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INTRODUCTION 

The term infection is used to refer to the presence and
multiplication of microorganisms in the body (1).
Periodontal disease is a group of illnesses located in
the gums and dental support structures (ligament and
alveolar bone) and are produced by certain bacteria
encountered in subgingival plaque (Fig.1). The most
important and most prevalent anaerobic gram-negati-
ve bacteria in the subgingival area are Actinobaci-llus
actinomycetemcomitans (Aa), Porphyromonas gingiva-

lis (Pg), Prevotella intermedia (Pi), and Tannerella
forsythensis (Tf).These bacteria play an important role
in the onset and subsequent development of perio-
dontitis, participating in the formation of the perio-
dontal pocket, connective tissue destruction, and alve-
olar bone resorption by means of an immunopathoge-
nic mechanism. Once periodontitis has been establis-
hed, an inflammatory infiltrate is formed consisting of
different kinds of cells, such as macrophages and
lymphocytes that will produce different cytokine
subtypes, biological mediators responsible for the
immunopathology of different illnesses (Table 1)
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(Fig.2). Most naturally occurring microorganisms
grow on the surfaces in the form of biofilm; dental pla-
que is a good example of this. It is currently known
that the phenotype expressed by the bacteria when
they grow on a surface differs from the phenotype
they express when they grow planctonically. This is of
great clinical relevance, particularly due to the incre-
ase in biofilm resistance to antimicrobial agents (2, 3).

Biofilm is formed in several stages, beginning with
the adsorption of host and bacterial molecules onto
the tooth surface in order to form the so-called acqui-
red film, which allows the microorganisms that have
been passively transported there to interact by
means of the forces of attraction of Van der Waals and
electrostatic forces of repulsion and attraction, the-
reby creating a weak bond. This bond is later reinfor-
ced by the appearance of strong interactions media-
ted by specific molecules on the surface of the bacte-
ria (adhesins) with the complementary receptors of
the dental film itself. Over time, the phenomena of co-
aggre-gation of new colonizers and multiplication
enable the bacteria to adhere firmly to the dental sur-
face (2, 3). The clinical expression of the different
periodontitis syndromes will depend on the interac-
tion between host-related factors, the environment
and the microbiological agents. A favourable envi-
ronment plus positive genetic factors will determine
an individual_s susceptibility; furthermore the var-
ying degrees of severity of the clinical syndromes,
rate of progression, relapse, and the random respon-
se to treatment will also play a key role.
Periodontopathogenic bacterial microbiota is there-
fore necessary, but not sufficient on its own for the
disease to emerge; a susceptible host must also be
present (4). Epidemiological studies have demonstra-
ted a significant association between the severity of
periodontal illnesses, the amount of dental plaque
and the degree of oral hygiene, with a cause and
effect relationship between the formation and accu-
mulation of dental plaque and the development of
gingivitis. In this regard, Löe_s studies (5) (1965) on
experimental gingivitis conducted in Denmark are
important. These studies demonstrated a significant
association between the accumulation of bacterial
plaque and gingivitis over the 21 days during which
the experiment was carried out. The clinical manifes-
tations of gingivitis disappeared when oral hygiene

