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Rezumat:

Diabetul zaharat prezinta o prevalenta si
incidenta in continud crestere. Conform Fe-
deratiei Internationale pentru Diabet, in anul
2015 - un om din 11 are diabet zaharat. Statis-
ticele Federatiei Internationale pentru Diabet
demonstreazd incidenta ei cu cote maxime de
55% in anul 2035 [1]. Rezultate cercetarilor in
Republica Moldova demonstreaza prevalenta
7-8% pentru populatia de la 20-79 ani. Boala
parodontala a fost numitd a 6-a complicatie
a Diabetului Zaharat. In acest context, sco-
pul cercetirii date este analiza schimbdrilor
obiective si subiective parodontale si meca-
nismele dezvoltarii lor in DZ. Pentru aceasta
au fost examinati clinic si paraclinic 10 paci-
enti cu Diabet Zaharat. In cadrul catedrei de
Odontologie, parodontologie si patologie ora-
14, s-au determinat indicii parodontali si s-a
stabilit un plan de tratament concomitent cu
pacientii non-diabetici.

Cuvinte cheie: diabet zaharat, parodonti-
td marginald, hiperglicemie.

Introducere

Diabetul zaharat (DZ) este o boala metabolica, cu
evolutie cronicd, datoraté carentei absolute a hormo-
nului - insulina, sau rezistentei receptorilor tesuturi-
lor. Aceasta determind, in primul rand, perturbarea
metabolismului glucidic, urmata de perturbarea me-
tabolismului lipidic, proteic, hidromineral si acido-
bazic [1].

Diabetul este o boald care afecteazi intregul or-
ganism, inclusiv cavitatea bucala si, nemijlocit, tesu-
tul parodontal. Boala parodontala a fost numita a 6-a
complicatie a Diabetului Zaharat, pe langa neuropatie,
nefropatie, retinopatie, micro- si macroangiopatie [2].
S-a constatat ca parodontita marginald cronica este
des intalnita la pacienti cu diabet zaharat, in proportii
de 60-90%, avand o evolutie specifica, cu efecte di-
structive asupra elementelor sistemului stomatognat.

Parodontita marginald cronicd (PMC) debuteaza
precoce, evolueaza rapid, ducind la edentatii partia-
le sau totale, chiar la tineri. Hiperglicemia, expresie a
glicolizei intracelulare, duce la afectarea parodontala
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Summary:

Diabetes has a growing prevalence and in-
cidence. According to the International Diabe-
tes Federation, in 2015 - a person from 11 had
Diabetes Mellitus (DM). Statistics of the Inter-
national Federation for Diabetes demonstrate
its incidence with a maximum of 55% in 2035.
Research results in the Republic of Moldova
show a 7-8% prevalence for the population
aged 20-79. Periodontal disease was called the
6th complication of Diabetes Mellitus. In this
context, the purpose of this research is the
analysis of the objective and subjective peri-
odontal changes and the mechanisms of their
development in DM. Ten patients with diabe-
tes mellitus were examined clinically and para-
clinically for this. Periodontal indexes were es-
tablished and a treatment plan was established
concurrently with non-diabetic patients in the
Department of Odontology, periodontology
and oral Pathology.

Key words: diabetes mellitus, marginal
periodontitis, hyperglycemia.

Introduction

DM is a metabolic disease with chronic evolution
due to the absolute hormone deficiency - insulin, or
resistance of tissue receptors. This leads, firstly, to the
disruption of carbohydrate metabolism, followed by
disruption of lipid, protein, hydromineral and acido-
base metabolism [45].

Diabetes is a disease that affects the entire body,
including the oral cavity and, periodontal tissue.
Periodontal disease was called the 6th complication
of Diabetes Mellitus, in addition to neuropathy, ne-
phropathy, retinopathy, micro- and macroangiopa-
thy [24]. Chronic marginal periodontitis (CMP) has
been found to be common in patients with diabetes
in a proportion of 60-90%, with a specific progres-
sion, with destructive effects on dental system ele-
ments.

CMP begins precociously, evolving rapidly and
developing into partial or total edentations, even at
young people. Hyperglycemia, the form of intracell
glycolysis , leads to the periodontal affections be-
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perglicemia este responsabila de tendinta de infectii
cronice in parodontopatii. DZ creeaza in osul alveolar
conditii favorabile dezvoltdrii interne a pioreei alveo-
lare sub forma unui proces de atrofie osteoporotic.

