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Purpose : We evaluated allele frequencies and distribution of surfactant protein A2(SP-A2) in Kore-
an neonates in order to estimate the prevalence of RDS, to find out new SP-A alleles, and to estab-
lish new steroid therapy.

Methods : Genomic DNA was extracted from 71 neonates and served as a template in PCR for ge-
notype analysis. SP-A gene-specific amplications and gene-specific allele determinations were per-
formed using PCR-cRFLP methods.

Results : The distribution for the alleles of the SP-A2 gene in the study population was 1A, 1A°
1A', 1A% 1A% 1A° 1A° 1A, 1A% 1A° 1AY 1A™ The specific frequencies for the alleles of the SP-
A2 gene in the study population were:1A=11.3%, 1A°=38%, 1A'=12.7%, 1A’=9.2%, 1A°=155%, 1A'=
2.9%, 1A%=4.9%, 1A°=2.2%, others=3.3%.

Conclusion : The frequency of 1A° was higher than the other SP-A2 alleles in Korean neonates.
This finding suggests that the prevalence of RDS in Korea may be low compared with other coun-
tries. However, this finding also suggests that Korean neonates have a high risk of infection. (J Ko-
rean Pediatr Soc 2003;46:340-344)
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1) EZet&A AHMHIZ (polymerase-chain reaction : PCR)
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‘Genomic DNA‘
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726/96, 727/21, 799/28A,
805/494

-+ ‘ Restriction enzyme

L.

Gel electrophoresis

Fig. 1. Outline of genotyping of SP-A2 genes.

Table 1. Primers for cRFLP Analysis of SP-A2

iI; Primer Orientation Sequence(5'-->3")

327 Sense ATCACTGACTGTGAGAGGGT

726 Sense GCTGTGCCCTCTGGCCCTLA

727 Sense AGAGCGTGGAGAGAAGGGGCcA

799 Sense CATAATGACAGTAGGAGAGAAG
GTCTTCTC

305 Sense GGAGCCTGCAGGTCGGGGAAAA
tcG

28A Antisense
96 Antisense
21 Antisense
494 Antisense

ACCCTCAGTCAGGCCTACAT
TCCTTTGACACCATCTC

GGGTTTGTCTGATCCCCATC
TCAGAACTCACAGATGGTCA

Table 2. Converted Primers for cRFLP Analysis of SP-A2

SP-A2 Primers Restriction enzyme
AC at aa 9 726/96 Tru 91

CG at aa 91 727/21 Bbvl

CT at aa 140 799/28A Bfal

AC at aa 223 805/494 a Taql
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Fig. 2. Picture of restriction endonuclease analysis of SP-A2.

Table 3. SP-A2 Alleles as Determined by cRFLP at Desig-
nated Amino Acids

Amino acid
Alleles

aa 0 aa 91 aa 140 aa 223
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Fig. 3. Distribution and frequencies of SP-AZ2 alleles in Kore-
an neonates.
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Fig. 4. Frequency of linkage of SP-AZ2 alleles in Korean neo-
nates.
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