and plaque control methods were reinstated.
Subsequently, in another longitudinal study carried
out using beagles (dogs), Lindhe (6) (1973) demons-
trated experimental periodontitis. Under healthy con-
ditions, the forces of bacterial aggression and host
resistance are balanced. When this equilibrium is
upset, be it because of an increase in the number
and/ or virulence of the germs or because defences
are low, the disease emerges. The resulting illnesses
have therefore been classified as gingivitis, limited to
the gum, and periodontitis, when they spread to
underlying tissues, destroying the insertion of con-
nective tissue to the cement and causing pocket for-
mation, alveolar bone resorption, tooth mobility and
ultimately leading to the loss of the tooth. When they
interact with connective tissue, the bacteria provoke a
series of inflammatory and immunological reactions
in the host that are translated into an accumulation of
cells associated with the activation of periodontal
destruction processes. Longitudinal studies suggest
that the disease progresses episodically and is cha-
racterized by dormant phases followed by exacerba-
tion, resting during the dormant periods and subse-
quent tissue destruction during active stages. These
periods of periodontal destruction are associated
with various changes in the cell population that con-
firms the inflammatory infiltrate located in the sube-
pithelial connective tissue (neutrophiles, macropha-
ges, lymphocytes, plasma cells, etc.) (7). Starting in
the 90s, the hypothesis has been put forth that predis-
posing factors in the host (such as the lack of oral
hygiene, age, systemic factors such as smoking, dia-
betes, genetic vulnerability, immunological altera-
tions, etc.) play a key role in the pathogenesis of
periodontal illness, as well as microbial factors that
influence the periodontal pathogenicity of the germs
involved (such as specific bacterial adhesion fac-
tors). At birth, the oral cavity is sterile, although bac-
terial colonization quickly begins, creating the so-
called oral microbial flora or microbiota, where aero-
bic, strictly anaerobic (65%), saprophytic and patho-
genic species all coexist. The natural balance (eubio-
sis) can be upset by exogenous or endogenous fac-
tors, thereby leading to disease (dysbiosis). Bacterial
plaque located in the gingival margin (supra and sub-
gingival) is what triggers the illness; subgingival pla-
que is responsible to a greater degree since it has
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TABLE 1.- INFECTIONS

Polymicrobial (3-6 species)

Mixtas (aerobic, facultative, anaerobic)

Non specific The same clinical manifestations,
different aetiology

Opportunistic Dental plaque flora

TABLE 2.- ORAL FLORA
CHARACTERISTICS

HIGHLY COMPLEX
-Heterogeneous

-Multiple species ~ 300 species
-Different ecosystems

-Abundant
- Specific 
-Dynamic
OPPORTUNISTIC 
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greater contact with the tissues that support the tooth.
Subgingival plaque is made up of anaerobic, gram-
negative bacteria, mobile forms and spirochetes,
located in an area with optimal conditions (pockets,
anaerobic environments, Ph, oxidoreduction poten-
tial, less self-cleaning action, etc). Microbiota is the-
refore polymicrobial and mixed and the resulting ill-
nesses are often the consequence of complex bacte-
rial associations (Table 2).

CLASSIFICATION OF PERIODONTAL
DISEASES 

For many years, the American Association of
Periodontics has classified periodontal disease into
two categories, i.e., gingivitis and periodontitis
(slight, moderate, severe and refractory), according
to the area of the gum involved. At the World
Workshop in Clinical Periodontics held in 1989, a new
classification was established that set itself apart
thanks to the incorporation of new descriptive cate-
gories (Table 3). Later on, during the course of the
First European Workshop on Periodontology (1993) a
more straightforward classification of periodontal
disease was proposed based largely on the associa-
ted causal factors and on the different host response
(Table 4). These classifications have been widely
used by both clinicians, as well as by researchers, alt-

hough they present a series of shortcomings. For
example, in the classification of the International
Workshop, celebrated in 1989, there is an overlap
between different categories, gingival disease is
conspicuously absent, inappropriate emphasis is pla-
ced on the age of onset of the disease, as well on the
rates of progression and the presence of inadequate
classification criteria. On the other hand, the 1993
European classification lacks details that are needed
to properly identify the broad spectrum of periodon-
tal illnesses encountered in clinical practice. In light
of all these deficiencies, the 1996 World Workshop on
Periodontology underscores the need to revise the
existing classifications and to create a new one. In
1997, the American Association of Periodontics deci-
ded to set up a committee to take charge of this task;
the classification proposed by this committee was
approved at the International Workshop for a
Classification of Periodontal Diseases and Conditions
(1999) (Table 5).

