9545 B T ) k4 [ i N Es ES 1 Vol.45  No.7
2024 42 7 H JOURNAL OF HEBEI MEDICAL UNIVERSITY July 2024 + 839 -

L] 'L/k\' % L]

AN % 10 JE 2 PR 2 2 0 L2 ALk
Bt % By I PR i 52

AR, TREAR, B B4 W, WAL IS W
Cp b 2= B 2= 58 0 = B A 7 B 2= L e A R 050011)

[MZE] BH®W HiTH M4 % 10 Gnterleukin-10, TL-10) £ K rs1800871 A/G By BA % /8 £ & M (single
nucleotide polymorphism, SNP) il rs1800872 T/G SNP 5 £ 4% Jj #.2: 5 1iF (polycystic ovary syndrome, PCOS) & #
W% 2 . FiE it SNaPshot SNP 43 81 5 i L 43 1 T 121 ] PCOS & 35 Hl 158 {3l f B % JR 11-10 & Al
rs1800871 A/G Hl rs1800872 T/G WM TR Z A M. SR 0 41 14 F 15 50 I8 e S % S0 BHPE LT K8 & F % 1]
4, FSH 7K AKX BE 41 (P <20. 05) . >R SHEsis #4333 B A~ 22 25 P 00 5 (45 0 BT % o T A 37 1 A7 78 58
PG (D=1) . 5B 2415 fd e XoF B8 4 3k PR A0 4 il A 45 07 3 A 25 53¢ B3 2% 78 L (P<C0. 05) . Logistic A4 4y
Bras 2 o B R 5 IL-10 JE A rs1800871A/G BT R £ A M2 PCOS Kk 1y fa iy Bl & (P<C0.05), #ig
IL-10 £ rs1800871 A/G 3N 1 X PCOS Mgt 1% 5y &, #57 AG F1 GG B W Bl Ge 4 fn T PCOS Ay & g WU

[EBEA] ZEIPRLEAM; DMK T 10; Z8H:, BEH R doi:10.3969/.issn.1007-3205.2024.07.016

[FESES] R711.75 [xukirF"] A [XEHS] 1007-3205(2024)07-0839-05

A study on the interleukin-10 gene polymorphism and genetic
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[Abstract] Objective To explore interleukin-10 (IL-10) gene rs1800871 A/G single
nucleotide polymorphism (SNP) and rs1800872 T/G SNP and genetic susceptibility to polycystic
ovary syndrome (PCOS). Methods The SNP of I1L.-10 gene rs1800871 A/G and rs1800872 T/G
were analyzed by SNaPshot SNP typing method in 121 PCOS patients and 158 healthy controls.
Results The level of body mass index, family history of obesity and T level in case group were
higher than those in control group, while FSH level was lower than that in healthy control group
(P<C0.05). Polymorphic loci of Rs1800871 A/G SNP and rs1800872 T/G SNP of IL-10 were
analysed by using SHEsis software, and results showed that complete linkage exists between
these two SNPs (ID’=1). There were significant differences in genotype composition and alleles
between the case group and the healthy control group (P<C0.05). Logistic regression analysis
showed that family history of obesity and rs1800871A/G SNPof 11.-10 gene were risk factors for
PCOS (P<C0.05). Conclusion The 11.-10 rs1800871 A/G increases genetic susceptibility to
PCOS, and carrying AG and GG genotypes may increase the risk of PCOS.
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Table 1 Comparison of general data between case group and healthy control group
. AE i TR R AL JIES S R FSH LH E2 T
451 111 %% -
(r+s5,%) (r*ts) %, %) (r+s5,U/L) (r +£s,U/L) (xr £s5,ng/L) (x L£s,pg/L)
X R 21 158 26.63+3.46 21.77+1.07 29(18.35) 5.77+1.09 8.69+4.41 51.51+18.16 0.39+0.29
9 11 41 121 26.26+2.58 22.40+2.39 48(39.67) 5.48+1.11 9.55+3.55 47.62+£17.62 0.52+0.17
t/ %2 fE 0.964 2.921 15.580 2.183 1.752 1.788 7.604
P 0.336 0.004 <20.001 0.030 0.081 0.075 <20.001
R 2 IL-10 EE SNP i & rs1800871 ERE R ZE M ERNH HIER
Table 2 Distribution of rs1800871 of SNP loci genotype of 1L-10 gene and allele
J R A (%, O = Xe SNE Sk
- - iuidﬁ@( %) _ S50 i PR (3 PR B A>‘
AA AG GG A G
Xf IR 20 158 94(59.5) 55(34.8) 9(5.7) 243(76.9) 73(23.1)
i 191 26 121 54(44.6) 54(44.6) 13(10.7) 162(66.9) 80(33.1)
Z/% 6.759 6.771
P {i 0.034 0.009
£ 3 IL-10 EE SNP iz & rs1800872 ER B R Z M E R H H1ER
Table 3 Distribution of rs1800872 of SNP loci genotype of I1L-10 gene and allele
« FE R CHIEL, Y0 BB R B, Y0
o o - — -
TT TG GG A G
X HE 2 158 94(59.5) 55(34.8) 9(5.7) 243(76.9) 73(23.1)
i 151 25 121 54(44.6) 54(44.6) 13(10.7) 162(66.9) 80(33.1)
Z/% 6.759 6.771
P 1 0.034 0.009
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Table 4 Analysis of association between IL-10 gene SNP loci and risk of developing PCOS
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GG 0.490 0.200 5.996 0.014 1.633 1.103~2.417
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GG 0.490 0.200 5.996 0.014 1.633 1.103~2.417
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