Aceastd maladie este, pand in prezent, singura
afectiune sistemicd evident legatd de boala paro-
dontald, prin mecanisme biochimice concrete. Al-
terarea sintezei de colagen si predispozitia geneticd,
modificdrile vasculare si disfunctia neutrofilelor,
observate in diabetul zaharat, contribuie la distructia
tesutului conjunctiv, avdnd consecinte si asupra tesu-
turilor parodontale [4].

Deficitul de insulind inregistrat in DZ este cauzat
de interactiunea factorilor genetici, stilului de viatd
nesinatos si alti factori dobanditi [3].In rezultatul
acestor interactiuni se induc mecanisme diabetogene
fundamentale: distructia celulelor beta, asa cum se
intdmpld in tipul I, defectul in secretia si/sau actiu-
nea insulinei, caracteristica tipului II, sau combina-
rea acestora, in tipul gestational [4].

Particularitatile etiologiei DZ tip I:

— este considerat o afectiune autoimuna cu eti-
ologie multifactoriald, produsd de interactiu-
nea mai multor factori genetici si de mediu,
a cdror consecin{d este distructia progresivd a
celulelor beta-pancreatice si in final, deficitul
de insulina endogena.

— afirmatia sus-mentionata este valabila pentru
majoritatea cazurilor de DZ (tip I), dar exista
si cazuri (in unele triburi din Africa) cu un
tablou clinic tipic. Cu toate acestea nici unul
dintre markerii procesului autoimun nu poate
fi evidentiat. In unele cazuri distructia celule-
lor beta si deficitul absolut de insulina pot fi
de etiologie toxicd (intoxicafia cu pesticide),
infectioasa (rubeola congenitald) sau chirur-
gicald (pancreatectomii).

— pana la mijlocul anilor 60 (deci, dupé circa
45 de ani de la descoperirea insulinei, DZ tip
I era considerat ca o boala de etiologie necu-
noscutd. In 1964 a fost descoperiti prezenta
infiltratului limfomonocitar in insulele pan-
creatice (Langerhans).

— in anii 70 a fost semnalata asocierea cu alte
afectiuni autoimune (tiroidita Hashimoto,
boala Adison). A urmat identificarea primilor
anticorpi organospecifici (anticorpi antiinsu-
lind pancreatica- ICA), diverselor teorii vira-
le”, descrierea altor antigene si anticorpi spe-
cifici §i a mediatorilor imunologici (citokine,
oxidul nitric) [4].

Particularitatile etiologice ale DZ tip II

DZ (tip II) rezultd din combinarea a doud meca-
nisme diabetogene fundamentale: sciderea secretiei
de insulind si scdderea actiunii insulinei din cauza in-
sulinorezistentei. In urma glicozilarii nonenzimatice
si oxidarii, rezulta produsi ireversibili, numiti pro-
dusi finali de glicozilare (AGE - advanced glycation

cause of the reduction or inactivity of insulin. Hy-
perglycemia is also responsible for the tendency of
chronical infections in periodontitis. DM creates fa-
vourable conditions for the development of alveolar
piorrea in the alveolar bone as a process of osteopo-
rotic atrophy.

This disease is, so far, the only systemic disease
obviously related to periodontal disease, through
concrete biochemical mechanisms. Alteration of col-
lagen synthesis and genetic predisposition, vascular
changes and neutrophil dysfunction, seen in diabe-
tes, contribute to connective tissue destruction, with
consequences also on periodontal tissues [4].

The insulin deficiency seen in DM is caused
by the interaction of factors like:genetics, un-
healthy lifestyle and others [3].As a result of these
interactions,the fundamental diabetogenic mecha-
nisms are induced: the destruction of beta cells, as in
type L, the defect in insulin secretion and / or action,
characteristic of type II, or their combination in the
gestational type [4]

The particularities in the etiology of type I DM:

— 1is considered an autoimmune disease with
multifactorial etiology produced by the in-
teraction of several genetic and environmen-
tal factors resulting in progressive destruction
of beta-pancreatic cells and endogenous insu-
lin deficiency

— the above-mentioned statement is true for
most cases of diabetes (type I), but there are
cases (in some African tribes) with a typical
pattern. However, none of the markers of the
autoimmune process can be highlighted. In
some cases beta cell destruction and absolute
insulin deficiency etiology can be toxic (pes-
ticide poisoning), infections (congenital ru-
bella) or surgery (pancreatectomy)

— up to mid 60’s (and therefore, after about 45
years since the discovery of insulin, type I dia-
betes was considered as a disease of unknown
etiology. In 1964 it was discovered the presen-
ce of limfomonocitar infiltration in the pan-
creatic islets (Langerhans).