Dental Plaque-Induced Gingival Diseases

The term “gingival diseases” is used to define the
pattern of signs and symptoms of various illnesses
located in the gum. They all share the following cha-
racteristics: they present bacterial plaque that cause
or exacerbate the severity of the lesion; they are
reversible if the causative factors are eliminated and
they may be the precursor to loss of attachment
around the tooth. Clinical manifestations include
inflammation of the gum, with elongated gingival
contour due to oedema or fibrosis, red or bluish in
colour, elevated sulcular temperature, bleeding on
probing and increased gingival bleeding. All of these
signs are associated with periodontia with stable
attachment and without loss of attachment or stable
albeit in shrunken periodontia (8) (Fig. 3). Dental
plaque-induced is an inflammation of the gum due to
the location of bacteria along the gingival margin that

TABLE 3.- CLASSIFICATION OF THE
WORLD WORKSHOP, 1989

A. GINGIVITIS 
a. Dental plaque-induced gingival diseas
b. Acute necrotizing ulcerative gingivitis (ANUG).
c. Steroid hormone-induced gingivitis.
d. Drug-induced gingival enlargements.
e. Gingivitis associated with blood disorders, nutritional

déficits, tumors, genetic factors, viral infections.
f. Gingivitis descamativa.

B. PERIODONTITIS 
a. Adult periodontitis.
b. Early-onset periodontitis:

i. Prepuberal periodontitis:
1.1. Localized
2.2. Generalized

ii. Juvenile periodontitis 
1.1. Localized
2.2. Generalized

c. Periodontitis associated with systemic diseases
d. Necrotising ulcerative periodontitis 
e. Refractory periodontitis 

TABLA 4.- CLASSIFICATION
EUROPEAN WORKSHOP, 1993

A. PRIMARY DESCRIPTORS 
a. Adult periodontiti 
b. Early-onset periodontitis
c. Necrotising ulcerative periodontitis

B. SECONDARY DESCRIPTORS
a. Tooth distribution.
b. Rate of progression.
c. Treatment response.
d. Associated with systemic diseases.
e. Microbiological characteristics.
f. Ethnicity.
g. Other factors.
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TABLE 5.- CLASSIFICATION OF PERIODONTAL DISEASES AND CONDITIONS
OF THE INTERNATIONAL WORKSHOP (1999)

I. GINGIVAL DISEASE II.
II. CRONIC PERIODONTITIS 

a. Dental plaque-induced gingival diseases:
i. Gingivitis associated with dental plaque only 
1.1.Without other local contributing factors.

III. AGRESIVE PERIODONTITIS 
2.2.With local contributing factors.
ii. Gingival diseases modified by systemic factors 
1. Associated with the endocrine system

IV. PERIODONTITIS COMO MANIFESTACION DE ENFERMEDADES SISTEMICAS 
a. Puberty-associated gingivitis.
b. Menstrual cycle-associated gingivitis.
c. Pregnancy-associated:
i. Gingivitis.ii.Pyogenic granuloma.
d. Diabetes mellitus-associated gingivitis.
2. Associated with blood dyscrasias:
a. Leukemia-associated gingivitis.
b. Others.
iii.Gingival diseases modified by medications 
1.1. Drug-influenced gingival enlargements.
2. Drug-influenced gingivitis:
a. Oral contraceptive-associated gingivitis.
b. Others.
iv. Gingival diseases modified by malnutrition:
1.1. Ascorbic acid-deficiency gingivitis.
2.2. Others.
b. Non-plaque-induced gingival lesions:
i. Gingival diseases of specific bacterial origin:
1. Neisseria gonorrhoeae-associated lesions. II.
2. Treponema pallidum-associated lesions.
3. Streptococcal species-associated lesions.
4. Others.
ii. Gingival diseases of viral origin: III.
1. Herpes virus infections:
a. Primary herpetic gingivostomatitis.
b. Recurrent oral herpes.
c.Varicella-zoster infections.
2. Others. IV.
iii.Gingival diseases of fungal origin:
1. Candida-species infections:
a. Generalized gingival candidosis.
1.2. Linear gingival erythema.V.
2.3. Histoplasmosis.
3.4. Others.
iv. Gingival lesions of genetic origin:
1.1. Hereditary gingival fibromatosis.
2.2. Others.
v. Gingival manifestations of systemic conditions:
1. Mucocutaneous disorders:
a. Lichen planus.
b. Pemphigoid.
c. Pemphigus vulgaris.
d. Erythema multiforme.
e. Lupus erythematosus.
f. Drug-induced.
g. Others.
2. Allergic reactions:
a. Dental materials:
i. Mercury. ii.Nickel. iii.Acrylic. iv.Others.
b. Reactions attributable to:
i. Toothpastes/ dentifrices. ii.Mouth rinses/ mouthwashes. iii.Chewing gum additives. iv.Foods and additives.
c. Others.
vi. Traumatic lesions (factitious, iatrogenic, accidental) 
1.1. Chemical injury.
2.2. Physical injury.
3.3. Termal injury.
vii. Foreign body reactions.
viii. Not otherwise specified.

