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Association between Nrf2 Gene rs35652124,rs6706649
and rs6721961 Polymorphism and Alzheimer’s Disease

ZHANG Bao-hua*, WU Qi" (a. Department of Medicine Quality Control;b. Department
of Emergency, Ankang Traditional Chinese Hospital , Shaanxi Ankang 725000, China)

Abstract: Objective

To investigate the genetic association between NF-E2-related factor 2 (Nrf2) gene polymorphism and
382 AD patients from January 2015
to December 2016 were recruited to participate in the study. According to age of onset.they were divided into the early-onset
Alzheimer’s disease (EOAD) group (116 cases) and the late-onset Alzheimer’s disease (LOAD) group (266 cases). 120

healthy volunteers without AD were recruited to participate in the study. Genotype was determined by polymerase chain re-

Alzheimer’s disease (AD) in the Han descent population of Shaanxi province. Methods

action combined with DNA direct sequencing technique for the polymorphism of the Nrf2 gene. Results The genotype and
allele distribution of rs35652124 and rs6721961 polymorphism were significantly different between the EOAD group and
control group( P<C0. 05). There was no significant difference of genotype and allele distribution of three Nrf2 gene single nu-
cleotide polymorphisms (SNPs) between the LOAD group and control group(P>>0.05). For EOAD patients., age of onset
was significantly different between different genotype of rs35652124 and rs6721961( P<<0. 05). However, there was no sig-
nificant difference of age of onset in LOAD group(P>>0. 05). Conclusion Polymorphism of the Nrf2 gene may associate
with the risk of AD,and affect disease progression.
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116 ], Horp 554 52 i, & ¥ 64 ], P39 4E I8 63. 6
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rs35652124 3:57-GGGTTCCCGTTTTTCTCCCAGCTCTGGGTG-3 65 50
T 5’-TGTTTGCGAAGGTCGCTGGAGTTCGGACGC-3’
rs6706649 3:57-ATCTGTGGCGTGGTGGCTGCGCTTTGG-3 65 45
Ti:5’-AGCTCGTGTTCGCAGTCACCCTGAGCG3’
rs6721961 F3#:5’-GGGTTCCCGTTTTTCTCCCAGCTCTGGG TG 65 50

Ti#:5’-TGTTTGCGAAGGTCGCTGGAGTTCGGACGC—3’
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*2 FHENDR EERMEMERDfa(20)]
HERm/ X4 EOAD4L LOAD# X IR4L vs EOAD 41 XIR4L vs LOAD 41 EOAD #] vs LOAD 4
FRHER (i=120)  (n=116) (#=266)  OR(95% CD P OR(95%CD P OR(95%CD P
rs35652124 GG 30(25.0)  21(18. 1) 66(24.8) 1.0 1.0 1.0
GA 65(54.2) 57(49.1) 136(51.1)  L173(0.733~L81D)  0.504 0.967(0.677~1.380) 0831 0.824(0.504~1.249)  0.351
AA 25(20.8) 38(32.8) 64(24.1)  1.332(L007~2.331)  0.042 LOT4C0.800~1.443) 0,638 0.701(0.478~1.028) 0,052
G 125(52. 1) 99(42.7) 268(50.4) 1.0 L0 1.0
A 115(47.9) 133(57.3) 264(49.6)  L221(LO0T~L4T9)  0.041 10340 892~1.199) 0,660 0.847(0.714~1.003)  0.050
rs6706649 GG 109(90.8) 102(87.9) 238(89.5) 1.0 L0 1.0
GA 9(7.5)  13(11.2) 27(10.2)  LO4I0.938~1.132)  0.337 1.029(0. 963~1.008)  0.428 0.988(0.915~1.066)  0.745
AA 2.7 100.9)  1€0.4)  0.9920.961~1.023)  0.605 0.986(0960~1.013) 0191 0.994(0.974~1.015) 0539
G 227(94.6) 217(93.5) 503(94.5) 1.0 L0 1.0
A 13(5.4)  15(6.5)  29(5.5)  LOIL(D.966~1.038)  0.630 10000, 963~1.038) 0,984 0.989(0.951~1.029)  0.580
rs6721961  CC 64(53.3) 48(41.4) 144(54.1) 1.0 1.0 1.0
CA 43(35.8)  45(38.8) 98(36.8)  L150(0.902~1.489)  0.244 1.005(0.834~1.212)  0.957 0.867(0.694~1.088)  0.191
AA 13(10.8)  23(19.8)  24(9.0)  L229(LOI7~L48D)  0.028 0.970(0.862~1,091) 0,598 0.789(0.664~0,937) 0001
C 171(71.3) 141(60.8) 386(72.6) 1.0 L0 1.0
A 69(28.8) 91(39.2) 146(27.4) L172(1.028~1336)  0.016 0.982(0.892~1.081)  0.708 0.838(0.746~0.941) 0,001
=3 AEERBEEFERILE
— EOAD LOAD
i1 R F p 1% R F P
rs35652124 GG 21 63.045. 4 16.130 0. 000 66 71.2+4.8 0. 663 0.521
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rs6706649 GG 102 60.3+5.3 0.324 0.747 238 70.94+4.5 1.880 0.063
GA 13 59.8+4.7 27 69. 244.4
rs6721961  CC 48 61.145.4 3.612 0.030 144 71.0+4.4 1175 0.311
CA 45 59.345. 1 98 70.6+4.6
AA 23 57,744, 8° 24 69.5+5.1

T :rs6706649 17 g AA DR R B 5 K0 /b, R UEAT L8 ¢ P<<0. 05, AA vs GG; P<<0.05,AA vs GA;¢ P<<0.05,AA vs CC,
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HAij, Nrf2 3N 28505 AD 5 8tk 5y 4 &
WFFE 38 0 20 0L, Otter ZE0T DU A BE Ry BFF 58 X6
S g A 725 1) AD B L LB AL rs35652124,
rs6706649 Fl rs6721961 7£ N Y 8 4~ SNP i i £
AME AD H B 0 A O, 45 R BRI SNP
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— 3 [ BLR AR AT BB AE SR &R AR IR L2 AD i R i

. SRR Nrf2 HAWA SCHT T 45 R AR L, BN £
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it 60 %, BRI EOAD #il LOAD #E474>4H .
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¥ AD #3544 EOAD fil LOAD Wi~ W40 . H 4%
AN Nef2 SN L2850, P48 B, EO-
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PR 25 A7 B PR 43 A R 22 S Y LA G b L
M LOPD 2 Ffn X} B4 b 55, =4~ SNP u,.\%lﬁ
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i LRk  Nrf2 B Z 8 R85 EOAD %)
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