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Rezumat

Scopul lucrarii date a fost de a efectua o
analizd cu privire la pre-cancerul oral si dia-
gnosticul lui precoce. In baza studiului efec-
tuat s-a ajuns la concluzia ca leziunile precan-
ceroase constituie una din problemele actuale
ale medicinii contemporane teoretico-prac-
tice. Diagnosticul intarziat al acestor leziuni
duce la cresterea numaérului de cazuri de
transformare a lor in cancer.

In prezent, a obtinut recunostinti con-
ceptul de ,,pre-cancer”, care pune in evidentd
schimbarile precanceroase ce stau la baza sta-
rilor precanceroase. In aspectul prezentirilor
contemporane a cancerogenezei pre-cancerul
este o stare dinamica de transformare in can-
cer. In astfel de imprejuriri, veriga principald
in profilaxia cancerului o constituie diagnos-
ticul precoce al acestor leziuni, care presupu-
ne un examen clinic minutios si competent.

Cuvinte cheie: pre-cancer, mucoasa ora-
14, diagnostic precoce, leziune precanceroasa,
concept de "pre-cancer”.

Ultimii ani, in structura afectiunilor orale s-au in-
registrat schimbdri esentiale, in special a crescut pon-
derea leziunilor precanceroase. Ele constituie una
din problemele actuale ale medicinii contemporane
teoretico-practice. Diagnosticul intarziat al acestor
leziuni, incontestabil, duce la cresterea numarului de
cazuri de transformare a lor in cancer. Prin urmare
veriga principald, in profilaxia cancerului, o consti-
tuie diagnosticul precoce al acestor leziuni

In prezent, a obfinut recunostin{i conceptul de
“pre-cancer” care pe parcursul evolutiei sale pune in
evidentd :

— schimbarile precanceroase, ce au la baza leziu-

nile morfologice corespunzatoare;

— starile precanceroase , pentru care sunt carac-
teristice manifestarile acestor schimbéri mor-
fologice [7].

In aspectul prezentirilor contemporane a cance-
rogenezei, pre-cancerul — este o stare dinamica de
transformare in cancer ca rezultat al modificarii per-
manente a proprietatilor celulelor spre malignizare.
Transformarea precancerului in cancer are loc, nu
atat in rezultatul schimbarilor cantitative, cit a mo-
dificdrii calitative a starii biologice a celulelor, acu-
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Summary

The purpose of this article was to carry
out an analysis regarding the oral pre—cancer
and its early diagnosis. Based on the study it
was underlined that the precancerous lesions
are one of the actual problems of theoretical
and practical contemporary medicine. De-
layed diagnosis of these lesions increases the
number of cases of malignant transformation.

Currently, the concept of “pre-cancer” has
developed. It points out precancerous changes
that are the background of precancerous con-
ditions. In the aspect of contemporary pre-
sentations of carcinogenesis, pre-cancer — it
is a dynamic condition of malignant transfor-
mation. The main step in cancer prophylaxis
is the early diagnosis of these lesions, which
involves a careful and responsable clinical ex-
amination.

Key words: pre—cancer, oral mucosa, early
diagnosis, precancerous lesion, concept of
“pre-cancer”.

The last years, essential changes have been regis-
tered in the structure of oral diseases, in particular,
the share of precancerous lesions has increased. They
are one of the actual problems of theoretical and
practical contemporary medicine. Delayed diagnosis
of these lesions, undoubtedly, increases the number
of cases of malignant transformation. Therefore, the
main step in cancer prophylaxis is the early diagnosis
of these lesions.

At present, it has been recognized the concept of
“pre-cancer” which highlights:

— precancerous changes, based on the corres-

ponding morphological lesions;

— precancerous conditions, based on manifestati-

ons of these morphological changes [7].

In the aspect of contemporary presentations of
carcinogenesis, pre-cancer — it is a dynamic condi-
tion of malignant transformation as a result of the
permanent modification of cells properties towards
malignancy. The conversion of the pre-cancer into
cancer takes place, not based on the quantitative
changes, but on the qualitative changes of the cells
biological state with the cumulation into them of the
cancerous cells properties. Speaking about precan-
cerous lesions, the term “disease with malignant po-
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mularea in ele a proprietatilor, caracteristice celulei
cancerogene. Referindu-ne la leziunile pre-canceroa-
se se recomanda termenul de “afectiune cu potential
malign”, deoarece noile intitulari sugereaza ca nu toa-
te afectiunile descrise de acest termen se pot trans-
forma in cancer.

