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TUMOR-INDUCED HYPOPHOSPHATEMIC OSTEOMALACIA

Report of a Case Associated with Peripheral Giant Cell Granuloma of Gingiva
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TUMOR-INDUCED HYPOPHOSPHATEMIC OSTEOMALACIA

Report of a Case Associated with Peripheral Giant Cell Granuloma of Gingiva

Sang Rae Lee, Won Chul Kim, Sang Hoon Lee, Mee Kyung Kim, Byung Do Lee

Department of Oral Radiology, College of Dentistry, Kyung Hee University

The authors observed a patient who referred to the Department of Oral Radiology, due to
diffuse skeletal pain, muscular weakness and unknown tumor mass on the buccal gingiva of upper
right molar region.

The patient was found to have peripheral reparative giant cell granuloma and osteomalacia.
After removal of the tumor, the clinical, radiologic, and laboratory findings of the patient was
rapidly normalized with remarkable improvement of bone pain.

The results were as follows:

1. After removal of the tumor, the patien* improved the clinical findings such as bone pain,

trismus, muscular weakness and he could walk.

[

In postoperative x-ray findings at 1 and 2 months intervals, the lamina dura of all dentition
and bony trabeculac in upper and lower arches were regenerating and the bone density in-
creased.

3. In periodic recall check, no occurrence of ostcomalacia was existed and the laboratory find-

ings of the patient showed gradual improvement.
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Fig. 1. Photograph shows emaciated state and
depression of thoracic cage.

Fig. 2. The tumor mass occupied right upper
gingiva.
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The skull lateral, A-P views show punch-
ed out radiolucencies of entire skull.

Fig. 3.

Fig. 4. The cervical spine view shows increased

radiolucency on the cervical bones.
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Fig.b. The anteroposterior view of chest
reveals multiple fracture of ribs.

Fig. 6. The anteroposterior view of pelvis

reveals bone destruction of femoral
heads and Looser’s zone on the both
femoral shaft.
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Fig. 7. Full mouth periapical radiographs show multiple bone destruction and complete loss of

alveolar lamina dura.

Fig. 8. The bone scan

lation of radionuclide
ne and femoral shaft

on other bones.

Fig. 9. Polarizing microscopic findings of iliac
crest shows lamellated structures of
increased osteoid seam.

shows increased accumu-

on the both parietal bo-

but normal radioactivity

Fig. 10. Photograph of gingival tumor demonst-
rating giant cells in the lesion.
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Fig. 11. Clinical course of the patient after removal of the tumor.

Fig. 12. Periapical radiographs at 1% months
after tumor resection. Note the newly
formed bony trabeculae and alveolar

lamina dura.

Fig. 13. Periapical radiographs at 6 months
after tumor resection, reveal completely

regenerated bony trabeculae and al-

veolar lamina dura,
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