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Neonatal screening and clinical analysis Of G-6-PD deficiency in 3 402 cases QIN Zhi-yong WU Fu-gan (De partment
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[Abstract] Objective To understand situation of neonatal glucose-6-phosphate dehydrogenase (G-6-PD) defi-
ciency and relationship of neonatal G-6-PD deficiency with hyperbilirubinemia by screening and clinical analysis.
Methods From July 2010 to July 2011,3 402 neonates born in this hospital were detected for G-6-PD,and also situa-
tion of G-6-PD deficiency was statistically analyzed. Then they were observed about jaundice for 10 days following up
after birth,if it happened, the blood samples of jaundice neonates were collected for bilirubin level testing. Mean-
while, the incidence rate of neonatal hyperbilirubinemia was compared. Results Total incidence rate of newborn G-6-
PD deficiency was 10.35% (352/3 402) ,incidence rate of male infants was 14.28% (264/1 849) ,and incidence rate
of female infants was 5. 66% (88/1 553), incidence rate of hyperbilirubinemia in G-6-PD deficiency neonates was
25. 3% ,that was significantly higher than normal infants with 2. 6% (P<0.01). Conclusion There is high incidence
rate of G-6-PD deficiency in Guiping city in Guangxi province. G-6-PD deficiency screening is very meaningful,effec-
tive for reasonable clinical and medication and preventing the occurrence of hemolysis, which can improve physical
quality of residents in this region.
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