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Sazetak

Svrha rada: Uniblasti¢ni ameloblastom (UA) vrsta je solidnog ili multicisticnog ameloblastoma.
To je posebna, manje agresivna varijanta nizeg stupnja rekurencije. Istrazivanje je obavljeno us-
poredbom klinickih i patohistoloskih nalaza niza dijagnoza uniblasti¢nih ameloblastoma iz arhiva
Stomatoloskog instituta Maulana Azad sa slucajevima opisanima u literaturi. Materijali i meto-
de: Nakon petogodisnje analize 122 dijagnoze ameloblastoma iz arhiva Odjela za oralnu patolo-
giju Stomatoloskog instituta Maulana Azad u New Delhiju u Indiji, odabrana su 22 slucaja. Svi su
procijenjeni te se biljezila dob pacijenta, spol, radiografska lokacija i podaci o novotvorini, klinic-
ka dijagnoza, histopatoloska svojstva, terapija i podaci o kontrolama. Rezultati: Odabrana su 22
slucaja uniblasticnog ameloblastoma od ukupno 112 izdvojenih dijagnoza unatrag pet godina.
Raspon dobi pacijenata bio je od 3 do 65 godina, a najcesce se bolest pojavljivala u trecem de-
setljecu Zivota. Zastupljenost prema spolu bila je podjednaka. Kod vecine oboljelih bila je zahva-
¢ena mandibula (n=19), a samo kod troje maksila. Veli¢ina lezije iznosila je od 5 x 1 centimetar
do 7,4 x 2,8 centimetara. Najcesci zajednicki simptom bio je bezbolna oteklina, pa se kostana eg-
zostoza vidjela u 18 slu¢ajeva. Jednostruka lezija pojavila se kod 20 pacijenata, a visestruka kod
dvoje. Mikroskopski su svi slucajevi zadovoljavali kriterije Philipsena i Reicharta (luminal — 8, lu-
minal i intraluminal — 4, luminal, intraluminal i intramural — 3 te luminal i intramural — 7). Nadene
su i visestruke varijacije epitela oblozenog oko neoplazme. Tijekom kontrola bolest se kod 16 pa-
cijenata nije ponovno pojavila. Zaklju¢ak: U istrazivanju su se usporedivali klinicki, radiografski i
histoloski podaciiz 22 dijagnoze UA. Potrebno je dodatno prouciti histogenezu i dijagnosticke ne-
dostatke te treba li produljiti razdoblje kontrola tretiranih lezija.
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Uvod

Ameloblastom je jedan od naj¢es¢ih dobro¢udnih odon-
togenih tumora s udjelom od jedan posto medu svim no-
votvorinama i cistama u ¢eljustima i 10 posto medu odon-
togenim neoplazmama (1,2). Na uniblasti¢ni/unicisti¢ni
ameloblastom (UA) otpada od pet do 15 posto svih amelo-
blastoma (3). UA se odnosi na one cisti¢ne lezije koje imaju
klinicka i radiografska obiljezja odontogene ciste, ali histo-
loska ispitivanja pokazuju karakteristi¢an ameloblasti¢ni epi-
tel oko odontogene ciste s proliferacijom ili bez nje u lumen
ili u stijenku (4). Obi¢no obolijeva mlada populacija u uspo-
redbi s uobicajenim ameloblastomom (5, 6, 7, 8).

Potrebno je odvojiti UA od obi¢nih (¢vrstih) i perifer-
nih ameloblastoma zbog jedinstvenih morfoloskih obiljezja
i tipi¢noga bioloskog djelovanja. Histogenetski je podrijetlo

Introduction

Ameloblastoma is one of the most common benign od-
ontogenic tumors accounting for approximately 1% of all
tumors and cysts of the jaws and 10% of all odontogenic tu-
mors (1,2). Unicystic ameloblastoma (UA) represents 5-15%
of ameloblastoma cases (3). UA refers to those cystic lesions
that show clinical and radiological characteristics of an od-
ontogenic cyst but in histological examination show a typi-
cal ameloblastomatous epithelium lining part of the cyst cav-
ity, with or without luminal and/or mural proliferation (4).
It tends to occur in a younger population as compared to pa-
tients of conventional ameloblastoma (5-8).

The UA needs to be separated from the conventional
(solid) and peripheral ameloblastomas due to its unique clin-
ical morphological features and distinct biological behavior.
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uniblasti¢nog ameloblastoma i dalje predmet rasprava. Mno-
gi istrazivaci pronasli su osnovu za njegov razvoj u postojecoj
odontogenoj cisti, ali nastaje i kao ponovno razvijeni tumor.
No ni jedna hipoteza nije dokazana. Smatra se manje agre-
sivnim od krutoga oblika. Tumor se obi¢no tretira enukleaci-
jom i kiretazom (9, 10).

Ovo istrazivanje provedeno je na temelju 22 slucaja ka-
ko bi se potanko analizirao klinicki morfoloski spektrum te
bolje odredilo moguée podrijetlo novotvorine i njezino bio-
losko ponasanje.

Materijali i metode

Nakon analize 112 dijagnoza ameloblastoma iz arhiva,
izabrana su 22 slucaja lijecena od sije¢nja 2007. do prosinca
2011. na Odjelu za Oralnu patologiju Stomatoloskog insti-
tuta Maulana Azad, u tercijarnoj specijaliziranoj bolnici i u
Skoli dentalne medicine u New Delhiju u Indiji.

Odabir slucajeva i uvrstavanje medu UA obavljeni su
analizom histoloskih, klini¢kih i radiografskih svojstava. Za
istrazivanje su odabrani oni koji su zadovoljavali sljedece kri-
terije:

1. primarno se radilo o intreaosealnoj lokalizaciji,

2. makroskopski i mikroskopski bile su vidljive monocisti¢-
ne lezije oblozene epitelom gradenim od cilindri¢nih ba-
zalnih stanica u palisadnom redu s vakuolama u citoplaz-
mi i hiperkromati¢nim jezgrama polariziranima nasuprot
bazalnoj membrani; povrsinski epitel sastavljen je od la-
bavo sloZenih stanica nalik na stanice zvjezdastoga retiku-
larnog tkiva (reticulum stellatum) (11).

Cetvero neovisnih patologa odredivalo je histoloska svoj-
stva koriste¢i se kriterijima Philipsena i Reicherta (12). Svi su
slucajevi analizirani i za varijaciju oblaganja ciste. Tako je epi-
tel ispitan na prisutnost:

1. klasicnoga odontogenog ameloblasti¢nog epitela,

2. nekeratiniziranog epitela nalik na dentigenu cistu,

3. hiperplasti¢nog epitela/ stratifikaciju.

Analizirana je i prisutnost ili odsutnost upale u stromal-
nom tkivu i njezin utjecaj na gornje slojeve epitela. Kod svih
odabranih slucajeva procjenjivala se dob pacijenata, spol, lo-
kalizacija, radiografski podaci, klini¢ka dijagnoza, terapija i
podaci iz kontrolnog razdoblja.