Manifestarile clinice in cavitatea orald, recunos-
cute ca fiind pre-canceroase sunt clasificate in urma-
toarele grupe mari, leziuni si afectiuni:

— 0 7leziune pre-canceroasd” este un fesut alterat
morfologic in care este mai mare probabilita-
tea sa apard cancerul oral decat in echivalen-
tul sau normal.

— pe cand 7leziune cu potential de malignizare”
sunt leziuni care, desi nu evolueazd in mod obli-
gatoriu spre cancer, prezintd totusi un risc dege-
nerativ crescut, variabil de la o leziune la alta.

— iar o "afectiune pre-canceroasd” este o stare ge-
neralizata asociatd cu un risc semnificativ de
aparitie a cancerului [4].

Conceptul de leziune sau afectiune orald ca fiind

wpre-canceroasd” se bazeaza pe urmatoarele:

— in studiile longitudinale existd tesuturi cu
modificéri certe ale aspectului clinic, identi-
ficate la primul examen clinic ca fiind "pre-
canceroase”, care s-au transformat in maligne
la etapa de monitorizare;

— unele din aceste modificéri, in special petele
rosii si albe, coexistd la marginea carcinoame-
lor cu celule scuamoase;

— o parte din ele pot prezenta aceleasi modifi-
cari morfologice si citologice observabile si in
tumorile epiteliale, insé fara o invazie clarg;

— unele modificari cromozomiale, genetice si
moleculare, descoperite in diferite tipuri de
cancer oral clar invaziv, pot fi detectate si in
aceste faze “pre-canceroase” si ”pre-maligne’.

Modificérile precanceroase variaza esential cu re-
ferire la clinicd, caracter, volum si pronostic. Ele pot
sd se dezvolte in patru directii de baza: progresie, in-
vazie fird progresie, evolutie indelungata fara modi-
ficari esentiale, regresie. Dezvoltarea pre-cancerului
pe etape cu o treptata avansare a proceselor patolo-
gice constituie progresia bolii. In anumite etape acest
proces poate deveni complet reversibil. Insi odati cu
avansarea bolii reversibilitatea lent scade. La exclu-
derea factorilor nefavorabili devine posibila regresia
elementelor patologice, stabilizarea procesului fara ca-
reva schimbari esentiale sau dezvoltare continua fara
tendintd pentru transformare. Pastrarea fonului nefa-
vorabil duce la malignizarea focarului patologic, fiind
confirmat de rezultatele studiilor morfologice prin de-
pistarea celulelor atipice in materialul biopsiei. Evident
c3, in dezvoltarea procesului, numai progresia este o
trecere indispensabila a pre-cancerului in cancer [5].

Keratozele ca stari precanceroase pot fi sistema-
tizate in:

1. Keratoze fira tendinte de malignizare (for-

ma primara a leucoplaziei, leucoplazia moale,
limba geografici, etc.).

tential” is recommended, because not all the diseases
described by this term can turn into cancer.

Clinical changes in the oral cavity, recognized as
precancerous changes, are classified into the follow-
ing groups, lesions and conditions:

— a “pre—cancerous lesion” is a morphologically
altered tissue which has bigger probability to
convert into oral cancer than into its normal
state.

— a “lesion with malignant potential” is the le-
sion which, although it does not evolve ne-
cessarily into cancer, nevertheless presents an
increased degenerative risk, variable from one
lesion to another.

— and a “pre-cancerous condition” is a genera-
lized condition associated with a significant
risk of cancer appearance [4].

The concept of “pre—cancerous” lesion or condi-

tion is based on the following:

— in the logitudinal studies there are tissues
with certain clinical changes, identified as be-
ing “pre—cancerous” at the first clinical exami-
nation, which turned into malignant lesions
at the follow-up stage;

— some of these changes, especially red and
white spots, coexist with squamous cells on
the edge of carcinomas;

— some of them can present the same morpho-
logical and cytological changes that can be
observed in epithelial tumors, but without a
clear invasion;

— some chromosomal, genetic and molecular
changes, found in different types of clearly in-
vasive oral cancer, can also be detected in the-
se “pre—cancerous” and “pre-malignant” states.

