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Association between apolipoprotein E gene polymorphisms and early-onset
Alzheimer’s disease:a Meta-analysis
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Abstract: Objective To comprehensively evaluate the effect of apolipoprotein E gene (ApoE) polymor-
phism in early-onset Alzheimer's disease (EOAD). Methods

with Alzheimer's disease were searched through CNKI database, Wanfang database, VIP database,China Bio-

ApoE genes and gene polymorphisms associated

medical Literature Service System,PubMed, Embase, Web of Science,Cochrane Library literature from estab-
lishment of the database to November 16,2022,and then the literature was summarized, screened,included and
analyzed statistically. Results Finally,9 articles were included,including 948 cases in the EOAD group and 1
989 cases in the control group. Meta-analysis showed that compared with ApoE genotype E4E4,E2E2 (OR =
0.05,95%CI:0.01—0.22,P<0.05),E2E3 (OR =0.04,95%CI:0.02—0.08,P<C0.05) and E3E3 (OR =
0.07,95%CI:0.04—0, 13, P < 0. 05) were protective factors for EOAD. Compared with ApoE allele E4,E2
(OR=0.20,95%CI:0.15—0. 28,P<C0.05) ,and E3 (OR=0. 28,95%CI :0.21—0. 37,P<C0. 05) were protec-
tive factors for EOAD. Conclusion Allele E4 is the risk factor for EOAD,among which ApoE genotype E4E4
is the most obvious,while ApoE genotypes E2E2,E2E3,E3E3 are relatively protective factors for EOAD,and
the protective significance of E2E3 is higher than E3E3.
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