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Wongthim S, Choosilp S, Chantraprasert S. Primary hypophosphatemic
osteomalacia. Chula Med J 1984 Jul; 28 (7): 783-789

" Osteomalacia is a metabolic bone disease in which there is
defective mineralization of the newly formed orgamic matrix of
the adult skeleton. A number of conditions result in osteomalacia
such as inadequate dietary intake of wvitamin D. inadequate
exposure to ultraviolet radiation to form endogenous vitamin D,
intestinal malabsorption of witamin D, chronic acidosis, renal
tubular defects which produce hypophosphatemia or acidosis, and
chronic administration of anticonvulsants. Primary hypophospha-
temic osteomalacia is uncommon and resulted from proximal renal
tubular disorders of phosphate reabsorption which lead to hypo-
phosphatemia. Hypophosphatemia defects bone mineralization which
_causes collapse of vertebral spine, loss of height, bone pain and
muscle weakness. The diagnosis is based on clinical manifestation,
radiological features, blood and urine chemistry, and kidney
function test. We report a case of primary hypophosphatemic

-~ osteomalacia which has not been found from previous report in
Thailand. '
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