Precancerous changes vary essentially by clinical
changes, character, volume and prognostic. They can
develop in four basic directions: progression, invasion
without progression, long evolution without essential
changes, regression. The pre—cancer development
with a gradual progression of the pathological process
is the progression of the disease. At some stages this
process can become completely reversible. But with
the disease progression, the reversibility slowly de-
creases. By elimination of the unfavorable factors it is
possible the regression of the pathological elements,
the stabilization of the process without any essential
changes or continuous development without tendency
for malignant transformation. The preservation of the
unfavorable background leads to the malignant trans-
formation, this fact being confirmed by the results of
the morphological studies with the detection of atypi-
cal cells in the biopsy material. Obviously, in the de-
velopment of the process, only progression is an indis-
pensable transformation of precancer into cancer [5].

Keratosis, as precancerous states, can be system-
atized into:

1. Keratosis without malignant tendencies

(primary form of leukoplakia, geographic
tongue, etc.).



2. Pre-cancerul facultativ cu probabilitate de
malignizare pana la 6% (leucoplazia plata, li-
chen plan forma hiperkeratozica, lichen plan
forma buloasa, etc.).

3. Pre-cancerul facultativ cu tendinta spre ma-
lignizare de la 6% péana la 15% (leucopazia
forma verucoasa si eroziva, lichen plan forma
hiperkeratozica si erozivd, glosita romboida-
forma hiperplastica, etc.).

4. Pre-cancerul obligat cu o probabilitate de ma-
lignizare mai mare de 16% (leucoplazia forma
eroziva, lichen plan forma eroziv-ulceroasa, sin-
dromul Bowen, keratoza atrofica, etc.) [9].

Conform clasificarii, OMS 2014, sunt puse in evi-

dentd cinci stéri, ce se referd catre leziunile pre-can-
ceroase ale cavitétii orale [2], (figura 1).

w‘\/ Lichen plan bucal

Leucoplazia

Fibroza submucoasa orala

Fig.1. Afectiunile pre-canceroase ale cavitatii orale

Cele mai rdspandite leziuni pre-canceroase in
opinia lui Van der Waal I. in anul 2009 au fost leuco-
plazia si eritroplazia. Iar cele mai frecvente localizéri
ale leziunilor pre-canceroase mentionate sunt:

— 26% mucoasa jugala bilateral;

— 10% mucoasa jugala unilateral;

— 10% buza inferioara [3].

Lichen plan

A fost descris pentru prima datd in anul 1869 de
catre dermatologul britanic E.Wilson. Este o afec-
tiune inflamatorie cronici, o dermatozd cutaneo-
mucoasi, de etiologie necunoscuti. In cadrul ei se
acorda atentie limfocitelor T, care se acumuleaza sub
epiteliul mucoasei orale si cresc rata de diferentiere a
epiteliului scuamos stratificat rezultand hiperkerato-
za si eritem, cu sau fard ulceratii. Morfologic ii este
caracteristica triada : hiperkeratoza, decompozitia
stratului bazal al epiteliului si infiltratie inflamatorie
in straturile epiteliale si zona adiacenta a corionului
(figura 2).

In cazul lichenului plan pe epiteliul cutanat al
suprafefelor flexoare ale extremitatilor sunt prezen-
te papule . =

roz-violete, "
insotite de prurit. Pe su-
prafata papulelor poate
fi un desen fin insinuos
prezentat de puncte si li-
nii alb-gri — Wickhamss
striae (figura 3).

Catre factorii ce con-
tribuie la aparitia liche-
nului plan se atribuie:

e reactiile licheno-

ide de contact (

—_———

Fig.2. Aspectul clinic si morfologic al leziunii mucoasei jugale in cadrul
lichenului plan
Fig. 2. Clinical and morphological appearance of the buccal mucosal
lesion in the lichen planus

2. Optional pre-cancer with a malignancy
probability up to 6% (flat leukoplakia, hyper-
keratotic lichen planus, bullous lichen planus,
etc.).

3. Optional pre-cancer with a tendency to
malignancy from 6% to 15% (verrucous and
erosive leukoplakia, hyperkeratotic and erosi-
ve lichen planus, rhomboid glossitis—hyper-
plastic form, etc.)

4. Compulsory pre-cancer with a malignancy
probability more than 16% (erosive leuko-
plakia, erosive and ulcerated lichen planus,
Bowen syndrome, atrophic keratosis, etc.) [9].

According to WHO 2014 classification, five states

of oral cavity precancerous lesions are highlighted
[2], (figure 1).