CHRONIC PERIODONTITIS 
a. Localized.
b. Generalized.

AGGRESSIVE PERIODONTITIS 
a. Localized.
b. Generalized.

PERIODONTITIS AS A MANIFESTATION OF SYSTEMIC DISEASES
a. Associated with hematological disorders:
i. Acquired neutropenia.
ii. Leukemias.
iii. Others.
b. Associated with genetic disorders:
i. Familial and cyclic neutropenia.
ii. Down_s syndrome.
iii. Leukocyte adhesion deficiency syndromes.
iv. Papillon-Lefèvre syndrome.
v. Chediak-Higashi syndrome.
vi. Histiocytosis syndromes.
vii. Glycogen storage disease.
viii. Infantile genetic agranulocytosis.
ix. Cohen_s syndrome.
x. Ehler-Danlos syndrome (types IV and VII).
xi. Hypophosphatasia.
xii. Others.
c. Not otherwise specified. NECROTIZING PERIODONTAL DISEASES 
a. Necrotizing ulcerative gingivitis (NUG).
b. Necrotizing ulcerative periodontitis (NUP).

ABSCESSES OF THE PERIODONTIUM 
a. Gingival abscess.
b. Periodontal abscess.
c. Pericoronal abscess.

PERIODONTITIS ASSOCIATED WITH ENDODONTIC LESIONS 
a. Combined periodontic-endodontic lesions.