Rezultati
A] Epidemioloski profil
Incidencija
Nasa studija pokazuje da UA predstavlja 14,4 posto (22

od 122) od svih ameloblastoma zabiljezenih tijekom istrazi-
vackog razdoblja.

Dob

Zabiljezena dob pacijenata u vrijeme dijagnoze bila je od
3 do 65 godina, a priblizno njih 32 posto bilo je u tre¢em de-
setljecu Zivota (tablica 1.).

Spol
Gotovo je ravnomjerna raspodjela medu spolovima — 10
muskaraca i 12 Zena (tablica 1.).

Unicystic Ameloblastoma

Histogenetically, the origin of UA remains a topic of consid-
erable debate. The origin of tumor from both a preexisting
odontogenic cyst and a de novo origin have found favor with
different researchers but neither hypothesis has been conclu-
sively proven. Generally thought to be less aggressive than its
solid counterpart, the tumor is often treated by enucleation
and curettage (9,10).

The present study was carried out to analyze and detail
the clinical morphological spectrum, possible histogenesis
and biological behavior of the tumor in 22 patients.

Materials and methods

A total of 22 cases of UA were obtained after reviewing
112 cases of ameloblastoma from the archives of the Depart-
ment of Oral Pathology, Maulana Azad Institute of Dental
Sciences, a tertiary specialized dental college and hospital,
India, from the period of January 2007 to December 2011.
The cases of UA were reconfirmed by reviewing the histol-
ogy, clinical details and radiographic features. Cases having
the following features were included as UA:

1. Cases which were primarily intraosseous.

2. Cases that were macroscopically and microscopically
monocystic lesions lined by epithelium composed of co-
lumnar basal cells in a palisading arrangement with vac-
uolated cytoplasm and hyperchromatic nuclei polarized
away from the basement membrane. The superficial ep-
ithelium was composed of loosely arranged cells resem-
bling the cells of stellate reticulum (11).

The histological features were analyzed independently
by four different pathologists, using the criteria proposed by
Philipsen and Reichert (12). Furthermore, all cases were an-
alyzed for variations in cyst lining. The lining was examined
for the presence of:

1. “Classical’ odontogenic ameloblastomatous epithelium.

2. Non-keratinized lining resembling dentigerous cyst.

3. Hyperplastic epithelium/ stratification.

Presence or absence of inflammation in the stromal tissue
and its influence on overlying epithelium was also analyzed.
All the 22 cases were further assessed for patient age, gender,
location, radiographic features, clinical diagnosis, treatment
and available follow-up data.

Results
A] Epidemiological profile

Incidence

Our study showed that UA variant constituted 14.4%
(22 out of 112) of all ameloblastomas seen during the study
period.

Age
The age ranged from 3-65 years at the time of diagnosis

with approximately 32% of the cases presenting during the
3 decade of life. (Table 1)

Gender
An almost equal gender distribution was observed in the
studied series that consisted of 10 males and 12 females. (Ta-

ble 1)
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Unicisti¢ni ameloblastom

Tablica 1. Glavna tablica s klinickim radiografskim i histopatoloskim svojstvima 22 slucaja unicisticnog ameloblastoma

Table1  Master table showing clinical-radiographic and histopathological features of 22 cases of Unicystic Ameloblastoma
Slucaj broj | Dob © | Spol " . Veli¢ina Klinicki nalazi ® Mjesto nastanka ® | Rtg. svojstva ® Radiographic
Case No. | Age | Sex Ol e o Size Clinical findings Expansion features
L. 65 M Maks. 12-16.Sinus ’ 4.5x2.1 | Oteklina+pus * Sw+Pus | Palatinalno ¢ Pal Uni/radiolucencija ® Uni/RI
Max 12-16 Sinus
Lab+buk+buk.
5 | Mand. 32-Mand. Ramus ¢ Oteklina+ parestezija LL | perf. kutno O i .
2 62 | Z°F Mand 32-MidRamus 5423 1, SwiPares of LL Lab+Buc+Buc Perf Muld/radiolucencija * Muld/RI
atang
3. 35 | Z+F |Mand 43-46 3x2 Oteklinas parestezija LL Ne * No Uni/radiolucencija ® Uni/RI
* Sw, Pares of LL
4. 28 | Z+F |Mand 33-43 3.5x1.5 | Bolovi ® Pain Ne * No Uni/radiolucencija * Uni/RI
5. 27 M i\\/[and. Rlkut Mand R 2.5x1.5 Otekli{la+bolovi ’ Bukalno ¢ Buc Uni/radiolucencija ® Uni/RI
ngle Sw+Pain
. Oteklina+bolovi ¢ o .. .
6. 24 | Z+F |Mand 35-38 2.5x2 . Bukalno ¢ Buc Uni/radiolucencija * Uni/RI
Sw+Pain
7. 40 M Mand 47- lout » Mand 47- 3x1.5 Oteldi{laerOlOVi ’ Bukalno ® Buc Uni/radiolucencija ® Uni/Rl
Angle Sw+Pain
8 13 M Mand. L Kuc-Ram « Mand L 3x2.5 | Oteklina * Sw Bukalno ¢ Buc Uni/radiolucencija ® Uni/Rl
Ang-Ram
9. 39 M | Mand 31-36 4.5x2.5 | Oteklina ® Sw Buc+Lin Multi/radiolucencija * Multi/RI
10. 21 ZeF Mals. 1,1_14 Sinus * Max 3.2x2 | Oteklina ® Sw Ne ¢ No Uni/radiolucencija ® Uni/Rl
11-14 Sinus
11. 44 M | Mand 33-36 2.7x1.5 | Oteklina ® Sw Bukalno ¢ Buc Uni/radiolucencija * Uni/RI
12. 23 | Z+F |Mand 45-47 3.2x2.5 | Oteklina ® Sw Ne * No Uni/radiolucencija ® Uni/Rl
13. 13 M | Mand 47 1.5x1 | Oteklina * Sw Ne » No Uni/radiolucencija ® Uni/RI
14. 3 Z+F |Max61-63 2.7x2 | Oteklina * Sw Lab+Pal Uni/radiolucencija ® Uni/Rl
15. 28 | ZeF [I:/[and. Rlkut s Mand R 2.5x1.5 Otekli{la+bolovi ’ Bukalno * Buc Uni/radiolucencija ® Uni/RI
ngle Sw+Pain
. . Bukalno + lingvalno
16. 20 M | Mand 34-37 3.8x2.4 Otekllpa+bolov1 + bukalno perf. ¢ Uni/radiolucencija ® Uni/Rl
Sw+Pain .
Buc+Lin+Buc Perf
. Labijalno + bukalno A . .
17. 16 M | Mand 43-36 7.4x2.8 | Oteklina * Sw Uni/radiolucencija ® Uni/Rl
* Lab+Buc
18. 50 M Mand. 42-kuc + Mand 5.8x3.1 | Oteklina * Sw Bukalno ¢ Buc Uni/radiolucencija ® Uni/Rl
42-Angle
19. 13 | ZF |Mand 44-46 2.5x1.5 Oteklipa+bolovi+p “* | NeeNo Uni/radiolucencija ® Uni/RI
Sw+Pain+pus
20 50 | Z+F |Mand 33-35 3x2.5 | Oteklina * Sw Bukalno ¢ Buc Uni/radiolucencija ® Uni/Rl
21 43 | Z+F |Mand 34-45 6.8x3.2 Otekli{l%bOlOVi ) Labijalno + bukalno Uni/radiolucencija * Uni/RI
Sw+Pain * Lab+Buc
22 28 | Z*F |Mand 46-48 2.4x1.7 | Oteklina * Sw Bukalno * Buc Uni/radiolucencija ® Uni/RI

