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Abstract: Objective To investigate the distribution characteristics of apolipoprotein E (ApoE) genotype
polymorphism in adults in Foshan area,and to explore the relationship between ApoE genotypes and blood lip-
id levels in adults of different ages,so as to provide scientific basis for the risk assessment of atherosclerotic
cardiovascular disease (ASCVD). Methods A total of 883 participants who underwent physical examination
in the hospital from July 2016 to January 2020 were selected as the research subjects. The blood of the refer-
ence subjects was detected by PCR-fluorescent probe for ApoE genotyping.and 11 biochemical indexes such as
blood lipid concentration were detected by automatic biochemical analyzer. Serum levels of serum total choles-
terol (TC) ,triglyceride (TG) ,high-density lipoprotein cholesterol (HDL-C) ,and low-density lipoprotein cho-
lesterol (LDL-C) were analyzed in different ApoE genotypes and age groups,and the risk of cardiovascular
disease was assessed. Results Compared with the results of the national survey in 2013 —2014, the levels of
blood lipid indexes TC, TG, LDL-C of healthy people in Foshan area from 2016 to 2020 were all increased,
while the level of HDL-C decreased. The distribution frequencies of ApoE genotype from high to low were E3/
E3,E2/E4,E3/E4,E2/E3,E2/E2,E4/E4,and the distribution frequencies of isomer phenotypes from high to
low were E3,E4,E2. The levels of TC and LDL-C in E4/E4,E3/E4 and E3/E3 genotypes were higher than
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those in E2/E2,E2/E3 and E2/E4 genotypes. The levels of TC and LDL-C were significantly correlated with

ApoE genotypes,and showed a curve increase with age. TG and HDL-C levels were not significantly correlated

with ApoE genotype, but were significantly correlated with gender. Conclusion

ApoE gene polymorphism can

be used as the basis for risk assessment of ASCVD. Carriers of E2 allele have the lowest risk of ASCVD. Car-

riers of E4 allele have the highest risk of ASCVD.
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