DEVELOPMENTAL OR ACQUIRED DEFORMITIES AND CONDITIONS 
a. Localized tooth-related factors that modify or predispose to plaque-induced gingival diseases/periodontitis:
i. Tooth anatomic factors. ii. Dental restorations/ appliances. iii. Root fractures. iv. Cervical root resorption and cemental tears.
b. Mucogingival deformities and conditions around teeth:
i. Gingival/ soft tissue recession:
1.1. facial or lingual surfaces.
2.2. Interproximal (papillary).
ii. Lack of keratinized gingiva. iii. Decreased vestibular depth. iv. Aberrant frenum/ muscle position. v. Gingival excess:
1.1. Pseudopocket.
2.2. Inconsistent gingival margin.
3.3. Excessive gingival display.
4. Gingival enlargement. vi.Abnormal color.
c. Mucogingival deformities and conditions on edentulous ridges:
i.Vertical and/ or horizontal ridge deficiency.
ii. Lack of gingiva/ keratinized tissue. iii. Gingival/ soft tissue enlargement. iv. Aberrant frenum/muscle position. v. Decreased vestibular depth. vi. Abnormal color.
d. Occlusal trauma:
i. Primary occlusal trauma. ii. Secondary occlusal trauma.
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may later spread to the entire gingiva. Characteristic
clinical findings include erythema, oedema, blee-
ding, tenderness and enlargement. The severity of
the disease can be influenced by dental anatomy, in
addition to the restorative or endodontic status in
each case (9) (Fig.1). Gingivitis associated with
puberty shares the majority of the clinical signs
encountered in plaque-induced gingivitis, but the
main distinction between the two has to do with the
high propensity to develop overt signs of gingival
inflammation with relatively small amounts of bacte-
rial plaque around puberty. During puberty, a host of
endocrine changes take place characterised by
increased steroid hormone plasma levels that will be
responsible for the inflammatory status of the gum
(9). The hallmark of gingivitis associated with the
menstrual cycle is a moderate inflammatory respon-
se of the gum prior to ovulation, with a 20% increase
in the amount of gingival exudate, resulting from the
elevation of luteinizing hormone levels (>25 mU/ ml)
and/ or estradiol (>200 pg/ ml) (9). Pregnancy-rela-
ted gingivitis is a proliferative, vascular and non-
specific inflammation of the gingiva with significant
inflammatory cell infiltrate. Clinically, it presents as
bright red gums that bleed easily, the gingival margin
is thickened, and the interdental papilla are hyper-
plasic which can lead to the appearance of pseudo-
pockets (10). In 1963, Löe and Silness (11) stated that
the first symptoms appear in the second month of
pregnancy and continue until the eighth month, at
which time a certain degree of improvement is seen,
before the disease finally stabilizes following deli-
very. Clinical studies present prevalence rates of bet-
ween 35 and 100% (11) of all pregnant women.
Granuloma gravidarum, also known as pregnancy
tumours, is an exaggerated proliferative fibrovascular
inflammatory response to an ordinary stimulus (12)
mainly located in the gum. It is described as a nodu-
lar or ulcerated localized mass that is red or purplish
red, that bleeds easily and that frequently appears in
females (0.5-5%) (13, 14) around the second trimes-
ter of pregnancy that grows throughout the preg-
nancy, reaching sizes that tend to not exceed 2 cm. It
is of unknown aetiology, although trauma, hygiene
and hormonal factors have been involved (13). In
gingivitis associated with diabetes mellitus, dia-
betic control is of greater relevance than plaque con-
trol insofar as the severity of the gingival inflamma-
tion is concerned. This type of gingivitis tends to pre-
sent in children with poorly controlled diabetes
mellitus type I. Gingivitis associated with leukae-
mia is characterised by inflamed, spongy gingival
tissues that vary between red and purple in colour.
Bleeding is common and may be the first sign of
acute leukaemia in 17.7% and of chronic leukaemia
in 4.4% of the cases, respectively. Gingival enlarge-
ment is associated with the use of anticonvulsants
(phenytoin), immunosuppressants (cyclosporin A)
and calcium channel blockers (nifedipine, verapamil,

diltiazem, sodium valproate). Although it varies from
one patient to another and even within the same indi-
vidual, enlarged gums are generally located in the
anterior portion of the gingiva, with a greater preva-
lence in young patients. It tends to appear three
months after initiating drug treatment, generally at
the level of the papilla and it is not associated with
attachment loss (Figs. 4 - 7). Other cases of swollen
gums have been observed in association with the use
of oral contraceptives, wherein the gingiva are more
inflamed in the presence of relatively small amounts
of plaque. Malnourished individuals are immuno-
compromised and this can affect the person_s sus-
ceptibility to infection, which would exacerbate the
gingival response to the presence of bacterial pla-
que. The most widely studied nutritional deficit has
been lack of vitamin C, or scurvy, in which the gum is
bright red, swollen, ulcerated and presents a ten-
dency to bleed.

Non-Plaque-Induced Gingival Diseases (15).