Kratice: OKC — odontogena keratocista, CGCG- sredisnji gigantocelularni granulom, AOT — adenomatoidni odontogeni tumor

M-musko, F-zensko, mand —mandibula, max — maksila, Sw — oteklina, pares—parestezija, LL — donja usnica, pal — palatinalno, lab — labijalno, buc —
bukalno, lin — lingvalno, perf — perforacija, ang— kut, uni-unilokular, multi- multilokular, RI —radiolucencija, RR-resorpcija korijena, Ab — nedostaje,
disp — razmaknuto, imp — impaktirano, uni amelo — unicisti¢ni ameloblastom, amelo — ameloblastom, DC — dentigena cista, recurr DC-rekurentna
dentigena cista, Rad cyst —radikularna cista, , sm~ glatko, fri — odvojeno, var — varijabilno, nod excr — ekscizija ¢vorova, enuc— enukleacija, resect -

resekija, curr — kiretaza, NR—nema povratka tumora, NA- nema podataka
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65T Mikroskopski
Khmd.q P sl Makroskopski nalazi ¢ nalazi ¢ Lijecenje ¢ Ponovna pojava/trajanje ®
Zub * Tooth * Clinical M . . ) . :
n . acroscopic findings Microscopic Treatment Follow up/duration
impression findin
LCIngs
. . Galtko+thin+odvojeno Enukleacija® | Nema povratka tumora/5,2 ¢
Ne*No Uni Amelo Sm+Thin+Fri ! Enuc NR/5.2
Resporp. Korijena 33,34,35,38; Nedostaju . .
36,37; Razmaknut 38 * RR33,34,35,38; 1\0/[121&1 Amelo/ Thin cystic cavity 1 Eesekta] a Nema podataka * NA
Ab 36,37; Disp 38 e
Impake. 44  Imp 44 OKC/DC Glatko+thin ¢ Sm+thin 1 Egﬁckleadja * | Nema podataka * NA
Thick+ focal + eksciz.
&vorovat recd in bits © L
Ne ¢ No Rad cyst Thick‘: ;ocal + Nod Excrs 1.2 Kiretaza * Curr | Nema podataka * NA
Recd in bits
Glatko, collapsed .
. o Enukleacija® | Nema povratka tumora/4,3 ®
Ne ¢ No OKC/Rad cyst Cyst%c sac * Sm collapsed 1 Fnuc NR/43
Cystic sac
Resporp. korijena 37; Impak. 38 ¢ RR 37; . . Enukleacija® | Nema povratka tumora/3,6 ¢
Tmp 38 DC Sm+ Var (Thick+Thin) 1.3 Fnuc NR/3.6
Resoprp. korfjena 47; Impak. 48 * RR 47; DC/Uni Amelo | Sm +Thin+Focal Nod Excr 1.2 Enuldeacija * Nema podataka © NA
Imp 48 Enuc
. . s o Nema povratka tumora/3,3
Ne * No OKC Sm+Thin+Fri+ Recd in bits 1 Kiretaza ® Curr NR/3.3
Nedostaje 34-36  Ab 34-36 CGCGIOKC | Sm+Thick 13 Resekcijas | Nema povratka tumora/2,5 +
Resect NR/2.5
Impak. 13 ¢ Imp 13 AOT Thick Cyst wall+Nod Excr 1.2 Eﬁﬁlcdeadj " | Nema podataka * NA
. o Enukleacija® | Nema povratka tumora/2,3 ®
Ne ¢ No Rad cyst Sm+Thin+Fri 1 Fnuc NR/2.3
. Yellow brown Nod Excr + Enukleacija ¢ Nema povratka tumora/1,8
Ne*No Rad cyst Var (Thick+Thin) 13 Enuc NR/1.8
Ne » No DC Sm+Thin+ Recd in bits 1 Kiretaza ® Curr | NR/1.2
Impak. djelomice formiran 25 * Imp Multiple Nod Excr+Var o Nema povratka tumora/1
partially formed 25 bc (Thick+Thin) 123 Kiretaza * Cure NR/1
. . . Enukleacija® | Nema povratka tumora/0,9 ®
Ne * No Residual Cy Thick Cyst wall+Nod Excr 1.2 Enuc NR/0.9
Impak. 35; Razmaknut 34; Resoprp. Recurr DC/Uni . . Resekcija ® Nema povratka tumora/0,6
korijena 36 * Imp 35; Disp 34; RR 36 Amelo Var (Thick+Thin) 13 Resec NR/0.6
Razmaknui 43-34 » Disp 43-34 Uni Amelo Loculated Thick cyst+ Nod 123 Enukleacija ¢ Nema povratka tumora/0,4 ¢
Excr Enuc NR/0.4
. . . Resekcija Nema povratka tumora/4,5
Ne » No Uni Amelo Sm+Thick 1.3 Resec NR/4.5
Impak. 45 « Imp 45 DC Thin + Sm+Recd in bits 1 Ezzzlzdja ’ Nema podataka ¢ NA
Impak. 33,34,35; Razmaknut 43 ¢ Imp . Var (Thin+Thick)+ Nod Resekcija Nema povratka tumora/0,2
33,34,35; Disp 43 DC/Uni Amelo Excr 1.3 Resec NR/0.2
Ne ¢ No Uni Amelo Thick + Hemmorhagic 1.3 Kiretaza ® Curr E;r/ng g oveatka tumora/0,2 ¢
e Recurr DC/Uni | Var (Thin+Thick)+ Nod Enukleacija® | Nema povratka tumora/0,1 ®
Nedostaje 46 * Ab 46 Amelo Fxcr 123 Fnuc NR/O.1

Abbreviations: M-Male, F-Female, Mand ~-Mandible, Max — Maxilla, Sw- Swelling, Pares-Paresthesia, LL- Lower Lip, Pal- Palatal, Lab— Labial, Buc

