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Abstract: This review was aimed to discuss the Gingivitis and Periodontitis from different perspectives, intended to
review the risk factors associated with these dental diseases, diagnostic, and prevention & treatment.
Comprehensive search was conducted through; PubMed, Medline, and EBSCO databases, searching literature for
relevant studies discussing the Gingivitis and Periodontitis, using following Mesh terms: “Gingivitis” and
“Periodontitis” AND “gum inflammation” AND “Gum loss” AND “dental inflammation”. Searching databases
was restricted to English published studies up to December, 2016. Furthermore, references from different
identified articles were searched for more matches articles that could be useful in this review. The prevention and
also therapy of the gum diseases is based on exact medical diagnosis, decrease or removal of original
representatives, risk management as well as correction of the dangerous impacts of disease. Popular and also
verified risk factors or risk predictors for periodontitis in grownups consist of cigarette smoking, diabetic issues,
race, P. gingivalis, P. intermedia, low education and learning, irregular oral participation as well as genetic in-
fluences. A number of various other specific periodontal germs, herpesviruses, raised age, male sex, depression,
race, terrible occlusion and female osteoporosis in the presence of hefty dental calculus have been shown to be
related to loss of gum support as well as can be taken into consideration to be risk indications of periodontitis.

Keywords: Gingivitis and Periodontitis, Depression, Race, Terrible Occlusion and Female Osteoporosis.

1. INTRODUCTION

Gingivitis and periodontitis represent more than 95% of all inflammatory diseases of the tissues surrounding the teeth,
making up the principal source of missing teeth in adults. Gingivitis is a relatively harmless inflammation of the gum
tissues, with linked blood loss and exudation ). Gingivitis might transform to periodontitis, inflammation that prolongs
deep into the tissues and triggers loss of supporting connective tissue as well as alveolar bone is known as periodontitis ®.
Periodontitis impacts over fifty percent of the grownups in the United States ® as well as could result in pain, decreased
masticatory capacity, and in extreme instances oral abscesses and tooth loss. Periodontal disease has actually been linked
as a possible risk factor for a number of systemic problems including cardiovascular diseases, ®* and also reduced birth
weight as well as early infants ©. In the United States, periodontal diseases disproportionately impact individuals of lower
socioeconomic teams, with above average levels of disease reported in Hispanic and also African American populaces .
In its early stages, nonetheless, it is feasible to deal with periodontitis efficiently and prevent or regulate disease
progression. Therefore, it would be better to identify and also treat this infection early, as opposed to face oral and also
possible systemic problems associated with moderate or severe gum loss.

Periodontal condition has actually been classified in different methods. A classification based on infection as the primary
etiology of periodontal diseases divides classifications based on gingival inflammation and gum add-on loss as well as
recognizes health and wellness, gingivitis, as well as periodontitis as different entities . Splitting up of gingivitis from
periodontitis suggests that there are distinctions in these conditions that may consist of type or intensity of infection,
and/or adequacy of host reaction. Scientific attributes associated with gum loss in topics with modest to advanced
periodontitis have included existence of plaque, gingival redness, hemorrhaging on penetrating, gum stealing, and
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periodontal accessory loss ®. The most effective sign for future periodontal accessory loss in adult periodontitis was
extent of existing accessory loss, whereas in early-onset periodontitis, existence of gingivitis was strongly related to future
periodontal attachment loss . Cigarette smoking is one more vital risk factor for moderate to sophisticated periodontitis
©). Therapy of periodontitis need to avoid recurrence of disease, which can be attained by numerous non-surgical and
surgical therapies relying on the details therapy goal 7.

This review was aimed to discuss the Gingivitis and Periodontitis from different perspectives, intended to review the risk
factors associated with these dental diseases, diagnostic, and prevention & treatment.

2. METHODOLOGY

Comprehensive search was conducted through; PubMed, Medline, and EBSCO databases, searching literature for relevant
studies discussing the Gingivitis and Periodontitis, using following Mesh terms: “Gingivitis” and “Periodontitis” AND
“gum inflammation” AND “Gum loss” AND “dental inflammation”. Searching databases was restricted to English
published studies up to December, 2016. Furthermore, references from different identified articles were searched for more
matches articles that could be useful in this review.

