Tumor-induced osteomalacia
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Figure 3. Mechanisms of FGF-23 Excess in Renal Phosphate-Wasting Syndromes
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Clinical presentation
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Expected laboratory values in the untreated state for selected causes of hypophosphatemia
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Hyperparathvroidism

HHRH (NPT2c)

Posthepatic resection hypophosphatemia
Diuretics (acetazolfmide: thiazides, loop diuretics)
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ALP, Alkaline phosphatase; |. below normal range: <. within normal range: T, above normal range.
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Investigation for diagnosis
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Investigation for localization of tumor
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* Single-photon emission tomography (SPECT) or hybrid SPECT/CT HA31N418130 11N19457190 1WA
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Treatment : Surgery
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Treatment : Medication
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1. Phosphate supplement

2. Calcitriol and alfacalcidol

3. Octreotide inwnunausarvaamadoroalanlanaz o liszduoamaoglunasilnd
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