— Buccal, Lin- Lingual, Perf- Perforation, Ang- Angle, Uni- Unilocular, Multi- Multilocular, RI- Radiolucency, RR- Root Resorption, Ab- Absent, Disp-

Displaced, Imp- Impacted, Uni Amelo- Unicystic ameloblastoma, Amelo- Ameloblastoma, DC- Dentigerous cyst, Recurr DC- Recurrent Dentigerous
cyst ,Rad cyst-radicular cyst, OKC- Odontogenic Keratocyst, CGCG- Central giant cell Granuloma, AOT- Adenomatoid odontogenic tumor, Sm-
Smooth, Fri- Friable, Var- Variable, Nod Excr- Nodular Excrescences,e, Enuc- Enucleation, Resect- Resection, Curr- Curettage, NR- No Recurrence,

NA- Not Available.
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Mjesto tumora

Vedina novotvorina zahvacala je mandibulu (n=19) - 15
je pronadeno u njezinu straznjem dijelu, dvije u prednjem, a
dvije su se pruzale u oba podruéja. U gornjoj éeljusti dva su
tumora zabiljezena u prednjem podrudju, a jedan je obuhva-
¢ao i straznje i prednje podrud¢je maksile (tablica 1.).

Veli¢ina
Lezije su varirale od 1,5 x 1 centimetar do 7,4 x 2,8 cen-
timetara (tablica 1.).

B] Klinicki profil

Simptomi nakon dolaska lije¢niku

Najces¢i simptom bila je bezbolna oteklina kod 14 od 22
pacijenta. Osam pacijenata navelo je bol, 2 su imala gnojni

cksudat iz zahvaéenog podruéja, a 2 su navodila paresteziju
donje usnice.

Kortikalna ekspanzija

U mandibuli je 14 od 19 tumora imalo znakove ekspan-
zivnog rasta bukalnih kortikalnih ploca. U dva je slu¢aja osim
bukalne rasla i lingvalna kortikalna plo¢a, a kod dvoje pacije-
nata je perforirala bukalna kortikalna plo¢a. Medu maksilar-
nim tumorima jedan je imao samo palatinalni rast, a jedan je
rastao s obje strane — i palatinalne i bukalne (tablica 1.).

Radna dijagnoza

Za 20 pacijenata radne su dijagnoze glasile specificne ciste
celjusti (u 9 slucajeva — dentinogena cista; u 4 slucaja — radi-
kularna cista; u 3 slu¢aja — odontogena keratocista; i u jed-
nom slucaju — rezidualna), za njih osam pretpostavljalo se da
je rije¢ o unicisticnom ameloblastomu, za dvoje o multici-
sti¢nom, za jednoga o adenomatoidnom odontogenom tu-
moru, te, takoder za jednoga, o sredi$njem gigantocelular-
nom granulomu. U ve¢ini slucajeva bilo je predlozeno vise
radnih dijagnoza, a ne samo jedna (tablica 1.).

C] Radiogramski profil

Svi su pacijenti imali predoperativne radiograme. Lezi-
je su bile dobro ogranicene radiolucencije. Unilokularna ra-
diolucencija bila je prisutna u 20 slucajeva, a multilokularna
u dva (tablica 1). U devet slucajeva bio je uklju¢en i impak-
tirani zub. Jedan mandibularni UA imao je ukljucena tri ta-
kva zuba. Resorpcija korijena uocena je u Cetiri slucaja, po-
micanje korijena u tri, a nedostajuci zubi bili su povezani s
tri slucaja (slika 1.).

D] Patoloski izgled

Makroskopski

Vecina uzoraka bila je u komadi¢ima, nekoliko ih je do-
biveno u jednom komadu, a ostali su bili zajedno s dijelom
resecirane Celjusti. Vecina lezija bila je izgledom monocistic-
na (posebice intaktni uzorci UA) s promjenjivom debljinom
stijenke. Intraluminarni nastavci opazeni su u nekoliko slu-
¢ajeva (n=8) — bilo fokalni ili ravnomjerno rasporedeni pre-
ma lumenu. U dobivenim uzorcima u sedam je slucajeva bio
uklopljen jedan zub ili vise njih (tablica 1.).

Unicisti¢ni ameloblastom

Site

Majority of the cases involved the mandible (n=19). Of
these, 15 were seen in the posterior mandible, 2 in the anteri-
or mandible and 2 were seen extending from anterior to pos-
terior mandibular region. In the maxilla, 2 cases were seen in
the anterior region involving the sinus and 1 involved both
anterior and posterior maxilla. (Table 1)

Size

The lesions ranged from 1.5xlcm to a maximum of

7.4x2.8cm. (Table 1)
B] Clinical profile-

Presenting Symptoms

A painless swelling was the most common presenting
symptom experienced by 14 of 22 patients. 8 patients com-
plained of pain, 2 had purulent discharge from the affected
area and 2 complained of paresthesia of the lower lip.

Cortical Expansion

14 out of 19 mandibular cases showed expansion of buc-
cal cortical plates. 2 cases showed lingual expansion along
with buccal and 2 had a perforated buccal cortical plate.
Amongst the maxillary cases, one showed both palatal and
labial expansion, whereas one case showed only palatal ex-

pansion. (Table 1)

Provisional Diagnosis

In 20 patients, provisional diagnosis of specified jaw cyst
(9 cases- dentigerous cyst, 4 cases- radicular cyst, 3 cases- od-
ontogenic keratocyst and 1 case-residual cyst) was suggested,
whereas 8 and 2 patients were provisionally diagnosed as uni-
cystic and multicystic ameloblastoma respectively, 1 with ad-
enomatoid odontogenic tumor and 1 with central giant cell
granuloma. More than one presumptive diagnosis had been
suggested in many cases. (Table 1)

C] Radiographic profile

Radiographs were available for all 22 patients. All the le-
sions were well defined radiolucencies. Unilocular radiolu-
cency was encountered in 20 and multilocular radiolucency
in 2 cases (Table 1). An impacted tooth was found associat-
ed with 9 cases. One mandibular UA was found associated
with 3 impacted teeth. Root resorption was noted in 4 cases,
displaced roots in 3 cases and missing teeth were associated

with 3 cases (Fig. 1).
D] Pathologic Appearance

Macroscopic

Many samples were received in bits, few were enucleated
in to and others were a part of resected jaw. Most of the cases
were monocystic in appearance (especially intact specimens
of UA) having variable wall thickness. Intraluminal excres-
cences either focal or projecting uniformly into the lumen
were observed in few cases (n=8). One or more impacted
teeth were found embedded in the received sample in 7 cas-

es (Table 1).
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Mikroskopski

Svi slucajevi klasificirani su prema kriterijima Philipsena
i Reicharta (12). Tako su odredena cetiri podtipa UA i zabi-
ljezena su sljedeca zapazanja:

Histoloski podtip Broj slucajeva
luminalni 8
luminalni i intraluminalni 4
luminalni, intraluminalni i intramuralni 3
luminalni i intramuralni 7

Svi su slu¢ajevi nakon toga analizirani kako bi se dozna-
le varijacije epitela oblozenog oko tumora. U 12 slucajeva
epitel je imao karakteristi¢cna ameloblastomna svojstva s ba-
zalno palisadno poredanim cilindri¢nim stanicama, vakuo-
liziranim citoplazmama i hiperkromati¢nim jezgrama pola-
riziranima suprotno od bazalne membrane. U povrsinskom
sloju bile su nepravilno rasporedene stanice nalik na zvjez-
doliki retikulum (slika 2A). Oblaganje je bilo neprekinuto,
s plocastim nekeratiniziranim epitelom povremeno sli¢nim
epitelu oblozenom oko dentinogene ciste (slika 3A). Takva
varijacija obloznog epitela zabiljezena je uglavnom kod sub-
grupa luminarnog i intraluminarnog tipa (n=12). Sve deblji
epitel opazen je u sedam slucajeva i velina je pripadala in-
tramuralnom tipu (slika 3B). U pet slu¢ajeva bio je u raspo-
nu od nekeratiniziranoga do klasi¢noga ameloblasti¢nog za-
debljanog epitela koji oponasa stratifikaciju. Ti se slucajevi
ubrajaju u podskupine 1.2.3 (n=1) i 1.3 (n=4). U svim slu-
¢ajevima sa stratificiranim epitelom (zadebljanje epitela) na-
stale su stani¢ne reakcije u cisti¢noj stijenki. Jukstaepitelijal-
na hijelinizacija pojavila se u jednom slucaju.

E] Terapija i kontrole

U ovo istrazivanje bilo je ukljuceno 11 pacijenata kod
kojih je obavljeno kirursko ljustenje — kod njih Sestero uci-
njena je rubna i segmentalna resekcija Celjusti, a pet je bilo
kiretirano. Dva slucaja s resekcijom/izrezana slu¢aja (slucaje-
vi #16 i 22) primarno su dijagnosticirana kao dentogene ci-
ste. Kod tih pacijenata bolest se ponovno pojavila nakon 2,3
i 1,2 godine te je kona¢na dijagnoza glasila — UA. Podaci ti-
jekom kontrola bili su na raspolaganju za 16 slucajeva, a za
Sest pacijenata nije ih bilo. U 16 slucajeva s podacima o kon-
trolama, duljina kontrolnog razdoblja bila je od jednog mje-
seca do pet godina. Od pacijenata s podacima o kontrolnim
pregledima do danas se ni kod jednoga nije ponovno pojavio
UA (tablica 1). Kontrolni pregledi nastavljaju se i tijekom pi-
sanja ovog ¢lanka.

Rasprava

U odontogene tumore ubrajaju se skupine lezija s razli-
¢itim histopatoloskim tipovima i klinickim tijekom (12).
Ameloblastom je naj¢eséa klinicki vazna novotvorina. Nje-
zina relativna ucestalost jednaka je ukupnoj ucestalosti svih
ostalih odontogenih neoplazmi.

UA predstavlja pet do 15 posto svih intrakostanih amelo-
blastoma (3). Prvi su ga opisali Robinson i Martinez jo§ 1977.
godine (13). Do tada je bio poznat pod razli¢itim nazivima
kao cisticni ameloblastom, ameloblastom povezan s dentige-

Unicystic Ameloblastoma

Microscopic

All the 22 cases were classified using the criteria proposed
by Philipsen and Reichart (12). Based on this, four histologi-
cal subtypes of UA were recognized and the following obser-

vation was made:

Histological subtype Number of cases
Luminal 8
Luminal and intraluminal 4
Luminal, intraluminal and intramural 3
Luminal and intramural 7

All cases were further assessed to analyze variations in the
lining epithelium. 12 cases showed the characteristic amelo-
blastomatous lining composed of columnar basal cells in a
palisading pattern with vacuolated cytoplasm and hyperchro-
matic nuclei polarized away from the basement membrane.
The superficial layer showed loosely arranged cells resembling
the cells of stellate reticulum (Fig 2A). This lining was contin-
uous with flattened non-keratinized epithelium resembling
the lining of dentigerous cyst at areas (Fig 3A). This variation
in the lining was observed mainly in the subgroups of lumi-
nal and intraluminal type (n=12). An increase in the thickness
of lining epithelium was observed in 7 cases, most of which
were associated with intramural type (Fig 3B). In 5 cases, lin-
ing epithelium ranged from non-keratinized epithelium to
classical ameloblastomatous lining to thickened epithelium
mimicking stratification. These cases belonged to subgroup
1.2.3 (n=1) and subgroup 1.3 (n=4). All cases showing epi-
thelium stratification (thickened epithelial lining) were asso-
ciated with inflammatory cell reaction in the cyst wall. Juxta-
epithelial hyalinization was observed in 1 case.

E] Treatment and follow up

11 patients included in the studied series were treated by
surgical enucleation. Six patients were treated with margin-
al or segmental resection of the jaw and five were curetted.
2 excised cases (case no. 16, 22) were diagnosed as dentiger-
ous cyst. These cases recurred after a period of 2.3 and 1.2
years, respectively, post treatment and were subsequently di-
agnosed as UA. The follow-up data were available for 16 cas-
es and 6 patients were lost to follow-up. For these 16 cases,
the length of the postoperative observation ranged from one
month to 5 years and none of these patients have manifested
recurrence till date (Table 1). A continuing follow-up is be-
ing pursued as an ongoing basis at the time of submission of
this manuscript.

Discussion

Odontogenic tumors comprise a complex group of le-
sions of diverse histopathological types and clinical behavior
(12). The ameloblastoma is the most common clinically sig-
nificant odontogenic tumor. Its relative frequency equals the
combined frequency of all other odontogenic tumors.

