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Abstract: Objective  To explore the relationship between polymorphisms of interleukin-17A (IL-17A) gene
promoter (-197G/A and -692C/T) and the susceptibility to childhood asthma, to further identify the candidate genes for
asthma, and to provide a basis for early prevention of asthma in high-risk children. Methods  Sixty-five outpatients or
inpatients with childhood asthma between August 2013 and August 2015 were assigned to asthma group. Seventy healthy
children within the same period were assigned to control group. Using peripheral venous blood from the two groups,
PCR with sequence-specific primers was carried out to determine single nucleotide polymorphisms at positions -197G/
A and -692C/T in IL-17A gene promoter. A statistical analysis was used to evaluate differences in genotype and allele
frequencies between the two groups. Results  Compared with the control group, the asthma group had significantly
higher frequencies of TT genotype (29% vs 16%; P=0.012) and T allele (52% vs 42%; P=0.039) at position -692C/T of
IL-17A gene. Children with T allele had 1.413-fold higher risk of childhood asthma than those with C allele (OR=1.413,
95%CI: 1.015-1.917). There were no significant differences in genotype and allele frequencies at position -197G/A in
IL-17A gene between the two groups (P>0.05). Conclusions  Polymorphisms at position -692C/T in IL-17A gene
promoter is associated with the susceptibility to childhood asthma. Children with -692T allele are more susceptible to
childhood asthma. There is no significant relationship between polymorphisms at position -197G/A in IL-17A gene
promoter and the susceptibility to childhood asthma. [Chin J Contemp Pediatr, 2016, 18(12): 1264-1268]
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ARk, CAMIFEERM, 7RG B B I 1L
17A B3R 20 B TH s i o 17 TL-17A £ 38
FIX A -197G/A F1 -692C/T i j5. ) 23515 2 R
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1 ARSI

1.1 RS
BEHLIEHL 2013 45 8 H £ 2015 4F 8 A T4 g

GRS BiHE B2 B 1 12 BE D7 sl A B 4 27 i 28 L 65
B bFFERT 4 (B ), Hrb 5 39 4], 226 4,
AR 43222 % 0 BT R AT 5 T R S
FHURR: T LT S SAS NG IS WibrfE . Dk
BRI A T fa BRAARAS: )L ZE 70 161 Ay g ek R, Horp
5384, Ze324l, FHEH 382238, Ak
X BREH LB A e A R Ry i, T
R, HEERMRE . BB RS . ARSI
H 345 74 Fg R R B = e A8 B 22 D s it v T
As LR H S m A T
1.2 DNAREUKS|I¥MER

KA WAL E SN A F K I 1~2 mL T PSR
. 200 pL FEEE IV DNA $2 000 & (b
RMRAYRHARAE ) SN RIZ] DNA;
77 ] P 308 e A AL 2 2 i ik PR O 9 % -
17A WG 57 550 B A% 1 R 2 81 (single nucleotide
polymorphism, SNP ) B HFHIHE L5 1951 it
ATAEMAEH Wk 1.

F1 IL-17A B3R4S|

LD 1E SUBE / 2 SU% 191751 (5 — 3) R SR B
-692C/T FrRIE FI CTGCCCCCCTTTTCTCCATCTC 52C
RS IR F2 CTGCCCCCCTTTTCTCCATCTT
WZIER C TGAGAAGGAACTATTCTCGAGGACC
i FH s R TTGTGGAGACAATTCCGGAAACTAC
-197G/A e IR F1 CCTTCCCATTTTCCTTCAGAAGG 50°C
P IE ] F2 CCTTCCCATTTTCCTTCAGAAGA
WZIE C ATAGCAGCTCTGCTCAGCTTCTAAC
R R TGGGGATGGATGAGTTTGTGC

1.3 FIRUSI MR AEE RN

79 5E S 51 W) A I 4 S N (sequence
specific primers-polymerase chain reaction, SSP-PCR )
FWARZ A 25 pl: BiAR DNA 2 pL, 2 x Power Taq
Master Mix 12.5 uL, F¢FPEIEM 5 F1 & F2 4
0.5puL. WZIEM 514 C 0.5 L, il w519
05pL, ddH,0 85 ule A 94°CTHARE: 4 min;
94CAEME30 s, BA (HREERAR 1) 405, 72°CHE
i 40s, 354G ; 72°CHAEM 5 min.
1.4 SSP-PCR F=#1R8ik 534

