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Screening analysis of neonatal congenital hypothyroidism and phenylketonuria in Guilin city
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Abstract : Objective
phenylketonuria(PKU) in Guilin city. Methods

To learn situations of morbidity of and early intervention on neonatal congenital hypothyroidism(CH) and

Screening analysis was conducted on 111,578 live newborns who had delivered in-

stitutionally in Guilin from September 2009 to August 2012. The screening indicators of CH and PKU were thyroid stimulating hor-

mone and phenylalanine, resptectively. Results

Among 111 578 newborns, 39 cases were diagnosed definitely as CH, with incidence

rate of 0. 35%,(39/111578) , while one case as PKU, with incidence rate of 0. 01%,(1/111578). Newborns with CH or PKU who had

accepted early diagnosis and early treatment demonstrated better therapeutic effects. Conclusion

Neonatal disease screening pro-

vides an opportunity to early diagnosis and treatment for diseases and is conductive to improving the quality of population.
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