UA represents 5-15% of all intraosseous ameloblasto-
mas (3). This variant of ameloblastoma was first described by
Robinson and Martinez in 1977 (13). Prior to 1977, it was

known under various names such as cystic ameloblastoma,
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Slika 1A Velika multilokularna radiolucencija u podrucju prednjeg dijela mandibule s pomicanjem zahvacenih zuba (slucaj#17)

Figure 1A Large multilocular radiolucency involving anterior mandible with displacement of involved teeth. (Case#17)

Slika 1B CECT pokazuje kod trogodisnje djevojcice ekspanzivnu dobro ogranicenu cisti¢nu leziju u koju je uklju¢en djelomice formiran lijevi
maksilarni pretkutnjak (slucaj#14)

Figure 1B CECT showing expansile well corticated cystic lesion involving partially formed maxillary left premolars in a 3 year old girl
(Case#14)

Slika 1C  Ortopantogram pokazuje opseznu multilokularnu radiolucenciju koja je uzrokovala resorpciju vise zubnih korijena (slucaj #2)

Figure 1C Orthopantogram showing extensive multilocular radiolucency causing root resorption of multiple teeth. (Case#2)

Slika 1D Dobro ogranic¢ena unilokularna radiolucencija s impaktiranim zubom 45 — lezija se najprije smatrala dentigenom cistom te je
izljustena (slucaj # 19)

Figure 1D Well defined unilocular radiolucency with impacted 45. The lesion was presumed to be a dentigerous cyst and enucleated. (Case #
19)

Slika 2A  Fotomikrografija s prikazom luminalnog UA s visokim bazalnim cilindri¢nim stanicama poput ameloblasta i povrsinskim stanicama
poput zvjezdolikog retikuluma (slucaj #2) (HiE X 100)

Figure 2A Photomicrograph showing Luminal UA with tall columnar ameloblast like basal cells and stellate reticulum like superficial cells.
(Case#2) (H&E X 100)

Slika 2B Intraluminalni UA s nepravilnim proliferacijama u cistiénu Supljinu(slucaj # 4) (H&E X 100)

Figure 2B Intraluminal UA displaying plexiform pattern of proliferation into the cystic lumen. (Case# 4) (H&E X 100)

Slika 3A  Fotomikrografija s prikazom nekeratiniziranog obloZznog epitela slicnog dentigenoj cisti (slucaj # 13) (H&E X 100)

Figure 3A Photomicrograph showing non-keratinised epithelial lining resembling dentigerous cyst. (Case# 13) (H&E X 100)

Slika 3B Luminalni UA sa znacajkama hiperplasti¢nog epitela sa slicnom slojevitom strukturom kao kod radikularne ciste (slucaj # 1) (H&E X
100)

Figure 3B Luminal UA showing hyperplastic epithelium reminiscent of epithelial arcading seen in radicular cyst. (Case# 1) (H&E X 100)
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nom cistom, cistogenetski ameloblastom, opsezna dentige-
na cista s intracisti¢cnim ameloblasti¢nim papilama, muralni
ameloblastom, dentigena cista s ameloblastnom proliferaci-
jom i razvojni ameloblastom iz rezidualne ciste (12).

Obican ameloblastom pojavljuje se u svim dobnim sku-
pinama, a najcesce u tre¢em i éetvrrom desetlje¢u Zivota (14).
Suprotno tomu UA ima tendenciju pojavljivati se u mladoj
populaciji s prosjekom od 22,1 godine (15). U nasem istrazi-
vanju zabiljezen je kod pacijenata u dobi od 3 do 65 godina
(srednja vrijednost 29,9 godina). Vrhunac incidencije bio je
u tre¢em desetljecu. Vrlo je malo slucajeva te bolesti opisano
u prvih deset godina zivota. Temeljito pretrazivanje literature
pokazalo je da je nas trogodisnji pacijent bio najmladi opisa-
ni slu¢aj s UA-om u britanskoj literaturi.

Odnos muskih i Zenskih pacijenata (10 muskaraca i 12
zena) koji smo mi pronasli u nasem istrazivanju slaze se s re-
zultatima ostalih studija (9, 11, 12).

Nasi nalazi prema kojima je mandibularni ramus naj-
¢es¢e mjesto, a bezbolna oteklina najceséi klinicki simptom
UA, isti je kao u opisima ostalih stru¢njaka (4, 10, 13). Osam
se pacijenata zalilo na bolnost, a dva na gnoj iz pogodenih
podrugja. Bol je najvjerojatnije bila posljedica superinfekci-
je. Parestezija donje usne nastala je u dvama slucajevima i re-
zultat je rasta tumora i pritiska na mandibularni Zivac (n. al-
veolaris inf.).

Radiografski je za UA receno da se ponajprije pojavljuje
kao unilokularna radiolucencija, ali ponekad moze izgledati i
multilokularno (12). Kod vise od 50 posto pacijenata bila je
rije¢ i o impaktiranom zubu te je novotvorina obi¢no nastala
oko njegove krune, sli¢no kao dentigena cista (16). U ovom
istrazivanju je u 20 slucajeva imala izgled unilokularne radio-
lucencije i u dva slucaja multilokularne (tablica 1.). Radiolu-
cencija je uglavnom bila na perikoronarnom mjestu.

Temeljito proucavanje dobivenih velikih uzoraka dalo je
vtlo vazne podatke o mikroskopskoj prirodi tumora. Sluca-
jevi kod kojih varira debljina cisti¢ne stijenke te postoje po-
dru¢ja bez praznog sadrzaja i intraluminarni produzeci ko-
ji nisu Zuti, moraju biti sumnjivi i upucuju na odontogene
tumore prije negoli na ciste. U naem je istrazivanju jedno-
stavna cisti¢na Supljina bila povezana s tipom I UA (lumi-
narnim). Prisutnost nodularnih produzetaka odgovarala je
intraluminarnom tipu, dok su debeli oblozni epitel i puna
podrugja bez $upljina histoloski korelirala s UA-om koji se
protezao u cisti¢nu stijenku. Histoloska svojstva UA opisa-
li su Ackerman (11), te Philipsen i Reichert (12). Svi su ga
klasificirali u razli¢ite podgrupe (kao $to je dolje navedeno),
ovisno o proliferaciji ameloblasti¢nog epitela u odnosu na ci-
sti¢nu stijenku.

Ackerman(11) je klasificirao UA na sljedeéi nacin:
tip 1 — unilokularni, unicisti¢na lezija oblozena epitelom
tip 2 — pleksiformna raznolikost
tip 3 — povremene otekline ameloblastomnog epitela
tip 3a — otekline odvojene od cisti¢ne stijenke
tip 3b — otekline spojene s cistiénom stijenkom

Histopatolo¢ka podjela prema Philipsenu i Reichartu
(12):
podgrupa 1 — luminalni UA
podgrupa 1.2 — luminalni i intraluminalni UA

Unicystic Ameloblastoma

ameloblastoma associated with dentigerous cyst, cystogenic
ameloblastoma, extensive dentigerous cyst with intracystic
ameloblastoma papilloma, mural ameloblastoma, dentiger-
ous cyst with ameloblastomatous proliferation and amelo-
blastoma developing in a residual cyst (12).

Conventional ameloblastoma occurs in all age groups
with peak incidence in the third and fourth decade of life
(14). However, UA tends to occur in a younger population
with average age being 22.1 years (15). In the present study,
UA was observed in patients falling under a wide range i.c.
from 3-65 years with a mean of 29.9 years. Peak incidence
was noted in the third decade. Very few cases of UA have
been reported in the first decade. A thorough search of avail-
able literature revealed that our 3-year-old patient with UA
is probably the youngest reported patient of UA in the Eng-
lish literature.