— In the 1970s, association with other auto-
immune disorders (Hashimoto’s thyroiditis,
Adison’s disease) was reported. The identifi-
cation of the first organospecific antibodies
(pancreatic anti-insulin antibodies), various
“viral theories”, the description of other spe-
cific antigens and antibodies and immuno-
logical mediators (cytokines, nitric oxide)
followed. [4,5]

The etiological particularities of type Il DM

DM (type II) results from the combination of two
fundamental diabetogenic mechanisms: a decrease
in insulin secretion and a decrease in insulin action
due to insulin resistance. Non-enzymatic glycosyl-
ation and oxidation result in irreversible products,
called advanced glycation end products (AGE). Their




end-products). Prezenta acestora a fost demonstratd
atat la nivelul organelor afectate de diabet, cat si in
parodontiu [5]. Ei se leagd de receptorii AGE de pe
suprafata macrofagelor, inducand in acest fel sinte-
za de citokine, in special interleukina IL-1, factorul
de necroza tumoral (TNF-a tumour necrosis factor).
Astfel, apare la nivel tisular vasoconstrictie prelungi-
ta, acidoza, tromboza si alterarea sintezei de colagen,
producéndu-se alterarea fesuturilor si perturbarea
remodelarii osoase. [5].

In mecanismul afectirii parodontiului in DZ are
loc dereglarea functiilor sistemului imun fiind asoci-
atd cu un raspuns imun intarziat si compromis. Dea-
semenea au loc schimbari a functiei celulelor imune:
produsele glicarii avansate (AGE) pot converti ma-
crofagele in celule cu fenotip distrugator, care produc
citokine proinflomatoare — IL-1f, IL-6 si TNFa.

AGE madresc numarul de receptori adezivi, cresc
permeabilitatea endoteliului.

Are loc mentinerea inflamatiei cronice si se ob-
serva lezarea progresiva a {esuturilor cu scaderea ac-
centuatd a capacitatii de regenerare [5].

Mecanismele de bazid prin care DZ actioneazi

asupra gingiei sunt:
— dereglarea metabolismului local §i acumula-

rea de compusi intermediari, cu actiune toxi-
cd, prin acidoza tisulara;
— modificari ale formatiunilor nervoase si vas-
culare caracterizate prin:
a) meiopragie (fragilitate) capilarda si suferinte
vasculare arteriale si venoase
b) nevrita diabetica [6].
Principalele microorganisme din santul gingival:
— specii de Streptococ
— specii de Actinomyces
— Veillonela parvula
— Fusobacterium [7].
In DZ consumul de oxigen si oxidarea glucozei in
gingie sunt reduse.
Histopatologic aceasta se remarca prin:
— ingrosarea membranei bazale dintre epiteliu
si corion;
— reducerea lumenului capilarelor si arteriolelor.
Ambele manifestari tisulare indicé o nutritie defi-
citara atét a epiteliului gingival, prin osmozi, cat si a
corionului subiacent. Mecansimul afectarii tesuturi-
lor parodontale este unul complex, incluzandu-se in
cel patogenetic general al DZ.

DZ afecteazi functiile sistemului imun, §i este
asociat cu un raspuns imun compromis, ceea ce cre-
azd un teren favorabil pentru inflamatiile cronice, in-
clusive si la nivelul cavitatii bucale [4,7].

Scopul lucrarii:
Analiza schimbidrilor obiective si subiective paro-
dontale si mecanismele dezvoltérii lor in DZ.

Material si metode:
In cadrul studiului au fost examinati 10 pacienti
cu DZ din sectia de Endocrinologie a Spitalului Cli-

presence has been demonstrated both in organs af-
fected by diabetes and in periodontal structures.
[6]. They bind to AGE receptors on the surface of
macrophages, thereby inducing cytokine synthesis,
especially interleukin IL-1, tumor necrosis factor
(TNF-a). Thus, prolonged vasoconstriction, acido-
sis, thrombosis and alteration of collagen synthesis
occur at the tissue level, causing tissue alteration and
disruption of bone remodeling.

