517 % 55 11 0] P E SRR E Vol.I7 No.11
2015 4F 11 Chin J Contemp Pediatr Nov. 2015

doi: 10.7499/j.issn.1008-8830.2015.11.013

s Y STE

TIAM1 JE P 25 8k 15 11655 B LI DR HF o (R A Gk

I KRR RAET FTEE

(RTHFPSERILE, #k &T  437100)

[(FWE] Br 50 TIAM ER 2SN (KD ) KHIGREE S, ik SREURH] - %
MRWFIE ik, YEHR 2012 4F 3 A % 2014 45 9 HiZ2Wikh KD (8L 188 Bl KD 41, [R]HIEHR 197 47 fd e (A
HYJLFEVE X R4, A PCR-RFLP J7 5 TIAM1 P 2 4~ SNP {7 44 12833188 il rs2833195 A Z A PE4 11,
IJEHATE M. R KD 41 SNP 7 5 (12833188 ) HYKEINAL (AA, AG. GG ) FIEE 3 K /M 45K 5 IE 3
N HRZH AR 22 F 4 S0 X (P>0.05) 3 KD #4H SNP fi75 (1s2833195) FEKA (CC. GC. GG) ZrAi iR
SRR 22 A Geit 24 L (P=0.017 ) , H KD L C 87 SEFRATR & T X IRAL (P=0.015) o SNP {3 15,

(152833188 ) ML AMEFN KD B JLES B FE MM A9 20 B AH G (P=0.011) 5 1fif SNP i & (1s2833195) MZ &MY
KD LB S IEPERISE (P=0.021) o Z518  TIAMI LA [ SNP 137 55 rs2833195 i 22 A5 KD 1Y 50 AT ¢
SNP 137 55 12833188 1 152833195 (WA MR RS KD SILAYHR /MG RRF 510 & A AR

[ MEL/ILRIZE, 2015, 17 (11) : 1217-1220]
[ R8I ] IR ; TIAMI JER; 280, MRS, JLE

Association of TIAM1 gene polymorphisms with Kawasaki disease and its clinical
characteristics
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Abstract: Objective To investigate the association of single nucleotide polymorphisms (SNP) rs22833188 and
rs2833195 in TIAM1 gene with the susceptibility to Kawasaki disease (KD) and its clinical characteristic in children.
Methods A case-control study was performed in this study. One hundred and eighty-eight children with KD and 197
normal children served as controls were enrolled. The genotypes of two SNPs rs22833188 and rs2833195 in TIAM1
gene were detected using PCR-RFLP. Results There were no significant differences in the genotype (AA, AG and GG)
and allele frequencies of SNP rs2833188 between the KD and control groups. Significant differences in the genotype (CC,
GC and GQG) frequency of SNP rs2833195 were noted between the KD and control groups (P=0.017). The frequency
of C allele in the KD group was higher than in the control group (P=0.015). The polymorphism of SNP rs2833188
was associated with the occurrence of rash (P=0.011), and the polymorphism of SNP rs2833195 was associated with
the occurrence of conjunctival hyperemia (P=0.021). Conclusions The polymorphism of 152833195 in TIAMI1 gene
is associated with the susceptibility to KD. The polymorphisms rs2833188 and rs2833195 in TIAM1 gene may be
associated with some clinical characteristics in children with KD. [Chin J Contemp Pediatr, 2015, 17(11): 1217-1220]
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