The male to female ratio (10 males and 12 females) in
our reviewed cases was found to be in agreement with other
authors (9,11,12).

Our findings of mandibular ramus as the favored site and
a painless swelling being the most common clinical presen-
tation of UA, agree with that of previous reports (4,10,13).
Eight patients complained of pain and two of purulent dis-
charge from the affected area. Pain was most likely a con-
sequence of superimposed infection. Lower lip paresthesia
observed in 2 cases may result from the enlarging tumor im-
pinging on the mandibular nerve.

Radiographically, UA is said to present primarily as a
unilocular radiolucency but may occasionally exhibit mul-
tilocular appearance (12). More than half of the cases are as-
sociated with impacted teeth and the tumor is usually seen
surrounding the crown of the impacted tooth similar to a
dentigerous cyst (16). In the present series, 20 were uniloc-
ular radiolucency and 2 were multilocular radiolucency (Ta-
ble 1). The radiolucency was in pericoronal position in al-
most all cases.

A thorough examination of the received gross specimen
may yield vital information regarding the true microscop-
ic nature of the tumor. Areas of varying thickness in cyst
wall, solid areas, intraluminal excrescences that are not yel-
low must be treated with suspicion as they may prove to be
odontogenic tumors rather than cysts. In the present review,
simple thin cystic sacs were usually associated with Type 1
(luminal) UA. Presence of nodular excrescences correspond-
ed with intraluminal type, whereas thick linings and solid ar-
eas correlated mostly histologically with UA extending into
cyst wall.

The histological features of UA have been established by
Ackerman (11), Philipsen and Reichert (12). All of them
have classified UA into various subgroups (as listed below)
depending on the proliferation of the ameloblastic lining
with respect to cyst wall.

Ackerman has classified UA as (11):

Type 1 — unilocular, unicystic lesion lined by epithelium
Type 2 - plexiform variety

Type 3 — invariant islands of ameloblastomatous epithelium
Type 3a — islands not connected to cyst lining

Type 3b — islands connected to cyst lining
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podgrupa 1.2.3 — luminalni, intraluminalni i intramuralni

UA
Podgrupa 1.3 - luminalni i intramuralni UA

U ovom smo istrazivanju za klasifikaciju primijenili Phi-
lipsenovu i Reichartovu (12) podjelu (tablica 1). Vecina na-
$ih slucajeva ubraja se u podgrupe 1 (n=8) i 1.3 (n=7). Ana-
lizirana je i morfoloska raznolikost obloznog epitela te je u
svim slucajevima uoceno ameloblasti¢no tkivo (slika 2A). Bi-
lo je i dijagnostickih dvojbi, posebice ako je hiperplasti¢ni
epitel urastao u okolno vezivno tkivo i bio povezan s kronic-
nom stani¢nom upalnom reakcijom. Takvi slucajevi tesko su
se razlikovali od radikularne ciste (slika 3B). Slojevita proli-
feracija UA podsje¢a na uzorak radikularne ciste, kao odgo-
vor na upalu. Upale u slucaju UA i raspoloZivost samo dijela
ciste tijekom incizijske biopsije, dodatno kompliciraju i ote-
zavaju dijagnostiku. Sli¢an dijagnosticki problem uodili su i
opisali Li i njegovi suradnici (4). Isti autori raspravljali su o
jukstaglomerularnoj hijalinizaciji kod polovice od 33 opisana
slucaja UA i predlozili da taj nalaz upozorava patologe na UA
u malim bioptickim uzorcima (4). Mora se ipak istaknuti da
je samo jedan od 22 slu¢aja UA imao znacdajke jukstaglome-
rularne hijalinizacije i da u na$em istrazivanju nije potvrdena
vaznost ovog nalaza u postavljanju dijagnoze.

Patogeneza UA ostaje kontroverzna. Neki istrazivaci tvr-
de da tumor nastaje iz odontogene ciste, a drugi smatraju da
se od pocetka samostalno razvija (9, 10, 11, 17). Prvo je sta-
jaliste potkrijepljeno ¢injenicom da se UA Cesto nalazi u bli-
skom kontaktu s impaktiranim zubom, a odredena podru¢-
ja novotvorine podsjecaju takoder na oblaganje dentogene
ciste. U naSem istrazivanju devet slucajeva bilo je u bliskom
doticaju s impaktiranim zubom, a 12 s tankim nekeratinizi-
ranim epitelom koji se nalazi kod dentogenih cista. Nada-
lje, u dva slucaja bile su nakon biopsije dokazane i izljustene
dentogene ciste, ali se su lezije ponovno pojavile te su na-
knadno dijagnosticirane kao UA. U 13 slucajeva UA nije bi-
lo povezanosti s impaktiranim zubima te se njihov razvoj iz
postojece dentogene ciste zbog toga ne moze potvrditi, pa
to podupire hipotezu o izvornom nastanku bolesti. Diferen-
cijalnodijagnosticki pokusalo se za dokazivanje je li rije¢ o
odontogenoj cisti ili o UA-u uporabiti razlicite biokemijske
biljege poput lecitina, ugljikohidrata krvnih stanica, recep-
tora epidermalnog faktora rasta (EGF-R), antigena stanic-
ne proliferacije i Ki-67, ali do danas nema kona¢nih zaklju-
¢aka (18-22).

Pitanje treba li se u slucaju sumnje na UA uopée obavljati
incizijska biopsija, ostaje otvoreno za raspravu. Autori koji su
protiv potkrepljuju svoje stajaliste time da se tijekom incizij-
ske biopsije dobiju samo mali dijelovi lezije, pa je ¢ak i isku-
snom patologu tesko procijeniti kakva je (4).

Pravu prirodu lezije moguée je procijeniti samo ako se
ekscidira kompletno tkivo i histoplatoloski analizira. Smatra-
mo da je za dijagnozu UA potrebna to¢na kirurska, radiolos-
ka i histopatoloska korelacija.

Plan terapije ovisi o dobi pacijenta, veli¢ini tumora, lo-
kalizaciji, radiografskim znacajkama (unilokularni ili multi-
lokularni), kona¢nom histopatoloskom nalazu i ¢injenici je li
lezija primarna ili rekurentna. U slu¢aju luminarnog i intra-
luminarnog UA najprihvatljivije su terapije enukleacija (iz-

Unicisti¢ni ameloblastom

Histopathological grouping by Philipsen and Reichart is

as follows (12):

Subgroupl — Luminal UA

Subgroup1.2 — Luminal & intraluminal UA
Subgroup1.2.3 — Luminal, intraluminal & intramural UA
Subgroup1.3 — Luminal & intramural UA

The present study adopted Philipsen and Reichart (12)
criteria to classify the cases (Table 1).