In the mechanism of periodontal disease in DM,
the disorder of the immune system functions is as-
sociated with a delayed and compromised immune
response. Changes in immune cell function also oc-
cur: advanced glycation products (AGEs) can con-
vert macrophages into destructive phenotypic cells
that produce proinflammatory cytokines - IL-1p,
IL-6 and TNFa.

AGE:s increase the number of adhesive receptors,
increase permeability of the endothelium.

Chronic inflammation is maintained and pro-
gressive tissue damage is observed with a marked
decrease in regenerative capacity.

The basic mechanisms by which DZ acts on the

gums are:
— disruption of local metabolism and accumu-

lation of toxic compounds, by acidic tissue;

— changes in nerve and vascular formations

characterized by:

a) Capillary myopathy (fragility) and arterial

and venous vascular disease

b) diabetic neuritis

The main microorganisms in the gingival ditch:

— Streptococcal species

— species of Actinomyces

— Veillonela parvula

— Fusobacterium [9,10,30].

Oxygen consumption and glucose oxidation in
the gum are reduced in DM.

Histopathologically this is distinguished by:

— thickening of the basal membrane between

the epithelium and the chord;

— reduction of capillary and arterial lumen.

Both tissue manifestations indicate a poor nu-
trition of both the gingival epithelium, through os-
mosis, and the underlying chord. The mechanism
of periodontal tissue damage is complex, which in-
cludes in the general pathogenetic mechanism of
DM.

DZ affects the functions of the immune system,
and it is associated with a compromised immune re-
sponse, creating a favorable ground for chronic in-
flammation, including and in the mouth.

Purpose:
Analysis of objective and subjective periodontal
changes and the mechanisms of their development in DM.

Material and methods:
In the study, 10 patients with DM from the En-
docrinology Department of the Republican Clinical
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nic Republican "Timofei Mosneaga”. Examinarea a
fost efectuatd conform criteriilor OMS prin inspectie
directd, palpare si percutie. S-a notat:

1) indicele papilar, marginal, alveolar (PMA)

2) indicele de placa modificat Silness Loe (PI)

3) indicele parodontal comun si de necesititi de

tratament (CPITN)

Pentru comparatie, a fost selectat un lot martor, pa-
cienti fara DZ, carora, deasemenea, li s-a efectuat exa-
minarea conform criteriilor OMS si determinarea celor
3 indici anterior mentionati (PMA,PI, CPITN). Paci-
entii din ambele loturi au fost supusi unui tratament
terapeutic care a inclus detartraj cu ultrasunet si periaj
profesional. Ei au fost monitorizati 10 zile dupa trata-
ment, pentru a observa dinamica rezultatelor. La a 3-a
zi, a fost determinat indicele PMA in ambelor loturi.

In cadrul tratamentului au fost incluse o serie de
preparate marca ACEIITA Parodontal:

1. Apa de gurd ACEIITA Active

2. Balsam pentru gingii ACEIITA Adeziv

Apa de gura ACEIITA Active contine o combina-
tie dintre componenta antiinflamatorie, analgezica a
benzidaminei si a componentei antimicrobiene a clor-
hexidinei. Ea asigurd un efect antiseptic cu indeparta-
rea simultand a inflamatiei si durerii, ceea ce mareste
eficienta si calitatea tratamentului inflamatiilor paro-
dontale. Benzidamina din compozitia medicamentului
are un efect antiinflamator si anestezic local. Este bine
absorbit prin mucoasa si pitrunde in tesuturile infla-
mate. Foarte rapid reduce sensibilitatea durerii in fo-
carul inflamatiei. Clorhexidina - antiseptic cu spectru
larg de actiune, activ impotriva formelor vegetative ale
microorganismelor Gram-negative si Gram-pozitive.

Balsamul pentru gingii - efectul antimicrobian
activ al medicamentului se datoreazd clorhexidinei
si metronidazolului. In compozitia preparatului se
contine 1% metronidazol, o substanta care este un
derivate al nitroimidazolui si este activ impotriva
bacteriilor si a protozoarelor anaerobe, care constitu-
ie 0 cauza majora

a bolilor paro-
dontale. Clorhe-
xidina (0,1%)
asigurd o activi-
tate  antimicro-
biand de spectru
larg si actiune
antisepticd impo-
triva ciupercilor,

Indicele PMA / PMA Index
m>61% m31%-60% m<30%

10%

N

virusurilor lipo-
file, dermatofiti,
precum si impo-
triva bacteriilor
Gram-pozitive si
Gram-negative.
Menta si mentol-
oferd un gust pli-
cut si o respirafie
proaspdtd.

