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Association between TNFAIP3 gene polymorphisms and susceptibility of

allergic rhinitis in a Chinese Han population
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[ Abstract ]Objective : To evaluate the potential association of tumor necrosis factor alpha—inducible protein 3 (TNFAIP3) gene poly—

morphisms and the susceptibility of allergic rhinitis(AR) in the Chinese population. Methods ;Four single nucleotide polymorphisms

(SNPs) of TNFAIP3 were genotyped in 430 AR patients and 480 health controls using a polymerase chain reaction—restriction frag—
ment length polymorphism assay (PCR-RFLP). Results ; Prevalences of the 19494885 TT genotype(P.=7.51 x 10?) and T allele (P.=

3.79 x 107"*)were found significantly increased in patients with AR. An conspicuous decreasing prevalence of the CT genotype (P.=

3.30 x 10™") and C allele(P:=3.79 x 10"?)was shown in patients with AR. In addition,the CACA haplotypes(P:=3.29 x 10-10) were

decreased in patients,whereas TCCA haplotypes (P;=2.18 x 107) were increased. Conclusion ;:One novel SNPs of TNFAIP3 gene,

rs9494885 is associated with susceptibility of AR.
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Tab.1 Clinical and demographic characteristics of the patients

and controls

AR#H
N HFFIE XIEZ (n=480) P 1H
(n=430)
P (H ) 205/225 228/252 0.53
RIS CPYIRERD) 32.15(6~69) 33.51(10~75) 0.96
TR ISR (%)
iz 83(19) KAx
2Pk 259(60) KA
TR RN 106(24) P
FRAIL B RELL TNFAIP3 JE K 4 4~ SNP iz FHZR 4Kk
V-5 SHEsis #4730 87 , FTARS G MR A& iy P, X
430 B HIZH K 480 BilXT HRZHIES IR 43 #5531 TNFAIP3
Y 4 /> SNP By R 43 A 2 SNP A4S HH 2R 3528 100%
(#%2),

SRR RATR G 22 2 s F 2 T e, AR
ZH I HRZH AR 159494885 37 s 5 58 PR 1 R U 32 A7 1))
W25 AR 4 TT FER A (P=7.51x10"2; 0R=1.45 ,95%ClI=
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Tab.2 4 SNP call rates in patients and control individuals and

HWE p-values
NP FEAG A TR
AR# X HEEH AR# Xf HEZH
1s5029928 100% 100% 0.76 0.56
rs610604 100% 100% 0.11 0.84
rs7753873 100% 100% 0.10 0.38
rs9494885 100% 100% 0.66 0.30
T ra. AR 2RI B2 BE LR AG s 28 2 o Y B H i H A2 i s b, AR 41
TS B M S R APV P e FHER SR 41 5 SHEsis 7E28 53 HT 71
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7~ CACA FRIRBISTRAE AR & EH BRI (P=3.29x 10717,
OR=0.21,95%CI=0.13~0.36) ,TCCA FRAKEIZE AR 3 ]
B THE (P=2.18x107;0R=1.83,95%CI=1.24~2.72) | AR 1 5
ol HE 20 A i) e B AR R 22 % JE 48 2% 3 (P >0.05)
(F4),

AN #E—HE5ET TNFAIP3 (14 4 4> SNP & 75 5008
) AR S BEURAH G, dnaigh 68 LR AR A5 pead SO, &5
TR R X S AR N (S TNFAIP3 3[R SNP JGAH e
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Tab.3 Frequencies of alleles and genotypes of TNFAIP3 polymorphisms in AR patients and control individuals
NIRRT ARZH (%) (n=430) X HRZH (%) (n=480) X 1i P P A OR(95%CI)
1rs5029928 C 812(94.4) 909(94.7) 0.064 0.801 NS 0.95(0.63~1.42)
T 48(5.6) 51(5.3) 0.064 0.801 NS 1.05(0.70~1.58)
CC 383(89.1) 431(89.8) 0.123 0.723 NS 0.93(0.61~1.41)
CT 46(10.7) 47(9.8) 0.203 0.652 NS 1.10(0.72~1.70)
TT 1(0.2) 2(0.4) 0.234 1.000* NS 0.56(0.05~6.17)
rs610604 A 793(92.2) 858(89.4) 4.326 0.038 NS 1.41(1.02~1.94)
C 67(7.8) 102(10.6) 4.326 0.038 NS 0.71(0.52~0,98)
AA 368(85.6) 383(79.8) 5273 0.022 NS 1.50(1.06~2.13)
AC 57(13.3) 92(19.2) 5.787 0.016 NS 0.64(0.45~0.92)
cC 5(1.2) 5(1.0) 0.031 0.861 NS 1.12(0.32~3.89)
rs7753873 A 778(90.5) 900(93.8) 6.805 0.009 NS 0.63(0.45~0.89)
C 82(9.5) 60(6.2) 6.805 0.009 NS 1.58(1.12~2.24)
AA 349(81.2) 423(88.1) 8.546 0.003 NS 0.58(0.40~0.84)
AC 80(18.6) 54(11.3) 9.770 0.002 NS 1.80(1.24~2.62)
cC 1(0.2) 3(0.6) 0.798 0.626" NS 0.37(0.04~3.58)
rs9494885 C 18(2.1) 99(10.3) 50.948 9.48 x 107 3.79x 10" 0.19(0.11~0.31)
842(97.9) 861(89.7) 50.948 9.48 x 107° 3.79%x 10" 5.38(3.23~8.97)
CC 3(0.6) 2.696 0.251¢ NS 1.01(1.00~1.01)
CT 18(4.2) 93(19.4) 48.858 2.75%x 107" 330x 10" 0.18(0.11~0.31)
TT 412(95.8) 384(80.0) 51.762 6.26 x 1073 751 x 10 1.45(0.75~2.79)

1 OR : WAE L ; 1 BAF X 8] ; P, {8 : Bonferroni /2 1F P{E ; NS: T4t it X ;a b c: Fisher’s B4t 1+ P H

x4 HOIAMITRATR TNFAIPS EE 4 4 SNP BIEERRES T
Tab.4 Frequencies of the haplotypes formed by rs5029928 ,rs610604,rs7753873,rs9494885 SNP in AR patients and healthy controls

GEARTUN ARZL(%) EHH (%) X 1H Py OR(95%CI)

CACA 17.46(2.0) 83.35(8.7) 39.555 329 x 10 0.21(0.13~0.36)
TACA 659.42(76.7) 683.23(71.2) 4363 0.037 1.26(1.01~1.57)
TACC 56.89(6.6) 80.56(8.4) 2.386 0.122 0.76(0.53~1.08)
TATA 43.69(5.1) 37.94(4.0) 1.161 0.281 1.28(0.82~1.99)
TCCA 69.27(8.1) 43.02(4.5) 9.401 2.18x 107 1.83(1.24~2.72)
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