TERA 1.5% BUIRBEEREAL P20 A PCR

FEY) S ul, FREEE A RS RN 110 V
FHLIKAY (0.5 x TAE ZZ#hi )t Yk 35 min, #%
Je B FL UK S B B B T A S BER ARANL (FERA
A, BEE) BEAFRIKEIEF IO RS
1.5 PCR=#ilFE

Wt DL SRR, WAL R S
SNP i &S (0 3L R A, BEAILBE B 5545 3 7 DNA
A (YhEET) HAZ51W (C, R) #17
PCR ¥"34, =¥k & LA Tt T DNA WF.
Fr45 5 0 ] SSP-PCR IEAGIN (1) SNPs {37 55 14 32 [
RIZEL X}, DIEGIE SSP-PCR A SNPs fi4)A]
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—F, WEEA R LA T RN, BESHN—XF
WZ514) (C, R) BRIy 8=y, MK
R ZR R SR IER T . WL 1,
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%% s 2L R R o R 2 TL-17 A 358 R WG 57 o, g
[RI U 43 A7 5% v Hardy-Weinbergy ot 1% - 72 2
K, 25558 P>0.05, kFEL V1, Ui
FENT R HATRHARNGRE
2.3 PCR =¥ &ER o

WFoE 281 5, 1 SSP-PCR 246l SNPs {37
SIS R N — AR vERG T AR, AR R
TE ., GPF S EMIL S AT LB 22 A
F DNA F£ 7 SNPs (1) 5 [F 7 7y 5 5 5 ) SSp-
PCR Rl () 25 o0& — 20y, Ui A58 i H SSP-
PCR A6 I FE DR 25 1Y SNPs [RIARE 2 AR AT 55y

ERS GRS

TEIZ Wiy 2 RN (R R B2 1], -692C/T 13y F& [l
R 22 5 RG24 L (P>0.05) , (A R4
CC 1 CT FEHBIHATAIFG LB R, RG] TT
FEPIBL S A3 29% ) b 35 1 T XS B2 ( 16% )
(P=0.012) . B2 -692T & {7 Jt P 43 A 4 3%
(52% ) &= TREFEXTIRA] (42% ) (P=0.039) ,
LR BB LB I Ot A XU, T 457 5 DR B 5 02 € 4%
I HE (K 24 4 19 1.413 15 (OR=1.413, 95%CI.
1.015~1.917 ) . % Wy 2H 1 £t B Xt BE 20 [] -197G/A
A7 251 5 DRI R0 R A5 A7 TR A AT R 25 S B TR e
BEX (P>0.05) ., W2,

427 bp

«—290 bp

bp

600 —»
300 —> +«— 272 bp
200 > +— 199 l)p

100 —»

1 IL-17A & [A SSP-PCR 7= #) B ik & I &l
A -692C/T v 25 45H7: M: DNA marker, 1: CTFERAL, 2. CC 3
P, 3. TT BRI, HEER BBy 290 bp, NS R A
BCRJE N 427 bp; TN -197G/A 5 4547 : M: DNA marker, 1:
GA JEIEL, 2. GG IEMAL, 3. AA JENA, HIKIER A BKE N
272 bp, WSHEE R BN 199 bp.

T2 MEIHEAMITREA IL17A BRBEMEMERSHITRER (6] (%) ]

-692C/T -197G/A
215 %% FE[RIAY SEISEA FEH 7Y e S
ce CT TT C T GG GA AA G A
fEHETRELAL 70 2231)  37(53)  11(16) 81(58)  59(42) 37(53)  29(41) 4(6) 103(74)  37(26)
£ 2 65  17(26)  29(45)  19(29) 63(48)  67(52) 36(55)  25(38) 4(6) 97(75)  33(25)
PRl 3.615 4208 0.765 0.381
Py 0.058 0.039 0.452 0.682

e A CC R CT 2 FBGHATEIE AL, -692C/T 7 s LA TT 5 CC+CT PR B 43 A0 M 26 7E PR AL IR] Fb 4 25 58 Ge it

X (=2.368, P=0.012) .
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