— Abstract

SQUAMOUS CELL CARCINOMA ARISING FROM CHRONIC
OSTEOMYELITIS OF THE MANDIBLE

Young-Wook Park, Jung-Min Park, Jae-Hyun Jang, Ji-Hyuck Kim, Kwang-Jun Kwon, Suk-Keun Lee*
Department of Oral and Maxillofacial Surgery, *Department of Oral Pathology,
College of Dentistry, Kangnung Nationa! University

We experienced a rare case of oral squamous cell carcinoma arisen from gingival tissues overlying pro-
longed chronic osteomyelitis of the mandible. A 66 years old man complained of unhealed extraction sock-
ets of left mandibular second premolar and first molar, and showed extensive leukoplakia in the gingival
tissues of the same area. The inflammation of the socket granuloma became severe and extended into adja-
cent mandibular proper, resulted in diffuse suppurative chronic osteomyelitis of mandibular body, exhibit-
ing irregular osteolytic changes of mandibular trabecular patterns in mottled radiolucent appearance. The
leukoplakia was initially diagnosed under microscope, and the involved gingival tissues were radically
removed. Thereafter, the gingival soft tissue inflammation involving the mandibular osteomyelitis was
hardly healed for two years. During the period of repeated surgical treatments for the inflamed lesion, nine
biopsies were taken sequentially. Until the eighth biopsy, there consistently showed the suppurative
osteomyelitis with ingrowing gingival tissues into the bony inflammatory lesion. The gingival epithelium
showed the features of leukoplakia but no evidence of malignant changes. However, the ninth biopsy, tak-
en about 2 years after initial diagnosis, showed the early carcinomatous changes of the gingival epithelium.
The neoplastic epithelial cells were relatively well differentiated with many keratin pearls, and infiltrated
only into underlying connective tissues. So, we presumed that the present case of squamous cell carcinoma
was caused by the persistent inflammatory condition of the mandibular osteomyelitis, and also suggest that
the leukoplakia should be carefully removed in the beginning to prevent the neoplatic promotion of the
chronic inflammation,
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Fig.1. A : Preoperative radiographic features showing irregular Iytic changes of mandibular trabecular pattern in mottled radiolucent
appearance on left mandibular edentulous ridge
B : Recurred osteomyelitis showing increased the irregular shaped radiolucency on inferior area of previously operated area
C : Recurred osteomyelitis showing the increased irregular shaped radiolucency on anterior area of previously operated area
D : Post-partial mandiblectomy and reconstruction using fibular osteocutaneous free flap
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Fig.2. A1-3:

B1-3:
C1-3:
D1-3:

The specimen showed hyperkeratosis and severe basal hyperplasia with slight inflammatory cell infiltration. The
superficial epithelium showed dystrophic keratinization. The specimen showed chronic inflammatory cells infiltra-
tion into the bony particle.

The section showed acute and chronic inflammatory cell infiltration into the bone matrix tissues and adjacent con-
nective tissues. The involved bone showed many vacant lacuna space, gradually forming sequestrum.

The section showed moderately chronic inflammatory cell infiltration into the gingival epithelium and fibrous con-
nective tissues. The gingival epithelium was ingrown into the connective tissue layer,

The specimen showed a fibroepithelial tissue with hyperkeratosis and acanthosis, the epithelium was partly
detached from connective tissues supposed by iatrogenic forces. The specimen showed acute and chronic inflam-
matory cell infiltration mainly composed of leukocytes and small lymphocytes. The specimen showed partly
chronic inflammatory cell infiltration into sclerotic fibrous connective tissues. In the section, small bony particles
with osteocytes were observed.

: The section showed epithelial layer detached from connective tissues by unknown causes. The connective tissue

was infiltrated with acute and chronic inflammatory cells.
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with low granulomatous reaction. Acanthoma or keratoma-like proliferation of mucosal epithelium was observed.

* The thick gingival epithelium was ingrown into the osteomyelitis lesion. The epithelium was thick and hyperkera-

totic. The basal layer was intensely proliferative, and chronic inflammatory cells were infiltrated into the underly
connective tissues.

In the osteomyelitis lesion, the gingival tissue grew like a polypoid appearance covered by thick epithelium. The
epithelium was hyperkeratotic and note the band hyperplasia. Note the chronic inflammatory cell infiltration into
the underly connective tissues.

- The section showed severely inflamed fibroepithelial tissues typically exhibiting early development of squamous

cell carcinoma from the severe basal hyperpiastic keratinocytes of leukoplakia lesion. The neoplastic epithelial
cells were partly invasive into the underlying connective tissues, but still their cytodifferentiation were well pro-
gressed.
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Table 1. Products released by macrophages (cited from reference 14)

Enzymes

Neutral proteases
Elastase

Collagenase
Plasminogen activator
Acid hydrolases
Phosphatases

Lipases

Plasma proteins

Complement components (e.g, C1 to C5, properdin)
Coagulation factors (e.g, factors V VI, tissue factor)

Reactive metabolites of oxygen
Eicosanoids
Cytokines, chemokines (IL-1, TNF, IL-8)

Growth factors (PDGF, EGF, FGF, TGF-beta)

Nitric oxide
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