\—
I
\

Oral lichen planus

Leukoplakia

Oral submucous fibrosis

Fig.1. Precancerous lesions of oral cavity

The most common precancerous lesions accord-
ing to Van der Waal I. in 2009 were leukoplakia and
erythroplakia. And the most common locations of
the mentioned precancerous lesions are:

— 26% bilateral buccal mucosa;

— 10% unilateral buccal mucosa;

— 10% lower lip [3].

Lichen planus

It was first described in 1869 by British derma-
tologist E. Wilson. It is a chronic inflammatory dis-
order, a cutaneous-mucosal dermatosis, of unknown
etiology. The attention is paid to T lymphocytes that
accumulate under the epithelium of the oral muco-
sa and increase the differentiation rate of stratified
squamous epithelium resulting in hyperkeratosis and
erythema, with or without ulcerations. Morphologi-
cally, it is characterized by the triad: hyperkeratosis,
decomposition of the basal layer of the epithelium
and inflammatory infiltration in the epithelial layers
and in the adjacent area of the corium (figure 2).

In the case of lichen planus on the skin epithe-
lium of the flexor surfaces of the extremities there
' = 3 are pink-purple pap-
ules, accompanied by
pruritus. On the papules
surface it can be a deli-
cate drawing presented
by white dots and lines
— Wickham striae (fig-
ure 3).

There are the fol-
lowing factors that con-
tribute to the etiology of
lichen planus:
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materiale dentare sau
iritatii) in 55,7% ca-
zuri;

e cruptiile  lichenoide
dupa  administrarea
medicamentelor  in
19,7% cazuri;

e stresul in 76,8% ca-
zuri;

e lichenul plan asociat
cu diferite afectiuni:

contact lichenoid reacti-
ons (dental materials or
irritations) in 55.7% ca-
ses;

medicamentous lichenoid
eruptions in 19.7% cases;
stress in 76.8% cases;
lichen planus associated
with  different general
diseases: diabetes, chro-
nic hepatopathies, auto-

diabet zaharat, hepato- Fig.3. Manifestare epiteliald a lichenului plan immune diseases — lupus,
patii cronice , afectiuni Fig.3. Epithelial changes of the lichen planus pemphigus, ulcerative co-
autoimune — lupus, litis in 55.7% cases;
pemfigus, colita ule- e idiopathic lichen planus
crativa in 55,7% cazuri; [8].
e lichenul plan idiopatic [8]. Lichen planus of the oral mucosa and lips has six
Lichenul plan al mucoasei cavitatii bucale si bu- clinical variants:
zelor este reprezentat prin sase forme clinice : o reticular lichen planus;
o lichen plan reticulat ; o atrophic lichen planus;
o lichen plan atrofic ; o erosive lichen planus;
o lichen plan eroziv; o plaque-like lichen planus;
o lichen plan sub forma de plac;  bullous lichen planus;
o lichen plan bulos; o papular lichen planus (figure 4).
o lichen plan pigmentar (figura 4). Erythroplakia
Eritroplazia It was first described in 1893 by Darie and Fur-
A fost descrisa pentru prima datd in anul 1893 nie. It is a mucosal lesion with the highest potential
de citre Darie si Furnie. - i ; for malignant trans-

formation in the oral
cavity. Pindborg (1980)
describes it as a reddish
spot that can not be
classified clinically or
anatomopathologically
into any other definable
disease. Erythroplakia
is a rare, free disease,
often presented as a
combination of red and
white lesions (figure 5).

Erythroplakia is of-
ten represented by a
smooth or granular sur-
face with the following

Este o leziune a mucoasei
cu cel mai mare potenti-
al de transformare ma-
ligna la nivelul cavitatii
orale. Pindborg (1980)
o descrie ca o pata de
culoare rosu-aprins, ca-
tifelata, care nu poate fi
incadratd clinic sau ana-
tomopatologic in nici o
altd afectiune definibila.
Eritroplaziile par a fi rare,
desinestatatoare, deseori
prezente ca o combinatie
de leziuni rosii si albe (fi-
gura 5).

