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Abstract; [ Objective] To investigate the relation among the polymorphism of interleukin-8 (IL-8) gene A-251T and
apolipoprotein E (ApoE) gene with late-onset Alzheimer’s disease (LOAD). [Methods] Polymerase chain reaction and restrictive
fragment length polymorphism (PCR-RFLP) were used to detect the polymorphism distribution of IL-8 gene A-251T and ApoE
gene of 185 people in Han ethnicity of Guangdong province (study group: 88 LOAD patients, controlled group: 97 people). The
correlation of these genes was analyzed. [Results] (1) The differences of genotypes and alleles of TL.-8 gene A-251T between study
group and controlled group had no statistical significance. (2) The frequency of ApoE &4 allele in study group was significantly
higher than that in controlled group, as risk factor of LOAD (OR = 2.272, P = 0.003). (3) Study group and controlled group
were both divided into two groups by carrying ApoE &4 allele or not. The differences of 1L-8 genotypes were no significant whether
in carrying ApoE &4 allele group or not (carrying &4 group: P = 0.965; no carrying &4 group: P = 0.523). [Conclusion] Tt is
suggested that IL-8 gene A-251T polymorphism perhaps has no relation with LOAD and has no interaction with ApoE &4 allele.
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Fig.1 1IL-8 gene A-251T polymorphism
1, 3, 6. three genotypes of IL-8 gene A-251T polymorphism
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Fig.2 ApoE gene polymorphism
1,2,3,4,5, 6: six genotpyes of ApoE gene polymorphism
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Table 1 Distribution of IL-8 gene T-251C polymorphism in each group n(%)
Genetype Allele
Cases
T/T A/A T A
Study group 88 36(40.9) 46(52.3) 6(6.8) 118(67.0) 58(33.0)
Male 35 13(43.4) 19(54.3) 3(8.6) 45(64.3) 25(35.7)
Female 53 23(43.4) 27(50.9) 3(5.7) 73(68.9) 33(31.1)
Controlled group 97 40(41.2) 50(51.5) 7(7.2) 130(67.0) 64(33.0)
Male 38 15(39.5) 21(55.3) 2(5.3) 51(67.1) 25(32.9)
Female 59 25(42.4) 29(49.2) 5(8.5) 79(66.9) 39(33.1)
K2 E£HApE EEETEHNSH
Table 2 Distribution of ApoE gene polymorphism in each group n(%)
Cases Genetype Allele
€2/2 €2/3 £2/4 €3/3 e3/4 ed/4 €2 €3 e4
Study group 88 2(2.3) 14(15.9) 3(34) 45(51.1) 18(20.5) 6(6.8) 21(11.9) 122(69.3) 33(18.8)
Controlled group 97 0 16(16.5) 4(4.1) 65(67.0) 12(12.4) 0 20(10.3) 158(81.4) 16(8.2)
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Table 3 Distribution of IL-8 gene T-251C polymorphism

in groups carrying or no-carrying ApoEe4 allele

IL-8 gene T-251C genetype (% )

Cases
T/T A/T A/A

Carrying ApoEe4 allele

Study group 26 12(46.2) 12(46.2)  2(7.7)

Controlled group 16 7(43.8) 8(50.0) 1(6.3)
No-carrying ApoEe4 allele

Study group 59 23(39.0) 34(57.6) 2(34)

Controlled group 80 33(41.3) 41(51.3) 6(7.5)
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