Figura1. Determinarea indicelui PMA cu sol.Lugol si rezultatele obtinute.
Indicele PMA inainte de tratament in lotul nr.1 (la pacienti cu DZ)

60%- Indicele PMA > 61%- parodontitd marginala cronicd, generalizatd,forma grava
30%- Indicele PMA 31%-60%- parodontita marginald cronica generalizata, forma medie
10%- Indicele PMA <30%- parodontitd marginala cronicd generalizatd, forma ugoara
Fig. 1. Determination of PMA index and the results
PMA index before the treatment in group nr.T (patients with Diabetes)

60% - PMA index> 61% - generalized, chronical marginal periodontitis, grave form
30% PMA index 31%-60%- generalized, chronical marginal periodontitis. medium form
10%- PMA index <30%- generalized, chronical marginal periodontitis, easy form

Hospital ,Timofei Mosneaga“ were examined. The
examination was performed according to WHO cri-
teria by direct inspection, palpation and percussion.
It was noted:

1) papillary, marginal, alveolar index (PMA)

2) the Silness Loe index (PI)

3) CPITN index

To compare, a control group was selected includ-
ing patients without DM, who were also screened
according to WHO criteria and the determination
of the above-mentioned indices (PMA, PI, CPITN).
The patients in both groups were subjected to a
therapeutic treatment that included ultrasound
scaling and professional brushing. They were moni-
tored 10 days after treatment to observe the dynam-
ics of the results. On the 3rd day, the PMA index
was determined in both groups.

The treatment included a series of preparations of
the brand ACEPTA Parodontal:

1. Asepta Active Mouthwash

2. Balsam for gums ASEPTA Adhesive

Mouthwash Asepta Active contains a combina-
tion of the anti-inflammatory, analgesic component
of benzidamide and the antimicrobial component of
chlorhexidine. It provides an antiseptic effect with
simultaneous removal of inflammation and pain,
which increases the efficiency and quality of treat-
ment in periodontal inflammation. Benzidamide has
an anti-inflammatory and local anesthetic effect. It
is well absorbed through the mucosa and penetrates
into the inflamed tissues. It reduces the sensitivity in
the inflammation outbreak. Chlorhexidine - wide-
action antiseptic, active against the vegetative forms
of Gram-negative and Gram-positive microorgan-
isms.

Gum Balm - The active antimicrobial effect is
due to chlorhexidine and metronidazole. The com-
position contains 1% metronidazole, a substance
that is a nitroimidazole derivate and is active against
bacteria and an-
aerobic protozoa,
which is a major
cause of peri-
odontal disease.
Chlorhexidine
(0.1%) provides
broad spectrum
antimicrobial
activity and an-
tiseptic  action
against fungi.



Rezultate si
discutii

a) Indicele
PMA la pacienti
cu DZ inainte de
tratament

b) Indicele
Silness Loe la
pacienti cu DZ
inainte de trata-
ment

¢)  Indicele
CPITN la pa-
cienti _cu DZ

inainte de trata-
ment

Laa3-azia
fost determinat
indicile ~PMA
in ambele loturi
(figura 4).

La pacientii
cu DZ, a persi-
tatat o inflamatie
post-tratament,
din cauza

produselor
glicarii avansa-
te (AGE) care
pot converti
macrofagele in
celule cu feno-
tip distrugitor,
produc citokine
proinflomatoare
- IL-1B, IL-6 si
TNFa. AGE ma-
resc numarul de
receptori adezivi
ce intrefin o in-
flamatie cronica,
lezarea progresi-
va a tesuturilor si
scaderea accen-
tuatd a capacita-
tii de regenerare.
Accentuarea in-
flamatiei gingi-
vale este cauzatad
de  angiopatia
diabetica.

Caz clinic

Indicele PI / Plaque Index

m Indicele PI2-3  m Indicele P11-1,9

Figura 2. Determinarea indicelui Silness Loe si rezultatele obfinute.
Indicele Pl nesatisfacator in 70%, satisfacator in 30%
Fig. 2. Determination of plaque index Silness Loe and the resuts
Unsatisfying P170%, Satisfying Pl 30%

CPITN

M Tartru M Gingivoragie M Pungiperiodontale

Figura 3. Determinarea indicelui CPITN inainte de tratament si rezultatele obtinute.
Rezultatele au fost:70%- tartru; 20% -pungi parodontale (s-au depistat cu sonda

parodontald); 10% - sangerare gingivala.
Fig. 3 CPITN index determinations before treatment and the results.

