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Association of single nucleotide polymorphism in TGFBR2 gene with Kawasaki
disease and coronary artery lesions
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Abstract: Objective  To examine the single nucleotide polymorphism (SNP) (rs1495592) in transforming
growth factor-beta receptor 2 (TGFBR2) gene in children, and to investigate its association with Kawasaki disease
(KD) and coronary artery lesions (CALs). Methods Thirty-five KD patients, 14 of whom had CALs (CAL subgroup),
were selected as the case group, and 25 healthy age-matched children were selected as the control group. The SNP
(rs1495592) in TGFBR2 gene was studied by gene sequencing. The association of SNP (rs1495592) with KD and
(CALs) was analyzed based on the sequencing results. Results  There were no significant differences in genotype
frequency distribution (y’=0.566, P=0.452) and allele frequency distribution (y’=0.216, P=0.642) between the two
groups. Genotypes in the CAL subgroup included CC (21.4%) and CT+TT (78.6%), while genotypes in the non-CAL
subgroup included CC (61.9%) and CT+TT (38.1%). There was significant difference in genotype frequency distribution
between the two groups (x’=5.546, P=0.019), but without significant difference in allele frequency distribution (y’=3.673,
P=0.055). Conclusions The SNP (rs1495592) in TGFBR2 gene may not be associated with development of KD in
children, but it is associated with CALs in children with KD. [Chin J Contemp Pediatr, 2013, 15(9):767-770]
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1.2.2 DNA ##BF PCR 3  FHiKE Nal
PAREONE I DNAM, PIAMNE i DNA MR H PCR
AT 1s1495592 17 5 R - By, RS 1908
5'-CCTGAGAGGAGATTTGAAGTAG-3', FiF5l ¥
#: 5'-CTTAAAGTATCAGAGCCTGCA-3', F Bt K
JEH 167bp!", WK RN 25pL: #iMR 2pL, b

US4 0.5uL, Z86H/K 11 uL, MIX & (500 uM
dNTP, 0.1U/uL Taq DNA £ % fiff, 100 mM KCI,
3 mM MgCl,, 20 mM Tris-HCI) 11uL. 334 4
K 94°C TR YE Smin; 94 °C A 30s, 58 CiE k
30s, 72°CHEfH 30s , HAFI 40 K5 Ff 72°CHE
i 10 min.
1.2.3 AR5 ¥ PCR =69 Figad: T4
Y TARA Ay, DU 2 8 5
LA,
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K SPSS 18.0 Sttt A4 it br.
PRI R A3 38 R T AR RO A, RS S R 7R T 5
FLa SR I DUAR 35 2 K0T, P<0.05 N 254 G012
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PCR ¥ 34 7= 1) 22 2 % Bt IR AE 118 i Tk 20T
S5 5L 10 B X B 3ok R 2k HLAR AR 2~8 77
Y1 BER/ YT 150 bp 5 200 bp 2], F£HIS:H
AAFAETG Y, Y P2 R rs1495592 FEH 51, L
K1,

PCR F=# Bk &
500 bp Marker,

&1 1: BAPEXHAR; 2~8: #pAs: M:

2.2 PCR=HINFLER

i 8 NCBI 48 15 A0 145 151495592 JE A 551
F2 1) 3 K FE 31 5 CGGGGGCAAATGAATCTGACGT
AAGACTTTGAGGTTTTTATGTAACCATTCT ( C/T)
CCTGGAAGTGCCCTTGAAGTCCTTGTTCCTACCTC
TCCTAGGCACATTGCTGCTAGGAGAGAGACACTA
CTTCAAATCTCCTCTCAGGA, 75235 PCR 3147
Yrib AT B 1) P AR S R 8 5 2 W& . TS
PRI 5 725 i B0 o 435 SR B 3 AP LRI R ¢CL CT
TT, 2748 i LA 2,
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3 151 £ 5 ok BE 2] ke R TR 38 25 7 TR 12 0
X (P=0.452) , $2&71 rs1495592 5 )1 U5 95 5 Itk
Je A (OR=1.497, 95% CI: 0.522~4.292) . 5
RS kA0 3 215 R e bR Bl ki T A 3 DR TR R 2
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15 21 5 R TR B kA 3 A B A e R A R 2 S
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. " FLH A SR
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Pkl 0.566 0.216
Pii 0.452 0.642
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P 1Y 0.019 0.055
3 itie
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