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Abstract: Objective To study the relationship between pulmonary surfatcant-associated protein B ( SP-B) gene
polymorphisms and their susceptibility to neonatal respiratory distress syndrome ( RDS). Methods FEighty-eight preterm
infants with RDS ( RDS group) and 103 infants without RDS ( control group) were enrolled. The genomic DNA was
isolated using DNA kits. Polymerase chain reaction with restriction fragment length polymorphism technique was used to
detect the genotype and allele frequency of the SP-B -18A/C and SP-B 1580C/T single nucleotide polymorphisms. The
association between the polymorphisms and RDS was analyzed. Results SP-B -18A/C and SP-B 1580C/T were found to
be polymorphic in both RDS and control groups. The frequencies of CC genotype (y* =12.26,P <0.01) and C allele
(x’ =11.97, P<0.01) of SP-B 1580C/T were significantly higher in the RDS group than in the control group. The C
allele significantly increased the risk of RDS (OR =2.26, 95%CI: 1.42-3.60). The frequencies of genotype and allele of
SP-B -18A/C showed no significant difference between the two groups. Conclusions SP-B 1580C/T polymorphism
contributes to the etiology of RDS and may serve as the susceptibility gene for RDS. The C allele increases the risk of RDS.
SP-B -18A/C shows no association with the etiology of RDS. [ Chin J Contemp Pediatr, 2012, 14 (1) ;24 —27 ]
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