Fig.4. Forme de lichen pIa
Fig. 4. Lichen planus variants

S

ori platd cu o suprafatd
neteda sau granulard ce
se diferentiazd in urma-
toarele forme clinice:

plazie se utilizeaza pen-

Eritroplazia este dese-

o forma omogena;
o eritroleucoplazia;
o eritroplazia patatd
(figura 6).
Leucoplazia
Termenul de leuco-

Ry U

Fig.5. Aspectul clinic al eritroplaziei

Fig.5. Clinical appearance of erythroplakia

clinical forms:
o homogeneous form;
o erythroleukoplakia;
o speckled erythro-
plakia (figure 6).
Leukoplakia
The term leukopla-
kia is used to recognize
white plaques, accompa-
nied by the pathological
cornification of the epi-
thelium (figure 7).

tru a recunoaste plicile
albe cu risc, insotite de ' s
cornificarea patologica a Fig.6. Tipuri de eritroplazie
epiteliului (figura 7). Fig.6. Clinical variants of erythroplakia



Fig.7. Aspectul clinical leucoplaziei
Fig.7. Clinical appearance of leukoplakia

Fig.9. Leucoplazia omogend
Fig.9. Homogeneous leukoplakia

Fig.11. Neomogene nodulare: formatiuni polipoide midi,
excrescente rotunde albe si rosii

Fig.11. Nodular non—homogeneous: small polypoid appearances,

white and red round proliferations

Cauza principald in dezvoltarea acestei maladii
o constituie factorii exogeni nefavorabili. Insa nu se
exclude si influenta factorilor endogeni, ce creaza un
fundal favorabil pentru reactiile leucoplazice ale mu-
coasei orale.

Schuermann (1958) distinge trei tipuri de leuco-

plazie:

e leucoplazia-simptom, asociatd afectiunilor
sistemice ;

e leucoplazia- afectiune (leucoplazia adevara-
td), caracterizata prin hiperkeratinizarea mu-
coasei orale fard semne de inflamatie;

e leucoplazia falsa — include lupusul eritema-
tos, lichenul plan si afectiunile mucoasei ca-
vitatii bucale insotite de aparitia focarelor de
hiperkeratoza [6], (figura 8).

Fig.8. Leucoplazia cu localizare pe mucoasa jugala
Fig.8. Leukoplakia of the buccal mucosa

o A A A

Fig.10. Neomogene patate : mixte, albe i rosii, pastrand
predominant aspectul alb

Fig.10. Speckled non—homogeneous: mixed, white and red,

predominantly preserving the white aspect.

Fig.12. Neomogene verucoase: aspect de suprafata ridata si zbdrcita
Fig.12. Verrucous non—homogenous: fissured and wrinkled surface

The main cause for the development of this dis-
ease is the unfavorable exogenous factors. However,
it is not excluded the influence of endogenous fac-
tors, which creates a favorable background for leu-
koplakia.

Schuermann (1958) distinguishes three types of
leukoplakia:

o leukoplakia-symptom,

systemic disorders;

o leukoplakia — condition (true leukoplakia),
characterized by hyperkeratinization of the
mucosa without inflammation signs;

o false leukoplakia — includes lupus erythe-
matosus, lichen planus and the oral mucosa
diseases accompanied by hyperkeratosis [6],
(figure 8).
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In prezent sunt recunoscute doud forme clinice
de leucoplazie: leucoplazia omogena si neomogena.
Distinctia lor este pur clinicd, se bazeazd pe culoarea
suprafetei si pe caracteristicile morfologice (grosi-
me).

Leziunile omogene sunt uniforme, plate, subtiri,
prezentand santuri adanci in keratina suprafetei. Riscul
de transformare malignd este relativ redus (figura 9).

Leziunile neomogene au un risc mult mai mare
de transformare malignd. Acestea includ tipurile (fi-
gura 10, 11, 12):

Keratoza actinica

Reprezinta o afectiune cu potential de maligni-
zare la nivelul buzei inferioare. Epiteliul scuamos la
nivelul vermilionului buzei poate fi hiperplastic sau
atrofic si indica o maturare dezordonata, cu un grad
variat de keratinizare, ati-
pizm celular si activitate
mitotica crescutd la micro-
scopie.

Un pronostic provizo-
riu poate fi realizat in baza
semnelor clinice, insa un
diagnostic definitiv nece-
sitd un examen morfologic
(' biopsie).

Localizarea
ristica pe bordura rosie a
buzelor sub forma poligo-
nala, permite diagnosticul
hiperkeratozei delimitate.
Palpator se determind o
consistentd in suprafata
focarului (figura 13).

