouv. 2001 a) kai propef
va TpokaAréael didtpnon Tou ooTikoU @AoloU Kal ETTé-
ktaon ota paiakd pépia (Lam kai ouv. 1998). Evtori-
Cetal ouvriBwg otnv repioxr Twv TPoabiwv Soviwy Ka
TV TIPOYOH®IwV TG dvw 1) NG Kdtw yvdbou (Reichart
Kkar ouv. 1995).

AKTIVOypa@Ikd priopel va Tmpocopoldlel Tepioodtepo
pe pia Tummkr ivoootik BAABN, kabwg ouxvd epgpavite-
Tal w¢ pia ouvduaotikr aktivodiauyaoTikr) Kdl aKTvo-
OKIEQT| TIEPIOXT| PE KAAA TIEPIVEYPAPEVa 1 aoaer| dpia
(Shashikanth kar ouv. 2007). lotohoyikd, mapatnpou-
vial pikpd woeld 1} Bulakindn embnAiakd vnoidia kai
x0pdéc odovtoyevoug emBnhiou, pe diapdppwan mou
poidCel pe mepiypappa (wou (“animal-like” configura-
tion), oe mukvd KoAhayovoroinuévo umdoTpwa
(Neville kar ouv. 2009). Ta embnAiakd kittapa Tou
Bplokovtal otnv mepigpépeia Twv vnaidinv eivar kuBoel-
O e umepxpwpatikd Tuprva kar oravidtepa TTPOCo-
poldCouv pe adapavuvoPAdoteg. To KEVIPO Twv eT-
Onhiakwv vnoidwv pmopel va eivar kuttapoPpiBég pe
atpaktoeidr] fj embnAioeidr] kittapa. 2uxvd eviog Twv
vnoidiwv aveupiokovtal HIKOOKUCTIKOI  X®POI, TTou
TIEPIEXOUV NWOIVOPIAEG AHOPPEG evaTIOBETEIS | eppa-
viCovtal kevol (Philipsen kai ouv. 2001 a). MNepiotaciakd
pmopel va avarrtuxBel mAakddng petaniacia kai eotieg
KEPQATIVOTTOMONG KEVTPIKY, VK OF KATTOIEG TIEQITTIWOEIG
pmopel va mapatnpenBel oxnuatiopdg véou oatoy, éva
1814C0oV XapaKtnNPEIoTIKS Tou deopomAaoTikoy adapav-
voPiaotwpatog (Lam kai ouv. 1998, Philipsen kai ouv.
2001a). AMote, o deopomAdoTIkdG TUTTOG UTTOPE! va
Siehalvetar and didomapteg {wveg TumKkoU BuAakic-
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Eik. 5: Miktdg Buhakihdng-akavBwtdg timog
adapavtivoBAaoTWPAtog, oTov OTIoI0 TIAPATNPE(TAl EKTETapEVN
TIAGKOONG PETAMAQOIa Kal KATd TOTTOUG OXNUATIoPOG KePATivng
EVIOG TWV KEVIPIKWOV THNHATWY Twv emBnAiakwy BuAakiwdnv
oxnuatopwy. (xpwon A/H x100).

Fig. 5: Mixed follicular-acanthomatous type of ameloblastoma which
shows extended squamous metaplasia and focal keratin formation
within the central portions of the epithelial follicular formations.
(staining H/E x100)

epithelium, which are surrounded by cylindrical or cu-
boidal cells mimicking ameloblasts. Generally, the cell
layers are similar to follicular type, with the difference
that the central stellate reticulum-like areas, either
occupy a smaller extent or they are absent. The stro-
ma tends to be loose and vascular (Angelopoulos et al.
2000, Neville et al. 2009).

) Acanthomatous histological type (Fig. 5) is observed
when an extended acanthomatous metaplasia occurs,
that is related occasionally to formation of keratin in the
central regions of the epithelial islands of a follicular
ameloblastoma. Acanthomatous metaplasia is observed
in 8-45% of the cases and may undertake a small or
greater extent of the tumor. This alteration is not
accompanied by a more aggressive biological behavior,
but on histological level there may be diagnostic confu-
sion with squamous cell carcinoma or squamous odon-
togenic tumor (Angelopoulos et al. 2000, Neville et al.
2009).

d) Desmoplastic histological type was first described by
Japanese researchers in 1981 (Takigawa et al. 1981),
and was introduced in the English literature by Eversole
et al (1984), who reported 3 cases of desmoplastic
ameloblastoma. Until now there has been a total of 96
reports in the international literature. This histological
type accounts for 0.9-12.19% of total ameloblastoma
cases, and the mean age of appearance is 42.3 years
(Beckley et al. 2002, Shashikanth et al. 2007). The
observed frequency of this type is slightly lower in the
Japanese population in comparison to American and
European, while a relevant study carried out in Chinese
patients, showed that desmoplastic type corresponded
to 9% of the total cases (7 out of 81), and was more
frequent in men with a mean age of 41 years old.
Combining the findings of various studies, an equal gen-
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Soug 1} diktuwtol adapavtivoBAaoTWPatog, of oTToleg
éxouv oplotel wG «UPPIdIkEG BAGPeg». Méxpr orjpepa
éxouv Kataypagel 9 mepimaoelg «uBpidikAg BAGPNG
adapavuvoPAactwpatogy, n omnoia avaeépbnke yia
TPWTN eopd to 1987 (Waldron kai el-Mofty, 1987).
H extetapévn Seopomiacia Tou Tapdtnpeftar oto
umtdotpwpa eival éva otabepd xapaktnpEIoTikd elpnua,
Tou xapaktnpiCetal and vandn ouvoetikd 10Td pe Aya
KUTtapa kai pe dpBoveg Taxiég KoAMayodveg veg, Tou
@aivetal oav va mmeCouv TEPIPePIKA TIG VNoideg Tou
odovtoyevoug emBnAiou kai o pnxaviopdg g mapa-
péver adieukpiviotog (Philipsen kai ouv. 2001a). Mia
avoooiotoxnuiky JeAETn €deike du o SeopoTAaoTIKOG
winog oe avtiBeon pe to BuAakiwdn, epgpaviCel évrovn
€Kppaon tou KoAaydvou timou VI oTig TepIoXES Twv
vnoidiwv Tou yervidlouv pe Tov Oyko, TTou UModeIkvU-
el pia evepyrp de novo oUvBeon Twv TPWIEVWY NG
eEwkuttdpiag BepéNiag ouoiag Kar ouVeTwg kaivoupyia
napaywyr] ouvdetikou 1otou (Philipsen kar ouv. 1992).
2 AMn pehétn mapatnerBnke uPnAr mapaywyr Tou
petapopwtikol augnukou mapdyovia- TGF-B, yeyo-
VoG TIou propel va euBulvetal yia v apatnEoU eV
Seopomiaoia (Eversole kai ouv. 1984, Barnes, 2005).
Autdg o tinog adapavtivoBAaoTtwPatog xapaktnpiCe-
Tal and mo emBetikr| BIOAOYIKY CUPTTEQIQOPA KAl N XEl-
poupyIkA Tou apaipeon kabiotatal SUokoAn, Adyw g
evdoooTtikrig Sieloduong TTou TPAypatoTolel O CUVOETI-
KOG 10T4G. H mpotevopevn aviiJeTw mon yid To deopo-
mAaoTk® adapavtvoBAdotwua eival n XepoupyIKA
apaipeon en block (Goldblatt kar cuv. 1982, Kramer
kai ouv. 1992, Lam kai ouv. 1998).