Most of our cases fell into subgroups 1 and 1.3 (n=8 and
n=7 respectively). Furthermore, the morphological diversity
in the lining epithelium was also analyzed. The characteris-
tic ‘classical’ ameloblastomatous lining was seen in all cases
(Fig 2A). A diagnostic dilemma was encountered especial-
ly in those cases where hyperplastic epithelium was grow-
ing into the underlying connective tissue and was associated
with chronic inflammatory cell reaction. Such cases became
difficult to differentiate from radicular cyst (Fig 3B). Arcad-
ing proliferation of UA in particular is reminiscent of the
arcading pattern seen in radicular cysts in response to in-
flammation. The presence of inflammation in UA and the
availability of only a part of the cyst during an incisional bi-
opsy further complicate the issue. A similar diagnostic pitfall
has been discussed by Li et al. (4).

The same authors have described the presence of juxta-
epithelial hyalinization in half of their reported 33 cases of
UA and suggest that this finding should alert the patholo-
gist to the finding of UA in small biopsy samples (4). How-
ever, in the present case series, only one case out of 22 dis-
played juxta-epithelial hyalinization and the importance of
this finding in making a diagnosis of UA remains unsub-
stantiated.

The pathogenesis of UA remains controversial. Some re-
searchers believe that the tumor arises from pre-existing od-
ontogenic cyst while others consider that it arises de novo (9-
11,17). The former argument is primarily based on the fact
that UA are very often associated with impacted teeth. Also,
areas of tumor resemble dentigerous cyst lining. In our study,
9 cases were associated with an impacted tooth and 12 were
associated with thin non-keratinized epithelium as seen in
dentigerous cyst. Moreover, 2 cases were biopsy proven cases
of dentigerous cyst that had been enucleated. These lesions
recurred and were subsequently diagnosed as UA. However,
13 cases were not tooth associated; hence their development
from a pre-existing dentigerous cyst cannot be substantiated,
thus supporting the de novo origin hypothesis. Various im-
munocytochemical markers such as lectins, blood cell car-
bohydrates, epidermal growth factor receptor (EGE-R), pro-
liferating cell nuclear antigen and Ki-67 have been tried to
differentiate between odontogenic cyst and UA but no con-
sistent findings have been obtained till date (18-22).

Whether an incisional biopsy for a suspected UA should
be done or not is a subject open to debate. Authors who are
not in favor argue that an incisional biopsy consists of only
small fragments and true nature of the lesion is difficult to as-
sess even by trained oral pathologists (4). Moreover, the true
nature of the lesion becomes evident only when the com-
pletely excised tissue is available for histopathological exam-
ination. The current authors suggest that diagnosis of UA
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ljustenje) i kiretaza (3, 10, 13). Ako novotvorina urasta u sti-
jenke ciste (muralni oblik), tada je tehnicki rije¢ o solidnom
(¢vrstom) tipu te se pri odabiru terapije (3) preporucuje ra-
dikalan kirurski pristup. Istog su misljenja Black i suradnici
(3), te Kessler (23) i Gardner (24).

Kod vecine nasih pacijenata (n=11) obavljeno je izljuste-
nje, ve¢inom zbog njihove mladosti. U nasem istrazivanju ni
u jednom od 16 slu¢ajeva za koje postoje podaci nakon kon-
trola, nije bilo rekurencije, iako je primijenjena konzervativ-
na kirurska terapija. Prosje¢ni interval izmedu terapije i re-
kurencije UA priblizno je sedam godina, a u gotovo svim
opisanim slucajevima tumor se ponovno pojavio nakon ¢eti-
ri godine (4). Budu¢i da ponovni UA nastaje kasno u odno-
su na obi¢ni ameloblastom (rekurencija 50 % unutar 5 go-
dina od terapije), potrebno je produljiti kontrolna razdoblja
i povremeno kontrolirati sve oboljele od te podgrupe amelo-

blastoma (25).

Sukob interesa

Tijekom istrazivanja i pisanja ovoga rada nije bilo suko-
ba interesa.

Unicystic Ameloblastoma

requires strict surgical, radiological and histopathological
correlation.

Treatment planning depends on the patient age, tumor
size, location, radiographic appearance (unilocular or mul-
tilocular), final histopathological diagnosis and assessment of
whether it is an initial presentation or a recurrence. However,
for luminal and intraluminal UA enucleation and curettage
is the most acceptable treatment modality (3,10,13). If tu-
mor invades into the wall of the cyst (mural variant), then it
technically has a solid component which outweighs the cys-
tic component regarding treatment planning (3). In such cas-
es, we recommend a radical surgical approach and the same
has been stated by Black et al (3), Kessler HP (23) and Gard-
ner (24). Most of our cases (n =11) were treated by enucle-
ation according to the patients’ age.

In the present study, none of the 16 cases for whom the
follow-up was available showed recurrence despite being
treated by conservative surgical procedures. The average in-
terval between treatment and recurrence of UA is approxi-
mately 7 years and almost all reported recurrences occurred
after a period of 4 years (4). Since UA is reported to recur
late compared to conventional ameloblastoma (recurrence of
50% within a 5 year period), the need for further, prolonged
and periodic evaluation of all cases is mandatory for this sub-
group of ameloblastoma (25).
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Abstract

Objective: Unicystic ameloblastoma (UA) is a variant of solid or multicystic ameloblastoma. It is
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characterized as a distinct variant exhibiting less aggressive behavior and a lower rate of recur-

rence. The current study was carried out to correlate the clinical pathological findings of the stud-
ied series of UA with the other reviewed cases in the literature. Materials and Methods: A total of
22 cases of UA were obtained after reviewing 112 cases of ameloblastoma from the archives of
Department of Oral Pathology, Maulana Azad Institute of Dental Sciences, India over a five year
period. All the cases were assessed for patient age, gender, location, radiographic features, cli-
nical diagnosis, histopathological features, treatment and available follow-up data. Result: The
series represents 22 cases of UA out of 112 cases of ameloblastoma seen during a 5 year period.
The age at diagnosis ranged from 3-65 years and peaked during the 3 decade of life with an al-
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most equal gender predilection. The majority of the cases involved the mandible (n=19) and only
3 were seen in the maxilla. The size of the lesion ranged from 1.5x1cm to 7.4x2.8cm. A painless
swelling was the most common presenting symptom and bony expansion was evident in 18 cas-
es. Unilocular radiolucency was encountered in 20 and multilocular in 2 cases. Microscopically,
all the 22 cases satisfied the criteria proposed by Philipsen and Reichart (Luminal-8, Luminal and
intraluminal-4, Luminal, intraluminal and intramural- 3 and Luminal and intramural-7). Numerous
variations in the lining epithelium were observed. The follow-up data were available for 16 pa-

tients and revealed no recurrence. Conclusion: The study has collected clinical, radiographic and
histological data for 22 cases of UA. The histogenesis, diagnostic pitfalls as well as the need for

prolonged follow-up of treated lesions have been emphasized.
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