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B [E] SR AG 09 162 4] fedt S L 2 A g X BB AL, AR 0 490 2 AR L AE B U7 AR TR 2 A O B E S 4 HSP 4,
HSPN 4, RMZ & KA W4 BB AR (M-PCR) # [n] 4l 38 TLR3 [ rs35311343,rs121434431,rs199768900,
rs768091235,rs1244010954 {37 5 . 3 izb 125 38 1k I 137 4 AR Xt BT A5 A AR 1) R (67 530 A7 300 o AR08 00 7 445 SR 08 A7 45 7 A
AL RIEE IR G . SR B4 54 A TLR3 LB rs35311343. 15121434431, rs199768900,
rs768091235,rs1244010954 137 5 1 45 56 [ 78 450 % 4% 45 07 6 UM LA, 22 R0 i 3 38 (P >>0.05), il 4l vh
HSP 45 HSPN 4 TLR3 #& K rs121434431,1s199768900,rs768091235,rs1244010954 {37 #5445 3 [R 59 55 =R 1 4%
A FE PR R H 85, 25 5 T B35 ME (P =>0.05) 5 rs35311343 o 5 Y 3 (5] 250 451 R 5 45 a7 5 DF A0 3 L 4 25 B AT W 3 1
(X*=9.492,0R=2.662,95%CI=1.342~5.281,P<C0.05), £if TLR3 3N rs35311343 fii i CG FEHN M 5L %

o BTk R NE A7 B O AR LN G T fig 2 HSPN B 5 IR,
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Association of single nucleotide polymorphisms of the TLR3 gene with Henoch-Schonlein purpura in
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[ABSTRACT] Objective

(Department of Pediatrics, The Affiliated Hospital of Qingdao Universi-

To investigate the association of single nucleotide polymorphisms of the TLR3 gene with suscepti-

bility to Henoch-Schénlein purpura (HSP) and Henoch-Schénlein purpura nephritis (HSPN) in children.  Methods A total of
174 children with HSP were enrolled as case group, and 162 healthy children who underwent physical examination during the same
period of time were enrolled as control group. The children in the case group were divided into HSP group and HSPN group accor-
ding to the presence or absence of renal damage during follow-up. Multiplex polymerase chain reaction was used for targeted capture
of the rs35311343, rs121434431, rs199768900, rs768091235, and rs1244010954 loci of the TLR3 gene, high-throughput sequen-
cing was performed for the above loci of all samples, and a statistical analysis was performed for the genotype and gene frequency
of each locus. Results  There were no significant differences in the genotype and allele frequencies of the rs35311343,
rs121434431, rs199768900, rs768091235, and rs1244010954 loci of the TLR3 gene between the case group and the control group
(P>>0.05). For the case group, there were no significant differences in the genotype and allele frequencies of the rs121434431,
rs199768900, rs768091235, and rs1244010954 loci of the TLR3 gene between the HSP group and the HSPN group (P >>0.05),
while there was a significant difference in the genotype and allele frequencies of the rs35311343 locus between the two groups (X?=
9.492,0R=12.662,95%CI=1.342—5.281,P<C0.05).  Conclusion The CG genotype of the rs35311343 locus of the TLR3 gene
is associated with renal involvement in children with HSP, and allele G may be a susceptibility gene for HSPN.
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1.3.1  FRASUCEE Je DNA 280 15 R RENTA Zik
HoSEAMNATIKIL 2 mL, 8T EDTA HLEess &, il
FH—80 “Cl IR IR vk AR PR A7 % . A T R AR A= AL Bt
Fe (A6 O A R B i 3k 41 DNA 2 B0t 7] £
#1T DNA 21,
1.3.2 HMHEHE SNP 204 N H Primer 3 F /4 4F
XPHMER S K#HITREREZEGYRITGE D,
SlA A AR T AR TR R B A PR 2 & 58
M. PCR W38 & .94 “CHlZEHE 3 min: K5
95 ‘CAEPE 30 5,58 CiR k 30 s,72 C ZEAH 90 s,
72 CHEAH 5 min, 3L 30 NMEH ., W51 )5 9 DNA
#EAT qPCR K, 4% B8 SOP Fr ik #5 28 PCR =4
i Mlumina X-10 *F & EALI ., A 4 0 25
HEAT 2% 07 15 3 DR R R 8 R 18 G v 0 A
1.4 %itsrk

