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Purpose : Mycoplasama pneumoniae is a leading cause of pneumonia and exacerbates other respira-
tory conditions such as asthma. Surfactant protein A(SP-A) is involved in surfactant physiology and
surfactant structure, and plays a major role in innate host defense and inflammatory processes in the
lung. In this study, SP-A mediated mycoplasma cidal activity. The candidate-gene approach was
used to study the association between the SP-A gene locus and Mycoplasama pneumoniae pneumo-
nia in the genetically homogeneous Korean population.

Methods : PCR-cRFLP-based methodology was used to detect SP-A genotype. The forty nine chil-
dren with Mycoplasama pneumoniae pneumonia were matched to 50 nomal neonates.

Results : The specific frequencies for the alleles of the SP-Al and SP-A2 gene in the study popu-
lation were : 6A%=21 percent, 6A*=45 percent, 6A’=11 percent, 6A%=9 percent, 6A"=8 percent, 1A=11.3
percent, 1A°=38 percent, 1A'=127 percent, 1A%9.2 percent, 1A%=155 percent, 1A=29 percent, 1A%=49
percent, 1A%=22 percent, others=3.3 percent. The frequencies of specific genotypes such as 1A% was
higher than control group, significantly.

Conclusion : 1A are susceptible factors for Mycoplasama pneumoniae pneumonia. We conclude that
the SP-A gene locus(1A%) is an important determinant for predisposition to Mycoplasama pneumo-
nige pneumonia in children. (Korean ] Pediatr 2005;48:376-379)
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3. SP-A |dXQ |FAX EAM(genotyping of SP-A
genes)
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A 9 49 @ Mycoplasma pneumoniae @3 #@w ¥ 1d &

Table 1. Frequencies of SP-A Genotypes in Infants with
Mycoplasma pneumoniae Pneumonia and Control

Ak Control  ORT@B%CTH L
ne. value
SP-Al genotype
frequencies(%)
6A 0 1.1
6A° 36.9 28.7 1.45(0.87-2.41) 0.12
6A° 34.8 44.5 0.66(0.40-1.10) 0.09
6A" 16.3 21.8 0.66(0.35-1.31) 0.24
others 11.9 3.7
SP-A2 genotype
frequencies(%)
1A 10.2 13.1 0.75(0.32-1.62) 0.45
1A° 26.5 40.7 0.53(0.30-0.89) 0.06
1A' 1.02 9.3 0.1(0-0.63) 0.08
1A* 52.0 10 9.77(5.43-17.62)  0.00
1A° 3.06 114 0.25(0.05-0.49) 0.08
others 7.1 155 0(0-0.49) 0.004
M. Pne Mycoplasam pneumoniae pneumonia, 'OR:0dd ra-
tios, TCI: Confidence intervals
SAMoR frefgh 2ozt glAtH(Table 1).
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B tH(Table 1, Fig. 1).
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Fig. 1. Distribution of the SP-A2 alleles in the Mycoplasma
pneumoniae pneumonia and control(M. pne. : Mycoplasam
pneumoniae pneumonia).
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