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Abstract: Objective To analyze the relationship between apolipoprotein E (ApoE) gene polymorphism
and hypertensive of disorders pregnancy (HDP). Methods The clinical datas of 327 parturients who attended
and gave birth in the First People’s Hospital of Foshan from January 2016 to December 2020 were collected
for a case-control study. 162 patients with HDP were divided into the case group,and 165 healthy pregnant
women were divided into the control group. The gene chip method was used to detect ApoE gene polymor-
phism of the subjects. The ApoE genotype and gene frequency difference between the two groups were ana-
lyzed. The serum lipid levels of different ApoE genotypes were also compared. Results The comparison re-
sults of the clinical characteristics of the two groups showed that in addition to the higher high density lipo-
protein cholesterol (HDIL-c¢) valued in the control group,other indicators in the case group [ blood pressure,
total cholesterol (TC), triglyceride (TG),low density lipoprotein cholesterin (LLDL-c) and the incidence of
proteinuria,edema,fetal growth restriction,oligohydramnios| were significantly higher than those in the con-
trol group (P <C0.05).¢3/3 was the main genotype in the two groups. The €2/3 and £3/3 genotype frequencies
in the case group were significantly lower than those in the control group (4. 94% wvs. 13.94% . P <C0. 05;
59.88% ws. 71.52% ,P<C0.05),but the genotype frequencies of €3/4 and e4/4 were significantly higher than
those in the control group (22.22% wvs. 6.67%,P<C0.05;8.02% ws. 1.82%,P<C0.05). The &3 allele was
the main allele. The frequency of the €3 allele in the case group was lower than that in the control group (P <C
0.05),but the ¢4 allele was higher than that in the control group (20/68% wvs. 6.36% ,P<C0.05). The levels
of TC,TG and LDL-c of the E4 population were significantly higher than those of the E2 and E3 population
(P<C0. 05). Conclusion ApoE e4 is closely related to dyslipidemia and HDP, the population with ApoE €2
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may have a lower probability of HDP.
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