5510 55 3 PHESRILALE Vol. 10 No. 3
2008 46 H Chin J Contemp Pediatr Jun. 2008
- I PRAHSE -
A7k L g 1 Bk o 70 hiE
1R, 48, L 7, 5 Bedg
(w KFEF/E_ERHAILF, wl &A 610041)
(7 E] (REBEIRERIAE Z—Fp D DL e AR o % SO L T R R 330 S8 W iR

JERBURHEAT T 2818 JEN 40 TR BE 2 W 4 1 0587 A LR A0 = W 9], J8 LDk i 2 30 min £ %88 77 Hij B 4
A JLBUTGUAR 5 DU PR AN RS 091, 2 T BV T S P I 0 X 5 2 45 S B, o, A PR Il ( ALP) (2 2%
T, X SRS R RIS B AU AR 4 d S RIPl iistr.

[ HEHRILFHE,2008,10(3) :301 -303 ]

(X & "] GkvERRRRAY ; IRORRRMRBEAE ; B2k LA il i 16 i
[hFES%ES] RS96;R722 [ X#kFRIRAE] A [XEHS] 1008 -8830(2008)03 —0301 - 03

Neonatal hypophosphatasia

WU Jin-Lin, CHEN Juan, QIU Li, GONG Xiao-Yuan. Depariment of Neonatology, West China Second University Hospital
Sichuan University, Chengdu 610041, China ( Email ; wiyl_2000@ yahoo. com. cn)

Abstract .

clinical manifestations, differential diagnosis, treatment and prognosis.

Hypophosphatasia is a rare inborn disease of metabolism. This paper reviewed its pathogenesis, forms,
Here a case of neonatal hypophosphatasia is
reported. This baby was female (30 minutes old). Prenatal ultrasound showed disproportionate biparietal diameter and long
bones of limbs in the baby. After birth, she presented with obvious craniomalacia, respiratory distress and cyanosis. Serum

alkaline phosphatase level was significantly reduced. Both X-ray and autopsy showed extremely insufficient skeletal

mineralization. Four days later she died of respiratory failure.
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