g) O kokkiokuttapikdg (granular cell) tinog (Eik. 6)
anoteheftar and OUAdKIa, OtV KeVIPIK TTEPIOXT TwV
omoiwv aveupiokovtal KokkiokUttapd. Autd eival eyd-
Aa kittapa pe mhouoio, NWOIVOPIAO, KOKKIWOEG KUTTa-
PAOTAQONA Kal TIUKVWTIKG TTUprvd, TTou ouvBwg evio-
miCetal otnv TEPIPEPEIA Tou KUTtdpou. Ta KUTtapoTAa-
opatkd Kokkia twv Kokkiokuttdpwy eivalr PAS Betikd
Kal JE PEAETEG OTO NAEKTPOVIKS HIKPOOKOTTIO €XEl aTTo-
SeixBel 6T eival Auooowpata (AyyeASTIOUAOG Kal ouv.
2000, Neville kai ouv. 2009).

ot) O Baoikokuttapikdg (basal cell) timog eivar o Aiyd-
TEPO OUXVOG Kal ouviotatal oe opddeg OPOIOHOPPWY
Paoikoedbwv KUTIdpwy, TTOU 10TOAOYIKA HOIALouV TIOAU
pe To BaoikokuTttapikd KapKkivwpa tou S€pUAtog. 2TiG
KEVTPIKEG TIEPIOXEG TwV VNoidwv Sev epgaviCetal aote-
poeIdEc diktuo, ev Ta TEPIPEPIKA KUTTapa Teivouy va
efvar mepioodtepo kuPoeidr) mapd ywviddn (Ayyerd-
mouAog kai ouv. 2000, Neville kar ouv. 2009).

2) Movokuotiké adapavtivoPAdotwpa: Av kai oUp-
ewva pe peréteg and to 1970 kar 1980, n kahr Bepa-
TIEUTIKY) avtanokpion g PAGPNG umodeikvue 6T autdg
o oG adapavivoPAaCTONATOG Propel va exel Aiyo-
TepO eMOETIKY PIOAOYIKY) CUPTTEPIQOPA, VEGTEPEG EPEU-
VEG €XOUV ap@IoPnTroel autrv TV droyr), TouAdxioTov
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der distribution of the tumor was apparent (Philipsen
et al. 2001a).

Desmoplastic type is believed to be a vaniant of the
centrally located conventional ameloblastoma, that usu-
ally appears as a painless swelling of a size between 1.0
and 85 cm at the greatest diameter (Philipsen et al.
2001a); it may perforate the osseous cortex and
expand into the soft tissues (Lam et al. 1998). Most fre-
quently it is located in the area of the anterior teeth
and of the premolars in the upper or lower jaw
(Reichart et al. 1995).

Radiographically it usually appears as a typical fibro-
osseous lesion, as it is described as a well- or ill-defined
mixed radiolucent and radiopaque area (Shashikanth et
al. 2007). Histologically it contains small round or follic-
ular epithelial islands and cords of odontogenic epithe-
lium, which have an “animal-like” configuration in a
densely collagenous stroma (Neville et al. 2009). The
epithelial cells at the periphery of the islands are cu-
boidal, occasionally with hyperchromatic nuclei, which
rarely look like ameloblasts. The centre of the epithelial
islands may appear hypercellular with spindle-shaped or
epithelioid cells. Tumour islands commonly contain
microcysts, which are either empty or contain eosi-
nophilic amorphous deposits (Philipsen et al. 2001a).
Acanthomatous metaplasia and foci of central keratini-
sation sporadically occur, while in some cases new
bone formation, a special feature of desmoplastic
ameloblastoma, may be also noticed (Lam et al. 1998,
Philipsen et al. 2001a). Sometimes, desmoplastic type
may contain areas of follicular or plexiform ameloblas-
toma, called “hybrid lesion of ameloblastoma”. So far
only 9 cases of "hybrid lesions” have been registered,
and the first report was made by Waldron and el-Mofty
in 1987 (Waldron and el-Mofty, 1987).

The observed extensive stromal desmoplasia is a con-
stant typical finding, and it is characterized by fibrous
connective tissue with few cells and numerous large
collagen fibers that seem to press on the periphery of
the odontogenic epithelial islands; its pathogenetic
mechanism still remains unclear (Philipsen et al. 2001a).
An immunohistochemical study showed that desmo-
plastic type on the contrary to the follicular, shows
intense expression of collagen type VI in the areas of the
islands proximal to the tumor, so indicating an active de
novo synthesis of extracellular matrix proteins, and a
subsequent production of new connective tissue (Phi-
lipsen et al. 1992). In another study, high production of
the transforming growth factor-B (TGF-B) was demo-
nstrated, a fact that may be responsible for the obse-
rved desmoplasia (Eversole et al. 1984, Barnes, 2005).
This ameloblastoma type is characterized by a more
aggressive biological behaviour, and its surgical removal
is difficult due to the intraosseous infiltration caused by
the connective tissue. The en block surgical removal is
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6oov agopd oe éva urmoolvolo Twv PAapav. Amé did-
(POPEG HEAETEG TTPOKUTTTEI &TI TO JOVOKUOTIKG adapa-
vuvoPAdotwpa avtiotoixel oto 10-46% tou cuvdhou
Twv evdoooTKWY adapavivoPractwpdtwy kal apa-
péver  adieukpivioto av amotelel de novo  avdrmuén
veoAdopatog, f| av eival To anoTtéAeoua TG VEOTIAC-
opatikig eEaMayrg mou ueioTatal To pn VEOTAAOHATI-
k6 kuotikd emBrNio (Neville kar ouv. 2009). Or Leider
kar ouv. (1985) éxouv diaunwoel TEelg mMOavoug
naBoyevetikoUg pnxaviopoug yid Ty avdmuén kai v
€EENEN Tou povokuoTikoU adapaviivoPAaoTWUatod:
a) 1o AermtuvBév emBrilio Tou opydvou TG adapavti-
VNG TToU OUVOEETal e avammuoodpevo dvT, ugiotatal
adapavuivoPAactikyy eEalayr] pe PetayevéoTtepn Ku-
otkry avdruén,

