5518 % 0 B RIUH & Vol.18 No
2016 4F9 A Chin J Contemp Pediatr Sep. 2016

doi: 10.7499/j.issn.1008-8830.2016.09.003

I - GRS

M5 R DX PUF B 2 J LR B A sE A ik 5
SP-B %P it 1 7 X Ik R236C o 25 (W FH JEPERESE

I8 #Hi AL RKEE2 AW KT K4ss
(RMEFEAHKFWEERHEILE, WEE Ffd4d  010059)

[(FEE] B# AR sy iR A B MM T 7 Cexon7 ) KIS IS AIEAESEH AR S
PRITHS NS DY b X DU A= LR H0 2545 4F (NRDS ) BIRIIER . ik RGBT 51k, %
PRAH L AR AR P B2 P X A9 DU%E NRDS UL 47 BIFE AR BILL, 5488 A R ARIBEAR TP 2R & 4 NRDS
BT L 47 B X IR 3t PCR LR B ARG I SP-B FER AP B T 7 X8k B I Ay, LA SP-B Ahg 1
7 (R236C) fL S LR S0 A . SR EWNZE T XSO E LT, SP-B ZEE AN F 7 X
TR R SP-BAME T 7 (R236C ) i g LRI R ATk PRI LR B (CCL CT) |, PRAL ¥ RA i TT JEA
AL, FGHILL CC ORI CT He A BUSR2RAT 5 R 72% Fl 28%, C i REDISR Ty 85%, T Z i ReIMAR Ay 15%, Xf i
ZH IR R R 200 O 85% F1 15%, C SR SERIAIR Ty 93%, T A FEPURZN 7%, s 20 5 ) BEZH A7 1
FEPH 22 A5 MEAR AR 3 R B 5 R U S e B4 2 [R) 25 S JC 8 T4 3 (P>0.05) o 8518 NS PU il X Ui
NRDS £ LAY SP-B SERH 5 7 S F A & MIEH 2848 . K& I SP-B SEH MR F 7 (R236C ) 1 S AL 28 51%
XU NRDS 9 % 254 B AR S [ PESRILRIZE, 2016, 18 (9) : 802-805]

(&R ] WIRENLEGIE; MRmEEEN B, SEEEZEME; HidL

Relationship between R236C site in exon 7 of SP-B gene and respiratory distress
syndrome in Han newborns in western Inner Mongolia
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Abstract: Objective To detect and analyze the genetic variation in exon 7 of lung surfactant protein B (SP-
B), and to investigate the relationship between the genetic variation and the incidence of neonatal respiratory distress
syndrome (NRDS) in Han populations in western Inner Mongolia. Methods In the case-control study, 47 Han infants
with NRDS were assigned to case group. All the 47 patients had the last three generations of their ancestors reside in
western Inner Mongolia. Forty-seven Han newborns without NRDS were assigned to control group. PCR-based gene
analysis was used to determine the mutation in exon 7 of SP-B gene and genotype and allele frequencies of the R236C
site in exon 7 of SP-B gene. Results In Han newborns in western Inner Mongolia, there was no mutation in exon 7 of
SP-B gene; two genotypes, CC and CT, were identified in the R236C site in exon 7 of SP-B gene. No TT genotype was
found in the two groups. There were no significant differences in the genotype frequency of CC or CT as well as the
allele frequency of C or T between the case and control groups (CC: 72% vs 85%, P>0.05; CT: 28% vs 15%, P>0.05;
C: 85% vs 93%, P>0.05; T: 15% vs 7%, P>0.05). Conclusions There is no mutation in exon 7 of SP-B gene in Han
infants with NRDS in western Inner Mongolia. There is no significant association between the gene polymorphism of the
R236C site in exon 7 of SP-B gene and the incidence of NRDS in Han populations in that region.
[Chin J Contemp Pediatr, 2016, 18(9): 802-805]
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