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Identity 
Note 
Osteoma is a benign osteogenic lesion characterized by 
proliferation of compact, lamellar cortical bone. 
It presents as an exophytic mass usually arising from 
the bones of the skull and paranasal sinuses. Large 
osteomas may develop on the clavicle, pelvis, and 
tubular bones (parosteal osteomas). 
Some investigators consider the osteoma a true 
neoplasm, and others classify it as a developmental 
anomaly. 

 
Figure 1: Radiograph of the jaw bone demonstrates a well-

circumscribed, homogeneously dense lesion. 

Clinics and pathology 
Etiology 
The etiology of the osteoma is still unknown. The 
possibility of a reactive mechanism, triggered by 
trauma or infection, has also been suggested. 
Very rarely osteomas of the facial bones may be 
associated with Gardner's syndrome. 
Gardner's syndrome and Familial adenomatous 
polyposis (FAP) were originally described as two 
different syndromes. Characteristic for both syndromes 

is the presence of 100 or more colorectal adenomas and 
the development of colorectal cancer. 
Patients with Gardner's syndrome differ from FAP 
patients by also demonstrating sebaceous cysts and 
osteomas, forming the so-called Gardner triad of 
colorectal adenomas, soft and hard tissue tumors. 
Gardner's syndrome and FAP traits map to the same 
chromosomal locus and may share the same somatic, as 
well as germline, adenomatous polyposis coli (APC) 
gene mutations. 
Osteomas were observed in 46-93% of the patients with 
FAP, an incidence 4 to 20 times more frequent than in 
control groups (4-16%). Palpable osteomas were 
reported in 26 of 180 patients with FAP and 17 of them 
had a mutation situated within the spectrum spanning 
from codon 767 to codon 1513. 

Epidemiology 
Although any age may be affected, most osteomas 
occur in adults between the ages of 30 and 50 years. 
Osteomas occur more often in women than men (3:1). 

Clinics 
Osteomas are often incidental and asymptomatic 
findings. However, some present with long-stand-ing 
(often years) symptomatic of sinus obstruction. 
The most common anatomic site is the frontal sinus, 
followed by ethmoids and sphenoid sinuses. 
Central osteomas are well delineated sclerotic lesions, 
without surface irregularities or satellite lesions. 
Peripheral osteomas are lesions with expansive borders 
that may be pedunculated. 

Pathology 
Compact osteomas, on microscopic examination, are 
consisted of mature lamellar bone. They have no 
Haversian canals and no fibrous component (Image 2, 
3). Trabecular osteomas are composed of cancellous 
trabecular bone with hematopoietic elements 
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surrounded by a cortical bone margin. They may be 
found centrally (endosteal) or peripherally 
(subperiosteal) in the bone. 

 
Figure 2: The lesion consists of dense and lamellar cortical 
bone with a focal area of active bone modeling. 
Figure 3: Photomicrograph of the more solid area of the lesion 
to demonstrate the cellular woven character of the bone. 

Treatment 
Simple excision is the treatment of choice for 
symptomatic lesions. 

Prognosis 
The lesion does not recur after surgical excision and it 
is not associated with malignant change. 
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