B) To adapavtuvoBidotwua pmopel va avarmuxBel oe
odovtopdpo kuotn f oe pia odovukr kot dMou
Trou, otnv oroia eIV TNV avdrtugn Tou veomAaoua-
TKkoU adapavtivoPBAactikoy emBnAiou, éxer TToonynBel
TIPOCWPIVH EMEVOUCN amd Jn VEOTTAQOUATIKO TTOAUCTI-
Bo MAakwdeg emBriAio,

y) éva oupmayég adapavuivofAdotwua ugiotatdl
KUOTIKA ek@UAION Twv adapavivoPAaoTikov vnoldiwv
Kkal akoAouBel oUpmmuEn twv MoAMam\)V KUOTEwY, JE
anoTéAeopa TNV avdrmuén pIag pHovoKuoTKAG BAGPNG.
Ané TC TpeIG aUTéG Bewpleg ol ouyypapeic Bewpoulv
deltepn wg mmo mlavry (Leider kar ouv. 1985), evw
dMol umootnpifouv &t TO POVOKUOTIKG adapavtivo-
BAdotwpa ouviotd kuoTikd vedmAacua de novo.
(Ackermann, 1998). Ymép autig tng dmoyng ouvnyo-
el KAl TO aMoTéAeopa €peuvag, cUPQ®Va e TNV oTToid
OAEC Ol TTEPIOXEG TOU KUOTIKOU VEOTTAAOATIKOU €mMOn-
NOU TwV HOVOKUOTIK®Y  adapavtivoBAdoTwudtwy Tou
eEetdotnkay, enédeifav oe Babud otanotikd onpavt-
kS Tepioodtepa Betikd kUttapa dtav PAgTnkav pe
XPWON Tou ToManAaciactikoU KUTtapikou Tupnvikou
avtyovou-PCNA oe oxéon pe ta kittapa g emon-
Nakrg emévduong odovtopdpwy kuotewv (Li kar ouv.
1995). Méxpl orjpepa mapapével duokohn n eEaywyr
aopalwv oupmepacpdtwy yia omoladhmote and T
Bewpieg autég (Philipsen kar Reichart, 1998).
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Eik. 6: Kokkiokuttapikég tinmog adapavtivoBAaot)udtog, oTov ormoio n
KEVTPIKA TTEPIOXT) Twv BuAakiwv éxel kataAneBel amd KokkiokUTtapa pe
TAOUOIO, NWOIVOPIAO, KOKKIOOEG KUTTAPOTAACHA Kal TIUKVWTIKG TIUPrvd,
Tou ouvrBwg evtoriCetal oty TEPIQEPEIT Tou KuTtdpou. (xpwon A/H
x400).

Fig. 6: Granular type of ameloblastoma, in which the core of the
follicles has been filled with granular cells with abundant, eosinophil,
granular cytoplasm and dense nuclei, usually located in the cell
periphery. (staining H/E x400).

considered the treatment of choice for the desmoplas-
tic ameloblastoma (Goldblatt et al. 1982, Kramer et al.
1992, Lam et al. 1998).

e) Granular cell type (Fig. 6) is consisted of follicles
which contain granular cells in the centre. These are
large cells with abundant, eosinophilic, granular cyto-
plasm, which is usually located in the cell periphery. The
cytoplasmic granules are PAS positive and ultrastrudur-
al studies have identified them as lysosomes
(Angelopoulos et al. 2000, Neville et al. 2009).

f) Basal cell type is the least common type and is com-
posed of nests of uniform basaloid cells, which histo-
pathologically resemble basal cell carcinoma of the skin.
In the central portions of the lesion there is no stellate
reticulum, and the peripheral cells tend to be cuboidal
rather than columnar (Angelopoulos et al. 2000, Ne-
ville et al. 2009).

2) Unicystic ameloblastoma: Although its response to
treatment in reported series from 1970 to 1980 sug-
gested that this ameloblastoma type might have a less
aggressive biological behaviour, more recent studies
have disputed this concept, at least regarding a sub-
group of this lesion. Various studies have shown that
unicystic ameloblastoma accounts for 0% to 46% of all
intraosseous ameloblastomas and still remains unclear
whether it originates de novo as a neoplasm, or it is the
result of neoplastic transformation of non-neoplastic
cyst epithelium (Neville et al. 2009). Leider et al (1985)
have proposed three potential pathogenetic mecha-
nisms for the development and evolvement of unicys-
tic ameloblastoma:

a) the reduced enamel epithelium associated with a
developing tooth undergoes ameloblastic transforma-
tion with subsequent cystic development,

b) ameloblastomas may arise in a dentigerous or other
type of odontogenic cyst, in which the neoplastic ame-
loblastic epithelium is preceded temporarily by a non-
neoplastic stratified squamous epithelial lining,

) a solid ameloblastoma undergoes cystic degenera-
tion of tumour islands with subsequent fusion of multi-
ple microcysts to develop a unicystic lesion.
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To povokuotikéd adapavuvoBAdotwpa mapatnpeital
ouxvdtepa oe veapd dropa, kabwg to 50% mepimou
TV TIEPITIWOEWY diaylyvwokovtal Katd tn 2n dekaetia
NG CwAG Kar n avaloyia yuvaikwv mpog avopeg eival
I:1.3 (Reichart kai ouv. 1995). To 90% twv mepimaoe-
WV TOU JOVOKUOTIKOU adapuaviivoPACOTOHATOG EVIOTTi-
Cetal oty omioBia meploxr] tnG kdtw yvabou. H BAARN
efval ouvABwG aoUPTWHATIKA KAl ePpaviCeTal wg pia
Tieplyeypappévn  akuvodiadyaon Tmou TepIBAMel TN
HUAN evdG €yKAEIOTOU TPITOU Youpiou NG KAtw yvd-
Bou, Mpooopoidfovtag pe odovio@opo KUotn oe
mocootd Tou kupaivetal peta&l 52 kar 100% (Neville
kar ouv. 2009, Philipsen kai Reichart, 1998). AMote
propel va epgaviotel wg pia kaAd TepIyeypappévn
aktivodialyaon Kkai va ekAn@eBel w¢ UTTOAEINPATIKN,
apxéyovn 1 akpoppEIik KUOTN 1 va €xel Kal TTOAUE-
otiakd xapaktipa (Philipsen kar Reichart, 1998).
lotohoyikd, €xouv Tieplypagel TPEIG TUTTO! TOU JOVOKU-
otikoU adapavtivoBAaoTWPATog, 0 AUNIKAG, O evdoau-
NkSG karl o toixwpatikdg (Neville kar ouv. 2009).

210 QUAIKS povokuoTiké adapavivopidotwpa (luminal
unicystic ameloblastoma), o dykog meplopiCetal otnv
emBnAiakry emévduon tou KkuotikoU xwpou. H BAdRN
anoteheftal amd vwdeg KUoTIKS Toixwla [e emévouaon
TIoU amoteAeital oAokANPwTIKd 1) HePIKWG amd adapa-
vvoBAaotikéd  emBnihio, to omofo mapouaidlel pia
Paoiki oupdda amd ywviwdn 1 kuBoeidry kittapa pe
UTIEPXPWHATIKG TTUPrVa TIoU gP@aviCouv avdotpogn
néAwon. Ta umepkeipeva emBnhiakd kittapa €xouv
xahapr| didtagn kar MPooopoIdlouy e TO AOTEPOEIOES
Siktuo (Neville kar ouv. 2009).