Fibroza orala submu-
coasa

Reprezinta o afectiune
cronicd caracterizatd de
fibroza mucoasei tractului
digestiv superior, ce inclu-
de cavitatea orala, faringe-
le si deseori partea superi-
oard a esofagului.

Cu exceptia formelor timpurii ale afectiunii, cli-
nic se observa o pierdere semnificativd a mobilitatii
tesutului, datorita fibrozei din lamina propria si a
submucoasei.

Fibroza orald submucoasd este recunoscuta ca
tiind o afectiune cu potential malign. Diferite popu-
latii pot prezenta localizari diferite in cavitatea orala
(figura 14).

Diagnosticul obiectiv al starilor precanceroase in
cavitatea bucald este dificil spre deosebire de scrinin-
gul tumorilor epiteliale. Aceasta se explica prin faptul
ca formatiunile din mucoasa cavitatii orale la etapele
incipiente de dezvoltare nu au semne specifice proce-
sului malign (ulceratii, induratii, dureri), iar simpto-
mele clinice sunt foarte variate.

Diagnosticul precoce al formelor de debut pre-
supune o anamneza corectd si un examen clinic mi-

-
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caracte- sl
Fig.13. Aspectul clinic al keratozei actinice

Fig.13. Clinical appearance of actinic keratosis

Fig.14. Manifestare clinicd a fibrozei orale
Fig.14. Clinical manifestation of oral fibrosis

Currently, two clinical types of leukoplakia are
recognized: homogeneous and non-homogeneous
leukoplakia. Their distinction is purely clinical,
based on the surface color and on the morphological
characteristics (thickness).

The homogeneous lesions are uniform, flat, thin,
with deep grooves in the surface keratin. The risk of
malignant transformation is relatively low (figure 9).

Non-homogeneous lesions have a much higher
risk of malignant transformation. There are the fol-
lowing variants (figure 10, 11, 12):

Actinic keratosis

Actinic keratosis is a disease with a malignant po-
tential at the level of lower lip. Squamous epithelium
of the vermilion margin may be hyperplastic or atro-
phic and indicates a disordered development under
‘ microscopic examination,

with a varied degree of ke-
ratinization, cellular atypia
and increased mitotic ac-
tivity.

A temporary prognos-
tic can be made based on
clinical signs, but a defini-
tive diagnosis requires a
biopsy.

The characteristic lo-
calization on the vermil-
ion margin in a polygonal
form, allows the diagnosis
of delimited hyperkerato-
sis. On palpation it can be
felt an induration (figure

13).

Oral submucous fi-
brosis

Oral submucous fi-

brosis is a chronic disease
characterized by mucosal
fibrosis of the upper diges-
tive tract, which includes
the oral cavity, pharynx
and often the upper part of
the esophagus.

Excepting the early forms of the disease, clinical-
ly, there is a significant loss of tissue mobility, due to
fibrosis of the lamina propria and submucosa.

Oral submucous fibrosis is recognized as a dis-
ease with a malignant potential.

Different populations can present different loca-
tions in the oral cavity (figure 14).

Objective diagnostis of precancerous conditions
in the oral cavity is difficult in comparison with the
screening of epithelial tumors. This is explained by
the fact that the modifications of the oral cavity mu-
cosa at the early stages of development has no specific
signs of the malignant process (ulcerations, nodules,
pain), and the clinical symptoms are very varied.

Early diagnosis of initial forms requires a cor-
rect anamnesis and a careful and responsable clinical



nutios si competent, alaturi de investigatii paraclinice
uzuale, cum ar fi coloratia cu albastru de toluidind
si chemiluminiscenta (figura 15)

Coloratia cu albastru de toluidind este o metoda
mult mai informativa ce indicéd prezenta unei evolutii
maligne prin aplicarea solutiei de albastru de toluidi-
nd 1%. Colorantul este absorbit de nucleele celulelor,
numadrul cdrora creste in cazul prezentei unei evolutii
maligne ( figura 16).

Intensitatea coloratiei este direct proportionala
cu gradul de malignizare ceea ce permite sd vorbim
cu certitudine despre prezenta tumorii maligne (fu-
gura 17).