Gingival disease of bacterial origin are those that
are caused by exogenous bacterial infections produ-
ced by germs other than those that are typical com-
ponents of dental plaque, such as Neisseria gonorr-
hoeae, Treponema pallidum, Streptococcus and other
microorganisms. They manifest clinically as painful
oedematous ulcerations, mucosal maculae or very
swollen, non-ulcerated, atypical gums that may or
may not be accompanied by lesions located elsew-
here on the body. Viral gum diseases are acute
manifestations of viral infections in the oral mucosa
that evolve with the appearance of multiple vesicles
that break easily, leading to painful ulcerations. The
most important ones are associated with the herpes
simplex virus (HSV) types 1 and 2 and with the vari-
cella zoster virus. The first manifestation of HSV-1
receives the name of primary gingival stomatitis. It
tends to appear in children and progresses with
severe, painful gingivitis, along with the formation of
blisters that go on to become fibrin-coated ulcera-
tions. It may be accompanied by fever and lympha-
denopathies. The virus reactivates in 20-40% of the
cases associated with fever, trauma or ultraviolet
radiation, amongst others. Small, painful clusters of
blisters appear in the area of the attached gum.
Chickenpox generally appears as small ulcers on the
tongue, palate and gum, in addition to fever, general
malaise and skin rash.The subsequent reactivation of
the varicella zoster virus results in the appearance of
herpes zoster, with irregular, unilateral vesicles-
ulcers. Fungal gingival diseases include aspergi-
llosis, blastomycosis, candidiasis, coccidioidomyco-
sis, criptococcosis, histoplasmosis, mucormycosis
and paracoccidioidomycosis, although candidiasis
and histoplasmosis are the most common.
Candidiasis, predominantly caused by Candida albi-
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cans, is rarely seen in the gums of healthy indivi-
duals, although in immunocompromised subjects, it
may lead to linear gingival erythema. Other forms of
presentation are plaques or nodular pseudomembra-
nous, erythematous candidiasis. Histoplasmosis is a
granulomatous disease that is produced by
Histoplasma capsulatum found in bird and bat fae-
ces. They begin as nodular lesions that later become
ulcerous and painful and may imitate a malignant
tumour. Gingival manifestations of disorders of
the skin or mucosa tend to present as erosions,
vesicles, blisters, ulcers or scaly lesions. Lichen pla-
nus presents in between 0.1 and 4% of the popula-
tion in two basic ways: white lichen planus and lichen
planus ruber. It is characterized by white, reticular
lesions, known as Wickham striae. Penfigoide is a
group of disorders in which autoimmune antibodies
are produced against the components of the base-
ment membrane, causing subepithelial blisters con-
taining clear, yellowish or bloody fluid to appear that
later rupture, leading to painful, fibrin covered ulce-
rous lesions. In pemphigus, the autoimmune antibo-
dies are directed against epithelial desmosomes,
causing an acantholytic or intraepithelial pustule to
appear that may become life threatening for the
patient. Erythema multiforme is an illness producing
pustules and blisters that affects both the skin and
mucosa. There are two forms of the disease: minor
and major (Stevens-Johnson Syndrome). Patients pre-
sent swollen lips with large scabs in the area of the
vermillion, although the basic lesion is a vesicle that
ruptures and is followed by extensive ulcerous
lesions. Lupus erythematosus is an autoimmune ill-
ness of the connective tissue in which autoimmune
antibodies are directed against various cell ele-
ments, affecting the kidneys, heart, central nervous
system, vascular system and bone marrow. The typi-
cal lesion consists of an atrophic central area with a
whitish lacy appearance surrounded by fine striae. It
is classified as discoid and systemic lupus erythema-
tosus. Allergic reactions are not terribly common in
oral mucosa, since higher concentrations of aller-
gens are needed to provoke a reaction in the mouth
as opposed to the skin. Type I immunoglobulins E-
mediated reactions (immediate) or Type IV T-cell
mediated reactions (delayed) may develop.
Traumatic lesions of the mucosa of the mouth may
be accidental, iatrogenic or factitious. They may
manifest as localized gingival recessions, abrasions,
ulcerations or burns. They may be oedematous, eryt-
hematous or whitish in appearance or a combination
of all three.