210 evdoauhikd povokuotikd  adapavtivoBAdotwpa
(intraluminal unicystic ameloblastoma), mpooexBoAég
adapavuvoPiactipatog mpofdMouy amd Tty KUoTIKA
emévduon evidg tou kuotikoU xwpou (Eik. 7 kar 8).
Autd 1a olidia propel va mAnpoulv eAdxioTa f TepIo-
0OTEPO TOV EVOOKUOTIKO XWPO. 2.€ OPICHEVEG TIEQITTTW-
OEIG, Ol OTTOfEG AVAPEPOVIAl WG SIKTUWTO POVOKUOTIKO
adapavuvoPrdotwpa (plexiform unicystic ameloblas-
toma), To TpAPA Tou Gykou TTou TTPORAMeI evidg Tou
KUOTIKOU Xwpou Tiapouoidlel éva oidnuatwdeg, Oi-
ktuwtd mpdtuto (Neville kar ouv. 2009).

2TO TOXWHATKS Hovokuotiké  adapavuivoBAdotwpa
(mural unicystic ameloblastoma), To Ivwdeg kuotikd Toi-
xwpa dinBeftar and tumkd Buhakindeg f Siktuwtd ada-
pavuvoPAdotwpa oe ToikiAn éktaon kai Pdbog. Zuve-
WG, og Tepfmwon umoyiag Jovokuotikol adapav-
voBAaotwpatog eival avaykaia n PeAETn ToPwv ToIKi-
Aou BdBoug, wote va amokAeiotel n mavotnta ToIxw-
paukig dinénong amd ta kuttapa tou dykou (Neville
kar ouv. 2009).

[evikd TO TTOCOOTO UTTOTEOTTG TOU JOVOKUOTIKoU ada-
HaVTIVOPBACOTWOHATOG HETA amd GUVINENTIKY XEIPOUPYI-
Kr) apaipeon avagépetal va eival pikpdtepo tou 25%
Kal JANioTa otnv TePfmwon tou evdoaulikoy TUTou,

KapabBavdon B. kai ouv./Karathanasi V. et al.

Eix. 7: Evdoauhikég povokuotikdg timog adapavtvopAactopatog
oTov ortoio  aveupiokovtal adapaviivoBAACTIKEG TTPOGEKBOAEG TOU
KuotikoU emBnAiou Tou TIPoBAMOUY EVIOG TOU KUGTIKOU XWOEOU.
Autd ta evboauhikd ofidia propei va minpouv eAdxiota f
TIEQIOOBTEPO TOV eVOOAUAIKO XWPO Kal ouxvd epgaviouv
XapaktneIoTiky SIKTuwTr apxtektovikr. (xpwon A/H x100).

Fig. 7: Intraluminal unicystic type of ameloblastoma which
demonstrates ameloblastic nodules of the cystic epithelium
projecting into the cyst. These intraluminal nodules may occupy
more or less the intraluminal space and often demonstrate a typical
plexiform architecture. (staining H/E x100).

Eik. 8: 2& mepiox€g Tou povokuoTikoU adapavivoBAacTOPatog g
Eik.7, mapatnpolvtal vnoidia adapavuvoBAactopatog, Ta oroia
eEoppwvtal amd v KuoTkr emévduon Kal dinBoulv 1o ouvOETIKO
10TS TOU KUOTIKOU TOIXWPAtog. (xpwon A/H x400).

Fig. 8: In some portions of the unicystic ameloblastoma of Fig. 7,
there are ameloblastic islands, that arise from the cyst lining and
infiltrate the connective tissue of the cystic wall. (staining H/E x400).

The authors consider the second theory as the most
likely (Leider et al. 1985), while others support that uni-
cystic ameloblastoma is a de novo cystic neoplasm
(Ackermann, 1998). In favour of the later consideration
is also a study, according to which all the examined por-
tions of the cystic neoplasmic epithelium of the unicys-
tic ameloblastomas, showed significantly more PCNA
(proliferating cell nuclear antigen) positive cells compar-
ing to dentigerous cyst linings (Li et al. 1995). However,
it is still difficult to produce safe conclusions for any of
the above theories (Philipsen and Reichart, 1998).

Unicystic ameloblastoma usually occurs in young indi-
viduals, as 50% of the cases are diagnosed during the
second decade of life, and the female to male ratio is
I:1.3 (Reichart et al. 1995). The 90% of all unicystic
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éxel urodoyiotel va ayyiCel poAig to 10,7%. Opwg, to
TOIXWPATKS povokuotikd adapavuvoPidotwpa Oew-
peftal u eival mo mbavo va unotpomdoel oUYKPITIKA
e Toug dMoug duo timoug povokuotikoU adapavt-
voBAQOTWHATOG, Adyw TTAPAPOVAG UTTOAEMOUEVWY ETTI-
Bnhakwv vnoidwy tou dykou petd and amd pia amin
EKTTUPIVION KAl TTPOTElVETal €UPUTEPN  XEIPOUPYIKN
ektopr} NG PAAPNG (Philipsen kar Reichart, 1998, Ord
kai ouv. 2002).

levikd, motedetar u n Pioloyikr) oupmepipopd Tou
povokuoTikoU adapavivoPAactpatog eivar nmdtepn
and v avtiotoixn Tou oupmayoug Kal Bewpeital ot
PTTOPEl Va QVUPETWTIOTE! e pia THO ouVINENTIKY Xel-
poupyiki apaipeon. Opwg, to 50-70% twv mepmmwoe-
wv Tou €xouv avaokornBel Tapousialav Ikavotta
diNénong, dSnAwtikry piag emBeTIKrG oupTEPIPOPdG TToU
eixe ayvonOel. Avoooiotoxnpikd éxel Bpebel 6T oto
HOVOKUOTIKO adapavivoPAdoTwd, Ta KUTIAPIKG vnoi-
dia mou dinbouoav to kUoTKS TolXwla, €deiEav éva
onpavukd upnidtepo Seiictn yia to PCNA ané 6t ta
KUTtapd twv evOoauAikv amoguddwy. Or TEPIOXES
TNG KUOTIKAG EMEVOUONG TOU GYKOU €iXaV OXETIKA Aiyo-
Tepa Betikd kuttapa yia v PCNA xpwon, and 6t ta
kUttapa mou dinbouoav 1 ta KUTtapa twv evOoaUAIKWV
oCidiwv. Or avtiotoxol Seikteg yia to oupmayég ada-
pavuvoPAdotwpa Bulakiwdoug TUmou ftav onuavikd
UPNASTEPOI, OUYKPITIKE [E TO OUVOAO TWV TTEQIOXWV
Tou povokuotikoU  adapavtivoBAactwpatog. Emopé-
vwg, autof ol deikteg mMoMamAaciaopou Propel va aro-
Bouv xpricipol oTnv Katavonon g PIOAOYIKFG OUpTTE-
pipopdg, didyvwon kar Bepareia tou adapavuvoBia-
otparog (Li kai ouv. 1995).

