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The detection on serum level of B-glucosidase in neonatal necrotizing enterocolitis and its significance
Wang Dan
(Department of Pediatrics ,Maternal and Child Health Care Center of Dongxihu District sWuhan , Hubei 430040 ,China)
Abstract ; Objective
(NEC). Methods

To explore the value of serum p-glucosidase (CBG) in diagnosing of neonatal necrotizing enterocolitis
62 cases of NEC who were treated in the neonatal hospital ward from June 2010 to May 2011 were selected as
case group;62 cases of other diseases who admitted into the neonatal hospital ward at the same time,as control group through matc-
hing one by one with cases of NEC. The concentrations of serum CBG at different clinical stages of two groups were compared. Re-
sults The average concentration of serum CBG in case group was(162. 524 12. 8) nmol/L, which was higher than that in control
group (51.3%+9. 5)nmol/L(P<C0. 05). The concentration of serum CBG which in | to [[[ clinical stages were 98. 2,156. 7 and
329. 3 nmol/L,respectively rose following with the stage increased,and their difference has statistical significance (P<C0. 05). Con-
clusion The serum CBG concentration increases early in NEC and rises with clinical stage of NEC. Therefore CBG could be used as
a marker in the early diagnosis of NEC.
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