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[ Abstract] Objective: To investigate the relationship between -197G/A and -692C/T gene polymorphisms of interleukin-17 A
(IL-17A) and susceptibility to Henoch Schonlein purpura ( HSP) and Henoch Schonlein nephritis ( HSPN) in children. Methods :380
children with HSP of Han nationality in Southern Sichuan (HSP group) and 405 healthy children ( control group) at the same time in
the same area were selected as the research objects. The sick group was divided into purpura nephritis group ( HSPN group,n =115)
and non purpura nephritis group (non HSPN group,n =265). The distribution of single nucleotide polymorphisms ( SNPs) at -197G/A
and -692C/T of IL-17A gene in children of each group was compared,and its relationship with HSP susceptibility and HSPN was ana-
lyzed. Results; The frequency distribution of TT at -692C/T loci of IL-17A gene promoter in the HSP group was significantly higher than
that in the control group (P <0.001). In addition, the amount of carrier of the T allele was 1. 390 times, which was higher than the car-
rier of the C allele in children with HSP (95% CI.1.139 - 1.697,P =0.001). Moreover, the frequency distribution of -197G/A in the
IL-17A gene was not significantly different between the HSP group and the control group (P >0.05). Furthermore , the frequency distri-
bution of the 1L-17A gene (-692C/T and -197G/A) had no significant correlation between the HSP nephritis (HSPN) group and the
non-HSPN group (P >0.05). Conclusion:IL-17A gene promoter polymorphism at position -692 is related to HSP susceptibility in
South Sichuan of China. -692T allele carriers are more susceptible to HSP ,no significant correlation between SNP at -197G/A in IL-17A
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promoter and susceptibility to childhood HSP is observed in this area,and no correlation between IL-17A gene polymorphism and HSP

renal damage in children.
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EH ALK T 5 IL-17A W 057 55 9 SNPs FlAH K 1
SUBCTE EN A AT BTt P AL E S AR S T .
W1,
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137 48 /I L (R) N B
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FESEIE M F2 CCTTTTTGACCTTCATCCCAGTAGA
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M Z1EH C CTTATAGGCCTGCTCCCAAGCTAAC

WM R TTGTACGGGATGAGCGTGC
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692C/T 52
WEIE[ C ACTGAGTCTGAAAGACTATCGAGGC
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R (n=405) 122(30.1) 203(55.1) 60(14.8) 467(57.7) 343(42.3) 215(53.1) 162(40.0) 28(6.9) 592(73.1) 218(26.9)
HSP 4 (n=380) 134.9(33.3) 197.6(48.8) 72.5(17.9) 216.3(53.4) 159.2(39.3) 29.2(7.2)
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%4 HSPN HFIdE HSPN A IL-17A EFBMEHEENSGIHE[n(% ) ]

-692C/T -197G/A
b B SR ik LA
CC CT T C T GG GA AA G A
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Xz {H 0. 104 0. 004 0. 060 0.122 0.029 0.311 0. 064 0.422
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OR(95% CI) 1.086(0.658 ~1.793) 0.986(0.636 ~1.527) 0.939(0.569 ~1.551) 1.057(0.775 ~1.440) 0.962(0.615 ~1.505) 1.136(0.725 ~1.779) 1.107(0.504 ~2.431) 0.892(0.632 ~1.259)
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