260 FTRESF 20351 A% 12 45% 34

- U BRER 5 -
HUERKEF R ZRASTURENFKESILEERRES BRENXE

AL FEEM LR R LA, R
Q. THEFR LT EERERSFRAAF 467009; 2. S EFHRAXE T A SR, M 453003;
.M EFREE —WEERSFRANF, TdH 453003)

W OE.HH AL AERET R (TGFR)OEE C-509T . T869C 42 & % A B2 )L& ¥ 84 o A 91 &, 4R T & 5 % og
B Bk BN R AR AR A Ve, AR A 110 4 vk L g 40 Ao 144 4] dk ke BOU G R4 A B R 5T £, B A A B 45 BB -
Pl K E % & B 5 #7 (PCR-RFLP) # R x¢ C-509T.T869C Az 48k 2 A1 /7 A W 4 A, B 8o A ELISA %48 0 o 7
TGFR, AF, R ZRm C509T 58 THFELARERE G FAHRMAP=0.006,0R=1.66,95%CI:1.16~2.37), %4
CC A B A FAK T A B (P<<0.05),CC ABHAHF H & mma) Loy 2 BAL(P=0.004,0R=0.46,95)CI.0. 27~
0.79), TGF-g A B T869C 4 5 A B AR F 4w AWM E Ak e st BAN 5 F £ 559 L%EHF &L (P>0.05) ;%% 4 &L
& TGF-B, KF2F& T BMA(P<0.01),C-509T 42 5 # % T F42 L B &)Lk TGF-p, K-F & FIEH#H B 4 (P<0.05), 4
i TGFR ABW CS509T 425 THF AR TRAT L EE R HAER, T8ICZE 2 5B TREILEE W AR KR,

KPR HUARAT B %W 250, EHFH;ILE

doi;10. 3969/j. issn. 1671-8348. 2013. 03. 008 XkHRIRAD : A X EHS:1671-8348(2013)03-0260-03

Association of transforming growth factor-f, genetic polymorphisms with childhood asthma susceptibility and its serum levels
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Abstract: Objective To investigate the association of transforming growth factor-g; (TGF-B,) gene C-509T and T869C poly-
morphisms with hereditary susceptibility and clinical phenotype of childhood asthma. Methods A total of 144 children without
asthma(control group) and 110 asthmatic children(asthmatic group) were recruited for the hospital-based case-control study. Poly-
morphisms C-509T and T869C were genotyped by the polymerase chain reaction-restriction fragment length polymorphism (PCR-
RFLP) ,and the serum levels of TGF-B; were determined by enzyme-linked immunosorbent assay(ELISA). Results The allele T of
C-509T in asthmatic group was significantly higher than that in control group(P=0. 006,0R=1.66,95%CI:1.16—2.37). For the
SNPs C-509T,CC genotype frequencies in control group were significantly higher than those in asthmatic group(P<C0. 05) ,and the
risk of asthma for the childhood with genotype CC was significantly decreased(P=0.004,0OR=0. 46,95%CI:0.27—0.79). There
were no significant differences for both allele and genotype frequencies of T869C of TGF-B, gene between the asthmatic group and
control group(P>>0. 05). The serum level of TGF-8, was significantly higher in asthmatic patients than that in controls(P<C0. 01)
T allele of C-509T in
TGF-B, may be one of the genetic predisposition genes for developing childhood asthma in Henan. TGF-B;, gene T869C locus genetic

and it was significantly higher in C-509T T allele carriers than non C-509T carriers(P<C0. 05). Conclusion

polymorphism is weakly associated with childhood asthma.
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