K H] SPSS 24.0 #AF i# A7 8G9 G2 31 43 B, LA
Sequencer 4.9 FRAF XM 7 45 R AT W, B
BER F A RO 7R, 1 21 1) P 08 B LR FH R

D RS R 95 20 CT AL H L COR) I ik A i 51
55 25 4L IA] B RH G

x1 SIMERREFT

4 131 K
(bp)
Rs35311343  F:5-TAAAGTGGACAAATCTCACTATGC-3" 24

R:5-AGGCAAGGGAAATACTTTGTTTAG-3" 24
Rs121434431 F.5'-GAAATTCTCGATTTGCAGCATAAC-3" 24
R:5-TATTAAAGACAGATGCTGGAAGTG-3' 24
Rs199768900 F.5'-TTAGATTCAAGGTACATCATGCAG-3" 24
R:5-GCTACTTGCAATTTATGACGAAAG-3' 24
Rs768091235 F:5'-ACTCCCCAAGATTGATGATTTTTC-3" 24
R:5-TTAGGTTGAGTATGTGTAAGGGAG-3' 24
Rs1244010954 F.5'-GGGAACATTTCTCTTCAATGGAA-3" 23
R:5-CAAGTACACACTTAAAATTTCACA- 28
ATGT-3'
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& A 545 K B IR & L 4R

95 191 20 5 % B2 L TLR3 3 [H rs35311343,
rs121434431 . rs199768900. rs768091235. rs12440-
10954 A0 i 1) 45 K& DR Y 00 232 R 4% 45 o7 5 PR AT %6 1
WL ES TR EFEEP>0.05,01L% 2.3,

*2 HOIASRAR TLR3 HE &G & H0 5 E 2R
B (1/%)]

SNP fi7 13, BERE XER4 AE:! x? P
rs35311343 cC 138(85.2) 135(77.6)  3.180 0.075
CG 24(14.8) 39(22.4)
rs121434431 cC 101(62.3) 105¢60.3)  1.971 0.373
TC 17(10.5) 27(15.6)

TT 44(27.2) 42(24.1)
rs199768900 AA 33(20.4) 28(16.1) 1.131  0.568
AG 28(17.3) 34(19.5)

GG 101(62.3) 112(64.4)
rs768091235 CcC 37(22.8) 35(20.1)  2.611 0.271
TC 17(10.5) 11¢ 6.3)

TT 108(66.7) 128(73.6)
rs1244010954 AA 29(17.9) 25(14.4)  1.109  0.574
AG 30(18.5) 38(21.8)

GG 103(63.6) 111(63.8)

2.2 JRHBI4L4g HSP 425 HSPN 48 TLR3 A B
B B R B AR F fe S5 45 K R R LA

W 4l , HSP 415 HSPN 41 L TLR3
FEIR Y rs121434431,rs199768900, rs768091235 Lk
B rs1244010954 A3 15 110 4% 5 PR 30 31 5% 1 4% 45 (v B
PRI 3R P A, 22 S T 4e 32 2 L (P >>0.05) s HSPN
L TLR3 3 rs35311343 £ £ CG Jk A 7Y
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AR R s T HSP 4L (XF =9.492, P <C0.05);
HSPN 4H # )L, TLR3 %[ rs35311343 i 5 G 254
S PR A 2% 1 B b s T HSP 4H )L (X2 =8.294, P <<
0.05) . #54f7 G S5 5 A iy L& 4 HSP 4 91 B ik
455 0 XU RS IR 8 3 34 i COR = 2,662, 95% CI =
1.342~5.281), WK 4.5,

x3 HOEAEXNBEAFTLR EERECSHENER
SRR B[ HI(x/%)]

