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[ Abstract] Objective To investigate the distribution of different apolipoprotein E (ApoE) genotypes in hyperlipidemia patients
living in central and southern Jiangsu province so as to provide evidence and reference for clinical use of statins in these patients.
Methods A retrospective study was conducted on 676 hyperlipidemia patients admitted in Northern Jiangsu People’s Hospital and the
First Affiliated Hospital of Soochow University from August 2019 to January 2022. Polymorphisms of ApoE 388T>C (rs429358) and
526C>T (rs7412) were detected, and the patients were divided into three groups according to genotyping: ApoE2, ApoE3 and ApoE4
groups. The relevant medical records of the patients were collected and retrospectively analyzed, and the distribution of ApoE polymor-
phisms and genotypes were also analyzed in the whole population and between different genders. SPSS statistics 26. 0 was used for data
analysis. Analysis of variance or Chi-square test was employed for intergroup comparison depending on data type. Results For the
three groups of hyperlipidemia patients, there were six ApoE gene phenotypes detected in this study, sequentially as E3/E3 (458
cases, 67.75% ), E3/E4 (109 cases, 16.12%), E2/E3 (86 cases, 12.72%), E4/E4 (11 cases, 1.63%), E2/E4 (10 cases,
1.48%) and E2/E2 (2 cases, 0.30%). The observed value of ApoE gene mutation was consistent with Hardy-Weinberg genetic
equilibrium (P>0.05), and all the participants were from the same Mendelian inheritance. No significant difference was found in

the distribution of ApoE genotypes between males and females (P>0.05). Conclusion The distribution of ApoE gene in central and
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southern Jiangsu province is not uniform, and there is no difference between genders. The characteristics of ApoE gene polymorphisms

have reference value for precise lipid-lowering therapy in clinical practice.
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Table 1 ApoE genotyping

ApoE rs429358/ Amino Amino
Genotype

genotype rs7412 acid 112 acid 158

ApoE2 E2/E2 TT/TT Cys Cys
E2/E3 TT/TC

ApoE3 E3/E3 TT/CC Cys Arg
E2/E4 TC/TC

ApoE4 E3/E4 TC/CC Arg Arg
E4/E4 Ccc/CC

ApoE : apolipoprotein E.
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Table 2 Comparison of baseline data among three groups

Item ApoE2 group(n=90) ApoE3 group(n=332) ApoE4 group(n=254) F/X* P value
Age(years, xts) 49.97+16. 24 51.83+15.98 53.37+15.95 0.41 0. 66
Male[ n(%) ] 67(74. 44) 229(69. 36) 208(81.89) 0.81 0.45
Alcohol drinking[ n( %) ] 51(56.67) 123(71.10) 221(87.01) 1.40 0.25
Smoking[ n(%) ] 32(35.56) 92(27.71) 91(35.83) 0.68 0.51
Hypertension[ n( %) ] 24(26.67) 126(37.95) 109(42.91) 3. 04 0.05
Diabetes mellitus[ n( %) ] 24(26.67) 119(35.84) 86(33.86) 0. 67 0.52
Stroke[ n( %) ] 11(12.22) 56(16.87) 61(24.02) 0.19 0. 88
ALT(U/L, x+s) 22.38+15.03 37.62+13.38 27.50+16. 08 0.38 0.68
AST(U/L, x+s) 23.08+8.20 42.27+15.78 31.75+16.46 0. 41 0. 66
Creatinine( pwmol/L, x+s) 75.77+16. 44 78.16+20. 61 73.92+23.94 0.26 0.77
TC(mmol/L, x+s) 6.43+3. 38 5.74+4.16 4.96+4.12 0.87 0.42
TG(mmol/L, x+s) 9.70+8. 40 10.22+7. 41 11.93+8.95 0.18 0.84
LDL-C(mmol/L, x+s) 1.67+1.31 2.07+1.29 1.76+1.47 0.23 0.79

ALT: alanine transaminase; AST: aspartate aminotransferase; TC: total cholesterol; TG triglyceride; LDL-C: low-density lipoprotein cholesterol.
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Table 3 Genotype and allele gene frequency distribution and
A
Hardy-Weinberg equilibrium test (n=676) 71 5 O E3/E3 \E3/E4 [E2/E3 E4/E4 E2/E4 M
Allele o E2/E2, Ho BB 479 B, th 2 8050k
. ele
Gene Genotype f[j(my gne X Pl E3/F3 E3/E4 E2/E3 ., E4/E4 E2/E4 fl E2/E2,
n 0
526C>T cC 577(85. 36) C 097 032 LPEERE 197 B, 2 2] /0 550k E3/E3 (E3/E4 |
cT 97(14.35) T E2/E3 E2/E4 1 E4/E4, ApoE HE K B 7E A [A] 4
T 2(0.29) ot e e e o S o
| H é ~ = =(). . ) |
3887>C TT 546(80.77) T 2.26  0.13 %J?Ijﬁﬁﬁ ﬁl+% E'\)((P 0 62’%%4>O szjj
TC 119(17.60) C Zlﬁj ApOE %g?ﬁﬁ’@Tﬁ,ﬁ 388T>C\526C>Tﬁ%ﬁ
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Table 4 Phenotypic distribution of ApoE gene in patients with different gender [n(%)]
Gender n E2/E2 E2/E3 E2/E4 E3/E3 E3/E4 E4/E4
Male 479 2(0.42) 60(12.53) 7(1.46) 326(68.06) 74(15.45) 10(2.08)
Female 197 0(0.00) 26(13.20) 3(1.52) 132(67.01) 35(17.77) 1(0.50)
Total 676 2(0.30) 86(12.72) 10(1.48) 458(67.75) 109(16.12) 11(1.63)
Compared with different genders, X*=3.51, P=0. 62.
F5 AEMEHEE ApoE BESHMEMESHHLE
Table 5 Frequency distribution of ApoE genotypes in patients with different gender [n(%)]
3887>C 526C>T
Gender n
TT TC cc X P value cc CT TT X P value
Male 479 388(81.00) 81(16.91) 10(2.09) 2.60 0.27 409(85.39) 68(14.20) 2(0.41) 0.85 0. 65
Female 197 158(80.20)  38(19.29)  1(0.51) 168(85.28)  29(14.72)  0(0.00)
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