3) Mepipepikd (e§wootikd) adapavtivofAdotwpa:
avtioToIxel PONG oto 1% Tou cuvdlou twv adapave-
voBAQoTWPATWY Kal TIEPIYPAPNKE YIa TTPWTN gopd arnod
tov Kuru (1911). MNapouoidler t péyiotn ouxvotnta
ePAVIONG PeTagy g Sng kai éng dekagtiag Cwrg, e
péco épo nhikiag Ta 52 €t kai eppavidetal ouxvdtepa
otoug Aavdpeg (Neville kar ouv. 2009). TNpoépxetal
mBavétata and umoAelypata G odovukrg taviag
TIou PBpiokovtal oto otoPatikd PAeVWOYSVO Twv oUAwy
A TwV QatvIakwyv anoguoewy f and ta eménAiakd kit-
Tapa g Paocikis otPddag tou KaAutTtkou embnAiou
(Buchner kai Sciubba, 1987) kai avartiooetar e€wo-
otkd (Neville kar ouv. 2009), eve) omavidtepa mpoka-
Ael emoaveiakr difbnon tou umokeiyevou @atviakouy
ootol (Kawano «kar ouv. 1992, Takamori kar ouv.
1994). Méxp1 onjuepa dpwg, dev éxel dieukpIvioTel av
1o TIEPIPEPIKG adapaviivoPAdotwua amoteAel andn
VEOTIAONATIKA TTOIKIN@ Tou evdoootikoU adapavtivo-
BAaotwpatog i apdptwa (Ide kar ouv. 2002).

To mepipepikd  adapavuvoPrdotwpa  avamyooetal
ouvibwg ota oUAa Kal OTo Patviakd BAevwoydvo g
omioBiag mepioxng TG kdtw yvdBou (Martelli-Junior kai
ouv. 2005) kar epgaviCetal wg évag avwduvog, un
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ameloblastoma cases is located in the posterior area of
the mandible. The lesion is commonly asymptomatic,
and appears as a well-defined radiolucency surrounding
the crown of a lower impacted third molar, thus being
similar to a dentigerous cyst at a percentage ranging
from 52% to 100% (Neville et al. 2009, Philipsen and
Reichart, 1998). In other cases it may appear as a well-
defined radiolucency, and be confused with residual or
apical cyst or may also be multilocular (Philipsen and
Reichart, 1998).

Histologically three types of unicystic ameloblastoma
have been described: luminal, intraluminal and mural
(Neville et al 2009).

In luminal unicystic ameloblastoma, the tumor is con-
fined to the luminal surface of the cyst. The lesion is
composed of a fibrous cyst wall with a lining consisting
totally or partially of ameloblastic epithelium, which
shows a basal layer of angular or cuboidal cells with
reversely polarized hyperchromatic nuclei. The overly-
ing epithelial cells are loosely arranged and resemble
stellate reticulum (Neville et al. 2009).

In intraluminal unicystic ameloblastoma, nodules of
ameloblastoma project from the cystic lining into the
lumen of the cyst (Fig. 7 and 8). These nodules may be
filling partially or totally the cystic lumen. In some cases,
referred to as plexiform unicystic ameloblastoma, the
portion of the tumor that projects into the luminal
space shows an edematous, plexiform pattern (Neville
et al. 2009).

In mural unicystic ameloblastoma, the fibrous cystic wall
is infiltrated by typical follicular or plexiform ameloblas-
toma, the depth and extent of which vary considerably.
Therefore, in a presumed case of unicystic ameloblas-
toma the examination of multiple sections through
many levels is necessary, in order to exclude the possi-
bility of mural invasion of tumor cells (Neville et al.
2009).

In general, the reported recurrence rate after treatment
of unicystic ameloblastoma with conservative surgical
removal is less than 25%, and particularly in the case of
intraluminal type reaches approximately 10.7%. Howe-
ver, the mural unicystic ameloblastoma is considered
more prone to show recurrence compared to the
other two subtypes of unicystic ameloblastoma, due to
the persistence of residual tumor epithelial islands after
a simple resection, so that a wider surgical removal of
the lesion is recommended (Philipsen and Reichart,
1998, Ord et al. 2002).

Generally, the biological behaviour of unicystic amelo-
blastoma is milder than the corresponding of the solid
type, and a more conservative surgical removal is con-
sidered appropriate. On the other hand, 50% to 70%
of studied cases showed infiltration, underlying an
aggressive behaviour that may have been ignored.
Immunohistochemical studies have showed that, in uni-
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ENKWPEVOG, AUIOXOG 1| €UpIoXoG Oykog He Ppadeia
avarmmuén (Martelli-Junior kai ouv. 2005, Neville kai ouv.
2009), mou pmopel va éxel Kokkwdn, BnAwpatwdn,
pwypwdn A avBokpapPoeidr emedveia (Zhu kar ouv.
1995, Pekiner kai ouv. 2007). H xpoid tg BAGBNG pro-
pel va eival avtiotoixn pe AUtV TOU QUOIOAOYIKOU
BAevvoydvou 1| évtova epubpr] kai To peyedg g eival
ouvnBwg pikpdtepo and 1.5 cm. (Vanoven kar ouv.
2008, Neville kar ouv. 2009). Ta kAIVIKd xapaktnpiot-
K4 tou Oykou eival un edikd Kal TG TEPIOCOTEPES
POPEC exAapPdveral wg Vwua f alpayyelwUaTtoeiOeg
kokkiwpa (Neville kai ouv. 2009), mepipepikd yiyavto-
KUTTAPIKO KOKKIWwA, TIEPIPEPIKO OOTEOTIOIO fVwpa KAl
omaviotepad wg Brdwpa (Shetty, 2005). Mdavtwg, ot
S1ebvr} BIBNoypagia éxouv avagepOel TePIMWOEIG OTIG
omoieg ol Bepdmovteg Iatpol eixav oofapd dilnuua,
Katd méoo n mapatnpoUpevn BAGPN Ba amodiddtav oe
TiePIPePIKS adapavtivoBAJoTwHa TIou €Xel TIDOKAAEDE!
EMPAVEIOKT] OOTIKY amoppd@nan, 1 0t evO00oTKO
adapavuvoPAdotwpa mou e§opudtal amd to eatviakd
ootoUV Kal emekteivetal otd paAakd poépia twv olAwv
(Ide kar ouv. 2002).

lotohoyikd, To TEpIpepIkSd adapavtivoPAdotwpa €xel
vnoideg adapaviivoPpractikoy embnAiou TTou katahap-
Bdvouv T OnAwdn poipa Tou xopiou Kdtw amd To
kahutrtikd emBrAAio (Neville kai ouv. 2009) kar amote-
AoUvtar ané pia kevipikr pdda KUTtdpwy O XaAdpn
Sidtan, ta omoia MPOCoopoIdlouV e TO AOTEPOEISES
Siktuo (Pekiner kai ouv. 2007). To moMamAacialdpevo
embrhio pmopel va embeifel omoiodrmote amd ta
XAPAKTNPEIOTIKE TTOU €XOUV TIEPIYPAQET yia TO evdoo-
otké adapavuvoBAdotwpa. 2to 50% twv mEpTWoE-
WV TTapatnpeital ouvdeon tou dykou e T Pacikr ot-
Bdada tou KkaAutrtikou emBnAiou. Agv éxel dpwg Oieu-
KOIVIOTEl, av autd TO yeyovog urodnAwvel TTpogAeuon
Tou Oykou amnd T Paociky embnhiakr otfdda, i anid
avTIoTOIXel 0T 0UCeUEr| Tou Pe To KAAUTTTKG embrio
(Neville kai ouv. 2009). Emiong, to mepipepikd adapa-
vivoBAdotwpa Siab€tel apketd Kovd  HIKPOOKOTTIKG
OTOIXEl@ pE TNV avtiotoixn €ikova Tou Bacikokuttapl-
KOU KAPKIVWUPATOG, TO omoio opwg dev epgavietal
evbootopatikd (Ayyehdmouhog kai ouv. 2000, Vanoven
kar ouv. 2008, Neville kar ouv. 2009).