The results are: 70%- tartar, 20%- gingival bleeding, 10%-periodontal pockets.

Indicile PMA dupa
tratament la pacienti cu DZ

m Indice PMA cu valori intre 31-60%

m Indice PMA cu valori >61%

Figura 4. Compararea indicelui PMA in ambele loturi de pacienti in urma tratamentului
terapeutic urmat. Tn primul grup: In 70% cazuri indicele PMA dupd tratament este de cuprins
intre 319%-60%- parodontita marginald cronica, forma medie. In 30% cazuri indicele PMA
dupd tratment este >60%- parodontitd marginald cronica, forma grava. in lotul 2 de control,

Indicile PMA dupa
tratament la pacienti din
grupul martor

m Indicile PMA <30%

indicele PMA este sub 30% in toate 100% cazuri.

Fig. 4. PMA index comparation between 1st and 2nd group after the treatment after
treatment. In first group: In 70%- PMA index after treatment is between 31%-60%-
chronical marginal periodontitis, mean form. In 30%- PMA index after treeatment is more
than 60%- chronical marginal periodontitis, grave form. 2) In second group, PMA index is

lower than 30% in 100% cases.

Acuze: sangerari gingivale in timpul periajului,
schimbarea formei si culorii gingiei, miros fetid din

cavitatea bucala.

Istoria actualei maladii: Primele semne de sange-
rare gingivald au aparut cu cétiva ani in urma, dupd
aproximativ 4 ani de la depistarea DZ tip II. Pacienta
nu s-a adresat la medicul stomatolog.

Clinical case

Results and
discussions

a) PMA index
at patients with
DM before treat-
ment

b)_Silness Loe
index at patients
with DM before
treatment

¢) CPITN in-

dex at patients
with DM before

treatment

The PMA in-
dex was determi-
nated at the 3rd
day.

There persists
an after-treatment
inflamation at pa-
tients with DM,
which can be
easily  explained
through a cer-
tain mechanism,
which consists of:

Advanced
glycation  end-
products  (AGE)

can convert mac-
rophages in cell
with  destroyer
phenotype , which
can product pro-
inflammatory cy-
tokines - IL1-B,
IL-6 and TNF a.
AGE increase the
number of ad-
hesives receptors
which mentain an
chronical inflama-
tion,  progresive
tissue damage and
the decreased abil-
ity of regenera-
tion. The accen-
tuation of gum
inflammation  is
due to diabetic an-
giopathy.

1. Chief complaint: gingival bleeding during
toothbrushing, changing the shape and color of the

gum, fetish smell from the mouth.

2. History of the present illness: The first signs of
gingival bleeding occurred a few years ago, approxi-
mately 4 years after the detection of type 2 Diabetes
Mellitus. The patient did not go to the dentist. Basal
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Glicemia bazald la
moment: 7-7,5 mmol/l.

Analiza OPG: (figu-
ra6)

Releva absenta dinti-
lor 18, 16, 24, 27, 28, 36,
34, 46, 48; prezenta obtu-
ratiilor la dintii 15, 25, 26,
37, 35, 33, 45, 47.Se obser-
va zone de atrofie osoasi
in spatiile edentate, redu-
cerea indlfimii septurilor
interdentare inferioare in

Figura 5. Caz clinic pre-tratament.
Fig. 5. Pre-treatment clinical case

blood glucose at moment
7-7.5 mmol/l.

OPG analysis: (Fig-
ure 6)

It shows the absence
of teeth 18, 16, 24, 27, 28,
36, 34, 46, 48; the pres-
ence of obturations at the
teeth 15, 25, 26, 37, 35,
33, 45, 47. Observing ar-
eas of bone atrophy in the
edentuous spaces, reduc-

zona frontald, intrerupe-
rea continuitafii laminei
dure in zona dintilor 17,
25, 26, 35, 37, 38.

Indicele PMA= 42%
(forma medie de afectare
a parodontiului marginal).

Indicele Silness Loe=
1,13 (satisfacator).

