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An unusual and rare presentation of osteomalacia results from the paracrine effect of a local-
ized bone or soft tissue neoplasm. In this syndrome, known as tumor induced osteomalacia
or oncogenic osteomalacia, a neoplasm synthesizes and secretes a circulating compound,
known as phosphatonin, which acts on the kidney leading to phosphate wasting. Oncogenic
osteomalacia can be caused by a wide variety of neoplasm, although they are usually primary
soft tissue or bone tumors. Most commonly the causative neoplasm is a benign or low -grade
QIR : 0} & 7 malignant vascular or fibrous tissue tumor. Complete removal of the offending neoplasm com-
© 130-702 HeA] SR 37)1E 1 pletely reverses the osteomalacia. If successful, the osteomalacia resolves. However, incom-
RN plete removal of the neoplasm necessitates treatment with phosphate and Vitamin D3 to ame-
A3k 02-958-8742 liorate the skeletal disease.
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Fig. 1. Andrea Prader.
23 December 1919-
3 June 2001.
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Fig. 2. Undecalcified bone section shows widened osteoid seam
(red color), which is a characteristic histological finding in osteo-
malacia (green color: calcified bone) (undecalcified bone section,
Goldner’s modified Masson’s trichrome staining).
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Fig. 3. Cut surface of the phosphaturc mesenchymal tumor shows
gray white solid appearance with foci of bone formation with calci-
fication.

Fig. 5. There are numerous osteoclastic type giant cells in phospha-
turic mesenchymal tumor.
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Fig. 4. Photomicrograph of the phosphaturic mesenchymal tumor
showing monotonous spindle cells having ovoid nuclei with fine
chromatin pattern.

Fig. 6. One of the characteristic histological findings is hemangio-
pericytic vascular pattern.



Fig. 7. There are flocculated calcification.
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Fig. 8. Immunohistochemical staining using fibroblast growth factor
23, there are some positive staining cells.
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