Chemiluminiscenta implica utilizarea unui stick
de lumind chemiluminiscent de unicd folosinta, ce
emite lumina la 430, 540 si 580 nm lungimi de unda.
Utilizarea sticului are scopul de a imbunatati distinctia
vizuala intre mucoasa normali si leziunile albe orale.
Epiteliul normal absoarbe lumina si apare intunecat,
in timp ce leziunile hiperkeratinizate sau displazice
apar albe. Diferenta de culoare depinde de grosimea
epiteliald modificata sau de densitatea mai mare a con-
tinutului nuclear si a matricei mitocondriale ce reflec-
ta in mod preferential lumina in tesuturile patologice
[10], (figura 18).

examination with usual paraclinical investigations,
such as toluidine blue staining and chemilumines-
cence (figure 15).

Toluidine blue staining is a more informative
method that indicates the presence of malignant
evolution by applying the 1% toluidine blue solu-
tion. The dye is absorbed by the nuclei of cells, which
number increases in the presence of malignant trans-
formation (figure 16).

The intensity of the coloring is directly propor-
tional to the degree of malignancy that allows us to
speak certainly about the presence of the malignant
tumor (figure 17).

Chemiluminescence involves a single-use che-
miluminescent light source that emits light at 430,
540 and 580 nm wavelengths. The use of this packet
allows to distinguish visually normal mucosa from
oral white lesions. The normal epithelium absorbs
light and appears dark, while the hyperkeratinized
or dysplastic lesions appear white. The color differ-
ence depends on the modified epithelial thickness
or higher density of the nuclear content and of the
mitochondrial matrix which reflects the light in the
pathological tissues [10], (figure 18).

Fig.15. Coloratia cu albastru de toluidina si chemiluminiscenta
Fig.15. Toluidine blue staining and chemiluminescence

Fig.16. Etapele colorarii cu albastru de toluidind 1%

Fig.17. Intensitatea coloratiei cu albastru de toluidind 1%
Fig.17. The intensity of 1% toluidine blue staining

Fig.16. The steps of 1 % toluidine blue staining

G-

a

| Patologie oral

J

1€ S

\Odontologie, Paradontologi

~N
N



78

In ultimul timp o com-
binatie dintre efectul al-
bastrului de toluidind si
sistemului de chemilumi-
nescentd, a primit aproba-
rea FDA (Food and Drug
Administration) ca adju-
vant la examinarea vizua-
13 a cavitétii orale [1]. Un
studiu recent, cu aplicarea
combindrii albastrului de
toluidind cu sistemul de
chemiluminiscenta la pa-
cientii cu risc ridicat de
malignizare, a demon-
strat cd majoritatea lezi-
unilor, cu un diagnostic
histologic de displazie sau
carcinom in situ, au fost
detectate §i cartografiate
folosind aceastd combiatie
de metode (figura 19).

Fig.18. Chemiluminiscenta leziunii hiperkeratinizate
Fig.18. Chemiluminescence of hyperkeratinized lesion

Lately, the combina-
tion of the effect of tolu-
idine blue staining and
chemiluminescence  sys-
tem has received FDA
(Food and Drug Admin-
istration) approval as an
adjuvant to the visual
examination of the oral
cavity [1]. A recent study
that applied the combi-
nation of toluidine blue
staining with the chemilu-
minescence system to the
patients with high risk of
malignancy showed that
the most of lesions, with
a histological diagnosis
of dysplasia or carcinoma
in situ, were detected and
mapped using this combi-
nation of methods (figure

Fig.19. Combinarea chemiluminiscentei cu albastru de toluidindg 1)

Concluzii
1. Terminologia i

staining

Fig.19. The combination of chemiluminiscence with toluidine blue

clasificérile prezentate contribuie la intelege-
rea aspectelor cunoscute, dar si continua dez-
voltarea termenelor si metodelor care si-au
demonstrat valoarea clinica si epidemiologi-
cd.

Cresterea numarului de pacienti cu afectiuni
orale precanceroase actualizeaza elaborarea,
modernizarea si eficientizarea, concomitent
simplificarea si atribuirea unui caracter cat
mai accesibil protocolului de diagnostic pen-
tru identificarea precoce a patologiei precan-
ceroase a mucoasei cavititii orale.

Conclusions

L.

The presented terminology and classifica-
tions allow the understanding of the known
aspects, but also continue the development of
the terms and methods that have demonstra-
ted their clinical and epidemiological value.
The increased number of patients with pre-
cancerous oral diseases updates the elabora-
tion, modernization and efficiency, also the
simplification and accessibility of the dia-
gnostic protocol for early detection of the oral
cavity precancerous diseases.
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