Foreign body reactions occur as a consequence of
epithelial ulceration that allows foreign material to
enter the gingival connective tissue. They sometimes
present associated acute or chronic inflammation of
the gums or they may cause tattoos. In some cases,
they may become infested.

Chronic Periodontitis 

The characteristic clinical signs of chronic periodon-
titis include loss of clinical attachment, alveolar bone
loss, periodontal pocket formation and inflammation
of the gums. Gingival hypertrophy or recession, blee-
ding on probing, increased tooth mobility and suppu-
ration may also be associated; symptoms may even
lead to tooth loss. In chronic periodontitis, the infec-
tion progresses steadily or in bursts of activity (16).
Depending on its extension, it can be classified as:
- Localized, if fewer than 30% of the sites are invol-

ved.
- Generalized, if more than 30% of the sites are

involved.Based on severity, it is defined as:
• Slight periodontitis: when clinical attachment loss

is between 1 and 2 mm.
• Moderate periodontitis: if attachment loss is bet-

ween 3 and 4 mm.
• Severe periodontitis: when clinical attachment

loss is 5 mm or greater.

Currently held concepts hold that bacterial infection is
the leading cause of the disease and plaque is the fac-
tor that serves as a trigger; however, defence mecha-
nisms play a key role in its pathogenesis (Figs. 8-9).

Aggressive Periodontitis 

The common features of all forms of aggressive
periodontitis are: patients who, except for the presen-
ce of the periodontal infection, are otherwise clini-
cally healthy; rapid loss of clinical attachment 
and bone destruction, and a positive family history
(17). Other features that generally present, albeit they
are not universal to all patients, are: microbial depo-
sits that are inconsistent with  the severity of tissue
destruction present, high proportions of  Actino-baci-
llus actinomycetemcomitans or Porphyromonas gingi-
valis, phagocytic anomalies and an abnormal hype-
rresponsive  macrophage phenotype with high levels
of prostaglandin E2 and interleukin-1ß; the progres-
sion of bone loss and attachment may be dramatic
(18). There are two types of aggressive periodontitis:

a. Localized. Onset is around puberty with a high anti-
bodyresponse to infectious agents. Clinically it is
characterized by interproximal attachment loss in
the first molars and incisors or in at least two per-
manent teeth, one of which is a first molar and no
more than two teeth other than first molars and inci-
sors are involved.

b. Generalized. Generalized aggressive periodonti-
tis tends to manifest in patients over 30 years of
age, although it can appear at older ages.
Antibody response is poor. There are periods du-
ring which attachment is lost, involving three per-
manent teeth other than first molars and incisors.
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Necrotising Periodontal Diseases 

Necrotising ulcerative gingivitis (NUG) is distin-
guished from other gingival diseases by the presence
of gingival necrosis between the teeth, with ulcerated
papilla, bleeding gums and pain. This pain is the hall-
mark of this entity and its intensity is what leads the
patient to seek treatment. Other signs and symptoms
that are also associated with NUG, although not pat-
hognomonic, include the presence of lymphadenopat-
hies, fever, halitosis and general malaise (Fig. 10); epi-
sodes resolve within a few days following proper tre-
atment. A series of factors exist that predispose the
individual to developing this infection including
stress, immunosuppression, malnutrition, smoking,
trauma or pre-existing gingivitis (19). Necrotising
ulcerative periodontitis (PUN) is characterized by
necrosis of the gingival tissue, periodontal ligament
and alveolar bone. It typically appears in subjects
with systemic conditions that lead to a state of immu-
nosuppression (20). It is possible that NUG and PUN
actually represent two different states of the same
infection; there is insufficient data at this point in time
to be able to separate both entities into different cate-
gories. The only difference between the two is that
NUG is confined to the gum, whereas PUN includes the
entire attachment apparatus.

