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[ ABSTRACT ] Aim To study the relationship between apolipoprotein E gene polymorphism and coronary heart dis-
ease in women. Methods Apolipoprotein E, female coronary heart disease, and gene polymorphism were used as the
search terms, and Wanfang, CNKI, Chinese biomedical literature, SpringerLink database and PubMed database were
searched from foundation September 30, 2018.  Alleles E2 and E4 were compared with E3, and genotypes E2/2, E2/3,

E2/4, E3/4 and E4/4 were compared with E3/3, respectively.  Statistical software Statal4.0 was used for Meta analysis
of all data, and combined odds ratio ( OR value) and 95% confidence interval (95% CI) were used to describe the count-
ing data. The heterogeneity analysis process was completed with I* , and it was considered that there was significant heter-
ogeneity when P<0. 1 or ’>50%. Publication bias was analyzed using funnel plot. ~ The reliability of the results was as-
sessed by sensitivity analysis.  P<0.05 was considered statistically significant. Results A total of 940 related litera-
tures were retrieved, and 9 literatures were finally included.  One in Chinese and eight in English.  The selected litera-
tures were all case-control studies, and the literatures were evaluated by NOS quality score scale. ~ The selected literatures
were all higher than 5 points, which was considered as high-quality literatures. ~ Meta analysis results of selected literature
showed that genotype E2/2(OR 4.65,95%CI (1.02,21.19) ), E3/4(OR 1.68,95% CI (1.00,2.82)), E4/4(OR 4.

55,95%CI (2.16,9.60) ) were significantly higher in the case group than in the control group, E2/3(OR 1.10,95% CI
(0.79,1.54)), E2/4(0OR 1.03,95% CI (0.51,2.07) ) had no statistical significance in the incidence of female coronary

[FmEHHE] 2019-01-15 [fEEIHH#I] 2019-03-26
[EEBN]  ZReFr WA A 5805 100 2 500008 2Rl 5 16 R, E-mail 7 1982530691 @ qq. com,, A5 1E#H W, 1§+, &
PRI A5 B 5 AR R, B 55 1) S 5O BE RS 1 IR, E-mail 2 895223599@ qq. com,



894

ISSN 1007-3949 Chin J Arterioscler, Vol 27 ,No 10,2019

heart disease.
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Figure 1. Literature screening process and results
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Table 1. Meta analysis of included literature information
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Figure 2. Forest plots of each comparison model
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Figure 3. E3/4 vs E3/3 forest map
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Figure 4. Funnel plot of each contrast model
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