levikd, To TepIpepIkS adapaviivoPAdotwua Bewpeftal
OT éxel KaAUtepn mPOyvwon amd 1o evooooTKO
(Gardner, 1996), evw t0 TTOOOOTS UMOTEOTTAG YA TO
TiepIPePIKS adapavivoPAdotwua petd and agpaipeon,
efvar 16-19% évavu tou 20-33% mou eival yia o evdo-
ootikd adapavuvoBidotwpa  (Philipsen kar ouv.
2001B). Opwg, kabwg dev propel va emwBel pe PePar-
otnta ot to TepipepIkd adapavuivoBAdotwpa dev €xel
evooyevég duvapikd dinbnuikrig avgnong, mpoteivetal n
Sievépyeia extopng en block, dtav to mepipepikd ada-
pavuvoPAdotwpa epgpavidetal wg évag BnAwpatwdng
OykoG, peyéBoug peyahitepou amd 20 xiNootd, Tou

KapabBavdon B. kai ouv./Karathanasi V. et al.

cystic ameloblastoma the cell islands that infittrated the
cystic wall demonstrated a higher PCNA index com-
pared to intaluminal nodules. The portions of the
tumor cyst linings had relatively less PCNA positive
cells, comparing to the infiltrating cells or the cells of
the intraluminal nodules. The corresponding indices for
the solid follicular ameloblastoma were significantly
higher, in comparison to the total portions of the uni-
cystic ameloblastoma. Therefore, these proliferation
indices may contribute to the better understanding of
the biological behaviour, diagnosis and treatment of
ameloblastoma (Li et al. 1995).

3) Peripheral (extraosseous) ameloblastoma: acco-
unts for % of total ameloblastoma cases and it was
first described by Kuru (1911). It shows the maximum
appearance rate between the 5th and 6th decade of
life, with @ mean age of 52 years, and most frequently
develops in males (Neville et al. 2009). Most probably
it originates from the dental lamina remnants located in
the oral mucosa of the gingiva, or the alveolar bone, or
from the basal cell layer of surface epithelium (Buchner
and Sciubba, 1987) and grows extraosseously (Neville
et al. 2009). Less frequently, it infiltrates superficially the
underlying alveolar bone (Kawano et al. 1992,
Takamori et al. 1994). It still remains unclear, whether
peripheral ameloblastoma is a true neoplastic variant of
the intraosseous ameloblastoma, or it represents a
hamartoma (Ide et al. 2002).

Peripheral ameloblastoma usually grows in the gingiva
and alveolar mucosa of the posterior region of the
mandible (Martelli-Junior et al. 2005), and appears as a
painless, non-ulcerated, sessile or pedunculated tumour
that progresses slowly (Martelli-Junior et al. 2005,
Neville et al. 2009), and may have a granular, pebbly,
papillary, or warty surface (Zhu et al. 1995, Pekiner et
al. 2007). It may be of normal mucosa coloration or
dark red, and normally its size is less than 1.5 cm
(Vanoven et al. 2008, Neville et al. 2009). The clinical
characteristics of the tumor are non-specific, and in
most of the cases it is considered as fibroma or pyo-
genic granuloma (Neville et al. 2009), peripheral giant
cell granuloma, peripheral ossifying fibroma and rarely
as a papilloma (Shetty, 2005). However, there have
been reported cases in which the surgeon could not
decide, whether the lesion was a peripheral ameloblas-
toma that had caused superficial bone resorption, or an
intraosseous ameloblastoma that originated from the
alveolar bone and had extended to the soft tissues of
the gingiva (Ide et al. 2002).

Histologically, peripheral ameloblastoma contains
islands of ameloblastic epithelium, that extend up to
the papillary portion of the corium right under epithe-
lium (Neville et al. 2009), and consist of a central cell
mass of loose arrangement, which are similar to the
stellate reticulum (Pekiner et al. 2007). The proliferat-
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€xel TIPOKAAEDE! em@avelakr) ootikr) didBpworn (Ide kal
ouv. 2002).

Emiong, av kar ondvio, Sev mpémel va mapaPAénetal To
evVOEXONEVO UTTOTPOTTAG TOU TIEPIPEPIKOU adapavtivo-
BAaotwpatog kai n ouox€uon tou | eEENER Tou, ot
Suomhacia kar kakorBeia. “Exel avapepbel 6T o1 uro-
TPOTIEG cupPaivouy Tepimou 8 xpdvia PJETA TNV apXIKN
ekdAAWON Kal CUVETIWG TIPOTelveTal n mapakoAoubnon
Twv aoBevav autwv (Ng kai Siar 1990, Wettan kai ouv.
2001). Emiong, éxouv avagepBei omdvieg TEPIMTWOEIG
kakorBoug eEalayrg, n omoia umootnpixBnke and
didxutn diBnon, v emBetkry aiénon kar v kata-
oTPoQIKr untotpotr] tnG PAGPNG (Ide kar Kusama 2004,
Wettan kai ouv. 2001).

KAKOHGOEIX MOIKIAIEX
AAAMANTINOBAAZTOMATOX

Ta kakorBn adapavuvoBiactopata avtiotoxolv oe
Nydtepo amé 1o 1% tou ouvdrou twv adapavtvoBia-
otwpdtwy kai diakpivovtal otd PETaotatikd Kal oTd Mo
embBetikd adapavuvoPAactikd kapkivwpata (Bames kai
ouv. 2005, Neville kar ouv. 2009).

Q¢ peraotatkd adauavrivofAdotwua, opiCetal éva
adapavuvopAdotwpa mou pebiotatal, mapd v kahor-
Bn 1otoAoyik Tou eikdva. H ouvrAbng evtdmon eiva
OToUG TIVEUHOVEG, Yeyovog TTou ekhapfBdvetal wg ermé-
Ktaon AOyw e1opdenong 1 ePEUTEUONG OToV TIVEUHO-
va. Opwg, n TePIQePIKY EVIOTION OPICHEVWY TIVEUHO-
VIKQV petaotdoewy umodnAavel ét, eivar mbavdtepo
va éxouv TIPOKANBel Péow NG Aep@Ikrg 1 aipdtoye-
vouc 0doU kal OxI péow eiopdenong (Barnes kai ouv.
2005).

To abauavuivofAactiké kapkivwua pmopel va avartu-
x0el de novo rj amd kakorBn eEalayr} evog Kalon-
Boug adapavuvopractwpatog (Kumamoto kar Ooya
2006, Abiko kai ouv. 2007) kai Siakpivetdl otov Tpw-
Tonadr wino, oto deuteporadry (amodiagoporoiné-
vo) evboootikd kal oto deuteporabry (amodiapopo-
TIoINuévo) Tepipepikd timo (Barnes kar ouv. 2005).