SNP 37 £ ﬁ XA FRIA OR (95%CI) P

rs35311343 C 300(92.6) 309(88.8) 0.634(0.372~1.080) 0.091
G 24 7.4 39(11.2)

rs121434431  C 219(67.6) 237(68.1) 1.024(0.740~1.415) 0.887
T 105(32.4) 111(31.9

rs199768900 A 94(29.0) 90(25.9) 0.854(0.608~1.198) 0.360
G 230(71.0) 258(74.1)

rs768091235 C  91(28.2) 81(23.3) 0.777(0.549~1.099) 0.153
T 233(71.9) 267(76.7)

rs1244010954 A 88(27.2) 88(25.3) 0.908(0.643~1.280) 0.581
G 236(72.8) 260(74.7)

X4 HSP.HSPN A TLR3 EF KA SEFBMELL
BI6l(x/%)]

SNP {7 5, F HSP 4 HSPN 4 he P
rs35311343 CC  89(85.6) 46(65.7)  9.492  0.002
CG  15(14.4) 24(34.3)

rs121434431 CC  59(56.7) 46(65.7)
TC  18(17.3) 9(12.9)  1.450 0.484
TT  27(26.0) 15(21.4)

rs199768900 AA  14(13.5) 14(20.0)
AG  21(20.2) 13(18.6)  1.325 0.516
GG 69(66.3) 43(61.4)

rs768091235 CC  21(20.D 14(20.0)
TC 7C 6.7) 4C 5.7 0.077 0.962
TT  76(73.1) 52(74.3)

rs1244010954  AA  13(12.5) 12(17.1)
AG  21(20.2) 17(24.3)  1.449 0.484
GG 70(67.3) 41(58.6)

X5 HSP.HSPN /A TLR3 ER &M SZEMERFELL
BL6(x/%)]

iy HSP HSPN

SNP 1/ A5, By et e

OR (95%CI) P

rs35311343 C 193(94.6) 116(82.9) 2.662(1.342~5.281) 0.004
G 15C 5.4) 24(17.1D)

rs121434431 C 136(66.7) 101(72.1) 0.729(0.457~1.164) 0.185
T 72(33.3) 39(27.9)

rs199768900 A 49(24.0) 41(29.3) 0.744(0.485~1.208) 0.231
G 159(76.0) 99(70.7)

rs768091235 C  49(24.0) 32(22.9) 1.040(0.626~1.729) 0.879
T 159(76.0) 108(77.1)

rs1244010954 A 47(23.0) 41(29.3) 0.705(0.433~1.148) 0.159
G 161(77.0) 99(70.7)
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TR0 G 1) e PR RS 93 A R 22 S O B 3 SE it e X
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DiRTAS

TLR J&— 41 il 32 R 585, 76 N H il 10 4>
BB AL CTLRT ~10) o F f 28 40 A0 I 5 2 41 it
AT B ik, TLRs 724 #9155 38 i+ MAPK
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% RNA 105 5 R 1 50 32 8, & A PF5EUESE TLR3
2 fih % MRL1pr /N Brf & 8 57 ) e & & W 90
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M ) RGP BEAR A (SLE) ™ | JBs Jbe g8 ) 45 5
XK, RAEFEZEEN U RE S R EBA B Rt
PRI & DA 3

AWFFEH, TLR3 M rs35311343 ., rs121434-
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HBEBEREA DA & T AT fiE -5 8058 40 45 2R
0B O 22, 5 00 sl i KRR AR i — 20 iR
TLR3 F#H rs35311343 i ) CG FER A LI K G
Sl LIRS HSPN R R T E A X R .5
TR R R 3N G 7E HSP 415 HSPN 41122
S B EE. AT DU, 5 C AR R
(9 HSP B ILAH L 4 G 2507 2R Ay HSP LK
A= HSP J5 , oA I 15 450 3 B XU AR I 3 &

BB T TNF-a AL B 22 WL M4
fiz (polylO) i S 1) TLR3 {5 5 % S W/E . 45 1 1
7~ TLR3/IFN-B/RIG-1/CCL5 ik b3 5 7RG
B 9 1 & J& , polylC A% 5 7™ Ak J B M 2 (1 R L A2
iR CD8O Ay HE ittt . I 7T 34 /N Bk 2 48 g CD80
7 48 TLR3I G S5 S 25 TG st BN s
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