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Polymorphisms of tumor necrosis factor—alpha promotor gene in Kawasaki disease and
relation to the risk of coronary artery lesion

Se-hwa Kim, M.D., Jang-won Yun, M.D., Young-hyuk Lee, M.D. and Eun-jung Cheon, M.D.

Iepartnent of Fediatrics, (vllege of Mdicine, Fonyang Uhiversity, Idejeon, Forea

Purpose : The purpose of this study vas to investigate the pol ynorphi sns of the INF-al pha pronotor gene, i1ts susc
to Kavasaki disease (KD and to assess whether the TNF-al pha promotor gene pol ynorphi smvas related the risk of

nary artery lesions (CALs).

Methods : FromJanuary 2003 to January 2007, 51 children (30 boys and 21 girls) wth KDand 48 children fornmn
agematched control group vere studied. INA fromthe peripheral blood of all the children vas sanpled, and t
pol ynorphi sns of the 5' flanking regions of the TNF-al pha pronoter gene at position =308 [guanine (@ to adenine
deternmined by pol ynerase chain reaction—restriction fragnent 1ength pol ynorphi sm(PCR-RFLP). Then, the relationst
KD and the TNF-al pha promotor gene pol ynorphi sns vas eval uated.

Results : The Aallele frequency of the =308 site of the INF-al pha promotor gene vas 17.6%(9/51) for children -
and 6. 8%(3/48) for the control group children, but this result vas not statistically significant. Tenty-four pati
CALs wthin 60 days after the onset of synptons. KD children wth TNF-alpha —308 Aallele had lover frequencies

(12.5% versus 22.2% P0.05).

Conclusion : The DNA pol ynorphi smof the —308 site INF-al pha gene was not associated wth susceptibility to KD
risk of CAls. Milticenter, large—scale randomzed controlled trials are needed for further study. (Korean J [

52: 476—480)
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Polymorphisms of tumor necrosis factor-alpha promotor gene in KD and relation to the risk of CALs
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Table 1. Clinical Data for Patients with Kawasaki Disease

KD (n=51) Control (n=48)
Sex (M/F) 30/21
Age (month) 33.7£17.1 351/1;7
CAL 24 T

Abbreviations : KD, Kawasaki disease; CAL, coronary artery
lesion; M, male; F, female

Table 2. Genotype Frequency of TNF-alpha Promoter Poly-
morphisms in Patients with Kawasaki Disease and the Control
Group

Genotype KD (%) Control (%) Total (%)
-308 G/A

GG 42 (82.4) 45 (93.8) 87 (87.9)
GA 9 (17.6) 3 (63) 12 (12.1)
AA 0C 0 0C 0 0C 0
Total 51 (100) 48 (100) 99 (100)

Abbreviations are same as in Table 1.
27=3.015, P=0.082

Table 3. Genotype Frequency of TNF-alpha Promoter Poly-
morphisms of Coronary Artery Lesions and Normal Coronary
Arteries in Patients with Kawasaki Disease

Genotype CAL (%) Normal (%) Total (%)
-308 G/A

GG 21 (875) 21 (77.8) 42 (82.4)

GA 3 (12.5) 6 (22.2) 9 (17.6)

AA 0C 0 0C 0 0C 0

Total 24 (100) 7 (100) 51 (100)

Abbreviations are same as in Table 1.

% °=0.0826, P=0.363
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