O mpwtonabrig tinog Tou adapavivoPAactikoy kap-
KIVWHATOG ouviotd pia omdvia mpwtonadr] odovtoyevi
poper| KakorBelag, mou epgaviel ouvduaopd Tou ou-
vriBoug IoTohoyikoU TmpotUmou Tou adapaviivoPAaot®-
HATOC e KakorBn KUTTApOoAOYIKA XapaktnEIoTKG (TT.X.
TAElopOP@IoNS, UTWTIKY SpactnpIOTNTa, VEKPWON,
Tiepiveupikr) dindnon, Babuxpwuatikols muprjveg K.a.)
aveEdptnta amd TV TIapousia f pn HETaoTtdoswv
(Bamnes kar ouv. 2005, Neville kai ouv. 2009).

H &diapopikry didyvwon mepihapBdver adapavtivoPia-
OTWWATA TToU TIAPOUCIACouy TEPIoTACIAKd UPNAS HItw-
TKkd Selktn kar didpopa odovioyevr) KAPKIVWHATA,
OTwG To MPWTOTABES akavBokuTtapIkd kapkivwpa Kal
1o Siauyokuttapikd odovioyeveg kapkivwpa. Exer Bpe-
Bel i n aveurhoeidia efval ouxvry ota adapavivoPBAa-
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ing epithelium may demonstrate any of the characteris-
tics that have been described above for the intra-
osseous ameloblastoma. In 50% of the cases there is
connection of the tumor with the basal cell layer of sur-
face epithelium, but it still remains unclear if this finding
is suggestive of the tumor's origin from the epithelial
basal cell layer, or simply represents its connection with
the surface epithelium (Neville et al. 2009). Moreover,
peripheral ameloblastoma shares several common
microscopic features with basal cell carcinoma, which
does not develop intraorally (Angelopoulos et al. 2000,
Vanoven et al. 2008, Neville et al. 2009).

In total, peripheral ameloblastoma is believed to have a
better prognosis compared to intraosseous types
(Gardner, 1996), and its recurrence rate after simple
surgical removal is 16-19% (in contrast to 20-33% for
intraosseous ameloblastoma)  (Philipsen et al. 2001b).
However, since it cannot be ascertained that peripher-
al ameloblastoma does not have endogenous potential
of invading growth, en block resection is suggested
when peripheral ameloblastoma appears as a papillary
tumour, greater than 20 mm that has caused superficial
osseous erosion (Ide et al. 2002).

Although it is rare, the possibility of peripheral ame-
loblastoma recurrence and its transformation to dys-
plasia or malignancy should not be ignored. It has been
reported that recurrences occur almost 8 years after
the initial appearance, and therefore close follow-up of
these patients is recommended (Ng and Siar 1990,
Wettan et al. 2001). Additionally, some rare cases of
malignant transformation have been reported, showing
diffuse invasion, aggressive growth and catastrophic
recurrence of the lesion (Ide and Kusama 2004, Wet-
tan et al. 2001).

MALIGNANT AMELOBLASTOMA
VARIANTS

Malignant ameloblastomas account for less than 1% of
total ameloblastomas, and are classified to metastasiz-
ing ameloblastomas and to the more aggressive amelo-
blastic carcinomas (Barmmes et al. 2005, Neville et al.
2009).

Metastasizing ameloblastoma is defined as an ame-
loblastoma that metastasizes despite its benign histo-
logical image. The most frequent location of metastases
is the lungs and it is usually regarded as a result of dis-
semination through aspiration or implantation of
tumour cells. However, the peripheral location of some
of these lung metastases suggests that they must have
occurred by blood or lymphatic routes, rather than
aspiration (Barnes et al. 2005).

Ameloblastic carcinoma may develop de novo or from
the malignant transformation of an ameloblastoma
(Kumamoto and Ooya 2006, Ladeinde et al. 2006,
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OTIKG KAPKIVWKATA Kal &t Ba propoUce va XpnolpEWE
WG 10XUPOG TTPOYVWOTIKOG Oelking tou kakorBoug
Suvapikou apiBoiwv BAaBwv (Barnes kar ouv. 2005).
O Seutepomadric (amodiapopotoinuévos) evdoooTi-
KOG TUMog Tou adapavivoPAdoTIKOU KAPKIVWHATOG,
avarriooetal og €6agog mpolnmdpxovtog kahorjBoug
adapavuvoPAactpatog kai eival eEaipetikd omdviog,.
Mapatnpeftal kupiwg oe nAikiwpéva drtoua Tou
@épouv adapavivoPAdotwpa enf uakpy xpovikd did-
otnpa. Mpiv v kakor}n e€aMayr tou adapavivo-
PAaotwpatog ouvriBwg mapatnpolvtal TTOAMAMAEG
TOTIKEG UTTOTPOTTEG OTIG yvdaBoug 1 TTponyeftal aktivo-
Bepareia otnv mepioxr| (Barnes kar ouv. 2005).
lotohoyikd, katd to mpwipo otddio g anodiagopo-
Toinong mapatnEouvVtal WAIEG Kai vnoideg emBniou
péoa og unmdoTpwla KoMaydvou, Ta oroia anoteAou-
VIal ano €va TEPIPEPIKS OTPWHA TTOAWPEVWY KUTTAPWY
mou eykAelel aotepoeidry kal maccahoeldn kUTtapa,
KaBWgG Kal TAEIOPOPPIOHOG, HITWOEIG, VEKPWOEIG, armw-
Aela KUTTtapIkAG ouvoxng Kar difBnon veupikav vav. H
EYYUTNTA PE QVATOWIKEG SOPEG CwTIKAG onpaoiag, dmwg
n Bdon tou Kkpaviou, ival onpavtikdg mapdyovtag yid
TNV €MTEUEN UYIOV XEIPOUPYIKWY Opiwv Kar yia T Bel-
Tiwon tou mMpooddkipou empiwong. Ndvtote, o aobe-
vAG tiBetal o pakpoxpdvia mapakohoubnon kai emna-
veEgtaon (Bames kai ouv. 2005).

O OSeutepomabrig (amodiapoporoinuévog) TepIpEPI-
KOG Tinog adapavtivoBAaoTIkoU KAPKIVOUATOG TTPOEP-
xetal and kakonon eEalayr mpoUmdpxovog TepIpe-
pikoU eEwootikol adapavtivoBAaoTWHATog Kal PEXE!
ofjuepa €xouv avagepBel 6 TETOIEC TEPMTIWOEIG e
lookatavopr} ota duo @uia (Bames kai ouv. 2005).
lotohoyikd, mapatnpeital n ouveng eikéva tou ada-
pavtivoPAaoTwPatog péoa oto Paiakd 10O Twv
oUAwv og ouvduaopd pe KUTIAPIKO Kal TUPNVIKS TIAEl-
OHOPPIOUS, AVOUAAEG PITWOEIG, dInBnon Tou gatvia-
KoU 00ToU KAl Twv TEPIPEPIKWV velpwy. H Bepareia
ekhoyrg eival n eupeia tomk agaipeon pe en bloc
EKTOMN Tou TTPOoBePAnUEVOU ooTIKOU TUAPATOG TNG
yvabou Kkar n pakpoxpdvia mapakoiouibnon tou aobe-
voug (Bames kar ouv. 2005).

