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Analysis of Apolipoprotein E Polymorphism in Korean Women with
Preeclampsia

Yong Kyoon Cho, M.D,, Ji Kyung Ko, M.D., Chul Min Lee, M.D., Hoon Choi, M.D.,
Bok Rin Kim, M.D,

Department of Obstetrics and Gynecology, College of Medicine, Inje University,
Sanggye Paik Hospital, Seoul, Korea

Objective: This study was undertaken to investigate the correlation between the development of preeclampsia and
frequencies of Apo E genotypes and alleles.

Methods: Blood samples were drawn from 122 healthy pregnant women and 27 mild and 62 severe cases of
preeclampsia. Genomic DNA was isolated from whole blood and the Apo E allele was determined by polymerase chain
reaction.

Results: The frequencies of the apo £2, £3 and 4 allele were as follows: 5.6%, 83.3%, and 11.1% in women with
mild preeclampsia, 5.6%, 85.5%, 8.9% in women with severe preeclampsia, 4.9%, 86.9%, 8.2% in normal controls
(p-value > 0.05). None of the Apo E genotypes was associated with preeclampsia.

Conclusion: There is no statistical difference in the distribution of Apo E alleles between Korean preeclamptic

women and controls, and this suggest that Apo E polymorphism does not play a major role in the development of
preeclampsia.
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System (Gentra Systems, Inc., Research Triangle Park, NO&
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PCRE Hlo] @ Fo}Atol| A 7fkE] ApoE genotyping PCR
kit (Bio-Core co., Seoul, Korea)S A}2-35}9it}t o] HFHL
PCR mixturer 13} mixturer 27} Qlo] Z}Z+e] g0 15 ulQ}
kito]] 3£3+%E] ApoE PCR enzyme 0.5 pul 12|37 300 ng2]
DNAZ Y1 PCRS A3}tk PCRE 95CoA] 5&
7b denaturationS A]7|3L 95Co|A L&, 64CoA L&,
72CoA 18 30%% 35%F7|9] PCRE 3}9it} Final
extensions> 72°ColA] SEIF AlYSIGLaL Z17+2] HA| o
A Dofl A= 2% agarose gelof| A 4027 7] F&
(electrophoresis) 2 A|# UV illuminatoro]|A] ApoE PCR
productE #0135}l PCR product®] band= 588 bp2}

Fig. 1. Electrophoresis of ApoE PCR product.
M: Biocore size marker, 1: 2/2 type, 2: 3/3 type, 3: 4/4 type,
4: 2/3 type, 5 3/4 type, 6: 2/4 type (positive control)
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Table 1. Demographic and obstetric characteristics
Preeclampsia (n=89)
Controls (n=122) p-value
Mild (n=27) Severe (n=62)
Maternal age (years) 30.6+4.9 31.0£39 30.6+4.0 n.s.
Nulliparous 23 (85.2%) 44 (71.0%) 57 (47.1%)
Gestational age at delivery (weeks)" 39.4+1.7 35.3+35 395+1.2 <0.0001
Birth weight (grams)* 3292.6+442.6 2193.4+928.7 3354.9+399.8 <0.0001
' one-way ANOVA analysis, ¥ Bonferroni testing
Values are the meantstandard error of the mean
Table 2. Frequencies of apoprotein E allele and genotypes in the preeclamptic women and controls
Preeclampsia (n= 89)
o R Controls (n=122) p-value
Genotype frequencies
2/2 0 0 0
2/3 3 (11.1%) 7 (11.3%) 11 (9.0%)
2/4 0 0 1 (0.8%)
33 18 (66.7%) 45 (72.6%) 93 (76.2%)
3/4 6 (22.2%) 9 (14.5%) 15 (12.3%)
4/4 0 1 (1.6%) 2 (1.6%)
Allele frequencies
£2 3 (5.6%) 7 (5.6%) 12 (4.9%) ns.*
£3 45 (83.3%) 106 (85.5%) 212 (86.9%) ns.*
4 6 (11.1%) 11 (8.9%) 20 (8.2%) ns.*

*n.s.: not significant
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Table 3. Frequencies of apoprotein E allele and genotypes in the preeclamptic women and controls among nulliparous

women

Preeclampsia (n= 89)

Controls (n=57) p-value
Mild (n=23) Severe (n=44)
Genotype frequencies
2/2 0 0 0
2/3 2 (8.7%) 5 (11.4%) 6 (10.5%)
2/4 0 0 0
33 15 (65.2%) 30 (68.2%) 43 (75.4%)
3/4 6 (26.1%) 8 (18.2%) 8 (14.0%)
4/4 0 1 (2.3%) 0
Allele frequencies
£2 2 (4.3%) 5 (5.7%) 6 (5.3%) n.s.”
£3 38 (82.6%) 73 (83.0%) 100 (87.7%) ns.”
&4 6 (13.0%) 10 (11.4%) 8 (7.0%) n.s.”

*n.s.: not significant
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