3. RESULTS
Risk factors:
a) Microorganisms and Periodontal Disease

The oral bacterial microbiome consists of over 700 different phylotypes, with roughly 400 types located in subgingival
plaque “®V. The subgingival microflora in periodontitis could nurture hundreds of bacterial species however only a small
number has actually been associated with the development of disease and taken into consideration etiologically important.
Subgingival plaque from deepened gum pockets is controlled by gram-negative anaerobic poles and spirochetes 23
Strong evidence has linked Porphyromonas gingivalis and Aggregatibacter actinomycetemcomitans to the pathogenesis of
grown-up periodontitis ®**. On top of that, Bacteroides forsythus, Prevotella intermedia, Peptostreptococcus micros, and
also Fusobacterium nucleatum have been strongly linked with the development of adult periodontitis 9.

b) Tobacco as risk factor:

There is gathering proof for a greater level of gum disease amongst smokers ”. Tobacco smoking cigarettes applies a
considerable harmful result on the gum tissues as well as increases the price of gum disease progression. Risk factors
consisting of tobacco cigarette smoking customize the host response to the difficulty of germs in microbial dental plaque
(18) Cigarette smokers with periodontal disease seem to reveal less indicators of professional inflammation and also
gingival blood loss compared to nonsmokers ®. That could be explained by the truth that nicotine puts in local
vasoconstriction, reducing blood flow, edema, as well as medical indications of inflammation ®®. Pure nicotine

acetylcholine receptor has been discovered to play a crucial role in the development of nicotine associated periodontitis
(20)

c) Diabetes Mellitus & Cardiovascular Diseases:

One of the essential oral indications of diabetes is gingivitis and also periodontitis. Patients with undiagnosed or
inadequately regulated diabetic issues mellitus kind 1 or kind 2 go to higher risk for periodontal disease. There are lots of
researches that demonstrate an association between diabetic issues as well as a boosted sensitivity to oral infections
consisting of gum disease “***%32?%_ perjodontitis additionally advances much more rapidly in badly managed diabetics, as
well as very early age of start of the disease is seen as a risk factor for more serious diseases ®*2%. Conversely, most well-
controlled diabetic patients could keep gum health and will react favorably to periodontal therapy %, In spite of
disparity concerning this issue in the clinical literary works, it appears that the impact of glycemic control is connected to
the setting of gum therapy. Many research studies dealt with the effect of gum treatment on glycemic control of diabetes
mellitus patients ®. The organic plausibility of the association between cardiovascular diseases as well as gum diseases is
well researched and also it includes several of the complying with possible mechanisms: high concentrations of
cholesterol and also the activity of oral bacteria when atherosclerosis or the involvement of acute-phase healthy proteins
that could raise in chronic periodontitis ®®. Numerous biological systems have been recommended to explain the
partnership in between gum diseases and heart diseases. Therefore, periodontitis could possibly elicit a systemic
inflammatory reaction as well as it is worthy of even more interest 7.
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d) Genetic factors:

Studies show hereditary risk factors related to periodontitis ?®%*%3D_ McDevitt et al. show that the composite IL-1
genotype is dramatically related to the severity of adult periodontitis. They also confirmed that both IL-1 genotyping and
also cigarette smoking history offer objective risk factors for gum disease in a private practice environment 2. Presently,
there are 2 major forms of periodontitis-chronic and aggressive periodontitis. Risk for periodontitis is not shared equally
by the populace. It is clear that periodontitis badly impacts a risky group standing for around 10-15% of the population, in
whom the disease rapidly advances from chronic gingivitis to devastating periodontitis. This differential risk for
periodontitis is consistent with heritable aspects of sensitivity, however straight proof for a differential hereditary
contribution to periodontitis originates from several resources. Lots of jobs of the literary works record familial
aggregation of gum diseases, but as a result of different terms, classification systems, and also lack of standard approaches
of clinical evaluation, it is challenging to contrast records directly. Although gum disease nosology has transformed often
times over the timeframe of these reports, many familial reports for periodontitis are for early-onset kinds now called
hostile periodontitis. Records of the domestic nature of chronic kinds of periodontitis are much less frequent, although
German researches of the familial nature of chronic types of periodontitis from the very early 20th century have actually

been examined by ?°32

Diagnostic approaches:

Diagnosis is the recognition of the existence of a disease (33). Professional diagnosis of periodontal disease is made by the
recognition of different symptoms and signs in the periodontal cells which declare a separation from health. The diagnosis
of gum disease requires a firm knowledge of what comprises gum wellness. The healthy periodontium, ®* of which only
the gingival tissues could be directly observed, is described as being stippled, pale pink or reefs pink, in the Caucasian
(Figure 1), with different levels of coloring in various other races. It is snugly adjusted to the underlying cells, with a
knife edge margin where it abuts the tooth, the gingival margin lies, in the lack of pathology, at the cemento-enamel
junction. It shows a scalloped side setup greatest interdentally, where it constitutes the interdental papilla and also least
expensive buccally and lingually. There is a gingival hole where it abuts the tooth which in health is 1 - 3 mm deep. There
is an absence of hemorrhaging from the crevice on gentle probing. The gap in health will certainly show a small amount
of interstitial liquid, gingival crevicular liquid ©°.

Figurel: Healthy gingiva. Pale pink, stippled

Clinical periodontal examination:

Clinical examination needs to be obtained when the medical history shows a demand to learn more. A common instance is
when patients offer a background of a heart murmur or joint substitutes. Present suggestions preclude periodontal probing
or any kind of procedure that might induce bleeding in all patients with high or moderate risk for endocarditis unless
antibiotic treatment is offered ©. According to other suggestions, patients with orthopedic pins, screws and also plates do
not need antibiotic treatment, nor is it consistently needed for many dental patients with total joint substitutes ”. The
gum cells are routinely taken a look at in all oral assessments. The gum assessment consists of a visual inspection of the
gingiva, gum probing, and also analysis of tooth flexibility, dental plaque and also calculus. A specific kind must be made
use of for tape-recording oral and also gum findings to ensure that they might be contrasted with time. Evaluations such as
the Periodontal Screening and also Recording ExaminationTM (PSRA) that has been recommended by the American
Academy of Periodontology and also the American Dental Association might be useful to the general practitioner ©®.
Nonetheless, it is very important to identify that throughout such screening treatments, all surface areas of the teeth must
be penetrated for indications of gum disease. The gingiva ought to be visually checked out for indications of
inflammation. Healthy and balanced gingiva, in the absence of considerable melanin coloring, is generally a light pink
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shade. Raised soreness or erythema is a medical indicator of gingival inflammation due to the enhanced gingival
vascularity in feedback to regional toxic irritants such as dental plaque as well as calculus (Figure 2) ©®. The style of the
gingiva ought to be analyzed for modifications in the normal knife-edged appearance of the cost-free gingival margin and
interdental papilla as it satisfies the teeth. In the absence of systemic disease or drug-associated gingival enhancement,
any kind of swelling or an enlarged appearance of the low gingiva signifies inflammation. The uniformity of any type of
gingival enhancement ought to be assessed with the side of a periodontal probe to establish whether it is edematous or
fibrotic. An additional clinical sign of gingival inflammation is bleeding from the gingival hole when the inner facet of the
gingival sulcus is delicately brushed up with the side of a periodontal probe. Any considerable lack of connected gingiva,
specifically if it is connected with gingival economic crisis or a high frenum attachment, ought to be noted and also tape-
recorded in the dental record ©®.

Figure 2: A. Periodontal inflammation due to plaque and resubgingival calculus. B. Same patient after improving oral hygiene.
Radiographic examination:

Radiographs are utilized to confirm and extend the findings of the medical evaluation and are vital in planning implant
placement to figure out the amount and character of alveolar bone along with the position of physiological structures such
as the maxillary sinus and inferior alveolar canal. The presence of gingivitis, gum pockets and gingival inflammation
cannot be figured out utilizing radiographs, however radiographs are necessary for identifying the degree and intensity of
bone gum assistance and for finding osseous sores. Although breathtaking radiographs provide an outstanding
radiographic survey of the oral structures, they do not have the resolution and detail needed for gum diagnosis. When the
scientific assessment shows the existence of periodontitis, chosen periapical or bitewing radiographs should be acquired
39 When patients have scientific proof of generalized dental disease or a history of extensive dental treatment ©¥, a
complete mouth intraoral radiographic assessment is suitable. Because the bisecting angle strategy distorts the relationship
in between the alveolar crest and tooth (Figure 9), periapical radiographs ought to be exposed utilizing a long-cone
paralleling strategy.