MPOINQ>H KAl ©EPATTEIA

To adapavuvoPrdotwpa e€akoloubel va Bewpeital
évag Tommkd emBetikdg Oykog kai n Bepameutiky Tou
avupetwmon eival eEatopikeupévn kai kabopildpevn
and 1o ouvduaoud diapdpwy TapaydvIwy, Ows N
QVatoIKr EVIOTTION, O KAIVIKO-AKTIVOYPAPIKOG TUTTOG, O
I0TOAOYIKOG UTTOTUTTIOG, N aKTIVOYPAQIKH ATTeIKOVIoN KAl
1o Héyebog TG PAAPNG (Avdpeodkng kai ouv. 2005).
Oeparmeia ekhoyrg Tou GyKoU TIAPAEVE! N XEIPOUPYI-
Kr) a@aipeon Kar yevikd avapépetdl TTooooTd UTIOTPO-
TG 15-25% petd amd pIikr XEIPOUPYIKY EKTOR, eV
HETd and eQAPHOYH CUVINENTIKIAG XEIPOUPYIKAG TEXVI-

KapabBavdon B. kai ouv./Karathanasi V. et al.

Abiko et al. 2007), and it is classified in the primary
type, the secondary (dedifferentiated) intraosseous,
and the secondary (dedifferentiated) peripheral type
(Barmes et al. 2005).

Primary type of ameloblastic carcinoma comprises a
rare primary odontogenic form of malignancy that
shows a combination of the normal histological pattern
of ameloblastoma with malignant cellular features (e.g.
nuclear hyperchromatism, mitoses, necrosis, perineural
infiltration, etc), regardless of the presence of metas-
tases (Bamnes et al. 2005, Neville et al. 2009).

The differential diagnosis include ameloblastomas that
occasionally present with a high index of mitoses, and
various odontogenic carcinomas, such as primary squa-
mous carcinoma and clear-cell odontogenic carcinoma.
It has been found that aneuploidy is frequent among
ameloblastic carcinomas, and that it could serve as a
significant prognostic index of the malignant potential
of disputed lesions (Barnes et al. 2005).

Secondary (dedifferentiated) intraosseous type of ame-
loblastic carcinoma originates from a preexisting benign
ameloblastoma, and it is very rare. It is mainly observed
in older patients who have had ameloblastoma for a
long period of time. Usually, multiple local jaw recur-
rences or local radiotherapy, precede the malignant
transformation of the ameloblastoma (Bames et al.
2005).

Histologically, during the early stage of de-differentia-
tion clusters or nests and islands of epithelium are
observed within a collagenous stroma, which are com-
posed of a peripheral layer or polarized cells enclosing
stellate to basaloid cells; pleomorphism, mitoses, necro-
ses, loss of cellular cohesion and infiltration of nerve
bundles are also seen. Proximity of the lesion to vital
structures such as the skull base, is important in gaining
clear surgical margins and an improved survival rate.
The patient must remain under close follow-up over an
observation period of several years (Bamnes et al. 2005).
Secondary (dedifferentiated) peripheral type of amelo-
blastic carcinoma arises within a preexisting peripheral
extraosseous ameloblastoma that undergoes malignant
transformation, and to date only 6 cases have been
reported demonstrating equal gender distribution
(Barmes et al. 2005).

Histologically, the typical image of ameloblastoma is
observed as well as cellular and nuclear pleomorphism,
inregular mitoses, invasion of alveolar bone and periph-
eral nerves. The treatment of choice is the wide local
excision with en block resection of the involved jaw
segment and long-term follow-up of the patient
(Barmes et al. 2005).

PROGNOSIS AND TREATMENT

Ameloblastoma is still believed to be a locally aggres-
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KAG N urotporr| @tdvel ato 75-90% (Sehdev kar ouv.
1974). Tevikd, ol BAGBeG TG dvw yvdbou amartolv pid-
KOTEPEG XEIPOUPYIKEG EMEUPATEIS Adyw NG eyyUTnNTdg
TOUG HE QVATOMIKEG OOpEG (WTKAG onpaciag omwg
efval o Iypopeio kai ol opBahpikol kdyxor (EAeubepid-
dng kar ouv. 1994, Zwahlen kar Gratz, 2002). Adapa-
vTivoBAQoTwHata mou ePeaviCovial aktvoypagikd wg
TToAUXwpPeG aktivodiauydaoeig, Bewpolvtar mo embeu-
K4 amd ekeiva Tou TTAPOUCIALovTal WG JOVOXWPES a-
kuvodiauydoeig. H pidikA avuipetwmon ouvibwg mepi-
AapBdver Tpnpatiky ektopr] tou TpooBePAnpévou o-
otoU pe ouvagaipeon KAIVIKG uyioUg ootoU OE €Ktaon
[-2 exatootwv mepipepikd TG PAARnG (Muller kai
Slootweg, 1985). AvtiBeta, n ouvinpnTkr XeIPOUPYIK
agaipeon ouviotatal oe papoimornoinon pévo 1) o€
ouvOuaopd e EKTTUPHVION Kal OTNV EKTTUPAVION e
ootikry and&eon. H papoimonoinon pmopel va fonbn-
ogl otV avupetwmon eupeyebwv BAaBwv, or orofeg
peidvovtal o€ SIaoTdoEIG Kal UTTOKEIVIAI SEUTEPOYEVWG
o€ oAk} xelpoupyikr) apaipeon (TnAaBepidng Kkar ouv.
1998, Nakamura kar ouv. 2002). To xeipoupyikd é\-
Aglgpa mou Katahefmetal katd Tepimwon, Pmopel va
QVTIPETWTTIOTE OTa XPOoVIKA TAaioia tng id1ag tng eméy-
Baong rj petayevéatepa, pe tn Poribeia autdroywy Ka
ETEPONOYWY POOXEUPATWY Kal TTOAUdPIBUWY aMoTTAa-
OTKWV UNKQV Kal aMopooxeupdtwy (Sampson  kal
Pogrel, 1999). Me e&aipeon TG kakorBeig TOIKINEG Tou
adapavivoPAactopatog n mpdyvwon Bewpeital yevikd
KaA, OHWG akdun Kai otnv TePimwon tou kahoriBoug
adapavivoPAaoTONATOG, UMOPEl OPICHEVEG POPEG Va
eméNBel 0 Bdvatog, Adyw NG TOTIKAG €MEKTAONG Kal
dinénong (Zwahlen kar Gratz, 2002). 2 vevikég ypap-
HEG, 0 augnuévog Babudc umoyiag kai n éykaipn Sid-
yvwon tou adapavtvoBAactwpatog, av eivar duvatd
otav autd éxel akopn PIKpEG Slaotdoelg, pmopel va
ouppdlouv kaBoploTikd atnv TieTuxnpévn Beparmeutikn
QVTIUETOMON Tou, 0T BeAtiwpévn mpdyvwon Kai Ael-
ToUpPYIKr amokatdotaon tou aoBevolq (Avopeodkng
kai ouv. 2005).
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