Periodontal Abscesses 

A periodontal abscess is a purulent infection located
in the periodontal tissues that may be a clinical mani-
festation in patients with moderate or severe perio-
dontitis. The most salient features are inflammation,
suppuration, reddening, extrusion of the tooth invol-
ved and the tooth is tender on percussion.The patient
may at times present a low-grade fever (21) (Fig. 11
and 12). Abscesses can be classified as:

- Gingival abscess. A localized, painful and rapidly
spreading lesion that affects the gingival margin or
interdental papilla. It is generally an acute inflamma-
tory response of the gingiva to a foreign body that has
entered the gum.
- Periodontal abscess. A localized accumulation of
pus in the gingival wall of a periodontal pocket that
provokes the destruction of collagen fibre attachment
and the subsequent loss of adjacent alveolar bone. It
tends to be related to the presence of tortuous perio-
dontal pockets, furcation involvement or infraosseous
defects.
- Pericoronal abscess. A pericoronal abscess is a
localized accumulation of pus on the gingival tissue
surrounding the crown of a tooth that has not fully
erupted and is generally located in the area of the
third inferior molar. The gingival tissue appears red
and inflamed and patients have difficulty swallo-
wing.

Periodontic-Endodontic Lesions 

Periodontal or endodontic infections may evolve with
increased probing depth of the adjacent teeth, inflam-
mation, bleeding on probing, suppuration, fistula for-
mation, sensitivity to percussion, increased tooth mobi-
lity, angular bone loss and pain.These signs and symp-
toms are usually observed in plaque-induced
periodontitis that begins at the gingival margin and
progresses towards the root. However, they may also
be the result of endodontic infections that reach the
periodontal ligament through the apical foramen or by
means of the lateral or accessory canals and advance
towards the crown (22).
Acquired Deformities and Conditions 

A number of tooth-related factors exist that may pre-
dispose the individual to the development of perio-
dontal illnesses. Thus, although the aetiology of perio-
dontal illnesses is bacterial, any factor that favours
bacterial accumulation or allows bacteria to enter the
periodontia must be taken into account (23).
Mucogingival deformities, alterations of the morp-
hology, size and interrelationships between the gum
and the alveolar mucosa. This abnormality may be
associated with deformities of the underlying alveolar
bone (24). Occlusal trauma: damage resulting from
tissue changes in the attachment apparatus as a conse-
quence of occlusal force. Occlusal trauma may be pri-
mary, when excessive occlusal forces are exerted on a
tooth with normal support; it can also be secondary,
when the damage is the consequence of excessive or
normal occlusal forces exerted on a tooth or teeth with
diminished periodontia (25).

CONCLUSION 

The revision presented here offers an overview of the
different clinical syndromes encompassed within the
spectrum of periodontal illnesses. Bacteria have been
seen to play a leading role in the onset and subsequent
development of these illnesses. Therefore, when it
comes to treatment of these diseases, coadjuvant anti-
microbial treatment will be needed, since we already
know that scaling and root planing alone will be insuf-
ficient to eliminate the periodontal pathogens (26-29).
Antimicrobial selection is made on the basis of the
microbiological criteria of the illness (spectrum of
action), as well as on the pharmacokinetic profile of the
selected drug in particular, at all times avoiding drug-
related adverse effects (30, 31). The use of locally
applied antimicrobial treatment enables drug levels to
be attained that would not be possible by means of
systemic administration; it can even make it possible to
use drugs that are too toxic for systemic use (32).
Nonetheless, on the other hand, systemic antibiotics
exert their effect throughout the entire oral cavity and
are therefore not limited to the site of application (1, 32
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- 34). Systemic use of amoxicillin, amoxicillin-clavula-
nic acid and metronidazole are recommended as the
first line treatment option in aggressive periodontal ill-
nesses. If the patient is allergic to amoxicillin or metro-
nidazole, clindamycin, azithromycin or clarithromycin
are suggested (35).
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