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A Case of Pseudohypoparathyroidism in a Premature Infant
Jong Il Yang, M.D., Jang Won Seo, M.D. and Ji Young Kim, M.D.

Department of Pediatrics, Daejeon Sun General Hospital, Daejeon, Korea

In pseudohypoparathyroidism as reported by Albright in 1942, the parathyroid gland can normally
synthesize and secrete parathyroid hormone(PTH). Pseudohypoparathyroidism has a similar biochemi-
cal finding with hypoparathyroidisms like hypocalcemia and hyperphosphatemia due to target tissue
resistance to PTH. Administered PTH does not raise the serum levels of calcium and urinary phos-
phate. PTH activates G-protein in peripheral tissue and adenylate cyclase through a second mes-
senger, cAMP. Pseudohypoparathyroidism produces hyperphosphatemia and hypocalcemia because of
the resistance to PTH in peripheral tissue due to a defect of G-protein, although it releases PTH
normally. According to the mechanism of resistance, pseudohypoparathyroidism is classified into
types : Ia, Ib, Ic and psedopseudohypoparathyroism. Type Ia is accompanied by congenital growth re-
tardation and abnormal bony development that shows mental retardation, obesity, low height, round
face, short metacarpal bone and metatarsal bone, ectopic calcification, etc. We report a case of pseu-
dohypoparathyroidism in a premature who shows hypocalcemia, hyperphosphatemia, elevation of se-
rum PTH and 24 hr urinary basal c-AMP in biochemical tests without Albright’s hereditary osteo-
dystrophy at physical examination, accompanied by a spontaneous fracture in the femur. (J Korean
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Table 1. Patient Laboratory Data and Treatment
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Days of life Ca(mg/dL)" P(mg/dL)" Others Treatment

2002. 2. 21 6.0 83

2002. 2. 27 8.2 46

2002. 3. 11 72 45 PTH (pg/mL) : 136.93 Calcium gluconate

2002. 3. 27 5.1 7.0

2002. 4. 9 5.0 76

2002. 4. 10 Spontaneous fracture of left femur shaft

2002. 4. 11 5.3 76

2002. 4. 16 7.3 4.6 Vit D3*(pg/mL) : 65.2 Calcium gluconate
PTH(pg/mL) : 275.4

2002. 4. 30 45 6.9

2002. 5. 6 79 5.4 24 hr Urine Ca(mg/day) : 24.7 Calcium gluconate
24 hr Urine P(mg/day) : 83.2 and @ -hydroxy
24 hr Urine cAMP(mg/day) : 25.3 cholecalciferol

Follow up at outpatient department

2002. 5. 16 9.2 5.7 Calcium gluconate

2002. 5. 30 9.8 6.7 Vit. Ds(pg/mL) : 175 and @ -hydroxy
PTH(pg/mL) : 69.25 cholecalciferol

2002. 7. 3 9.7 6.0

“Ca calcium(normal range :9.0-10.9 mg/dL), "P: Phosphorous(normal range:3.8-6.5 mg/dL), TPTH : parathyroid hormone(normal
range : 9-65 pg/mL), *Vit D3:1,25(0H):Ds(normal range : 25-45 pg/mL)
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