Figure 3: Radiographs (A) and a parallel long-cone method (B). Note distortion of interdental bone on bisecting angle
radiograph.

o Treatment approaches of Gingivitis and Periodontitis:

Gingivitis is a reversible disease and therapy is intended primarily at getting rid of or decreasing causative factors. This
allows inflammation to resolve and the gingival tissues to recover “%. Treatment for periodontitis typically falls into two
classifications: 1) procedures developed to stop the progression of disease and 2) procedures created to restore structures
destroyed by disease “?’. Maintenance or encouraging gum treatment following active treatment is vital to accomplish an
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effective outcome. Many years earlier, Ramfjord et al “? proposed a general plan for the treatment of the gum diseases

@D, This strategy included four phases: 1) systemic, 2) hygienic, 3) restorative and 4) maintenance or supportive care.

(Table 1) “? summarize the treatment approaches for each type of Gingivitis and Periodontitis.

Table 1: summarize of Gingivitis types, causes, symptoms and proper management

Disease Primary causes Signs and symptoms Therapy

Gingivitis Gingival redness and | Debridement, plaque control,
(American Academy | Bacterial  plaque, local | swelling, bleeding; | correct  plaque- retentive
of Peridontology | plaque  retention  factors | does not cause loss of | factors, supportive periodontal

Desquamative
gingival disease

pemphigus and cicatricial
pemphigoid

pain with trauma or on
eating and brushing

case type I) (such as faulty restorations) clinical attachment therapy
Pain, gingival redness,
Bacterial plaque, may be | swelling, bleeding, | Debridement, gentle plaque
Acute  necrotizing | associated with AIDS at any | necrosis of | control, antimicrobial rinse,
gingivitis age interproximal papilla supportive periodontal therapy
Gingival redness; | Gentle plaque control,
Skin disease: lichen planus, | epithelial ~denudation; | palliative and symptomatic

therapy, supportive periodontal
therapy

Gingivitis associated
with systemic
diseases (such as
blood dyscrasias and
Wegner's
granulomatosis)

Manifestation of systemic
disease in gingiva (such as
leukemia, neutropenia,
erythema multiforme, lupus
erythematosis and Wegner's
granulomatosis)

Dependent on systemic

disease (such as
gingival bleeding
ecchymosis,  redness,

swelling, necrosis and
pain)

Treatment of systemic disease,
atraumatic  plaque  control,
antimicrobial rinse, supportive
periodontal therapy

Debridement  and  plaque
Bacterial ~ plaque, local | Gingival redness and | control, supportive periodontal
Gingivitis associated | plaque retention factors, | swelling, bleeding; | therapy; possiblexcision  of
with pregnhancy hormonal in" uence pyogenic granuloma pyogenice granuloma
Debridement  and  plaque
Drug-induced control, surgical excision, use
gingival Ca" channel-blocking drugs, of alternative  medications,
enlargement phenytoin, cyclosporine Gingival enlargement supportive periodontal therapy
Local allergens (such as
mouth rinses, toothpastes,
nickel  restorations  and | Gingival redness and | Identification and elimination
Allergic reaction acrylic) swelling of allergenic agent
Herpetic Pain, vesicle formation, | Palliative and symptomatic
gingivostomatitis Herpes type | virus ulceration therapy, antiviral medication
Neisseria gonorrhoea,
Gingival disease of | Treponema pallidum, Identification and elimination
specific bacteria or | streptococcal species, | Varies according to | or control of infectious agent,

fungal origin Candida, histoplasmosis infectious agent appropriate chemotherapy

4. CONCLUSION

The prevention and also therapy of the gum diseases is based on exact medical diagnosis, decrease or removal of original
representatives, risk management as well as correction of the dangerous impacts of disease. Popular and also verified risk
factors or risk predictors for periodontitis in grownups consist of cigarette smoking, diabetic issues, race, P. gingivalis, P.
intermedia, low education and learning, irregular oral participation as well as genetic in- fluences. A number of various
other specific periodontal germs, herpesviruses, raised age, male sex, depression, race, terrible occlusion and female
osteoporosis in the presence of hefty dental calculus have been shown to be related to loss of gum support as well as can
be taken into consideration to be risk indications of periodontitis. The existence of furcation involvement, tooth
movement, as well as a parafunctional practice without making use of a biteguard are connected with a poorer gum
prognosis complying with gum therapy. An exact medical diagnosis could just be made by an extensive analysis of
information that have actually been systematically accumulated by: clinical examination as shown, professional
periodontal assessment, and radiographic exam.
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