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TABLE 1

R EA BT VRS
IEF R AW
4BRETHANEE

+ Classification of Periodontal

Diseases

[

Gingival Disease
A. Gingivitis

1. Monspecific gingivitis
2. Acute necrotizing ulcerative gingivitis

(ANUG)

. B. Manifestations of systemic diseases and hor-

monal disturbances—e.g., desquamative
gingivitis, primary herpetic gingivostomati-
tis, “pregnancy gingivitis” and other hor-
monally mediated changes, diabetes and
other metabolic diseases

C. Drug-associated gingival inflammation—

e.g., dilantin hyperplasia

. Mucogingival conditions—e.g., gingival reces-
sion and aberrant frena and/or muscle attach-
menlL

Periodontitis

A. Adult Periodontilis

1. Slight

2. Moderate

3. Advanced

4. Refractory and rapidly progressive

B. Juvenile Periodontitis (JP)

1. Prepubertal
2. Ceneralized juvenile periodontitis (GJP)
1. Localized juvenile periodontitis (LJP)

C. Periodontal abscess
. Pathology Associated With Occlusion
. Other Conditions—Miscellaneous (e.g., infec-

tion, trauma)

Adapted from Current Procedural Terminology for Peri-
odontics, ed, 5., Am, Acad. Periodontol, 1986.
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TABLE 2 + Principal Bacteria Associated
with Periodontal Disease

Porphyromonas gingivalis,
Frevotella intermedia, B.
forsythus, Campylobacter
rectus

Bacteroides forsythus, P. gin-
givalis, Campylobacter rec-
tus, P. intermedia

Localized juvenile  Actinobacillus actinomyce-
periodontitis temcomitans, Capnocvyto-
{LIP) phaga

Periodontitis in ju- Capnocytophaga, A. actino-
venile diabetics mycetemcomitans

Adult periodontitis

Refractory
periodontitis

Pregnancy P. intermedia
Bingivitis
ANUG P. intermedia, intermediate-
sized-spirochetes
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TABLE 3 + Bacterial Factors Important
in Direct Tissue Damage

Enzymes
Collagenase
Hyaluronidase
Phaspholipase
Phosphatases

Endotoxin

Cell inhibitors

Ammaonia

TABLE 4 4+ Bacterial Factors Important
in Evasion of Host Defenses

Inhibition of PMN
Leukotoxin
Chemotaxis inhibitors
Decreased phagocytosis and intracellular killing
Resistance to C-mediated killing
Lymphocyte alterations
Endotoxicity
IgA, 1gG proleases
Fibrinolysin
Superoxide dismutase
Catalase
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TABLE 6 + Components of Immune
System Affecting Periodontal Disease

" SYSTEM FUNCTION

Decreases bacterial coloniza-
tion on surfaces exposed to

Secretory immune
system
saliva

MNeutrophil, Bacteriocidal
antibody,
= tRbkAie complement
Lymphocyte, Tissue destruction
macrophage,
RENRCRw lymphokine
AES Immunoregulatory  Controls immune responses to
bacteria
Adapted frorm Genco and Slots: ). Denl. Res. 63:441, 1984,
TABLE T 4+ Influence of Host Responses on Periodontal Disease
ASPECT OF
DISEASE HOST FACTORS

Bacterial colonization

Subgingivally, antibody-C” in crevicular fluid inhibits adherence and coaggregation

of bacteria and potentially reduces their numbers by lysis

Bacterial invasion

Antibody-C' mediated lysis reduces bacterial counts; neutraphils as a consequence

of chemotaxis, phagocytosis, and lysis reduces bacterial counts

Tissue destruction

Antibody-mediated hypersensitivity; cell-mediated immune responses; activation of

tissue factors such as collagenase

Healing and fibrosis

Lymphocytes and macrophage-produced chemotactic factors for fibroblasts;
fibroblast-activating factors
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