Indicele CPITN indi-
cd gingivoragie si tartru
supra- §i subginival.

Diagnostic: Paro-
dontitd marginala cro-
nicd generalizatd, forma
medie, in cadru DZ tip 1,
compensat.

Planul de tratament:

1. Igienizare dentara
profesionald. (figura 7)

2. Aplicarea gelurilor
din seria ACEIITA Paro-
dontal.

3. Deprinderi corecte
in efectuarea periajului
cu pasta dentara din seria
ACEIITA Parodontal si
recomandari privind cla-
tituri bucale cu solutie din aceeasi serie.

Controlul repetat a stabilit o dinamicd pozitivé:
gingia de culoare roz-pald, disparitia semnelor de hi-
peremie, edem redus, hemoragie la sondare nu pre-
zintd, lipsa de depuneri supragingivale.

Conform datelor literaturii, PMC ocupa un capi-
tol-cheie in cadrul DZ, cu o frecventa de 60-90%, de-
but precoce si evolutie rapida. Ea are la baza asa fac-
tori ca: hiperglicemia, modificéri vasculare specifice,
alterarea sintezei de colagen si disfunctia celulelor
imune. Tabloul clinic al PMC in DZ este unul poli-
morf si complex, ce depinde in mod direct de nivelul
glicemiei, cu simptome caracteristice: mobilitate pa-
tologicd, frecvente ulceratii, pungi parodontale, gin-
givoragie, consistenta redusd a papilelor interdentare
si resorbtie osoasa.

La pacientii cu DZ se prezinta indici nesatisfaci-
tori precum: indicele PMA>61% la aproximativ 60%
din pacienti; indicile PI nesatisficédtor in 70% din ca-

ey

Figura 6. OPG
Fig. 6 OPG

Figura 7. Igienizare dentard profesionald
Fig.nr. 7 Scaling and profesional brushing

ing the height of the low-
er interdental seps in the
frontal area, interrupting
the continuity of the hard
lamine in the teeth 17, 26,
35, 37, 38.

PMA index = 42%
(mean form of marginal
periodontal disease)

Silness Loe index =
1.13 (satisfactory)

CPITN index indi-
cates gingival bleeding
and supra-and subginival
tartar.

Diagnosis: General-
ized chronic marginal
periodontitis, medium
form, in DZ type II, com-
pensated.

Treatment plan:_

1. Professional dental
hygiene.

2. Applying gels from
the ASEPTA Parodontal
series. 3.The correct skills
in performing the brush-
ing with tooth paste from
ASEPTA Parodontal se-
ries and recommendations for oral rinses with solu-
tion of the same series.

Repeated control has established a positive dy-
namic: pink gum, disappearance of signs of hyper-
emia, low edema, haemorrhaging to the sounding
does not show, lack of overgrowth.

According to the literature, CMP occupies a key
chapter within DM with a 60-90% frequency, early
onset and rapid evolution. It is based on such fac-
tors as: hyperglycaemia, specific vascular changes,
alteration of collagen synthesis and immune cell
dysfunction. The clinical picture of CMP in DM is
a polymorphic and complex one that directly de-
pends on the blood glucose level with characteristic
symptoms: pathological mobility , frequent ulcers,
periodontal bags, gingivorrhagia, reduced consis-
tency of the interdental papillae and bone resorp-
tion.

In conclusion, we can find that patients with DM



zuri si indicele CPITN - 70% pacienti cu tartru, 20%
cu pungi parodontale.

In rezultatul analizei eficientei tratamentului lo-
cal al PMC cu aplicarea preparatelor din seria Acerrra
Parodontal, s-a constatat cd la 30 % din pacienti cu
DZ indicele PMA s-a ameliorat. Cu toate acestea, se
urmdreste prezenta inflamatiei gingivale post-trata-
ment, fapt ce se explicd prin inflamatia cronicg, leza-
rea tesuturilor si scaderea capacitdtii de regenerare in
cadrul maladiei sistemice precum este DZ.

In concluzie, putem constata ca pacientii cu DZ
necesita un tratament stomatologic individualizat,
din motivul confruntarii lor cu inflamatia gingivala
accentuatd in cadrul angiopatiei diabetice. Aceasta
fiind confirmata si prin datele literaturii de specia-
litate.

reguire individualized dental treatment, because of
their confrontation with the accentuated gingival in-
flammation in diabetic angiopathy, this is also con-
firmed by the literature.
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